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Presentation

Health care practice is becoming more and more complex due to multiple factors,
the most relevant being the exponential increase of scientific information.

To ensure that clinical decisions are appropriate, efficient and safe, health care
professionals must constantly update their knowledge, an objective that entails great
dedication and effort.

In the year 2003, the National Health System’s Interterritorial Council creaied the
Health Guide (GuiaSalud) project, which aims ultimately to improve eviderice-based
clinical decision-making by means of training activities and the configuration of a
Clinical Practice Guidelines (CPG) register in the NHS. Since then, th¢ Health Guide
project has assessed dozens of CPGs in accordance with explicit criteria generated by its
scientific committee, registered these CPGs and disseminated “them throughout the
Internet. In early 2006, the Directorate General of the Natieral Health System Quality
Agency elaborated the Quality Plan for the National Health System, a plan that
encompasses twelve strategies. The objective of this Plan is to increase cohesion of the
NHS and aid in guaranteeing maximum quality heaith care to all citizens, regardless of
their place of residence. As part of the plan, the development of eight CPGs on
prevalent pathologies related with health strategies was assigned to different agencies
and experts groups. This guide on eating disorders is the result of this assignment.

Additionally, the establishment-oi a common CPG development methodology for
the NHS was assigned to CPG experts groups in our country, resulting in a collective
effort of consensus and coordination amongst them.

In 2007, the Health Guide project was renovated by creating the Clinical Practice
Guideline Library. Tiiis project thoroughly covers the elaboration of CPGs and includes
other services ana products of evidence-based medicine. It also aims to favour the
implementationiand assessment of the use of CPGs in the National Health System.

Eatinig disorders, anorexia nervosa and bulimia nervosa, as well as other similar
clinical pictures, are disorders of multifactorial ethiopathogeny that have been a great
chailenge for public health care in the last decades. Sociocultural factors that can lead to
cating disorders, as well as the serious physical, social and psychological sequelae that
these disorders entail have caused great social alarm. Eating disorders are diseases that
not only involve the affected individual, but also the family and closest environment,
and even health care and education professionals who are directly or indirectly involved,
and who have no access to guides to address these disorders successfully.
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This CPG aims to provide the population and health care and education professionals
with a useful instrument to address the most basic aspects of the disease, especially those
concerning prevention and treatment. Understanding and assessing these diseases,
identifying them and assessing their risk potential, as well as presenting therapeutic
objectives, and deciding on the best site for treatment and providing help to families, are
tasks that can be tackled from different professional settings with an undeniable benefit
for patients and family members. Such is the role that this evidence-based guide aims to
exercise, and which is the result of the work performed by a group of professionals
involved in the field of eating disorders and experts on CPG methodology.

This CPG has been revised by Spanish eating disorders experts and is endorsed by
Spanish patient associations and scientific societies involved in the managemeit of these
patients.

Pablo Rivero

General Director
Quality Agency ofihie National Health System
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Key Questions

Definition and Classification of Eating Disorders

1. How are eating disorders defined and classified? What are the shared and specific clinical
features of each type?

2. Ethiopathogeny of eating disorders: What are the main risk factors?
3. What are the most frequent co morbidities of eating disorders?
Prevention of Eating Disorders

4. What is the efficacy of primary care interventions in avoiding eating disetders? Are there any
negative effects?

Detection of Eating Disorders

5. What screening instruments are useful to identify cases of eating disorders?
Diagnosis of Eating Disorders

6. What clinical criteria are useful to diagnose eating disorders?

7. How are eating disorders diagnosed?

8. What is the differential diagnosi< of eating disorders?

Interventions at the Different Levels of Care in the Management of Eating
Disorders

9. What are the primiary care (PC) and specialised care interventions for eating disorders?
Other resources?

10. In eating disorders, what clinical criteria may be useful to assess referral amongst the health
careresources available in the NHS?

13, In eating disorders, what clinical criteria may be useful to assess inpatient care (complete
hospitalisation) in the healthcare resources available in the NHS?

12. In eating disorders, what clinical criteria may be useful to assess discharge in the healthcare
resources available in the NHS?

Treatment of Eating Disorders

13. What is the efficacy and safety of re-nutrition in patients with eating disorders?

12
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14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

24,

25.

26.

27.

28.

29.

What is the efficacy and safety of nutritional counselling in patients with eating disorders?

What is the efficacy and safety of cognitive-behavioural therapy in patients with eating
disorders?

What is the efficacy and safety of self-help and guided self-help in patients with eating
disorders?

What is the efficacy and safety of interpersonal therapy in patients with eating disorders?

What is the efficacy and safety of family therapy (systemic or not) in patients with eating
disorders?

What is the efficacy and safety of psychodynamic therapy in patients with eafizig disorders?
What is the efficacy and safety of behavioural therapy in patients with-¢ating disorders?
What is the efficacy and safety of antidepressants in patients with-eating disorders?

What is the efficacy and safety of antipsychotic drugs in patients with eating disorders?

What is the efficacy and safety of appetite stimulants-in patients with anorexia nervosa
(AN)?

What is the efficacy and safety of opioid. aftagonists in patients with eating disorders?

What is the efficacy and safety of other psychoactive drugs in patients with eating
disorders?

What is the efficacy and safety of combined interventions in patients with eating disorders?
What is the treatment,for eating disorders that occur with comorbidities?
How are chrotiic cases of eating disorders treated?

What iscthe treatment for eating disorders in special situations such as pregnancy and delivery?

Assessment of Eating Disorders

30.

31.

What tools are useful to assess the symptoms and behaviour of eating disorders?

What tools are useful for the psychopathological assessment of eating disorders?

Prognosis of Eating Disorders

32.

What is the prognosis of eating disorders?

13
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33. Are there prognostic factors for eating disorders?
Legal Aspects Concerning Patients with Eating Disorders in Spain

34. What legal procedure must be followed when a patient with an eating disorder refuses to
receive treatment?

35. Is the informed consent of a minor with an eating disorder legally valid?
36. In the case of a minor with an eating disorder, what is the legal solution to the dilemima

stemming from the responsibility of confidentiality, respect of autonomy and obligations
towards the minor’s parents or legal guardians?

14
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CPG Recommendations

In this section recommendations are presented following the guide’s structure. Chapters 1,2 and
3 of the CPG include an introduction, scope and objectives, and methodology, respectively.
Chapter 4 covers eating disorders and Chapter 11 addresses prognosis. All these chapters are
descriptive and thus no recommendations have been formulated for clinical practice. Chapter 5,
which covers prevention, is the first to provide recommendations. This section’s abbreviations
can be found at the end.

Grade of recommendation: A, B, C o D, depending on whether evidence quality is veryv. high,
high, moderate or low.

v Good clinical practice: recommendation based on the working group’s consénsuses.
(Please refer to Annex 1).

5. Primary Prevention of Eating Disorders (Question 5.1.)

v

5.1.

Sample, format and design characteristi¢s)of eating disorder prevention
programmes that have shown greater ¢fficacy should be considered the
model for future programmes.

5.2.

In the design of universal eating disorder prevention strategies, it must be
taken into account that expected behavioural changes in children and
adolescents without these types of problems might differ from those of
high-risk populations:.

5.3.

|~conversations from compulsively turning to eating and image and

Messages . ai) measures that indirectly protect individuals from eating
disorders/should be passed on to the family and adolescent: following a
healthy" diet and eating at least one meal at home with the family,
facilitating communication and improving self-esteem, avoiding family

avoiding jokes and disapproval regarding the body, weight or eating
manner of children and adolescents.

6. Detzsction of Eating Disorders (Question 6.1.)

=
D

6.1.

Target groups for screening should include young people with low body
mass index (BMI) compared to age-based reference values, patients
consulting with weight concerns without being overweight or people who
are overweight, women with menstrual disorders or amenorrhoea, patients
with gastrointestinal symptoms, patients with signs of starvation or
repeated vomiting, and children with delayed or stunted growth, children,
adolescents and young adults who perform sports that entail a risk of
developing an eating disorder (athletics, dance, synchronised swimming,
etc.).

16
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In anorexia nervosa (AN), weight and BMI are not considered the only
indicators of physical risk.

Early detection and intervention in individuals presenting weight loss are
important to prevent severe emaciation.

In the case of suspected AN, attention should be paid to overall clinical
assessment (repeated over time), including rate of weight loss, growth
curve in children, objective physical signs and appropriate laboratory
tests.

It is recommended to use questionnaires adapted and validated injthe
Spanish population for the detection of eating disorder casesdscreening).

The use of the following tools is recommended:

Eating disorders in general: SCOFF (for individualsraged 11 years and
over)

AN: EAT-40, EAT-26 and ChEAT (the latterfor individuals aged between
8 and 12 years)

Bulimia nervosa (BN): BULIT, BULIT<R and BITE (the three for
individuals aged 12-13 years and over)

Adequate training of PC physicians is considered essential for early
detection and diagnosis.of eating disorders to ensure prompt treatment or
referral, when deemed necessary.

Due to the lowdrequency of visits during childhood and adolescence, it is
recommended” to take advantage of any opportunity to provide
comprehensive management and to detect eating disorder risk habits and
cases...Fating disorder risk behaviour, such as repeated vomiting, can be
detéeted at dental check-ups.

'~ When interviewing a patient with a suspected eating disorder, especially

if the suspected disorder is AN, it is important to take into account the
patient’s lack of awareness of the disease, the tendency to deny the
disorder and the scarce motivation to change, these reactions being more
pronounced in earlier stages of the disease.

v 6.9.

It is recommended that different groups of professionals (teachers, school
psychologists, chemists, nutritionists and dieticians, social workers, etc.)
who may be in contact with at-risk population have adequate training and
be able to act as eating disorder detection agents.

17
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7. Diagnosis of Eating Disorders (Questions 7.1.-7.3.)

v

7.1.

It is recommended to follow the WHO’s (ICD-10) and the APA’s (DSM-
IV o DSM-IV-TR) diagnostic criteria.

7.2.1.

Health care professionals should acknowledge that many patients with
eating disorders are ambivalent regarding treatment due to the demands
and challenges it entails.

7.2.2.

Patients and, when deemed necessary, carers should be provided with
information and education regarding the nature, course and treatment ef
eating disorders.

7.2.3.

Families and carers may be informed of existing eating disorder
associations and support groups.

7.2.4.

It is recommended that the diagnosis of eating disorders include
anamnesis, physical and psychopathological examinations and
complementary explorations.

7.2.5.

Diagnostic confirmation and therapexitic implications should be in the
hands of psychiatrists and clinica! psychologists.

8. Interventions at the Different Leveis-of Care (Questions 8.1.-8.4.)

D

8.1.

Individuals with €ating disorders should be treated in the appropriate care
level based on ¢linical criteria: outpatient care, day care (day hospital) and
inpatient cate (general or psychiatric hospital).

8.2.

Health care professionals without specialist experience in eating
¢isorders or who are faced with uncertain situations should seek the

[~advice of a trained specialist when emergency inpatient care is deemed

the most appropriate option for a patient with an eating disorder.

8.3.

The majority of patients with BN can be treated on an outpatient basis.
Inpatient care is indicated when there is risk of suicide, self-inflicted
injuries and serious physical complications.

8.4.

Health care professionals should assess patients with eating disorders and
osteoporosis and advise them to refrain from performing physical
activities that may significantly increase the risk of fracture.

8.5.

The paediatrician and the family physician must be in charge of the
management of eating disorders in children and adolescents. Growth and
development must be closely monitored.

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS
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Primary care centres should offer monitoring and management of
physical complications to patients with chronic AN and repeated
therapeutic failures who do not wish to be treated by mental health
services.

Family members, especially siblings, should be included in the
individualized treatment plan (ITP) of children and adolescents with
eating disorders. The most common interventions involve sharing of
information, advice on behavioural management of eating disorders and
improving communication skills. The patient’s motivation to change
should be promoted by means of family intervention.

Where inpatient care is required, it should be carried out within a
reasonable distance to the patient’s home to enable the invoivement of
relatives and carers in treatment, to enable the patient to maintain social
and occupational links and to prevent difficulties between care levels.
This is particularly important in the treatment of children and adolescents

Patients with AN whose disorder has not-improved with outpatient
treatment must be referred to day patient tieatment or inpatient treatment.
For those who present a high risk of suicide or serious self-inflicted
injuries, inpatient management is indicated.

Inpatient treatment should b¢. considered for patients with AN whose
disorder is associated with high or moderate risk due to common disease or
physical complicationsoi-AN.

Patients with AN who require inpatient treatment should be admitted to a
centre that ensures adequate re-nutrition, avoiding the re-feeding
syndrome, with close physical monitoring (especially in the first few
days), aleng with the appropriate psychological intervention.

The family physician and paediatrician should take charge of the
assessment and initial intervention of patients with eating disorders who
attend primary care.

When management is shared between primary and specialised care, there
should be close collaboration between health care professionals, patients
and relatives and carers.

D 8.6.
D 8.7,
D 8.8,
D 8.9,
D | s.10.
D | 811
D | 812
D | &I3

v | 814

Patients with confirmed diagnosis or clear suspicion of an eating disorder
will be referred to different health care resources based on clinical and
age criteria.
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v 8.15. Referral to adult or children mental health centres (CSMA/CSMIJ) by the
family physician or paediatrician should consist of integrated care with
shared responsibilities.

v 8.16. Cases referred to adult or children mental health centres (CSMA/CSMIJ)
still require different levels to work together and short- and mid-term
monitoring of patients, to avoid complications, recurrences and the onset
of emotional disorders, and to detect changes in the patient’s
environment that could influence the disease.

v 8.17. The need to prescribe oestrogen treatment to prevent osteoporosis iiv'girls
and adolescents with AN should be carefully assessed, givern. that this
medication can hide the presence of amenorrhoea.

v 8.18. In childhood, specific eating disorder treatment programmes designed for
these ages will be required.

9. Treatment of Eating Disorders (Questions 9.1.-9.20.)
Medical Measures (Re-nutrition and Nutritional Counselling)
Re-nutrition (Question 9.1.)

Anorexia nervosa

D 9.1.1.1. A physical exploratién and in some cases oral multivitamin and/or
mineral supplements-are recommended, both in outpatient and inpatient
care, for patietits” with AN who are in the stage of body weight
restoration.

D 9.1.1.2. Total ‘warenteral nutrition should not be used in patients with AN unless
the.ypatient refuses nasogastric feeding and/or when there is
gastrointestinal dysfunction.

v 9.1.13. Enteral or parenteral re-nutrition must be applied using strict medical
criteria and its duration will depend on when the patient is able to resume
oral feeding.

&eneral Recommendations on Medical Measures (GM) for Eating Disorders
(Questions 9.1.-9.2.)

Eating Disorders

v | 9.GM.01. | Nutritional support for patients with eating disorders will be selected
based on the patient’s degree of malnutrition and collaboration, and
always with the psychiatrist’s approval.

20
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v | 9.GM.02.

Before initiating artificial nutrition the patient’s degree of collaboration
must be assessed and an attempt must always be made to convince
him/her of the benefits of natural feeding.

v | 9.GM.03.

In day hospitals, nutritional support for low-weight patients, where an
oral diet is insufficient, can be supplemented with artificial nutrition (oral
enteral nutrition). To ensure its intake, it must be administered during the
day hospital’s hours, providing supplementary energy ranging from 300
to 1,000 kcal/day. |

v | 9.GM.04.

Oral nutritional support in eating disorder inpatients is deemed adeguate
(favourable progress) when a ponderal gain greater than 0.5 kg perrweek
is produced, with up to 1 kg increments being the usual during that
period. Sometimes, when the patient with moderate malpuirition resists
resuming normal feeding, the diet can be reduced by 500:700 kcal and be
supplemented by complementary oral enteral nutfition in the same
amount, which must be administered after micais and not instead of
meals.

v | 9.GM.05.

In the case of severe malnutrition, extreime starvation, poor progress or
lack of cooperation of the patient interms of eating, artificial nutrition
treatment is indicated. If possible; an oral diet with or without oral
enteral nutrition is always the Frst step, followed by a 3 to 6 day period
to assess the degree of collaberation and medical-nutritional evolution.

v | 9.GM.06.

Regarding estimated energetic requirements, it is recommended that
caloric needs at.th¢ beginning always be below the usual, that real
weight, as opposed to ideal weight, is used to make the estimation and
that in cases of severe malnutrition energetic requirements be 25 to 30
kcal/kg real weight or total keal not higher than 1,000/day.

Anorexia nervosa

D 9.GM.I.

In feeding guidelines for children and adolescents with anorexia
Nervosa, carers should be included in any dietary information, education
and meal planning.

»D | 9.GM.2.

Feeding against the will of the patient should be used as a last resort in
the management of AN.

D 9.GM.3.

Feeding against the will of the patient is an intervention that must be
performed by experts in the management of eating disorders and related
clinical complications.

21
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D 9.GM.4. | Legal requirements must be taken into account and complied with when
deciding whether to feed a patient against his/her will.
D 9.GM.5. | Health care professionals must be careful with the healthy weight

restoration process in children and adolescents with AN, administering
the nutrients and energy required by providing an adequate diet in order
to promote normal growth and development.

Bulimia nervosa

D

9.GM.6.

Patients with BN who frequently vomit and abuse laxatives can 'develop
abnormalities in electrolyte balance.

9.GM.7.

When electrolyte imbalance is detected, in most cases-¢limination of the
behaviour that caused it is sufficient to correct th&’problem. In a small
number of cases, oral administration of electrolytes whose plasmatic
levels are insufficient is necessary to restore normal levels, except in
cases involving gastrointestinal absorptioi.

9.GM.8.

In the case of laxative misuse, patients with BN must be advised on how
to decrease and stop abuse. This process must be carried out gradually.
Patients must also be inforni¢d that the use of laxatives does not decrease
nutrient absorption.

9.GM.9.

Patients who vomi¢ habitually must have regular dental check-ups and be
provided with dental hygiene advice.

Psychological Therapigs-tor Eating Disorders
Cognitive-Behavioura!therapy (Question 9.3.)

Bulimia nervosa

93.2.1.1.

CBT-BN is a specifically adapted form of CBT and it is recommended that
16 to 20 sessions are performed over 4 or 5 months of treatment.

93.2.1.2

Patients with BN who do not respond to or refuse to receive CBT
treatment may be offered alternative psychological treatment.

9.3.2.1.3.

|Adolescents with BN can be treated with CBT adapted to their age, level
of development, and, if appropriate, the family’s intervention can be
incorporated.
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Binge-Eating Disorder

A

9.3.3.1.

A specifically adapted form of CBT can be offered to adults with binge-
eating disorder (BED).

Self-Help (guided or not) (Question 9.4.)

Bulimia nervosa

B | 94.1.1.1. | A possible first step in BN treatment is initiating a SH programme
(guided or not).
B | 9.4.1.1.2. | SH (guided or not) is sufficient only in a small number of patients-with

BN.

Interpersonal Therapy (Question 9.5.)

Bulimia nervosa

B

9.5.2.1.

IPT should be considered an alternative 10 CBT although patients
should be informed that it requires 8 to~i2 months to achieve results
similar to those obtained with CBT.

Binge-Eating Disorder

B

9.5.3.1.

IPT-BED can be off¢red to patients with persistent BED.

Family Therapy (systemi¢or not) (Question 9.6)

Anorexia nervosa

B

9.6.1.1.1. %

FT is indicated in children and adolescents with AN.

D

9.6.1:1.2.

Family members of children with AN and siblings and family members
of adolescents with AN can be included in treatment, taking part in
improving communication, supporting behavioural treatment and sharing
therapeutic information.

9.6.1.1.3.

Children and adolescents with AN can be offered individual
appointments with health care professionals, separate from those in
which the family is involved.

9.6.1.1.4.

The effects of AN on siblings and other family members justifies their
involvement in treatment.
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General Recommendations for Psychological Therapy (GP) in Eating
Disorders (GP) (Questions 9.3.-9.8.)

Anorexia nervosa

D

9.GP.1.

The psychological therapies to be assessed for eating disorders are: CBT,
SFT, IPT, PDT and BT.

9.GP.2.

In the case of patients who require special care, the selection of the
psychological treatment model that will be offered is even more
important.

9.GP.3.

The objective of psychological treatment is to reduce risk, to enceurage
weight gain by means of a healthy diet, to reduce other symptomis related
with eating disorders and to facilitate physical and .psychological
recovery.

9.GP 4.

Most psychological treatments for patients with AN Gan be performed on
an outpatient basis (with physical monitoring) by professionals
specialised in eating disorders.

9.GP.5.

The duration of psychological treatment'should be of at least 6 months
when performed on an outpatient basis with physical monitoring) and 12
months for inpatients.

9.GP.6.

For patients with AN who?have undergone outpatient psychological
therapy but have not improved or have deteriorated, the indication of
more intensive treatments (combined individual and family therapy, day
or inpatient care) must be considered.

9.GP.7.

For inpatients with AN, a treatment programme aimed at suppressing
symptoms-and achieving normal weight should be established. Adequate
physicat-monitoring is important during renutrition.

9.GP.8.

1Psychological treatments must be aimed at modifying behavioural

attitudes, attitudes related to weight and body shape and the fear of
gaining weight.

9.GP.9.

The use of excessively rigid behaviour modification programmes is not
recommended for inpatients with AN.

9.GP.10.

Following hospital discharge, patients with AN should be offered
outpatient care that includes monitoring of normal weight restoration and
psychological intervention that focuses on eating behaviour, attitudes to
weight and shape and the fear of social response regarding weight gain,
along with regular physical and psychological follow-up. Follow-up
duration must be of at least 12 months.
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D 9.GP.11.

In children and adolescents with AN who require inpatient treatment and
urgent weight restoration, age-related educational and social needs
should be taken into account.

Binge-Eating Disorder

A | 9.GP.12.

Patients must be informed that all psychological treatments have a
limited effect on body weight.

B | 9.GP.13.

A possible first step in the treatment of patients with BED is to encourage
them to follow a SH programme (guided or not).

B | 9.GP.14.

Health care professionals can consider providing BED patients with SH
programmes (guided or not) that may yield positive results: However,
this treatment is only effective in a limited number of patients with BED.

D | 9.GP.15.

If there is a lack of evidence to guide the care of patients with EDNOS or
BED, health care professionals are recommeiided to follow the eating
disorder treatment that most resembles  the eating disorder the patient
presents.

D 9.GP.16.

When psychological treatments. are performed on patients with BED, it
may be necessary in some cases to treat comorbid obesity.

D | 9.GP.17.

Adolescents with BED-must be provided with psychological treatments
adapted to their deveippmental stage.

Pharmacological Treatment of Eating Disorders
Antidepressants (Questions 9.9.)

Bulimia nervosa

B | 9.9.2.1.i~| Patients should be informed that antidepressant treatment can reduce the
frequency of binge-eating and purging episodes but effects are not
immediate.

B> [ 9.9.2.1.2. | In the treatment of BN, pharmacological treatments other than

i antidepressants are not recommended.
The dose of fluoxetine used in patients with BN is greater than the dose

D | 99.2.13. : .
used for treating depression (60 mg/day).

Amongst SSRI antidepressants, fluoxetine is the first-choice drug for

D | 99.2.14. | treatment of BN, in terms of acceptability, tolerability and symptom

reduction.
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Binge-Eating Disorder

B | 9.9.3.1.1. | SSRI antidepressant treatment can be offered to a patient with BED,
regardless of whether he/she follows a guided SH programme or not.
B | 9.9.3.1.2. | Patients must be informed that SSRI antidepressant treatment can reduce

the frequency of binge-eating, but the duration of long-term effects is
unknown. Antidepressant treatment may be beneficial for a small
number of patients.

General Recommendations for Pharmacological Treatment (GPH) of Eating
Disorders (Questions 9.9.-9.15.)

Anorexia nervosa

D 9.GPHI1. | Pharmacological treatment is not recommended as.the only primary
treatment for patients with AN.

D 9.GPH.2.| Caution should be exercised when prescribing pharmacological treatment
for patients with AN who have .associated comorbidities such as
obsessive-compulsive disorder (OC D) or depression.

D 9.GPH.3.| Given the risk of heart coniplications presented by patients with AN,
prescription of drugs whase side effects may affect cardiac function must
be avoided.

D 9.GPH.4.| If drugs withcadverse cardiovascular effects are administered, ECG
monitoring & patients should be carried out.

D 9.GPH.5.| All pattents with AN must be warned of the adverse effects of
phatimacological treatments.

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS

26



Binge-Eating Disorder

D | 9.GPH.6. | Inthe absence of evidence to guide the management of BED, it is
recommended that the clinician treat the patient based on the eating
problem that most closely resembles the patient’s eating disorder
according to BN or AN guides.

Treatment of Eating Disorders in the Presence of Comorbidities (Question 9.18)
Eating Disorders with Organic Disorders

D 9.18.1. Treatment of clinical and subclinical cases of eating disorders in paiients
with diabetes mellitus (DM) is essential given the increased risk in this

group.

D 9.18.2. Patients with Type 1 DM and an eating disorder must-o¢ monitored due
to the high risk of developing retinopathy and other cémplications.

D 9.18.3. Young people with type 1 DM and poor adhererice to antidiabetic
treatment should be assessed for the probabic presence of an eating
disorder.

Treatment of Chronic Eating Disorders (Quéstion 9.19.)

v 9.19.1. The health care professional in charge of the management of chronic
eating disorder cases should inform the patient on the possibility of
recovery and advise him/her to see the specialist regularly regardless of
the number of years elapsed and previous therapeutic failures.

v 9.19.2. It is necessary to have access to health care resources that are able to
provide long-term treatments and follow-up on the evolution of chronic
eatitig disorder cases, as well as to have social support to decrease future
(~disability.

|

Treatmentof Eating Disorders in Special Cases (Question 9.20.)

|
B} 9.20.1. Pregnant patients with AN, whether it is the first episode or a relapse,

require intensive prenatal care with adequate nutrition and follow-up of
foetal development.

D 9.20.2. Pregnant women with eating disorders require careful follow-up
throughout pregnancy and the postpartum period.
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10. Assessment of Eating Disorders (Questions 10.1.-10.2.)

Assessment of patients with eating disorders should be comprehensive
and include physical, psychological and social aspects, as well as a
complete assessment of risk to self.

The therapeutic process modifies the level of risk for the mental and
physical health of patients with eating disorders, and thus should be
monitored throughout treatment. '

Throughout treatment, health care professionals who evaluate clildren
and adolescents with eating disorders should be alert to. possible
indicators of abuse (emotional, physical and sexual) to ensure an early
response to this problem.

Health care professionals who work with childrenrand adolescents with
eating disorders should familiarise themselves with national CPGs and
current legislation regarding confidentiality.

It is recommended to use questionnaives adapted and validated in the
Spanish population in the assessment of eating disorders.

At present, the following specitic instruments for eating disorders are
recommended: EAT, EDI, BULIT, BITE, SCOFF, ACTA and ABOS
(the selection of the version should be based on the patient’s age and
other application critetia).

To assess aspects~related with eating disorders, the following
questionnaires are recommended: BSQ, BIA, BAT, BES and CIMEC
(the selectior ot the version should be based on age and other application
criteria).

D 10.1.1.
D 10.1.2.
D 10.1.3.
D 10.1.4.
v 10.1.5.
v 10.2.

|

1Ceating  disorders. At present, the following instruments for

The:(use of questionnaires adapted and validated in the Spanish
population is recommended for the psychopathological assessment of

psychopathological assessment of eating disorders are suggested (version
selection based on patient’s age and other application criteria):
Impulsiveness: BIS-11

Anxiety: STAI, HARS, CETA

Depression: BDI, HAM-D, CDI

Personality: MCMI-III, MACI, TCI-R, IPDE

Obsessiveness: Y-BOCS
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11. Prognosis of Eating Disorders (chapter without recommendations)

12. Legal aspects concerning patients with eating disorders in Spain
(questions 12.1.-12.2.)

12.1.

The use of the legal route is recommended in cases where the professional
deems appropriate to safeguard the patient’s health, while upholding his/her
right to be listened to and properly informed on the process and medical and
legal measures that will be applied. Clearly conveying the procedure is not only
respectful to the right to information, but can also facilitate the cooperation and
motivation of the patient and his/her environment in the procedure of complcte
hospitalisation (According to current legislation).

12.2.

One of the characteristic symptoms of eating disorders, and especisily of AN, is
the lack of awareness of the disease. The disease itself often. entails a lack of
sufficient judgement to provide valid and unmarred consent-tegarding treatment
acceptance and decision. Hence, if a minor presenting AN and serious health
risks refuses treatment, the use of appropriate legal gind judicial routes should
be employed. (According to current legislation).

12.3.

The necessary balance between different” clashing rights requires the
professional to observe and interpret the hest solution in each case. However, it
is always important to inform and lizten carefully to both parties in order for
them to understand the relationship between safeguarding health and the
physician’s decision. (According to current legislation).
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Abbreviations, Clinical Questions and Recommendations. (The complete list of
abbreviations can be found in Annex 5)

ABOS: Anorectic Behaviour Observation Scale for parents/spouse
ACTA: Attitude Towards Change in Eating Disorders

AN: Anorexia nervosa

APA: American Psychiatric Association

BAT: Body Attitude Test

BED: Binge-Eating Disorder

BDI or Beck: Beck Depression Inventory

BES: Body Esteem Scale

BIA: Body Image Assessment

BIS-11: Barrat Impulsivity Scale

BITE: Bulimic Investigation Test of Edinburgh

BN: Bulimia nervosa

BMI: Body Mass Index

BPD Borderline Personality Disorder

BSQ: Body Shape Questionnaire

BT: Behavioural Therapy

BULIT: Bulimia test

BULIT-R: Revised version of BULLT

CBT: Cognitive-behavioural thierapy

CBT-BN: Cognitive-behavioural therapy for bulimia nervosa
CBT-TA: Cognitive-behavioural therapy for binge-eating disorder
CDI: Children Depression Inventory

CETA: Assessment of anxiety disorders in children and adolescents
ChEAT:hildren’s Eating Attitude Test

CIMI=C: Questionnaire on Influences on the Aesthetic Body Model (Body Shap
Questionnaire (BSQ)

CPG: Clinical Practice Guideline

DM: Diabetes mellitus

DSM-IV-TR: Diagnostic and Statistical Manual of Mental Disorders, fourth edition- revised

text

EAT (EAT-40): Eating Attitude Test
EAT-26: Short version of EAT-40
ECG: Electrocardiogram
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ED: Eating disorder

EDNOS: Eating disorder not otherwise specified (non-specific ED)
EDI: Eating Disorder Inventory

FT: Family therapy (non-specific)

GPH: General recommendations for pharmacological treatments
GM: General recommendations for medical measures

GP: General recommendations for psychological therapies
HAM-D: Hamilton Depression Scale

HARS: Hamilton Anxiety Scale

ICD-10: International Classification of Diseases, 10th edition
IPDE: International Personality Disorder Examination

IPT: Interpersonal therapy

IPT-BED: Interpersonal therapy for binge-eating disorder

ITP: Individualized Treatment Plan

Kecal.: Kilocalorie

Kg: Kilogram

MHC: Mental Health Centre

MHCFA Mental Health Centre for Adults

MGCFCA Mental Health Centre for Childien and Adolescents
MACI: Millon Adolescent Clinical Inventory

MCMI-II: Millon Multiaxial Clitiical Inventory-IIT

NHS: National Health Systen

OCD: Obsessive-Compulsive Disorder

PDT: Psychodynamic T herapy

PC: Primary care

SCOFF: Sick; Control, One, Fat, Food questionnaire

SH: Self-help

SSRI: Selective Serotonin Reuptake Inhibitor

STALI: State-Trait Anxiety Inventory

TCI-R: Temperament and Character Inventory-revised

Y-BOCS: Yale-Brown obsessive-compulsive scale
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1. Introduction

Background

The development of the evidence-based clinical practice guideline elaboration Programme
for the NHS is being carried out 2ithin the framework of the development of the Quality Plan of
the Ministry of Health and Consumer Affairs (MSC), through the National Health Systein
(NHS)’s Quality Agency.

In the initial phase of this Programme (2006), the development of eight CPGs has been
prioritised. A collaboration agreement has been established between the ISCII and health
technology assessment agencies and units and the Iberoamerican Cochrane Cenitre. The Health
Sciences Institute of Aragén is in charge of the Programme’s coordination activities.

In the bilateral agreement between the CAHTA of Catalonia and:the ISCIII it was agreed to
develop a CPG for eating disorders: anorexia nervosa (AN), bulirnia nervosa (BN) and atypical
or unspecified eating disorders (EDNOS), based on the best s¢iéntific evidence available, which
would address the most important areas for the NHS, in a-(gordinated manner and with shared
methodology which would be determined by a group of INHS professionals experienced in CPG
development. These professionals have comprised/ihe methodological group and the panel of
collaborators of the CPG development programme?:

Justification

In the last decades, eating aisorders have gained increasing sociosanitary relevance due to
their severity, complexity and difficulty in establishing a diagnosis and specific treatment.
Eating disorders are pathologies of multifactorial ethiology where genetic, biological,
personality, family and.sociocultural factors converge, affecting mainly children, adolescents
and young adults.

There are1s no data available in Spain that analyses the economic burden of eating
disorder treairnents nor studies that assess the cost-effectiveness of different treatments.
However; different studies conducted in countries of the European Union*’ indicate that direct
costs (¢1agnosis, treatment and monitoring or follow-up) and especially indirect costs (economic
losses 'derived from the disease that impact the patient and his/her social setting) entail a high
economic burden and considerably decrease the quality of life of patients with eating disorders.
According to a German study that was carried out in 2002, in the case of AN, average
hospitalisation cost is 3.5 times higher than the general hospitalisation average®.

(UN= 2,188 AN discharges, recorded during 2003 and 2004 in 156 health areas of 15 autonomous communities.
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In 2002, Gowers SG, et al.® published the results of a survey conducted in 12 countries that
were participating in the European project COST Action B6, which aimed to explore consensus
and differences in the therapeutic approaches indicated for adolescents with AN (several
different Spanish hospitals participated in this project). Results demonstrated significant
agreement between the interviewed countries regarding the need to offer a wide array of services
at the different levels of care. However, considerable differences were detected in terms of
strategies, especially in hospital admission criteria, use of day centres/day hospitals, etc.

In the case of AN', according to the Atlas of Variations in medical practice of the NHS,
where the variability in admissions into acute care public or publicly funded’ hospitals, are
described and mapped, a low hospitalisation incidence is observed in AN with, 0.32 admissions
per 10,000 inhabitants and year. Hospitalisation rates for AN ranged between 0.08 —practically
nil- and 1.47 admissions per 10,000 inhabitants and year. In terms of the weighted variation
coefficient, the figures confirmed the wide variation among the different health arcas in 70% of
AN cases. After consideration of the variation randomised effect, the systematic component of
variation of the health areas included in the percentiles 5 to 95 shows high wariability (SCVy 4=
0,26). The ample variation found may be related either to demand factors (different morbidity,
socio-economic differences of the cities and towns) or to offer factors.{practice style, healthcare
resources, different policies for the development of mental care procedures, etc. The variability
observed in hospitalisation rates among Spanish provinces is significant and accounts for a 40%
of the variability in hospitalisation rates in cases of AN. IUbon multilevel analysis, provincial
level accounts for a larger variance proportion than in the region (regional level), reinforcing the
hypothesis that the different provincial development ot psychiatric models and services is behind
the variations found. The remaining studied factesrs (age, gender, available income, educational
level, predisposition to hospitalisation) do not-appear to exert an influence upon the variability
observed in hospitalisation rates in AN, save for the recorded unemployment that works in the
opposite way: in areas with more recorded unemployment, the probability of hospitalisation is
lower. No data are available for BN or cating disorder not otherwise specified (EDNOS-atypical
eating disorders).

Different governmental” Spanish and foreign institutions have published guides,
recommendations and preiscols on EDs in the last years, of which the following stand out:

* Osona (2008)" and the Gerona health region (2006)" from the Department of Health-Catalan
Health Service

* semFYC (prevention activities and health promotion group) (2007)"%, (2005)".

» AmericafoPsychiatric Association (2006)".

* Action"Manual of the Ministry of Health and Consumer Affairs on the scientific evidence
regarding specialised nutritional support (2006)".

= General subdirectorate of Mental Health- Health Service of Murcia (2005)'.

* Official College and Board of Physicians of Barcelona

(2005)".

* Royal Australian and New Zealand College of Psychiatrists (2004)'.

* National Health Institute (INSALUD, 2000)", (1995)*.
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However, there is a need for a guide adapted to the Spanish population using the best
possible methodology and based on the best available evidence.

Recently, other important actions related with eating disorders have been carried out in our
context, such as: NAOS and PAOS programme for the prevention of obesity in children and a
healthy diet; the Social Pact of the Madrid for the prevention of eating disorders; Image and
Self-Esteem Foundation, and pacts between user federations (FEACAB and ADANER) and the
MSC.

Magnitude of the problem

Estimations on the incidence and prevalence of eating disorders vary depending on the’ studied
population and assessment tools employed. Therefore, in order to compare data-from different
national and international sources it is essential that the study design be the saine. The study in
“two phases” is the most appropriate methodology for the detection of cases-in the community.
The first phase consists of screening using self-report symptom questionniaires. In the second
phase, assessment is carried out by means of clinical interviews that are conducted with
individuals who obtained scores above the cut-off point in the screering questionnaire (“at risk”
subjects), meaning only a subsample of the total initially screeried’sample is interviewed.

Within the studies that use correct two-phase methodology, very few perform random
sampling of participants who score below the cut-eft“point of the screening questionnaire to
interviews, which leads to a subestimation of the prevalence of eating disorders by not taking
false negatives into account’*. An additional problem is the use of different cut-off points in
screening questionnaires.

In spite of these methodological driticulties, the increased prevalence of eating disorders is
significant, especially in developed oi developing countries, while it is nearly inexistent in third-
world countries. Increased prevalence is attributable to increased incidence and duration and
chronicity of these clinical piciures.

Based on two-phase studies conducted in Spain (Tables 1 and 2) on the highest risk population,
women ranging fromi 12 to 21 years of age, a prevalence of 0.14% to 0.9% is obtained for AN,
0.41% to 2.9% feu BN and 2.76% to 5.3% in the case of EDNOS. In total, we would be looking
at an eating disorder prevalence of 4.1% to 6.41%. In the case of male adolescents, even though
there are fewer studies available, a prevalence of 0% for AN, 0% to 0.36% for BN and 0.18% to
0.77% for EDNOS is obtained, with a total prevalence of 0.27% to 0.90%*'*.

These numbers are similar to those presented in the NICE CPG (2004), where prevalence in
of EDNOS, BN and AN in women ranges from 1% to 3.3%, 0.5% to 1.0% and 0.7%,
respectively, and also to those in the Systematic Review of Scientific Evidence (SRSE) (2006)
which reports prevalence in Western Europe and the United States (0.7% to 3% of EDNOS in
the community, 1% of BN in women and 0.3% of AN in young women).
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Several studies on the incidence of eating disorders that have been published in North
America and Europe present a 5- to 6-fold increase in incidence between 1960 and 1970. In
1998, a review presented by Pawluck, et al. on the general population of the United States
reported that annual incidence of AN was 19 per 100,000 in women and 2 per 100,000 in
males®. In the review presented by Hoek in 2003, incidence was 8 cases per 100,000 inhabitants
for AN and 12 cases per 100,000 inhabitants for BN*.

In a recent study in the United Kingdom (UK), incidence for AN in 2000 was 4.7 per
100,000 inhabitants (95% CI: 3.6 to 5.8) and 4.2 per 100,000 inhabitants in 1993 (95% CI: 3.4 t¢
5.0). In Holland, incidence of AN was 7.7 (95% CI: 5.9 to 10.0) per 100,000 inhabitants/year
between 1995-1999 and 7.4 between 1985 and 1989%. In Navarra, a population survey in' 1,076
13-year old girls was used to estimate an eating disorder incidence of 4.8% (95% Ci:2.84 to
6.82) in a period of 18 months, corresponding to: 0.3% AN (95% CI: 0.16 to 0.4&): 0.3% BN
(95% CI: 0.15 to 0.49) and 4.2% EDNOS (95% CI: 2.04 to 6.34)*.

Incidence was greater in women aged 15 to 19 years: they constitute approximately 40%
of identified cases in studies both in the US and Europe® *"*. There ate very few studies that
report data on AN in prepubertal children or in adults. There @are also scarce studies that
present incidence data of AN in men. Of all the aforementioned studies, we can conclude that
incidence is lower than 1 per 100,000 inhabitants/year”. All these sources establish an eating
disorder prevalence ratio of 1 to 9 in males versus women,

Table 1. Studies on the prevalence of eating disorders in adolescent females in Spain

m&rﬁi E,ZQGg;: 4 Casas J. 723 15 0.69 1.24 2.76 4.69
Zaragoza, 19987 2,193 : 12-18 0.14 0.55 3.83 452
Ruiz P et al.

';Z,-V:zrfgazsggﬁﬂ ot ol 2,862 12-21 0.31 0.77 3.07 4.15
gfeussﬁ' fﬂogf; 551 12-21 0.9 2.9 5.3 9.1
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Table 2. Studies on the prevalence of eating disorders in adolescent males and females in Spain

Age AN BN EDNOS EDs
Study N (vears) (%) (%) (%) (%)
. . 3.04
m?;:&é:gGth ol 1,314 15 0.00100.69 | 036t01.24 | 0.54102.76 4.70
' 0.90
. 2.91
21
patencia, 2003 544 | 1218 0.00t00.45 | 0.00t0041 | 077to471 | 556 |
j : 077
. 371
22
ggfr?gusfcl’ai%o? of ol 1,766 12-15 0.00t00.17 | 0.00t01.38 | 0.601t04.86 6.41
: 0.60
1.90
28
gfrﬂ?; (FBarce'O”a)' 2006 2,280 14-16 0.00 to 0.35 0.09t00.44 | 0.18152.70 3.49
0.27
. 3.43
23
ggg:‘;’,\igo; al 1,545 12-21 00010033 | 0.16t0228 | 0.481t02.72 5.34
' 0.64
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2. Scope and Objectives

Target Population

The CPG is focused on patients aged 8 years and older with the following diagnoses: AN,
BN and eating disorders not otherwise specified (EDNOS). EDNOS include: binge-eating
disorder (BED) and non-specific, incomplete or partial forms that do not satisfy all criteria for
AN, BN and BED.

Although binge-eating disorder is the standard name, the truth is that several. recurrent
binge-eating episodes must take place to establish this diagnosis (amongst other maniiestations).
This guide refers to this disorder as binge-eating disorder.

The CPG also includes treatment of chronic eating disorder patients, refractory to
treatment, who can be provided with tertiary prevention of the most. serious symptoms and
severe complications.

Comorbidities

The most frequent comorbidities which may require-a different type of care have been included
in the CPG:

» Mental: substance abuse, anxiety, obsessive-compulsive, personality, mood and impulse
control disorders.

* Organic: diabetes mellitus, obesity; malabsorbtion syndromes and thyroid diseases.

Special situations

The approach to ke employed in special situations such as pregnancy and delivery is also
included.

Clinical setting

The CPG includes management provided in PC and specialised care. PC services are performed
in primary care centres (PCC), the first level of access to health care. Patients with eating
disorders receive specialised care, the second and third levels of access to health care, by means
of inpatient management resources (psychiatric and general hospital), specialised outpatient
consultations (adult and child/adolescent mental health centres/units, day hospitals for day care
(partial hospitalisation) (specialised in eating disorders and for other general mental health
disorders), emergency services and medical services of general hospitals. In general hospitals
there are specific units specialised in eating disorders that include the three care levels. Other
types of specific units are included: borderline personality disorder and toxicology units.
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Aspects included

The CPG includes the following aspects of eating disorders: prevention, detection, diagnosis,
interventions at the different levels of care, treatment, assessment, prognosis and legal aspects.

Interventions

The CPG includes the following interventions for primary prevention of eating disorders:
psychoeducational interventions, media literacy, social and political mobilization and activism
(advocacy), dissonance-induction techniques, interventions focused on eliminating or reducing
the risk factors of eating disorders or interventions to make the patient stronger (by .developing
stress coping skills).

Some of the outcome variables of primary prevention interventions are;-incidence of eating
disorders, BMI, internalisation of the thin-ideal, body dissatisfaction, anemalous diet, negative
affects and eating disorders.

The CPG includes the following treatments:

* Medical measures: oral nutritional support, nutritional support with artificial nutrition (enteral
oral [nasogastric tube] and parenteral intravenous)-and nutritional counselling (NC). NC
includes dietary counselling, nutritional counselting and/or nutritional therapy.

* Psychological therapies: cognitive-behaviourai therapy (CBT), self-help (SH), guided self-help
(GSH), interpersonal therapy (IPT), farily therapy (systemic [SFT] or unspecified [FT]),
psychodynamic therapy (PDT) and behavioural therapy (BT).

* Pharmacological treatments: -antidepressants, antipsychotics, appetite stimulants, opioid
antagonists and other psychoactive drugs (topiramate, lithium and atomoxetine).

» Combined interventictis (psychological and pharmacological or more than one psychological
intervention).

Clinically imgortant treatment outcome variables according to the working group are: BMI,
menstruation, pubertal development, reduction/elimination of binge-eating and purging,
restoration of a healthy diet, absence of depression and psychosocial and interpersonal
functioning. The latter two aspects are described in the questions regarding safety of
iterventions.

In some cases, recurrence or relapse results are described in the safety section, along with
treatment withdrawls.
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Aspects not included in the CPG

The CPG does not include the following diagnoses related with eating disorders for several
reasons:

* Orthorexia. A poorly defined and insufficiently studied syndromic spectrum that consists of
extreme focus on eating healthy and contaminant-free foods. This disorder can be related to
obsessive concerns about health, hypochondriac fears of diseases, and, in a certain way, to
cultural attitudes linked to diet and food. Though it is true that people with orthorexia may,
present restrictive anomalies in their diets and ponderal losses, they cannot be considered
atypical or incomplete cases of AN.

Vigorexia (muscle dysmorphia). This disorder is characterized by excessive concern about
obtaining body perfection by performing specific exercises. This extremecpreoccupation
entails significant dissatisfaction with one’s own body image, excessive exercise, special diets
and foods, to the point of generating dependence, as well as substance abuse”. At the moment
it remains a vaguely defined disorder related with obsessiveness, perfectionism and
dysmorphophobia***.

* Night eating syndrome (nocturnal eaters). People with this disorder experience recurrent
episodes of binge-eating during sleep. It is not defined wiicther these clinical pictures are due
to an eating disorder or to a primary sleep disorder**,

The CPG does not include patients under the age of 8 and, thus, diagnoses relating to eating
disorders most common during those ages,. such as swallowing phobia, selective eating and
refusal to eat are not included. However, these disorders are not included either when they are
observed in patients aged 8 and older for:the following reasons:

* Food phobia (simple phobias). 4n some cases it may be an anxiety-related disorder, while in
others it may be linked to ‘hypochondria (fear of choking, swallowing phobia and death).
Therefore, it does not seeni-to belong to the spectrum of eating disorders.

» Selective eating apd“refusal to eat. Both are eating disorders but lack the complete and
characteristic syinptomatology associated with AN and BN (cognitive disturbances, distorted
body image, purging behaviours, etc).

This does.iiot mean that when deciding on primary prevention policies no interventions should
be carized out to address these behaviours, which could indeed be precursors of an eating

disorder.

The CPG does not include exclusive interventions for comorbid conditions that may occur
with eating disorders.
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Objectives

Main objective

To provide health care professionals responsible for the management of patients with eating
disorders with a tool that enables them to make the best decisions to address the problems their
care entails.

Secondary objectives

a) To help patients with eating disorders by providing them with useful inferimiation that
will aid them in making decisions concerning their disease.

b) To inform families and carer on eating disorders and provide them.with counselling and
advice so they become actively involved in treatment.

c¢) To implement and develop health care quality indicators that enable the assessment of
the clinical practice of recommendations presented in this CPG.

d) To establish recommendations for research on eating-disorders that enable knowledge to
grow.

e) To address confidentiality and informed consent issues of patients, especially in the case
of minors under the age of 18, and to ittciude legal procedures in the cases of complete
hospitalisation (inpatient care) and-inivoluntary treatment.

Main users

This CPG is aimed at professionals who are in direct contact with patients with eating disorders
or who make decisions-regarding the care of these patients (family physicians, paediatricians,
psychiatrists, psychologists, nurses, dieticians, endocrinologists, pharmacists, gynaecologists,
internal medicine, physicians, odontologists, occupational therapists and social workers). It is
also aimed at professionals pertaining to other fields who are in direct contact with patients with
eating disordéers (education, social services, media, justice).

Tne CPG’s purpose is to serve as a tool for planning the integrated care of patients with
eatiiig disorders.

The CPG provides eating disorder patients with information that can also be used by family
members and friends, as well as by the general population.
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3. Methodology

The methodology employed is described in the MSC’s CPG development manual'. The steps
followed have been:

— Creation of the CPG working group comprised of a clinical team, a technical team and two
coordinators (clinical and technical). The clinical team consists of a group of health care
professionals (psychology, psychiatry, nursing and nutrition and dietetics specialists)
involved in the study and treatment of eating disorders and an attorney, who are carrying
out their activity in Catalonia and are linked to the Master Plan of Mental Healily and
Addictions of the Catalan Department of Health, and representatives of Spanish-s¢ientific
societies, associations or federations who are involved in the care of eating disorders. The
technical team is composed of CAHTA members who have a wealth of experience and
knowledge on the development of evidence-based CPGs and on critical assessment, and
research support staff. The working group has relied on the parti¢ipation of a group of
collaborating experts from all over Spain selected by the clinical coordinator for his
expertise in the matter, as well as another group of CAHFTA members who have
collaborated in some of the following activities: defining the scope, search, documental
management, initial review of literature and internal review.  Representatives of the
societies, associations or federations involved in this-groject and expert collaborators have
taken part in defining the scope and objectives/@i the CPG, in the formulation of key
clinical questions and in the review of thet guide’s rough draft. The participants’
declaration of conflict of interests cau“be found in the section ‘“Authors and
Collaborations”.

— Formulation of key clinical questicys in the following format: patient / intervention
/ comparison / outcome or result,(PICO).

— The search for scientific evidence was structured in different stages:

1) Generic databascs, meta-search engines and organizations that compile guidelines
(National . ~Guidelines Clearinghouse, National Electronic Library for Health,
Tripdatabase, The Cochrane Library, Pubmed/Medline and BMJ Clinical Evidence)
wereconsulted between 2003 and March 2007.

2).To complete the search, a manual search was performed for protocols, recommendations,
narrative reviews, therapeutic orientations and guides on eating disorders elaborated by
organisations pertaining to the health care administration, scientific societies, hospitals
and other organizations of our setting. Some of these documents have inspired and
served as a model for certain sections of this guide (see Annex 6.1.). This annex also
lists documents created outside of Spain that have been excluded from the selection
process due to low quality. However, some have been considered for the development
of certain aspects of this CPG.
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3) To respond to those questions unanswered by the CPGs, SRSE and assessment reports
(AR) included or to update them, a search for randomised controlled trials (RCTs) was
performed in Pubmed/Medline between March 2007 and October 2007.

4) The search for CPG/SRSE/AR in Tripdatabase and Pubmed/Medline was also updated
up to October 2007.

5) Additional searches were carried out in Pubmed/Medline and Scopus for primary
prevention of eating disorders due to the limited information available in the documents
included (until June 2008). The effect of primary prevention interventions for‘eating
disorders has been assessed in RCT or in SRSE of RCT.

6) A search was also performed for cohort studies and prognosis of eating diSorders in the
Scopus and Psycinfo databases during the period spanning from 2000 te2008.

7) The Ginebrina Foundation was also consulted for Medical Trainiirg and Research and the
documents provided by the working group and the references of the documents
included were reviewed.

— Selection of Evidence. The most relevant documents-were selected by applying predefined
inclusion and exclusion criteria:

* Inclusion criteria: guides, SRSE and ARs i% certain languages (Spanish, Catalan, French,
English and Italian) that dealt with-the previously mentioned objectives. Minimum
quality criteria were established for'the guides, SRSE and ARs: the bibliographic bases
consulted and/or the formulaticn process of recommendations (ad hoc defined criteria)
had to be described.

* Exclusion criteria: docuinents/guides that were not original, unavailable (wrong reference
or electronic address);-hot directly related with the proposed objectives, already included
in the bibliography of other documents/guides or that didn’t comply with minimum
quality criteria:

Two independent reviewers examined the titles and/or summaries of the documents identified by
the search Sirategy. If any of the inclusion criteria were not fulfilled, the document was
excluded. . if criteria were fulfilled, the complete document was requested and evaluated in order
to decide whether it would be included or not. Discrepancies or doubts that arose during the
proeess were resolved by consensus of the entire technical team.

— Quality assessment of the scientific evidence. Assessment of CPG quality was performed by
a trained evaluator using the AGREE® instrument. Guides were considered of quality when
they were classified as Recommended in the overall assessment. For SRSE/ARs and RCT,
SIGN’s methodology checklists were applied by an evaluator, following the recommendations
established in the MSC’s' CPG development manual. Classification of evidence has been
carried out using the SIGN system (See Annex 1).
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— Synthesis and analysis of the scientific evidence. Different templates were used for
information retrieval. Information regarding the main characteristics of the studies was
obtained and then synthesised in evidence tables for a subsequent qualitative analysis. When
the SRSE or CPGs reported the results of individual studies, these results were described in the
section “scientific evidence”.

In Annex 6.2 results of the CPG’s search, selection and assessment of quality are described. In
Annex 6.3. and Annex 6.4. NICE’s CPG* and AHRQ’s SRSE’ are respectively described,
representing the main scientific base on which this guide is founded.

— Formulation of recommendations based on formal assessment or on SIGN’s considered
judgement. The grading of recommendations has been performed using SIGN’s systeiri (See
Annex 1). Recommendations pertaining to the NICE CPG have been consideted by the
working group and have been classified as: adopted (and, hence, accepted; theytave simply
been translated into Spanish) or adapted (and, hence, modified: changes have been made with
the purpose of contextualising them to our setting). Controversial recomimnendations or those
lacking in evidence have been resolved by the working group’s conserisus. The category of
each recommendation appears in the chapters.

— Description of psychological therapies. Definitions are derived from the NICE* guide, from
the SRSE where they have been assessed and from the working group itself (See Annex 4).

— Description of drugs (mechanism of action and appt6ved indications in Spain) included in the
CPG. The following websites have been consulted: Spanish Drug Agency (AGEMED)
(https://agemed.es) and Vademecum (http://wwwww.vademecum.es). It is recommended to read
the technical chart of each drug before any therapeutic prescription given that the CPG only
includes a very brief description of eack-drug and does not go into depth in terms of schemes,
contraindications, etc. (See Annex 4).

— Legal aspects. To develop ihis chapter, aside from reviewing the current legislation in our
country, several different erticles and reference documents'”** have been consulted.

— To develop patient.in‘ormation (See Annex 3.1.), a search has been performed for pamphlets
and other documents containing information for the patient/carer both in printed and electronic
formats. To this“end, all documents identified in the websites of three relevant organizations
(www.feacaborg, www.itacat.com and www.adaner.org) that comprise the majority of
associaticiis declared of public use at a national level through their different delegations and
suppor® groups and the material provided by the clinical coordinator have been reviewed.

Zollowing the review of these documents, a content comparison table was elaborated from which
the table of contents was developed. Once consensus of the final version had been reached by
the working group and collaborating experts, the Association in Defence of Anorexia Nervosa
and Bulimia Management (ADANER) and the Spanish Federation of Support Associations for
Anorexia (FEACAB), which include most local organisations, carried out an external review,
using a specifically designed questionnaire that inquired on the suitability of the information
provided, the examples used, style and language, etc. Although this information is part of the
CPG and must be delivered and explained to the patient/carer by health care professionals, we
hope to edit individualised pamphlets that facilitate its dissemination.
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— Formulation of research lines. They have been developed from the research lines that are
included in AHRQ 2006 (See chapter 15). G

— The external reviewers of the CPG are a group of experts in eating disorders (psychiatry,
psychology and genetics specialists) selected for being heads of eating disorder units in
Spanish hospitals and/or authors of relevant publications on the matter. Representatives from
certain organizations who were unable to be a part of the CPG working group for a variety of
reasons also served as external reviewers. The final version of the guide’s text has been
revised and approved by the group of authors.

— The updating of this CPG published in 2009 will be carried out after assessing new evideiice
that may arise in the next three years. Any changes made during this time will be reflceted in
the electronic format available at the GuiaSalud portal and the CAHTA website. To’carry out
guideline updating, the methodology proposed in the MSC’s' CPG development-manual will
be applied.

— Resources containing detailed information on the CPG methodological process are available at
the GuiaSalud portal (www.guiasalud.es).
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4. Definition and Classification of Eating
Disorders

Key Questions:

4.1. How are eating disorders defined and classified? What are the shared and specific
clinical features of each type?

4.2. Etiopathogeny of eating disorders: What are the main risk factors?

4.3. What are the most frequent comorbidities of eating disorders?

4.1. How are eating disorders defined=and
classified?

What are the shared and specific clinical features of
each type?

Eating disorders are a group of mental disorders characterised by disordered eating behaviour
and the development of behaviours aimed. a2t imanaging weight. These behaviours lead to
physical problems and deteriorated pswvchosocial functioning of the patient.  Current
classifications of eating disorders include’ AN, BN and other less specific disorders known as
EDNOS (See chapter 7, “Diagnosis”}

The first descriptions of AN date back to the 17th century, when Morton determined that
the origin of this disorder, in'contrast to other states of malnutrition, was a disturbance of the
nervous system accompaiied by sadness and pre-occupation. In the 19th century, it was
described as an individual psychopathological picture similar to the one observed today, though
it was believed to be'a mood disease. Although the history of BN is much younger, the number
of affected paticiits has been growing significantly in the past few years, possibly due to its less
dramatic evelution and the ease with which affected individuals go undetected.

AN is an eating disorder that manifests itself as an uncontrollable desire to be thin,
accompanied by the voluntary practice of procedures to achieve this goal: a strict, restrictive diet
and purging behaviour (self-induced vomiting, laxative abuse, use of diuretics, etc). Despite
gradual weight loss, patients present an extreme fear of becoming obese. They present body
image distortion and an extreme pre-occupation with diet, figure and weight, and thus engage in
food avoidance behaviour by means of compensatory actions to compensate for what they have
ingested (extreme physical hyperactivity, purging behaviour, etc). Patients are not usually aware
of the disease or the risks their behaviour entails. Their attention is focused on ponderal loss,
leading to deficient nutritional states and ultimately to life-threatening risks. Usually there are
previous personality traits that tend towards conformism, the need for approval,
hyperresponsibility, perfectionism and poor response to internal needs.
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BN is an eating disorder characterised by binge-cating episodes (voracious and
uncontrolled eating), in which a large amount of food is consumed in a short period of time and
usually in secret. Affected individuals attempt to counteract the effects of over-eating by means
of self-induced vomiting and/or other purging methods (misuse of laxatives and diuretics, etc.)
and physical hyperactivity. These individuals present pathological concern about weight and
figure. BN does not necessarily lead to weight changes. Patients can present normal, low or
excess weight. BN tends to be a hidden disorder given that it goes easily undetected and patieits
deal with feelings of shame and guilt. Patients usually seek help when the problerin has
progressed to advanced stages.

EDNOS are usually incomplete AN or BN pictures that do not constitiite a complete
picture. They are not, however, less serious. EDNOS include disorders such-as the frequent use
of inappropriate compensatory behaviour (after eating, chewing and spitting out small amounts
of food) and recurrent compulsive eating episodes without compensatdry behaviour. BED is a
disorder that is currently in the study phase to determine if it is a gisorder different from other
EDNOS or simply a light form of BN. The main difference with BN is the absence of
compensatory mechanisms, which eventually lead the patient-t0 inevitably become overweight
or obese.

What are the shared clinical featurés of AN and BN?

At a psychopathological level, AN and BN share an excessive pre-occupation with image and
weight, which reaches irrational extrémes in AN (not in BN). At a physical level,
malnourishment and its potential compiications are always present in AN and possible in the
case of BN. There are also mixtures of anorexic and bulimic behaviour that are hard to
differentiate, although ponderal less and secondary malnutrition point to AN.

What are the specific clinical features of AN?

— Refusal to maintain normal body weight or to gain ponderal weight and distortion of body
image: paitents with AN are focused on their body weight, on the dread of gaining weight or
becomitig fat (a fear that is compounded as the patient loses weight) and on the desire to lose
weight. An altered body experience is a core factor in the concept of eating disorders.
Dissatisfaction with one’s own body image is the main reason for weight loss, especially if it
is associated with low self-esteem. It is a phobic fear of becoming fat and losing control over
food. These ideas lead to behaviours aimed at achieving ponderal loss.
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— Other psychopathological disturbances: symptoms such as depressive mood, apathy, difficulty

concentrating, anxiety, irritability, social alienation, loss of sexual drive, brooding and/or
obsessive rituals regarding food are usually present.

— Physiological disturbances: as a consequence of ponderal loss there is malnutrition, leading to

secondary disturbances, especially hormonal and metabolic™.

— Amenorrhoea (primary or secondary): a characteristic symptom of the disease, it can appear in

up to 70% of cases when there is significant ponderal loss. 20% of patients present
amenorrhoea without prior detectable weight loss. This is due to hypogonadotrophic
hypogonadism originated by a hypothalamic dysfunction that is considered to be rtimarily
produced by a reduction of calorie intake and weight loss™.

— Physical hyperactivity: Is usually present from the beginning of the disease. “these individuals

present two types of hyperactivity: deliberate physical exercise aimed atburning calories and
losing weight, which can be practiced alone, presents obsessive characteristics and occurs only
in a minority of patients, and involuntary hyperactivity secondary to malnutrition, which is an
automatic response that manifests as persistent restlessness’ similar to that observed in
laboratory animals subjected to hypocaloric intake.

What are the specific clinical features ot BN?

Loss of control over eating behaviour, wiich serves to understand recurrent binge-eating
episodes. During these episodes, patierits eat large amounts of food in a short period of time.
The duration of these episodes can vaiy (approximately 2 hours), but is always within a 2-
hour period; in fact, eating smai! amounts of food throughout the day is not considered a
binge-eating episode, even though the episode does not have to occur in one place solely (for
example, an individual may-begin the episode in a restaurant and end it at home). Overall,
even though the types-aetfood eaten during the episode vary, in most cases it is sweets and
high-calorie foods that are ingested, such as ice-cream or cake; quantity can also vary but
may amount to several kilograms. Binge-eating episodes can occur at any time of the day
but are more irequent at mid-afternoon and onward. They may be triggered by dysphoric
moods, intetpersonal difficulties, intense hunger or after restrictive diets or feelings related
with weight, body figure or food. Episodes are accompanied by a feeling of losing control
and c¢an temporarily reduce dysphoria, but are always followed by feelings of guilt, self-
coittempt or depressive mood™.

Presence of compensatory mechanisms aimed at avoiding weight gain: 80% to 90% of
patients engage in self-induced vomiting after the binge-eating episode. The immediate
effect is relief of physical discomfort and decreased fear of gaining weight. The most
frequent way of self-inducing vomiting is by inserting the hand to trigger the nauseous
reflex. With time, it becomes easier to induce vomiting, and may be done by simply
compressing the abdomen. Other mechanisms used to avoid weight gain are the misuse of
laxatives and diuretics, the use of other anorexigenic drugs, excessive exercise or fasting.
Both laxatives and diuretics cause dehydration and the resulting feeling of ponderal loss, but
when their use is interrupted reflex fluid retention occurs and thus, their use is perpetuated.

49

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS



— Persistent preoccupation with weight and figure: it is morbid dread of becoming fat. Most
BN symptoms are secondary to these beliefs and their modification is probably essential to
achieve complete resolution of the disorder”™.

4.2. Ethiopathogeny of eating disorders: what are
the main risk factors?

Like other mental disorders, eating disorders have a multiple and somewhat unceriain
ethiology (yet unclear). According to studies, its ethiopathogeny involves several bislogical-
genetic and vulnerability factors, psychological characteristics, sociocultural aspects and
stressors. The specific impact of each one of them is yet to be determined.

Eating disorders tend to begin in adolescence, although we are seeing a-gradual increase in
the frequency of cases beginning in adulthood and childhood. These disorders usually affect the
female population (for every 9 cases of eating disorders in woinen, there is 1 in men,
approximately).

At present, several risk factors have been determined for these disorders. The designs of
some of the studies used have been cross-sectional and-¢tiable us to establish associations and
not causal relationships.

Biological factors

Research on biological factors has. fecused mainly on genetic factors and neurobiological
disturbances.

Studies conducted on faniilies show a higher frequency of eating disorders among relatives
of individuals with eating‘disorders than among control subjects, leading to the conclusion that
there must be family vuluerability to these disorders.

Case-controt’studies using molecular genetics have found a positive association between
the presence-of certain polymorphisms and a greater vulnerability to developing AN. The most
studied ar&-the serotonergic system (5-HT; regulates appetite, stress response, sexual behaviour,
obsessive symptomatology, mood, etc), the dopaminergic system and neurotrophins™ (especially
BENF, NTRK2” and NTRK3).

Equally positive results have also been obtained in chromosomes 1, 2 and 13. However,
these results are not yet conclusive. Genes seems to account for 60% to 70% of vulnerability in
the case of AN”. In the case of BN, susceptibility is found in chromosome 10%*. There is
discrepancy regarding the early appearance of menarche as a risk factor in girls.
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Sociocultural factors

The studies identified the following sociocultural factors as risk factors for eating disorders:
overprotective, rigid and demanding, conflictive and poorly cohesive family models® ¥,
destructured families (divorced parents), family history of mood disorders and obsessive-
compulsive symptomatology®, eating disorders (especially in mothers), atypical dieting and/or
eating behaviour in the family (parents concerned about weight) ** ¥, obesity (especially in
mothers) * %, alcoholism (especially in fathers), inconsistent eating habits during childhood®,
careers and/or activities during childhood-adolescence that place too much emphasis on slimness
and/or weight*"*,

Psychological factors

The following psychological factors have been associated with eating “disorders: mood
disorders™ ', personality disorders™, obsessive-compulsive disorders’,” impulse control
disorder”, following an anomalous and restrictive diet and pre-occupation with the body,
personal history of eating difficulties®, extreme rigidity, perfectionisin; social alienation and low
self-esteem™.

Potentially stressful life events

Regarding the potentially stressful life events associated with eating disorders, the
following stand out: sexual and/or physical abuse during childhood, criticism towards one’s
body and a history of life crisis®.

According to a review of eating disorder risk factors, some of the previously mentioned
factors have shown consistent resalts in the prediction of eating disorders, both in longitudinal
and cross-sectional studies;“ gender, ethnicity (except Asians), eating problems and
gastrointestinal disorders -at-early ages of childhood, sexual abuse and other adverse life
experiences, low self-¢steem, general psychiatric morbidity, high weight and bodily
dissatisfaction and digtinig”.

Of all the 'different explanatory models of AN, Garner’s (1993)** suggests that AN is the
result of thezinteraction of three types of factors: predisposing, precipitating and perpetuating.
Predispesing factors confer susceptibility to AN.

Some of these are determined by a genetic component, such as the female sex. Other
oredisposing factors are individual, family and cultural.  Precipitating factors, such as
dissatisfaction with body weight and shape, interact with predisposing factors in such a way that
they condition affected individuals to the point where they decide they must lose weight and
restrict eating. Once AN has initiated, gradual weight loss leads to complications derived from
malnutrition. The disorder’s multidimensional consequences (physical, psychological and social)
are both perpetuating factors of the disorder and boosters of predisposing and precipitating
factors.
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Current literature suggests that eating disorders are partially determined by both
sociocultural® * and biological-genetic factors (the latter would explain 60%-70%)"""". However,
a part of the variance is not explained by any of these factors, leading to the performance of
studies that assess the relevance of non-shared environmental factors which would explain why
twins, who have been raised in a similar family environment, can differ in terms of eating
behaviour, pathological in some cases and normal in others. Amongst these factors, the following
would be included: parents treating each sibling differently, the subjects’ personality and
temperament, the subjects’ relational style, experienced stressful situations and specific
differential characteristics®>*. Published scientific evidence shows that non-shared environmental
factors are more relevant than shared factors. In this respect, 24% to 42% of variance in AN'”
and 17% to 46% of variance in BN” would be explained by the influence of non-shared
environmental factors.

4.3. What are the most frequent comorbidities in:€ating
disorders?

Comorbidity in eating disorders is common, both of mental and crganic origin. The next section
describes the most frequent associations. The therapeutic appraach required in these cases will
be addressed in the chapter dealing with treatment.

Substance-related disorders

Abuse of illegal substances and chemical dependence is common in eating disorders, especially
in BN and similar clinical pictures. In the beginning the use of stimulants (amphetamines and
cocaine) is related with attempts to.decrease appetite, but later it is linked with impulsivity-
associated BN pictures. Up to 40% of diagnosed patients (AN or BN) admit to abusing or
having a dependence on alcohel e illegal substances'”"'*.

Anxiety disordets

Anxiety is so present in eating disorders it is hard to decide if it is a specific clinical component
of these disotders or if it is a comorbid condition. Eating disorders present specific phobia
clinical pictures (phobia of certain foods, social phobia, etc.) and others such as claustrophobia
or unrelated simple phobias. Panic attacks or anxiety crises present a similar situation. In some
cases they are linked to eating disorders and in others they are truly comorbid. Studies report
very varied anxiety prevalences that range between 10% and 40%, depending on the
measurement tools and inclusion criteria used'*'”.

Obsessive-compulsive disorder (OCD)

Patients with eating disorders, especially AN, present significant prevalence of obsessive
personality traits (See personality disorders). Many of these patients are rigid, strict, organized,
responsible, constant, intransigent and intolerant, personality traits that predispose and
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accompany eating disorders. However, in a considerable number of patients, up to 40% of them
diagnosed with AN, obsessive-compulsive disorder that meets comorbidity criteria is present'”

112

Personality disorders

Approximately 30% of eating disorder cases present personality disorders'*'”, There is a high
prevalence of patients who meet BN criteria and present an associated personality disorder,
especially borderline and histrionic.

Mood disorders

Depression is closely linked with eating disorders. It is hard to think of AN 01BN without a
depressive clinical picture. As in the case of anxiety, in some cases depression-predisposes and
in others it is linked with the clinical manifestation of eating disorders ot presents itself as a
comorbid condition. Prevalence of depression ranges between 40% ard 80% and occurs more
frequently in BN'"*'"7,

Impulse control disorder

Some of the behavioural disturbances of eating disorcders entail a loss of self-control (overeating,
purging behaviour, self-aggression, etc.). Other timpulse control disorders occur with eating
disorders, such as kleptomania or trichotillomaaia'*'".

Diabetes mellitus

DM is present in the genesis and evolution of eating disorders and also in treatment, which
will have to be adjusted to.tiis physical condition. Studies show very varied prevalence rates.
Between 0.5% and 7% otf'cases of AN and BN present Type 2 DM. This percentage reaches up
to 20% in EDNOS. Up to 9% of obese diabetics present an eating disorder'*'*.

Type 1 DMis a risk factor for eating disorders (three times more risk in BN and two times
more risk in“subclinical EDNOS" than the population without type 1 DM). Type 2 DM is a risk
factor for engaging in inadequate eating behaviours. When type 1 DM and an eating disorder
coincige (OR: 4.8; 95% CI: 3.0 to 7.8) physical complication such as retinopathy increase. In
another 4-year longitudinal study (N=91) on a cohort of patients with both pathologies (ED and
type 1 DM), 60% were associated with retinopathy'”. In a further study conducted by Nielsen,
2002, mortality in patients with type DM at 10 years follow-up was 2.2 per 1,000
inhabitants/year; in the AN population it was 7.3 and in the population with AN associated with
type 1 DM it was 34.4.
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Obesity

Obesity as a risk factor is linked to AN and BN. It is also a mid-long term habitual state
of BED and, in this case, obesity directly influences diagnosis and treatment. Up to 6% of obese
children present BED'">*"*.

Malabsorbtion syndromes

Especially in AN, malabsorbtion syndromes, gluten-intolerance or lactose-intolerance are
risk factors for eating disorders, course and prognosis modifiers and pathologies that must be
taken into account when planning a treatment diet aimed at ponderal recovery. Ther& are no
prevalence studies and the literature only yields descriptions and studies of alienated cases'” '**.

Thyroid diseases

Thyroid diseases, both hyper and hypothyroidism, are relevant in the onset, course,
prognosis and treatment of eating disorders. There are no pi¢valence studies, only case
description studies''*2,
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5. Prevention of Eating Disorders

Key Questions:

5.1. What is the efficacy of primary prevention interventions in avoiding eating
disorders? Are there any negative effects?

Primary prevention aims to limit the incidence of disease, in this case of eating diserders,
by managing causes and exposure to risk factors or the patient’s increased resistance.f these.
Clearly, the first step to establish primary prevention measures is to identify relevant exposures
and assess their impact on the patient’s and the population’s risk of developing thedisease.

Specific primary prevention interventions for the most frequent eating disorders can be
classified in the following 5 types: psychoeducational, media literacy, dissonance-induction
techniques, and interventions focused on eliminating eating  disorder risk factors and
strengthening the host.

In order to implement primary prevention measures tli¢re are two strategies, which often
complement each other: the population strategy and the high-risk strategy. The population
strategy is general and is aimed at the entire population with the objective of reducing its average
risk. The high-risk strategy is individual and g aimed at those people who most need it,
meaning the most vulnerable individuals or those presenting additional risk as a consequence of
being exposed to certain risk factors. In the case of eating disorders, groups are considered of
risk due to their age (adolescence), sex.(ferale) or engagement in risk activities, be it as a hobby
or at a professional level (gymnasts, 4thietes, models, ballerinas, skaters, elite athletes, etc.)".

5.1. What 1s the efficacy of primary prevention
interventions_in avoiding eating disorders? Are there
any negative effects?

In ordév to respond to these questions, 4 high quality (1++) quantitative SRSE or
metaanalysis (MA) on eating disorder prevention programmes have been identified.

Of the four MAs, one focuses the review on children and adolescents and only includes
RCT" another one focuses on reviewing RCT and quasi-experimental studies (Q-RCT) on
Internet-based prevention programmes'”; the others perform a general review of the topic,
including RCT and quasi-experimental studies'. The potential iatrogenic effect (negative

impact) of primary prevention programmes was another objective of two of these 4 MAs"* .

The MA conducted by Stice E, et al. (2007) " includes all studies considered in the MA
carried out by Newton MS and Ciliska D published in 2006'**; 24/46 studies included in the MA
conducted by Cororve FM, et al. (2006) *°; 10/12 studies included in the fourth MA conducted
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by Pratt BM and Woolfendern SR (Cochrane Review), which was published earlier (2002) .

The search for RCTs has identified eight studies that were either published after or not
included in previous MAs"”*'*. The eight RCTs assess high-risk strategies given that primary
prevention programmes are aimed at adolescents (men and women) **; at adolescent women with
body dissatisfaction'* > | at female university students with subclinical levels of eating
pathology or who wish to improve their body image '** '* and female athletes'*. The most
administered intervention type was psychoeducational**'**'# (in three of the studies the Internet
was used), followed by dissonance-induction techniques'* '*, critical assessment of media
content (media literacy) '*' and a specific programme called ATHENA (The Athletes Targeting
Healthy Exercise and Nutrition Alternatives)'*.

The NICE CPG (2004)* did not address this aspect and only some-'nrotocols,
recommendations and other documents on eating disorders elaborated by other organizations in
our setting (See Annex 6.1.) tackled this aspect'™'- "> "> “*! "even though only tite PAPPS' group
of experts formulates general recommendations.

In the following section, the scientific evidence on primary ®revention programmes for
eating disorders is described.

Scientific Evidence

In a RCT (Stice, 2008; United States) conducted-@1t’a sample of 481 adolescent ~RCT
women (mean age: 17 years) with body dissatistaction, the following interventions 1++
were compared: dissonance-based thin-ideal -iriternalisation reduction programme

(group 1) vs. the healthy weight control programme (group 2) vs. expressive writing

control condition (group 3) vs. assessmeiit-only control condition (group 4). Group 1

showed significant reduction of thin-ideal internalisation, body dissatisfaction,
negative affects and psychosocial Hinpairment and lower risk for eating pathology

onset at 2- and 3- year follow-up vs. control subjects. In group 1 there was a greater
decrease in thin-ideal internalisation, body dissatisfaction and psychosocial incapacity

when compared to grour)3. Group 2 showed greater reduction in all results, less
increases in weight and lower risk of eating pathology onset at 2- or 3- year follow-up

vs. control subjecis.” Group 2 showed greater decrease in weight and in thin-ideal
internalisation than group 3.

At 3-year” follow-up, participants in the dissonance programme showed a 60%
reducton in risk for eating pathology onset; healthy weight participants showed a
61% reduction; assessment-only controls showed a 55% reduction in risk of obesity
onset. Therefore, the effect of such programmes is considered clinically important
and enduring in time.

In a RCT (Jones M, 2008) ** a population of adolescents (73 females and 22 males) RCT
from public schools in the US at risk for overweight was studied, and a specific 16- 1++
week Internet-facilitated intervention (StudentBodies2-BED)(N=52, 38m; 14v) was
compared to a wait list (N=53, 35m; 18v) with 9-month follow-up. The specific
programme’s content combines psychoeducational and behavioural interventions
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(causal factors). Participants in the experimental group presented significant changes
at baseline BMI (p<0.01) and at follow-up (p<0.05) and significant subjective and
objective reduction of binge-eating both after the intervention (p<0.01) and during
follow-up (p<0.05) vs. the control group. Results suggest that an Internet-based
intervention programme is moderately effective at the short-term reduction and
maintenance of body weight and in reducing binge-eating. This study also
demonstrates that weight maintenance and reduction of psychological disturbances
caused by eating disorders can be easily achieved when using easily disseminated,
Internet-based programmes.

In a RCT (Becker, 2008) '* a population comprised of 188 female university students
(age range: 18-21 years) who had participated in a specific programme on body image
but who did not have an eating disorder was studied. Cognitive dissonance moderated
by trained peer leaders (N=88) was compared to mobilisation and social and political
activism (media advocacy) (N=85) with 8-month follow-up. Results indicated that
both interventions reduce thin-ideal internalisation, body dissatisfactien,” dietary
restraint and bulimic pathology at 8§ months, although higher and lower‘risk groups
responded differently. Both interventions were effective in the.figh-risk group.
However, only the dissonance-based technique was effective’ in lower risk
participants.

Overall, both interventions yielded better results in the-high-risk group, whereas
cognitive dissonance only seems to benefit the lower risic group. Further studies are
needed to corroborate the viability of using trained-peer leaders in dissonance-based
prevention programmes.

In an RCT (Heinicke, 2007) '* a population of 83 female adolescents (mean age: 14.4
years) from schools in Australia who self=identified as having eating and body image
problems was studied. The programme-(My Body, My Life: Body Image Program for
Adolescent Girls) (N=40) was cenipared to the control group (N=43) at 2- and 6-
months follow-up. This prograraine consists of 6 weekly group sessions delivered via
the Internet during 6 weeks and a SH manual (psychoeducational content),
coordinated by a trained-therapist. Out of those who completed the programme (28
and 26 of the experimental and control groups, respectively), clinically significant
improvements were¢ reported in the experimental group in terms of body
dissatisfaction,disordered eating and depression at the end of the intervention
(p<0.002). At two months follow-up, clinically significant improvements were
obtainedifi the scores of different specific eating disorder outcome measures and
other re¢iated measures (also at 6 months follow-up).

This Internet-delivered programme was well-accepted and obtained good results in
improving body dissatisfaction and eating problems.

In an RCT (Jacobi, 2007) ' performed on a population comprised of 100 female
university students in Germany (age range: 18-29 years) who wished to improve their
body image, an 8-week Internet-based psychoeducational prevention programme
(German adapted version of Stanford’s original programme) (N=50) and a wait-list
(N=50) were compared, with follow-up at 3 months. The experimental group
obtained better results than the control group in all measures. Participants in the
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experimental group presented sustained effects in terms of their knowledge regarding
a healthy diet and exercise, a reduction in their wish to be thin and decreased
disordered eating at 3 months follow-up.

The experimental programme was also effective in the group of women who were at
risk, resulting in favourable changes in the majority of variables. This study
demonstrates the benefits of using an Internet-based prevention programme and
proves that transcultural adaptation can be successful.

Based on the results of this MA, 51% of eating disorder prevention programmes
reduce eating disorder risk and 29% reduce current or future eating pathology. These
overall percentages are favourable when compared to results obtained in other public
health programmes (21% obesity prevention and 22% HIV prevention).

The effect of prevention programmes was greater if the following characteristics were
satisfied: selected strategies aimed at high-risk populations (versus universal), .aimed
exclusively at women (versus both sexes), offered to participants over 15 years of age
(versus younger people), interactive formats (versus didactic programmes),-delivered
by trained professionals (versus endogenous providers, such as teachers or educators),
with multiple sessions (versus single session), including contents ori:body acceptance
or the use of induction-dissonance techniques (versus psiechoeducational or
sociocultural interventions), assessed in trials using validated measures and, hence,
more sensitive in determining the effect of interventions (¢aly this type of measures
should be used) and with shorter follow-up periods.

In an RCT (Brien, 2006) ' a population of 24 umniversity females from Canada of
several different origins (58% Caucasian, 19% Hispanic and the rest of other origins),
presenting subclinical levels of eating‘ pathology, was studied. An 8-week
psychoeducational intervention (N=13)}-was compared to self-monitoring control
(N=11). Participants in the experimental group showed improvement in the scores of
different specific questionnaires ¢ eating disorders and other outcome measures that
were significantly different fraini those observed in the control group.

A psychoeducational intervention can alter the subclinical levels of eating pathology
in female university students from different cultures.

In an RCT (Wilksch, 2006) "' a population of young adolescent (mean age: 13.8 years)
students in Australia (N=100 women and 137 males) was studied to compare one
media literacy lesson vs. 6 lessons in the control group. Following the intervention,
males had significantly lower values in 4/5 subscales of the questionnaire used to
measure media internalisation, whereas females had significantly lower values in one
subscale. Higher baseline levels of dietary restraint, reading/buying magazines and a
perception of sociocultural pressure predict lesser reductions in males’ scores,
whereas depression predicts lesser reductions in females. Males must be included in
eating disorder prevention programmes and media literacy is a promising approach to
primary prevention of eating disorders.

In the only RCT (Elliot, 2006) '** identified in a population of 1,179 female athletes

studying in schools in the US (mean age: 14.6 years), the ATHENA programme
(N=457) was compared to a control group (standard treatments) (N=471). ATHENA
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is a programme that promotes a healthy diet and physical exercise as alternatives to
eliminate harmful practices. It consists of group sessions with educational material.
Significant reductions were observed in the experimental group versus the control
group in terms of behaviours related with eating disorders and in the use of weight
reduction drugs (p<0.05). Athletes obtained positive changes in strength-training self-
efficacy (p<0.005) and in healthy dieting practices (p<0.001). The components of the
ATHENA programme were significantly modified in the right direction: mood
(p<0.005), refusal skills (p<0.05), belief in the media (p<0.005), perception of close
friends’ body shaping drug use (p<0.001).

The ATHENA programme significantly modified risk factors by reducing
consumption and delaying the use of pills to lose weight, amphetamines and other
body-shaping substances, such as anabolic steroids and other sports supplements.

The second meta-analytical review conducted by Newton MS and Ciliska {2006) ** MA of RCT
included 5 studies, 4 of which were RCTs and one quasi-experimental.” All were Qf‘};‘gT
carried out in California on a sample of women and using the sam¢. internet-based 1+
programme vs. control group (wait-list). The prevention progratniie used (Student

Bodies) includes lectures and reflexions, a magazine on body-image via the Internet

and an Internet-based asynchronous discussion group. Coneeptually, this programme

is comprehensive given that it addresses many of the .factors that are involved in

eating pathology (cognitive/affective factors, psychological factors, peer/sociocultural

rules and behavioural factors). While carrying ¢ut the MA, none of the results

studied evidenced statistically significant differences and, thus, conclusions could not

be issued on the effectiveness of this programime. The authors mention the small

sample size as a possible reason for this.

MA of RCT
1++

In yet another identified MA, in this case conducted by Cororve FM, et al. (2006) 136
46 studies (32 published and 14 xtapublished) were finally included. The interventions
assessed in the different studies were classified as purely psychoeducational, CBT-
based psychoeducational, v purely interactive/non psychoeducational. There were no
differences between the types of interventions. There were no significant different
between purely psvenoeducational and CBT-based psychoeducational interventions
regarding dieting “practices, internalisation and body dissatisfaction. Prevention
programmes had the greatest beneficial effect on the acquisition of knowledge. The
effect was aiso positive in other outcome variables, indicating an improvement in the
symptoms of general eating pathology, dieting behaviour and internalisation of the
thin-ideal. Body dissatisfaction also improved, but the effect was not sustained at
foltow-up.

No harmful effects related to including eating disorder information in the content of
the interventions were observed.

MA of RCT
1++

In the MA (Cochrane Review) published in 2002 by Pratt BM and Woolfenden SRus
12 RCTs were included. Based on the programme’s content there were 4 types of
intervention: a) knowledge on eating disorders; b) eating attitudes and behaviours and
adolescent issues; ¢) media literacy and mobilisation and social and political activism
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(advocacy); and d) interventions related with self-esteem. 2 of the programmes based
on media literacy and mobilisation and social and political activism (advocacy)
indicate a reduction in the internalisation or acceptance of societal ideals relating to
appearance at 3- to 6-month follow-up (SMD:-0.28; 95% CI: -0.51 to -0.05). There is
sufficient evidence to support the effect of the 5 programmes that include
interventions on eating attitudes and behaviours and other adolescent issues. There is
also sufficient evidence to support the effect of two of the programmes designed to
improve self-esteem.

There is not enough evidence to indicate that harm resulted from any of the
programmes included in this SRSE.

Evidence Summary

MA This MA identifies the characteristics of eating disorder prevention
1++ programmes that produce the greatest effects.
Programmes that are selected, interactive, multisession, offered solely to
women, offered to people over 15 years of‘ age, delivered by trained
professionals, that incorporate contents related with body acceptance and
induction-dissonance techniques, that asses$ effects using validated measures,
that do no include psychoeducational ;contents and have shorter follow-up
periods produce greater effects.
MA"Y There are several eating disorder prevention programmes that have also been
1++ proven to be effective when delivered by teachers under valid ecological
conditions.
MA"Y Some of the eating disorder prevention programs have had an effect on both
1++ these disorders and obesity, which is promising from the point of view of public
health.
MA' Ther¢ 1s no consistent evidence regarding the impact of Internet-based
1++ prevention strategies on eating disorder symptomatology and on the factors that
contribute to the development of these disorders.
MAZ® Prevention programmes had a greater effect on improving knowledge and a
1++ lesser effect on reducing incorrect behaviours and beliefs regarding eating.
L2
MA" Studies aimed at high-risk populations produced greater benefits than those
1++ performed on the general population (universal strategies).
MA" The results did not confirm the iatrogenic effects of including
1++ psychoeducational content on eating disorders in prevention programmes.
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MA™ No definitive conclusion was reached regarding the effectiveness of eating
1++ disorder prevention programmes, both aimed at the general population
(universal strategies) and at high-risk populations (selective strategy), in
children and adolescents.
MA" There is not sufficient evidence to suggest that any of the interventions included
1++ in the MAs have a short-term negative impact (harmful effects).

Recommendations

v | 5.1,

Sample, format and design characteristics of eating disorder programmes that
have demonstrated the highest efficacy should be considered the model for
future programmes.

In the design of universal eating disorder preventicn strategies it must be taken
into account that expected behaviour and attitude changes in children and
adolescents without these types of problems may differ from those of higher
risk populations.

Messages on measures that indirectly protect individuals from eating disorders
should be passed on to the family and adolescent: following a healthy diet and
eating at least one meal ai"home with the family, facilitating communication
and improving self-esteem, avoiding family conversations from compulsively
turning to eating and image and avoiding jokes and disapproval regarding the
body, weight or ‘eating manner of children and adolescents.
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6. Detection of Eating Disorders

Key Question:

6.1. What screening instruments are useful to identify eating disorder cases?

6.1. What screening instruments are useful to identify
eating disorder cases?

Eating disorders represent the third most common chronic disease in the adolescent patient
population. Additionally, the three types of eating disorders (AN, BN and EDNOS) are amongst
the three most common psychiatric diagnoses in adolescent females. Delayed identification of
eating disorder patients leads to higher morbidity due to delayed treatment, and hence, worse
prognosis. It is important to identify people at high risk of developing an eating disorder in
order to tackle the disease at early stages and carry out an early intetvention. To achieve this
goal, involvement of primary care physicians is essential to déiect symptoms and signs of
suspected eating disorders.

There are few studies on the detection and diagnosis of eating disorders in PC. Data point
to a situation of subdiagnosis, due to several reasons: scarce awareness of professionals
regarding this issue, the lack of real time resulting from health care pressure that impedes
providing better, more comprehensive care and preventive activities aimed at these patients, the
low attendance of adolescents to primary cere practices and their lack of “disease awareness™'*.

Given these circumstances, the -appropriate use of a brief and validated screening
instruments during healthy children/adolescent consultations and those prior to performance of
sports would provide a good cpvortunity to apply prevention programmes for eating disorders,
smoking, alcohol, drugs aud safe sex in an integrated manner within a structured health
maintenance programme from a family medicine approach.

There has begn some confusion regarding the use of screening instruments. They are
inefficient to establish an eating disorder diagnosis, but are useful tools for a quick initial
assessment aitimed at ruling out suspicious symptoms in the first phase of the two stage screening
process, iti-which those patients who obtain high scores are newly assessed to determine if they
fulfil farmal diagnostic criteria.

To identify potential cases of eating disorders, several self-report screening questionnaires
that enable systematic assessment of eating behaviour have been designed. All of these include
questions regarding personal eating and dieting habits, weight, exercise, menstruation, body
shape perception, self-image, self-esteem, drug use, relationship with the family and others,
among other topics, given that most of the time patients with incipient eating disorders go to the
doctor due to other symptomatology, such as weight loss, amenorrhoea, depression, irritability,
etc. Therefore, it is important to ask questions about these aspects.

62

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS



Of all the proposed criteria and recommendations for the assessment of the screening
instruments, some authors determine their use/relevance, development and psychometric
properties and external validity to be the most important. Taking these considerations into
account, and based on the results of an SRSE published by Jacobi, et al. (2004) ', only a few of
the self-report instruments labelled as screening instruments for eating disorders fulfil the
aforementioned criteria.

Of the screening instruments for identification of potential cases of eating disorders, four
fulfilled the criteria established by the previous SRSE: BET (Branched Eating Disorders Test)
% EDDS (Eating Disorder Diagnostic Scale) ', SED (Survey for Eating Disorders) **and
SCOFF (Sick, Control, One, Fat, Food questionnaire)'’. Only the latter has an adapted.version
validated in our setting. At present there are no screening instruments that can diticrentiate
between complete and partial eating disorders.

Only one screening instrument for AN, the EAT-40 and its versions (EAT-26 and ChEAT),
has high sensitivity and specificity, but its positive predictive value (PPV)-is low for identifying
AN cases in the population. There are no questionnaires for screenitig of partial or subclinical
cases of AN.

Of the three screening tools for BN: two-item screein'”, only BULIT and BITE have
sensitivity and specificity values for BN. However, th¢ specificity of these questionnaires to
differentiate between BN and partial cases of BN and ther eating disorders has not been clearly
ascertained and population data are scarce.

The following section describes the tools used for detecting eating disorder cases that meet
all recommended criteria to achieve this ggal:

SCOFF Survey
Sick, Control, One; ¥at, Food questionnaire.
Morgan J, et al.;:1999.

The SCOFF is aiieating disorder screening tool that consists of five yes/no questions that assess
the loss of control over eating, purging and body dissatisfaction (See Annex 2.1), thus enabling
its application in primary care. Scores range from 0 to 5 points (No=0 and Yes=1). A total
score i 2 or more points identifies people at risk of having an eating disorder (AN sensitivity:
100%;'BN: 100%; AN and BN specificity: 85% and 80%, respectively; false positive rate 7.3%
for AN and 8% for BN) '". Independent studies performed in primary care indicate sensitivity
values that range between 78% and 85% and specificity values that range between 88% and
90%, with only affirmative answers'”> ', These are excellent results, especially because the
questionnaire is so brief. The reliability of the instrument when self-administered (written) or
when administered by the physician (oral) was also assessed and results only evidenced minimal
differences in SCOFF’s detection ability. However, the authors suggest that self-report
responses may be more honest given that the patient’s confrontation with the interviewer is
reduced''.
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Spanish version

There is an adapted Spanish version that has been validated in our setting by Garcia
Campayo J, et al., 2004'** for early detection of eating disorders in primary care (women aged
between 14 and 55 years with a cut-off point of 2 or more); sensitivity was 98% [95% CI: 93.5 to
99.5] and specificity was 94% [95% CI: 86.4% to 98.5%]. For each specific eating disorder,
sensitivities for 94% specificity were as follows: BN, 98%; AN, 93%; and EDNOS, 100%.
Limitations relating to the adaptation of item 1 have been identified. It is recommended to
review these aspects before administering the Spanish version of SCOFF.

A Catalan version has also been adapted and validated in our setting (SCOFF-c) by Muro-
Sans P, ef al., 2008 in a community sample comprised of Spanish adolescents (51%iales and
49% females; mean age=14 years; SD=1.31)'®. In this study sensitivity was 73%(95% CI: 63.2
to 82.9) and specificity was 94% (95% CI: 74.9 to 80.5). One of the possible-reasons for low
sensitivity is sample characteristics (Barcelona youth who were recruited in®C).

Of the numerous eating disorder screening questionnaires, regults indicate the SCOFF
survey can be a useful questionnaire given that it enables quick atid easy primary care detection
of eating disorder risk groups in the community'®. The SCOE survey has been adopted as the
standard screening instrument in the UK®. Its characteristics also seem useful in monitoring the
course of treatment (See Chapter 10, “Assessment”).

EAT
Eating Attitudes Test. DM Garner and PE Garfinkel, 1979.

The EAT was designed for the assessment of disordered eating attitudes, especially those related
with fear of gaining weight, the-itapulse to lose weight and the presence of restrictive eating
patterns. Its intention was to devise an instrument that was easy to use and easy to correct and
that was sensitive to symptomatic changes throughout time. The EAT is a self-report tool
comprised of 40 items (F2AT-40). Each item is valued in a 6-point Likert scale that ranges from
“never” to “always”. “Scores range from 0 to 120. It is a valid and reliable questionnaire that has
been widely used iii the assessment of eating disorders. With the 30 point or more cut-off point
in a group of AN patients and a control group, sensitivity was 100% and specificity was 84.7%,
with a PPV ¢178.5% and a false-positive rate of 9.8%'®.

Other studies had revealed that the EAT test can be useful for the detection of AN cases
that-have not been previously diagnosed or to identify current or incipient cases of AN in high
fisk populations (ballerinas, model trainees, for example) with sensitivities, specificities and
PPVs that range between 75% and 91.7%, 66.1% to 75% and 16% to 18.8%, respectively, with
false-positive rates between 23.2% and 31.7%”. Of all the different instruments that have been
developed since the 70s up until today, the EAT-40 has been the most widely endorsed for the
detection of eating disorders in the general population, and it is an instrument that seems valid to
identify current or incipient cases of AN and BN, given its easy application, high reliability,
sensitivity and transcultural validity.
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Spanish version of the EAT-40

In Spain, the adapted version of the EAT-40 that was validated in our setting was carried
out by Castro J, ef al. 1991 in an AN group and healthy control group'® (See Annex 2.2). Using
the 30-point cut-off point recommended by the original authors, sensitivity was 68% and
specificity was 86%. Among the possible causes that may explain differences with the original
version, the fact that Spanish anorexic patients were younger must be highlighted. When it was
validated in a sample of 18-year old women using the questionnaire by Castro J, ef al. and the
30-point cut-off point, sensitivity was 75%, specificity was 97.1% and PPV was 36%'"".

In Navarra, another study to validate the adaptation by Castro J, et al. after an 18-menth
follow-up was performed on a representative sample of adolescent students who did nei-attend
the doctor’s office but came from the general population instead, once prevalent cases of eating
disorders were excluded'®. With a cut-off point of 20 points, better diagnostic nrediction was
obtained (73% sensitivity and 85% specificity). PPV was 20% and the negative.-predictive value
(NPV) was 98%.

From these results we can conclude that the EAT-40 is an adeguate questionnaire for early
detection of eating disorders in the general population, even if its. P’V is low. However, despite
using screening instruments it is always necessary to conduct4nidividual interviews to confirm
diagnoses of eating disorders. The fact that eating disorders are presented in a grading and
severity continuum makes it essential to have a procedure that enables the detection of early
signs to ensure a prompt intervention.

EAT-26 (Abbreviated version of the EAT-40)

Garner DM, et al., 1982 created the 2¢-item version of the EAT-40 by performing a factor
analysis of the latter. The EAT-26%s highly predictive of the complete version (r=0.89). It
consists of the first 26 items of the EAT-40, configuring three subscales: diet, bulimia and
concern over eating and oral coutrol. It is assessed using the same 6-poing Likert scale as the
EAT-40. Answer scores range from 0 to 78. It is a self-report questionnaire'®. Using a cut-off
point of 22 points or more,-the range of sensitivities, specificities and PPVs was 65.1% to 88.9%,
96.1% to 97.7% and A4:4% to 46.2%, respectively, the false-positive rates ranging from 2.7% to
3.8%.

Spanish varsion of the EAT-26

The Spanish validation of the EAT-26 in our setting was carried out by Gandarillas A, et
al., 2003 in a community setting on a female student population (15-18 years) (See Annex 2.3.).
The psychometric characteristics of this questionnaire are similar to those described by their
authors. For a 20-point or more cut-off point, sensitivity is 59%, specificity is 93%, PPV is
23%, NPV is 99% and the percentage of correctly classified subjected is 92%'" ''.  As a
screening questionnaire it is useful to differentiate eating disorder cases from the normal
population, although it is important to mention the scarce PPV, given the low prevalence of the
problem'" """,

When the cut-off point is lower (10 points or more), the EAT-26 presents 90% sensitivity,
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75% specificity, 11% PPV, 99.5% NPV and a percentage of correctly classified subjects of
76%]70’]71.

The MSC already recommended its use as a screening tool back in 1995* because the EAT-
26 was able to distinguish between AN patients and normal population and between BN patients
and normal population, but not between restrictive AN and BN, establishing a cut-off point of
<20 points in women, >30 in high risk population and >50 in clinical population®.

ChEAT (Child version of the EAT-26; Children Eating Attitudes Test)

Maloney MJ, et al., developed the ChEAT 1988, with the aim of detecting compreherision
problems in children. When these problems were resolved by substituting certain woztls with
simpler synonyms, validity and reliability results in a sample of children between the.ages of 8
and 13 years were comparable to those published for adults (EAT-26), making. tie ChEAT a
self-report questionnaire that can be administered starting at 8 years of age (it ¢oes require a Sth
grade reading level in order to answer), which can aid in the assessment ¢f.concern over food,
eating models and attitudes regarding food at these ages. A total score of 20 points in the upper

scale would indicate the possible presence of an eating disorder'”.

Spanish version of the ChEAT (Children’s Eating Attitudes Test)

The Spanish adaptation and preliminary validation ¢ the ChEAT has been carried out by
de Gracia M, et al., 2008 on a sample of girls and-ligys between the ages of 8 and 12 years.
Reliability and validity results of the Spanish adaptation are analogous to the original study'”
(See Annex 2.4.).

The Catalan version of the ChEAT %as also been adapted and validated in our setting in a
sample of students (5th and 6th grades). Results indicate that the Catalan version is reliable.
However, it is recommended that the’cut-off point be lower than that established by the original
authors, as was already suggested by the authors of the Spanish adaptation, given that it
increases the number of subjests at risk of developing an eating disorder that may be detected at
school'™.

BULIT Bultmia Test
Bulimia“test. MC Smith and MH Thelen, 1984.

The BULIT was designed with the objective of addressing certain needs detected in the
asscgsinent of BN, such as distinguishing BN patients from people without eating disorder
problems; BN patients from patients with other eating disorders, and BN sub-groups based on
specific criteria. It consists of 32 items (plus four informative type items relating to laxative
abuse, use of diuretics, as well as amenorrhoea) that are distributed in five dimensions (binge-
eating episodes or lack of control over meals, discomfort, vomiting, type of food and weight
fluctuation). Each item is scored using a 5-point Likert scale (ranging from 1 to 5). In several
items the most symptomatic answer is presented at the end rather than at the beginning to
prevent a bias in the response, due to presentation order. The sum of all items (except the purely
informative ones) leads to an overall score ranging from 32 to 160 (a higher score indicates
greater intensity of bulimic symptomatology). Likewise, the sum of items corresponding to each
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of the five dimension results in the overall scores for each one of these dimensions. An overall
score and five scores corresponding to each dimension are therefore obtained. Data derived
from the original version indicates that it is a reliable, valid and objective instrument to identify
individuals with bulimic symptoms, confirming its use to detect those individuals who present or
who are at risk of developing BN in the general population'”. With a cut-off point of 102 points
or more, sensitivity, specificity, PPV and NPV were 95%, 98%, 91% and 99%, respectively.

Spanish version of the BULIT

In Spain, the adapted version of the BULIT validated in our setting was developed by Al
Vézquez, et al., 2007 in a group of people, mainly females between the ages of 13 and 54.years,
who attended mental health centres'” (See Annex 2.5.). Results solidly support the reitability
and validity of the Spanish version of the BULIT, highlighting its use to identify BN-cases, as
well as to quantify the severity of bulimic symptoms. With a cut-off point of &8,-it leads to a
90% correct classification of individuals with BN, and a 100% correct-classification of
individuals without eating disorders, data that firmly endorse its use as a scresiing instrument.

BULIT-R (Revised version of the BULIT)

Later, the revised version of the BULIT (BULIT-R), developad by Thelen, et al., 1991 was
obtained, its most important contribution being the adaptaticn to DSM-III-R and later DSM-1V
criteria'”’. It is comprised of 36 items, even though only2¥ are used to determine the final score
that ranges between 28 and 140 points. The estimaigd ‘administration time of the instrument is
10 minutes. It is highly correlated with the origitial version (r=0.99). In a sample of nursing
students and with a cut-off point of 104 points <:-more, sensitivity, specificity, PPV and NPV of
the BULIT-R was high: 80%, 99.5%, 80% dang 99.5%, respectively'”.

Spanish version of the BULIT-R

In Spain, the adapted version of BULIT-R validated in our setting was carried out by MN
Berrios-Hernandez, et al., 2007'.

BITE Bulimia Investigatory Test Edinburgh. M Henderson and
CPL Freeman, 1987.

Ahe BITE is a self-report questionnaire completed in 10 minutes or less that is designed
to tdentify subjects with bulimic symptoms (BN or BED). It consists of 36 items that configure
#wo subscales: the symptoms scale (assesses the number and degree of existing symptoms; 30
items; highest score: 30; cut-off point: 20 points or more) and the severity scale (provides a
disorder severity index based on the frequency with which pathological behaviours take place; 6
items; highest score: 39; cut-off point: 5 points or more). A total score of 25 or more points
indicates the presence of a serious eating disorder. In the sample of bulimic women and control
group the cut-off points used were as follows: >25 for the complete questionnaire, >20 for the
symptoms subscale and/or >5 points for the severity scale. With these cut-off points, the BITE
demonstrated perfect sensitivity, specificity and PPV (100%, 100% and 100%, respectively),

even though data on its use in the population are not known'*.
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Spanish version of the BITE

The adapted version validated in our setting was developed by T Rivas, et al., 2004
(See Annex 2.6.).

The Spanish version of BITE was administered to a sample of adolescents aged between
12 and 21 years from different schools. Using cut-off points based on DSM-IV criteria for BN,
high specificity and a much lower sensitivity than that found in clinical samples were obtained.
Furthermore, the scores in the BN group were higher than in other eating disorders and in the
group without eating disorders. Therefore, this instrument can be used for early detectiorof
individuals who may present an eating disorder in the general population. It is also-tised to
assess disease intensity and response to treatment.

Recommendations

Target groups for screening should include young people, with low body mass
index (BMI) compared to age-based reference values; patients consulting with
weight concerns without being overweight or péople who are overweight,
women with menstrual disorders or amenorrho®d; patients with gastrointestinal
symptoms, patients with signs of starvation G¢' repeated vomiting, and children
with delayed or stunted growth, childrern. adolescents and young adults who
perform sports that entail a risk of<eveloping an eating disorder (athletics,
dance, synchronised swimming, eto,). (Adapted from recommendation 5.2.5.3
of the NICE CPQG).

In AN, weight and BMI are not considered the only indicators of physical risk.
(Adapted from recomiriendation 5.2.5.6 of the NICE CPG).

Early identification and intervention of individuals presenting weight loss are
important {0 prevent the development of severe emaciation. (Adapted from
recommeéridation 6.6.1.2 of the NICE CPG).

D | 6.1.

D | 6.2.

D | 6.3.

D | 64.
1

Iy’ the case of suspected AN, attention should be paid to overall clinical
assessment (repeated over time), including rate of weight loss, growth curve in
children, objective physical signs and appropriate laboratory tests. (Adopted
from recommendation 5.2.5.7 of the NICE CPG).
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It is recommended to use questionnaires adapted and validated in the Spanish
population for the detection of eating disorder cases (screening).

The use of the following tools is recommended:

Eating disorders in general: SCOFF (for individuals aged 11 years and over)
AN: EAT-40, EAT-26 and ChEAT (the latter for individuals aged between 8 and
12 years)

Bulimia nervosa (BN): BULIT, BULIT-R and BITE (all for individuals aged
12-13 years and over)

Adequate training of PC physicians is considered essential for early detection
and diagnosis of eating disorders to ensure prompt treatment, or referrai, when
deemed necessary.

Due to the low frequency of consultations during childhood ‘and adolescence, it
is recommended to take advantage of any opportunity to piovide comprehensive
care and to detect eating disorder risk habits and cages. Eating disorder risk
behaviour, such as repeated vomiting, can be detectca at dental check-ups.

When interviewing a patient with a suspeeted eating disorder, especially if the
suspected disorder is AN, it is important to take into account the patient’s lack
of awareness of the disease, the tendency to deny the disorder and the scarce
motivation to change, this being more pronounced in earlier stages of the
disease.

v | 6.6.
v | 6.7.
v | 6.8.
v | 6.9.

It is recommended that different groups of professionals (teachers, school
psychologists, cherhists, nutritionists and dieticians, social workers, etc.) who
may be in contzct with at-risk population have adequate training and be able to
act as eating disorder detection agents.
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7. Diagnosis of Eating Disorders

Key Questions:

7.1. What clinical criteria are useful to diagnose eating disorders?
7.2. How are eating disorders diagnosed?

7.3. What is the differential diagnosis of eating disorders?

7.1. What clinical criteria are useful to diagnose-eating
disorders?

Clinical criteria for the diagnosis of AN and BN are wel! defined in the International
Statistical Classification of Diseases and related health problems) tenth edition (ICD-10) of the
World Health Organisation (WHO, 1992) ' and in the Diagnostic and Statistical Manual of
Mental Disorders, fourth edition (DSM-IV) and text revision (DSM-IV-TR) of the American
Psychiatric Association (APA, 1994' and APA, 2000:%, respectively).

The DSM-IV/DSM-IV-TR classifies mixed-and partial forms of eating disorders, such as
EDNOS, where BED is included, while the"iCD-10 refers to them as atypical AN, atypical BN
or unspecified eating disorders.

The DSM-IV/DSM-IV/TR, in ‘contrast to the ICD-10, differentiates between two types of
AN (restricting and compulsive/purging) and two types of BN (purging and non-purging)
depending on the predominant‘oehaviour.

The Spanish versieons of these classification systems have been subsequently edited: ICD-
10 (2000) ' and DSM-IV-TR (2008) '*. In the latter, the equivalent between classifications is
presented (DSM4AV-TR, ICD-9 and ICD-10). In Annex 2.7. diagnostic criteria according to both
classifications are described.

Recomriaendation

=5
»v | 7.1, | 1tis recommended to follow the diagnostic criteria of the WHO (ICD-10) and
the APA (DSM-IV or DSM-IV-TR).
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7.2. How are eating disorders classified?

The diagnosis of eating disorders is based on a clinical interview complemented by
complementary physical, psychopathological and behavioural examinations aimed at assessing
the existence of physical, emotional, behavioural and cognitive disturbances. Diagnosis has
good validity and reliability.

Anamnesis

When an eating disorder is suspected, both a personal and family complete clinical distory
must be performed. Given that patients are usually young adults and adolescents, these
interviews must have certain specific characteristics to overcome the difficulties derived from a
person’s willingness to reveal his/her motives, symptoms and behaviour, sometiities an obstacle
to making a diagnosis. Thus, the empathy, support and compromise that is perceived during the
clinical interview will be essential in enabling the patient to reveal fears fegarding weight gain,
eating behaviour, purging behaviour and other disordered behaviour.such as excessive exercise.
When deemed appropriate, this clinical history must be accompanie@ by a corroborative account
from parents or other relative.

After explaining the reason for the consultation, .itpatients are accompanied by their
family, the latter must be asked to leave the room to/generate a climate of privacy where the
patient can freely respond to the questions asked (See¢ chapter 12, “Legal Aspects”).

The confidentiality of the medical act must always be emphasised, making it clear to the
patient that none of what is discussed between him/her and the health care professional will be
disclosed to parents or family member: unless otherwise specified by the patient, except when
there is risk to the patient’s physical or psychological integrity (See chapter 12, “Legal
Aspects”). The performance of biood work and other tests must be agreed upon with the patient.
The health care professional wiil try to be perceived as somebody who looks after the patient’s
health, and not as an ally-16 the family. The patient’s genogram and whom he/she lives with
must be known. To dhis end, family and personal pathological history must be requested
(especially if it relates to mental health: depressions, phobias, addictions, eating disorders,
physical and psychological abuse).

During the anamnesis, questions will be asked regarding physical disorders (weight, skin
and mnéesa, menstruation), emotional disorders (anxiety, depression, social alienation, eating
disorder triggers [see chapter 4, “Definition and Classification of Eating Disorders], sleep
disorders), behavioural disorders (diets, exercise, binge-eating, extravagance with food, personal
and family eating habits, purging behaviour, physical hyperactivity) and cognitive disorders
(image distortion, disease awareness).

The semi-structured interviews most frequently used to diagnose eating disorders are'’:
section H (for eating disorders) of the diagnostic interview Composite International Diagnostic
Interview (CID-I) developed by the WHO, 1990 and Eating Disorders Examinations (EDE)
developed by Cooper and Fairburn, 1987'%.
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Although these two interviews are adapted to diagnostic criteria defined by the DSM-1V-
TR and the ICD-10, there is consensus that the most reliable and best validated semistructured
interview for the diagnosis of eating disorders is the EDE. The 12th edition of the EDE (EDE-
12) developed by Fairburn and Cooper, 1993"° has a Spanish version, adapted by MR Raich,
1994"" and validated in our setting”> ' on a sample of 99 female university students, that has
proven to be a reliable and valid tool. Another adaptation and validation of the EDE on a sample
in our setting, performed by Robles, et al., 2006, has been identified, presenting appropriate
psychometric qualities that are similar to those of the original version (See Annex 2.8., EDE-12).

There are preliminary results of the child version of the EDE-12 (ChEDE-12) on a sampl¢
of 15 children with AN and 15 with other eating disorders and two age-adjusted groups_ot-15
control subjects. Preliminary results indicate that the ChEDE-12 differentiates children with AN
from children with other eating disorders and from control subjects'”. There is no ititormation
regarding the adapted version validated in our setting in these ages.

During the anamnesis it may also be helpful to ask only the items relating to the diagnostic
criteria of eating disorders described in the ICD-10 and DSM-IV-TR. This measure, which has
been employed frequently in the literature, facilitates the diagnosiic process, as well as the
patient’s participation, without compromising diagnostic efficacy.” With this restriction, the
duration of interviews is reduced to ten or fifteen minutes per petson.

Informing the patient with an eating disorder

As usual, when informing the patient on histher disease, care must be taken in how the
message is conveyed, adjusting it to the patient’s age, educational level and beliefs, amongst
other aspects. To make this task easier foi the health care professional, this CPG provides
material aimed at children, adolescents-&nd adults with eating disorders or who are at risk of
developing them. This material may also be useful to family members, friends or people who
interact with patients, as well as for the general population (See Annex 3.1.).

The diagnosis of an ceating disorder must be communicated clearly, describing the
important characteristics.©f this mental disorder. It is also helpful to explain the physical
dimensions and disturbances it causes, as well as its evolution and prognosis.

The patient@nust not be made to feel guilty. However, it must be clearly explained that
he/she is suffering from a disease, that it is treatable and curable but that his/her involvement is
crucial foi“vecovery.

Ariamnesis and family awareness

It is very important to study the family environment and detect possible disturbances in its
correct functioning (disorganised families, strict rules, etc.). Other family-related risk factors
must also be assessed (mothers who are very critical of physical appearance, family conflicts, a
history of weight loss diets in other family members, especially the mother, etc.) (See chapter 4,
“Definition and Classification of Eating Disorders” and chapter 11, “Prognosis™).

Communication with the family must be established to explain eating disorders, to
emphasise that their active involvement in the patient’s treatment and recovery process is crucial,
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to help them cope with the situation and to make them aware that positive changes in the family
routine must be made (for example, strengthen the patient’s maturation, autonomy and
responsibility processes, by establishing rules and guidelines adjusted to the child’s age, stimulate
the expression of both positive and negative feelings). The patient information elaborated for this
CPG can be useful (See Annex 3.1.).

Eating Disorders in Adults

When faced with potential cases of eating disorders in adults, clinical history questions
should be adapted to a conventional interview with an adult, who is responsible for his/her acts
and decisions, who meets with the health care professional alone most of the time, and where
he/she usually prefers the family not to be involved.

The adult patient’s economic independence enables easier access to harmful or-toxic drugs,
which is why the patient’s personal toxicopharmacological background must e emphasised in
order to detect abuse or misuse of substances.

In these cases, it is also more likely to find work-related, ecoreimic or social problems as
maintaining factors or, sometimes, as eating disorder triggers.

It is important to highlight that there are also thin, no@spathological constitutions that are
well-adjusted to development.

Physical exploration

Physical exploration is less useful.than anamnesis in establishing diagnosis. However,
complete physical exploration is crucial'and must be aimed at assessing the patient’s nutritional
state and detecting possible secondary physical complications resulting from dietary restraints
and/or purging behaviour that would determine the intervention of other specialists or not.

Data corresponding ‘to vital signs (heart rate, blood pressure, axillary temperature and
respiratory rhythm) will-be collected; in patients with a certain degree of malnutrition these signs
will be in the low&r limits. For weight and size, the BMI (BMI=weight kg/size m* ) will be
determined. If the’'BMI is >25 it is considered overweight; if it is between 25-18.5 is considered
normal, and-it it is <18.5 it is considered malnutrition (low weight). ICD-10 establishes a
BMI<17.54s a diagnostic criteria for AN. Patients with BN can present normal weight and even
slight excess weight. In patients under the age of 18 years, the BMI must be calculated and
compared to the percentiles pertaining to these ages'”.

A general examination of the different body systems will be performed with special
attention paid to signs of malnutrition and the detection of growth or sexual development:

- Exploration of skin and mucosa and dental exploration. Hydration state of the skin and mucosa
(skin fold), presence of carotenic pigmentation, presence of hypertrichosis, alopecia, brittle nails,
skin injuries that indicate self-aggression (cuts, scratches, burns), presence of petechias, purpura,
parotid hypertrophy and/or sub-maxillary glands, calluses or wounds on the back of the hand or
on the fingers from induced vomiting (Russell’s sign), chronic orodental or pharyngeal lesions,
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dental erosion, enamel demineralisation and cavities.

- Cardiocirculatory examination. An electrocardiogram must be performed on patients with AN
and signs of malnutrition and also on patients with BN at risk of dyselectrolytemia. Bradycardia
may be found. Hypopotasemia may cause a U-wave, T-wave flattening/inversion, premature
ventricular contractions and ventricular arrhythmias, and hypomagnesemia can also produce
arrhythmias.

- Respiratory examination. Possible opportunist infections. In patients who vomit, possible
pneumothorax or even aspiration pneumonia.

- Neurological exploration. Detection of possible polyneuropathies secondary to  vitamin
deficiency, detection of neurological symptoms secondary to hypopotasemia and detection of
aqueous intoxication

Psychopathological and behavioural examination

In the psychopathological and behavioural examination different instrument can be
administered with the objective of assessing eating behavicur and the psychopathological
situation (impulsivity, anxiety, depression, personality and’obsessiveness). (See chapter 10,
“Assessment”).

Complementary examinations

Based on the results of the physical exploration, further examinations that include
laboratory tests and other explorations'¢an be performed. However, an excess of examinations
to confirm treatment may be counterproductive.

Laboratory tests

Blood work sheuld include the following parameters: hemogram, glycaemia, total
cholesterol, triglyc¢rides, liver enzymes (AST, ALT and GGT), ions (K, Na, Cl, Ca, P and Mg),
total proteins anc’albumin, creatinine and urea, TSH, free T3 and T4, coagulation (TP, TTPa),
urine (sediment and osmolarity) and female hormone profile.

Theranalytical examination of eating disorders enables the ruling out of possible organic
causes, of weight loss and for the patient to pick up his/her results, making a new kind of weight
management and more time for a detailed interview on losing weight possible.

A normal analysis can never rule out an eating disorder. In these cases, it can be
counterproductive given that it can favour “false tranquillity” in the patient, family and non-
specialised expert; it can become a positive reinforcement for the patient’s attitude; or, the
patient may even view the professional as an ally of the family.
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Other examinations

To ascertain whether there are bronchoaspirative lesions in patients who vomit a chest x-

ray will be requested, as well as when other pathologies such as tuberculosis are suspected.
Bone x-ray and densitometry enable the assessment of bone age in people in development and
the presence of osteoporosis or osteopenia. Electrocardiography, amongst other tests,
indicated when there is suspicion of laxative abuse. The decision to perform more sophisticated
examinations is left to consulting specialists.

1S

Diagnostic difficulty is greater in cases where there are comorbidities. The most frequent

comorbidities are: diabetes mellitus, obesity, malabsorbtion syndrome and thyroid diseases of
organic origin and substance abuse and dependence, mood disorders, obsessive-comapulsive
disorders, personality disorders, as well as impulse control disorders.

Recommendations

D

7.2.1.

Health care professionals should acknowledge that may eating disorder patients
are ambivalent regarding treatment due to the demands and challenges that it
entails. (Adapted from recommendation 1.10.1.1 of the NICE CPQG).

7.2.2.

Patients and, when deemed necessary,. caiers should be provided with
information and education regarding the naiure, course and treatment of eating
disorders. (Adapted from recommendation 2.10.1.2 of the NICE CPG).

7.2.3.

Families and carers may be informed of existing eating disorder associations
and support groups. (Adapted from recommendation 2.11.5.5 of the NICE
CPG).

7.2.4.

It is recommended that the diagnosis of eating disorders include anamnesis,
physical and psyehopathological examinations and complementary

7.2.5.

Diagnostic confirmation and therapeutic implications should be in the hands of
psychiatrists and clinical psychologists.

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS

75



7.3. Differential Diagnosis of Eating disorders

Despite the existence of certain well-defined diagnostic criteria for eating disorders, in
clinical practice there are often difficulties relating to the differential diagnosis with other
conditions that require rigorous clinical assessment.

In regards with AN, the differential diagnosis must be made with those pathologies that can
present significant appetite loss and weight loss, even though the main features of AN, such as
body image distortion, the desire to perpetuate weight loss and the fear of becoming fat, are not
present in all cases:

* Mental disorders: depression, anxiety, psychotic disorders and substance abuse

* Diabetes mellitus

* Tuberculosis

* Hyperthyroidism

* Neoplasias of the central nervous system

* Less frequent: lymphomas, sarcoidosis, Addison’s disease,~¢celiac disease, superior
mesenteric artery syndrome (it may sometimes be a complication of AN), AIDS, lactose
intolerance, panhypopituitarism, etc.

The differential diagnosis of AN is especially indicated in adult patients, given the atypical
age of onset of the disorder.

The differential diagnosis of BN is more litiited than AN and includes organic conditions
that present hyperphagia and weight gain:

* Diabetes mellitus

* Hypothyroidism

* Kleine-Levin Syndrome.(iciopathic disorder that especially affects men aged 20-30 years
and that presents with fiypersomnia and hyperphagia).

* Hypothalamic lesions

» Tumours causing tiyperphagia

* Major depression, atypical depression, borderline personality disorder (BPD).

The differential diagnosis of EDNOS must be performed with pathologies that may present
with weight {oss or gain and/or decreased or increased appetite. The differential trait of EDNOS
is body-scheme distortion and excessive and irrational focus on weight and diet.

In BED, the differential diagnosis must be performed with the same pathologies described
tor BN and with clinical pictures of impulse control disturbance that may present with binge-
eating episodes, such as those that occur in BPD.
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8. Interventions at the Different Levels of
Care in the Management of Eating
Disorders

Key Questions:

8.1. What are the primary care (PC) and specialised care interventions for eating
disorders? Other resources?

8.2. In eating disorders, what clinical criteria may be useful to assess referral
amongst the health care resources available in the NHS?

8.3. In eating disorders, what clinical criteria may be useful to assesswomplete
hospitalisation (inpatient care) in healthcare resources availabie in the
NHS?

8.4. In eating disorders, what clinical criteria may be usefial to assess discharge in
health care resources available in the NHS?

8.1. What are the primary care (PC) and
specialised care interventions for eating
disorders? Other resouices?

The management modei proposed, in which patients are referred from one management
resource to another, is bound by protocols, recommendations and guidelines elaborated with
clinical criteria for whict there is little evidence that guides decisions regarding where to
perform the intervention (See question 8.2. in this chapter).

8.1.1. Primary Care (PC) interventions

Primar¥’ care is carried out in primary care centres, the first level of access to health care. At this
leve! interventions are focused on:

— Identifying individuals at risk of developing an eating disorder (See chapter 6, “Detection”)
and establishing an early diagnosis (See chapter 7, “Diagnosis”).

— Deciding whether the disorder can be treated in the primary care centre or whether it must be
referred to specialised care. In order to make this decision, the patient’s type of eating
disorder, age, level of risk, physical and psychological complications and preferences must be
taken into account.
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— Initiating nutritional treatment that includes the following objectives: restoring normal weight
in the patient, correcting malnutrition, avoiding the refeeding syndrome, managing or curing
medical complications, carrying out nutritional education with the objective of normalising
altered dietary behaviour, both in the patient and in his/her family, and preventing and
managing recurrences.

Initiating nutritional restoration by means of adequate renutrition or refeeding (See question 9.1.
chapter 9, “Treatment”) and performing nutritional education (nutritional counselling) (See
question 9.2. chapter 9, “Treatment”).

— Monitoring cases that are managed in primary care centres (in AN: the patient will be
requested to record daily consumption, hyperactivity, laxative abuse and usecoi diuretics;
he/she will be not be allowed to weigh him or herself and weight will be recorded weekly at
the practice, results to which the patient will not have access; in BN: binge-eating episodes and
self-induced vomiting, substance abuse and other behaviour disorders {impulse, etc.) will be
recorded, as well as recurrence prevention.

— Conveying clear and true information regarding eating disordess to patients and relatives (See
Annex 3.1.). Also detecting and correcting maladaptive ideas about weight and health (See
Annex 2.9.).

— Carrying out interventions with affected families (See chapter 7, “Diagnosis”).

— Managing physical complications (See chapter 9, “Treatment”).

8.1.2. Specialised care interventions

Eating disorder patients are provided with specialised care, the second and third levels of access
to health care, in the form of inpatient care resources (psychiatric and general hospital),
specialised outpatient practices (mental health centres for adults and children), day hospitals for
day care (centres specialised in eating disorders and general mental health centres), emergency
services, medicalservices pertaining to general hospitals and specific units (for eating disorders,
borderline personality disorder and toxicology).

— Assessment and diagnosis visits are performed at an outpatient level (CSMA and CSM1J) after
refeiral from PC. In the case of vital emergencies or autolytic risk that stand in the way of this
assessment, the patient must be referred to internal medicine and psychiatry services and will
be admitted if indicated by the physicians on-duty.

— The clinical history must update and complete what has been established in PC.

— After establishing a diagnosis, the mental health team will design an ITP which includes: a)
definition of the problem based on the diagnosis and altered areas, b) formulation of
psychotherapeutic ~ objectives, c¢) election of treatment (psychological therapies,
pharmacological treatments, medical measures and social interventions) (See the “treatment”
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section), and d) time-frame for therapeutic assessment. Following the therapeutic decision, the
ITP will be presented to the patient and family, informing them on: a) health care professionals
who will be involved in treatment, b) techniques that will be employed, c¢) duration, and d)
time-frame for assessment.

The degree of nutritional deterioration, along with the presence or absence of
complications, determine the selection of access and feeding route, as well as the location where
nutritional follow-up must be performed.

The day care treatment programme includes meal monitoring, and patients must complete a
survey on the foods they ingest in 24 hours, including on weekends when they are away from the
centre. Each patient must be medically and nutritionally assessed at least once a week;’'weight
and related medical symptoms must be monitored, requested blood work must be.iassessed if
necessary, and the dietary survey and objectives must be reviewed. In inpatient ¢are, nutritional
support with artificial nutrition must be strictly monitored to avoid or manage the onset of the
refeeding syndrome.

8.1.3. Other resources

Mutual help groups (MHG) are groups of people who meet voluntarily with the aim of
helping each other. They are generally comprised of individuals who share the same problem or
who find themselves in a similar difficult situation.“”The MHG emphasises personal interaction
and each member’s capacity to assume responsibiiities. It tends to provide emotional help and
promote values that help members strengther( their own sense of self. These groups provide
assistance and emotional support to families and patients, facilitating the success of the
corresponding therapy. Groups are guided by facilitators (people who have experienced the
same problem or situation as the participants) and are periodically aided by a professional who
supervises the intervention and provides instruments to improve group dynamics (See Annex
3.2. Support associations for patients with eating disorders and their families).

Counselling consists™ of performing a series of personal interviews with patients and
relatives to inform cend educate on the disease and its main health, family and social
consequences, as, well as to provide guidance on the current situation of health care, legal,
economic and secial resources, with the objective of reassuring and assisting the patient and/or
family.

Nay centres are public sociosanitary resources that accommodate patients with different
long-term disorders, including cases of chronic eating disorders and cases with psychiatric
comorbidity. These centres provide, amongst other activities and interventions, rehabilitation
(tertiary prevention). In our setting there are no public day centres aimed exclusively at patients
with eating disorders.

Therapeutic apartments (assisted or not) constitute another public network resource that
enables social reinsertion of patients suffering from different disorders. In our public network
there are no apartments specifically for eating disorder patients.
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8.2. In eating disorders, what clinical criteria may be useful

to assess referral amongst the health care resources available
in the NHS?

8.2.1. Referral to mental health services

Criteria for referral from primary care to mental health services (CSMA and CSMIJ) are as
follows:

* When there is an established diagnosis of eating disorder.

* Weight loss equal to or higher than 10%-25% of weight, without a cause to account for it.

» Presence of regular bulimic episodes, meaning over-eating and/or per§istent purging
behaviour (self-induced vomiting, laxative abuse and use of diuretics)

* Presence of associated psychopathological disturbances.

* Lack of disease awareness.

» If, despite following PC indications, weight and bulimic behayicur do not improve.

8.2.2. Referral to emergency hospitalisaticn

Criteria for referral from primary care to emergency<tospitalisation (Emergency service of a
general hospital) to receive emergency medical treatment are as follows:

» Weight loss >50% in the last 6 months/(30% in the last 3 months).
* Consciousness disturbances.

* Convulsions.

* Dehydration.

* Severe liver or kidney disiurbances.

* Pancreatitis.

* Decreased potassium <3 mEq/] or sodium (<130 o >145).
* Serious arrhythimia or conduction disorder.

* Bradycardia of <40 bpm.

¢ Other ECG disorders.

* Syncéoes or hypotension with SBP <70 mm Hg.

* HDDH: hematemesis, rectal bleeding.

. Acute gastric dilation.

8.2.3. Referral to emergency psychiatric assessment

Criteria for referral from primary care to emergency psychiatric assessment (at a hospital’s
Psychiatry Service) are as follows:

* Absolute refusal to eat or drink.
* Depressive symptomatology, with autolytic risk.
* Significant self-injurious behaviour.
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8.3. In eating disorders, what clinical criteria may be
useful to assess inpatient care (complete
hospitalisation) in one of the health care resources
available in the NHS?

8.3.1. Inpatient care (complete hospitalisation) criteria

* Biological state that entails a risk of serious complications (no food intake, especially
liquids, BMI<16, ionic disturbances, repeated self-induced vomiting, laxative abiuise and
use of diuretics, hemametesis and rectal bleeding).

* There are significant depressive symptoms with autolytic risk.

* Serious self-injurious behaviour.

These are not absolute criteria and, depending on their intensity, day caremay be indicated
(partial hospitalisation).

There are other psychopathological disorders that prevent outpatient treatment:

* Due to the psychopathology presented, the patieat is unable to follow guidelines in the
outpatient programme: frequency of visits, lirnitation of physical activity, recommended
diet, etc.

* The patient’s difficult behaviour at home, the existence of conflict in family relationships
and/or family psychopathology are ‘excessive and impossible to manage at an outpatient
level.

» Weight evolution does not follow the rate indicated in the weight restoration programme.

In order to pursue complete hospitalisation, the judge’s authorisation is required. In the case of
minors, it is advisable though'not indispensable to have the parents’ authorisation as well as the
judge’s, and in the case’of over-age patients, to have judicial authorisation (see chapter 12,
“Legal Aspects”).

Inpatient ménagement (complete hospitalisation) can be carried out in a general hospital (or
one specialised in eating disorders), the psychiatric hospital being the most recommended
resource ifspecial cases such as chronicity and severe mental disorders (delirium, repeated self-
aggression, cognitive deterioration, etc.).

Specific eating disorder units are found in general hospitals and depend on the psychiatry
service (although in some alienated cases they depend on the endocrinology service). Amongst
other functions, they tackle especially resistant cases. These specific units are in contact with
other hospital services such as Internal Medicine, Gynaecology, etc. and perform interventions
on complications derived from eating disorders.
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8.3.2. Criteria for admission to day patient care (day hospital)

* From the adult or children MHC. If the patient does not meet emergency medical care or
emergency psychiatric admission criteria and does meet any of the following criteria:

— The patient is unable due to the psychopathology presented to follow the guidelines in
the outpatient programme: frequency of visits, limitation of physical activity,
recommended diet, etc.

— There are serious behavioural problems at home, conflicts in family relationships
and/or family psychopathology that cannot be modified at an outpatient level.

— Weight evolution does not follow the rate indicated in the outpatient programme for
weight restoration.

* From complete hospitalisation (once discharge criteria have been fulfilled). If additional
eating and behaviour management is necessary, but can be carried out on anoutpatient
basis. Also in those cases in which psychopathological intensity requires-psychological
treatment to modify the patient’s image, beliefs, assertiveness and other aspects related
with eating disorders.

8.4. In eating disorders, what clinical crif¢ria may be
useful to assess discharge from healtl: care resources
available in the NHS?

8.4.1. Criteria for discharge froti inpatient care (complete
hospitalisation)

» Normalisation of biological disturbances that have led to complete hospitalisation.
* Weight restoration as is established in an individualised programme.

* Improved psychopathoelogical state.

* Elimination of self-ifijurious behaviour.

* Remission of abuoimal eating behaviour and compensatory behaviour.

* Improved famuly conflicts.

* Improved general functioning.

8.4.2. £riteria for discharge from day patient
care {day hospital)

In order to refer to outpatient care (adult or children MHCs):

» Weight restoration and/or maintenance as established in the ITP.

» Completion of group programmes that had been initiated.

* Improved eating pattern and compensatory behaviour (if any).

* Improved family conflicts and general functioning that enable outpatient treatment.
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For hospital admission:

» Weight does not increase as is established in the weight restoration programme.

* Does not comply with rules established in the day hospital in terms of meals, physical
activity restriction and general functioning.

* Presence of significant psychopathology.

* The patient’s biological state entails a risk of serious complications (heart rate less than
45, potassium less than 3.5 mEq/l, hemametesis and rectal bleeding).

» At any moment during the patient’s stay at the day hospital, referral to the Internal
Medicine Service may be indicated.

8.4.3. Criteria for discharge from the outpatient treatment
programme

Discharge criteria will depend on the ITP.

* Maintenance of non-altered eating behaviour (diets, over-eating and purging) throughout
a period of one year.

* Maintenance of stable weight that is within normal valugs;throughout a period of one year.

» Absence of menstrual irregularities secondary to eatin@.disorders.

* Decreased recurrence risk.

» Absence of other psychopathological disturbanges that require treatment.

8.4.4. Discharge criteria for eating disorders

The process will end when clinical improvement is evident and enables the patient to resume
normal daily life, verifying that during a period of time greater than two years the following
criteria are being fulfilled:

* Maintenance of weight and absence of nutritional imbalances.
» Absence of eating peculiarities that are harmful to health.
* Adequate relational life.
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Recommendations

D

8.1.

Individuals with eating disorders should be treated in the appropriate care level
based on clinical criteria: outpatient, day hospital (day care) and general or
psychiatric hospital (inpatient care). (Adapted from recommendation 6.5.8.1 of
the NICE CPQG).

8.2.

Health care professionals without specialist experience in eating disorders or
who are faced with uncertain situations should seek the advice of a trained
specialist when emergency inpatient care is deemed the most appropriate option
for a patient with an eating disorder. (Adapted from recommendation 6.5.8.6+Gt
the NICE CPG).

8.3.

The majority of patients with BN can be treated on an outpatient basis.
Inpatient care is indicated when there is risk of suicide, self-injuriesand serious
physical complications. (Adapted from recommendations 6.5.8.1and 6.5.8.4 of
the NICE CPQG).

8.4.

Health care professionals should assess patients with eating disorders and
osteoporosis and advise them to refrain from perfoiniing physical activities that
may significantly increase the risk of fracture. {Adopted from recommendation
6.4.5.3 of the NICE CPG).

8.5.

The paediatrician and the family<physician must be in charge of the
management of eating disorders -ii:" children and adolescents. Growth and
development must be closelv{tnonitored. (Adapted from recommendation
6.4.5.4 of the NICE CPQG).

8.6.

Primary care centres ‘should offer monitoring and management of physical
complications to patients with chronic AN and repeated therapeutic failures
who do not wisti'to be treated by mental health services. (Adapted from
recommendation 5.2.5.8 of the NICE CPQG).

8.7.

Family. miembers, especially siblings, should be included in the individualized
treattaent plan (ITP) of children and adolescents with eating disorders. The
niest common interventions involve sharing of information, advice on
behavioural management of eating disorders and improving communication
skills. The patient’s motivation to change should be promoted by means of
family intervention. (Adapted from recommendation 6.2.9.13 of the NICE
CPQG).

8.8.

Where inpatient care is required, it should be carried out within a reasonable
distance to the patient’s home to enable the involvement of relatives and carers
in treatment, to enable the patient to maintain social and occupational links and
to prevent difficulties between care levels. This is particularly important in the
treatment of children and adolescents (Adopted from recommendation 6.5.8.4
of the NICE CPQG).
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Patients with AN whose disorder has not improved with outpatient treatment
must be referred to day patient treatment or inpatient treatment. For those who
present a high risk of suicide or serious self-injuries, inpatient management is
indicated. (Adapted from recommendation 6.5.8.2 of the NICE CPQG).

D | 8.10.

Inpatient management should be considered for patients with AN whose disorder
is associated with high or moderate risk due to common disease or physical
complications of AN. (Adapted from recommendation 6.5.8.3 of the NICE
CPQG).

Patients with AN who require inpatient treatment should be admitted to a centre
that ensures adequate renutrition, avoiding the re-feeding syndrome, witix close
physical monitoring (especially in the first few days), alongc with the
appropriate psychological intervention. (Adapted from recommenaation 6.5.8.5
of the NICE CPG).

The family physician and paediatrician should take chagge of the assessment
and initial intervention of patients with eating disorders who attend primary
care. (Adapted from recommendation 5.2.5.1 of the NICE CPG).

D | 8.13.

When management is shared between primary and specialized care, there
should be close collaboration between, fizalth care professionals, patients and
relatives and carers. (Adapted from recommendation

5.2.5.2 of the NICE CPQG).

Patients with confirmed dizgnosis or clear suspicion of an eating disorder will

D>

be referred to different licalth care resources based on clinical and age criteria.

Referral to adult:and children MHCs by the family physician or paediatrician
should consist o1 integrated management with shared responsibilities.

v | 8.16.

Cases referred to adult of children MHCs still require different levels to work
together and short- and mid-term monitoring of patients, to avoid
complications, recurrences and the onset of emotional disorders, and to detect
changes in the patient’s environment that could influence the disease.

The need to prescribe oestrogen treatment to prevent osteoporosis in girls and
adolescents with AN should be carefully assessed, given that this medication
can hide the presence of amenorrhoea.

In childhood, specific eating disorder treatment programmes designed for these
ages will be required.
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9. Treatment of Eating Disorders

The treatment of eating disorders requires multidisciplinary collaboration and can be carried out
at different levels of care and health care resources (See Chapter 8, “Interventions at the different
levels of care”).

The objectives of eating disorder treatments are:

1. To restore or normalise patient weight and nutritional state to healthy levels in the caseof
AN (See question 9.1. of this chapter).

Nutritional support can range from a base diet, if the patient presents normeivitrition, or
specific diet-therapy (oral diet) if there is an associated pathology, to the ad@inistration of
artificial nutrition (enteral oral or parenteral intravenous) if there is severe energetic-protein
malnutrition.

In the outpatient, standard refeeding includes following a ncimal diet. In day patient
management, treatment is more intensive and prolonged than (Gutpatient treatment. When
outpatient treatment or day patient treatment is insufficient, or if the patient presents an acute
problem, inpatient treatment is indicated.

2. To treat physical complications. This CPG doesc1:0t include the specific treatment for all
potential physical complications (See Chapter 4 “Definition and Classification of Eating
Disorders™).

3. To provide education on healthy, nutritious eating habits. Additionally, general
recommendations on the principles of.a balanced diet with a variety and frequency of foods, or
more specific recommendations basest on the type of eating disorder, can be delivered. The aim
of nutritional education is to guidé the patient and his/her family in terms of the behaviours that
should be adopted and to ingrease the patient’s motivation to cooperate and participate in
treatment (See Question 9.2:.of this chapter).

4. To modify/impreve: prior or acquired dysfunctions due to eating disorders (thoughts,
attitudes, inadequate behaviour, etc. '), as well as to increase weight, reduce/eliminate binge-

eating and purgirig, depression, amongst other relevant clinical variables. To this end there are
several differont treatments available:

— Psychiological therapies (see questions 9.3.-9.8. of this chapter).

~Pharmacological treatments (see questions 9.9.-9.15. of this chapter).

— Combined interventions (see question 9.16. of this chapter).

The therapeutic contract includes ITP (see chapter 8, “Interventions at the different levels of
care”) and is signed by the patient and the multidisciplinary team of health care professionals

involved in the care. This contract ensures that the patient has been informed and that he/she has
accepted the ITP.
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5. To treat associated disorders (comorbidities), both psychiatric (including mood
disturbances, low self-esteem, behaviour, etc.) and physical (diabetes mellitus, etc) (see
questions 9.17 and 9.18 of this chapter).

6. To obtain family support for the patient and provide counselling and therapy when
necessary (see chapter 7, “Diagnosis” and question 9.6. in the section “Family therapy”).

7. To prevent relapse. This includes addressing and preventing situations that may favour
recurrences and planning strategies to tackle them. Amongst the aspects that should be
managed, body weight variations, patient requests for diets and drugs, management of praper
eating habits, engagement in purging behaviour, performance of excessive exeicise,
management of appropriate ponderal-statural and psychomotor development, detecticiy of any
emotional imbalance or environmental pressure and family management™” ",

8. To treat chronic eating disorder cases, as well as the management of eating disorders in
special situations such as pregnancy and delivery, which are described at #ixe end of this chapter
(see questions 9.19 and 9.20 of this chapter, respectively).

MEDICAL MEASURES

Of all the different interventions or medical m«usures that can be indicated in the treatment of
eating disorders, only evidence concerring certain types of renutrition (vitamin-mineral
supplements, enteral oral artificial feeding and artificial feeding) and NC has been identified.

9.1. Renutrition

9.1.1. What is the efficacy of renutrition in patients with
eating disorders?

Responsetis based on the NICE CPG (2004)*. Two high-quality (1++) SRSE, one elaborated by
the AERQ of the US (2006) *' and an additional one by Bulik, et al. (2007) ** have been
considered. The updated search has identified a new RCT (Rigaud, 2007)**.

Scientific Evidence
In an RCT (Birmingham, 1994; Canada)** a Zn supplement (14 mg/day) was compared RCT

to placebo in a sample of 54 females with AN aged over 15 years. This study yields 1+
preliminary evidence that Zn can increase the BML
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An RCT (Rigaud, 2007; France) ** compared enteral feeding (cyclic enteral nutrition)
(N=41, 97% women, mean age: 22.5 years) with a control group (N=40, 98% women,
mean age: 24.2 years) in a sample of individuals with AN who had been treated for two
months and with one-year follow-up. When treatment was completed, weight gain was
39% greater in the group treated with enteral feeding than in the control group (p<0.01);
fat-free body mass increase was also greater in the group treated with enteral feeding
(p<0.01); energy intake was greater in the group treated with enteral feeding (p<0.05);
the number of binge-eating episodes was lower in the group treated with enteral feeding
than in the control group (p<0.01). The majority of patients treated with enteral feeding
improved in regards to their eating disorder. After treatment, the recurrence-free period
was greater in the group treated with enteral feeding than in the control group (p<0.05).
Treatment with enteral nutrition helps correct malnutrition in patients with AN, withoui
interfering in the treatment of their eating disorder or increasing the recurrence-frce
period.

Summary of the evidence

RCT
1+

CPG”

There is not sufficient significant clinical evidence that determines that
treatment with Zn supplement in hospitalised adults with AN is effective at
increasing weight when compared to placebs’ at the end of treatment (2 RCTs;
N=68; Birmingham, 1994***; Katz, 1987%/).

CPG”

There is not sufficient significant(oiinical evidence that determines that the Zn
supplement vs. placebo in~hospitalised children with AN is effective at
increasing weight at the end-of treatment (1 RCT; N=26; Lask, 1993)*°.

CPG”

There is limited evidence that indicates significant clinical differences in the
treatment with nasogastric feeding vs. nasogastric feeding-standard treatments
in the increase ‘o weight in hospitalised adults with AN (2 RCTs; N=116; Arii,
1996*7; Robb, 2002**).

CPG”

There is not sufficient evidence to indicate that there are significant clinical
differences between total parenteral nutrition vs. standard treatment in weight
gain in adults with AN who are under inpatient management (1 RCT; N=22;
Pertschuk, 1981)*.
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Recommendations

(See also recommendations 9.GM.1 to 9.GM.6)

Physical exploration and in some cases treatment with multi-vitamin/mineral
supplements in oral form, both on an outpatient and inpatient basis, is
recommended for patients with AN who are at the stage of body weight
restoration. (Adopted from recommendation 6.4.5.2 of the NICE CPG).

Total parenteral nutrition should not be used for patients with AN unless the
patient refuses nasogastric feeding and/or presents gastrointestinal
dysfunction. (Adopted from recommendation 6.4.11.1 of the NICE CPG).

D [9.1.1.1.
D [9.1.1.2.
v 19.1.1.3.

Enteral or parenteral renutrition must be applied using strict medical eriteria
and its duration will depend on when the patient is able to resume oralfeeding.

9.1.2. What is the safety of renutrition in patients with AN?

The answer is based on the evidence described for renutrition efficacy (question 9.1.1.).

Scientific Evidence

In an RCT no adverse effects were reported.
adverse effects were reported. Dropout rate in the.group treated with the Zn supplement

was 39% and 32% in the placebo group.

Summary of the Evidence

In_2n’RCT (Birmingham, 1994)** No RCT
1+

CPG”

There is not sufficieint evidence to indicate significant clinical differences
between treatment’with zinc supplement vs. placebo in the number of adult
inpatients with’ AN who drop out of treatment for any reason (2 RCTs; N= 68;
Birminghaii~1994**; Katz, 1987*").

CPG”

There Gis not sufficient evidence to indicate significant clinical differences
between treatment with nasogastric feeding-standard treatment, in the number
ot inpatients with AN who drop out of treatment for any reason (1 RCT; Arii,
1996*7; N=16; RR: 2.33; 95% CI: 0.30 to 17.88).

CPG"

There is limited evidence regarding significant clinical differences between
total parenteral nutrition vs. standard treatment in the number of patients with
adverse effects (1 RCT; N=22; Pertschuk, 1981)*”.

Recommendations

| (See recommendations 9.GM.1. to 9.GM.5.)
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9.2. Nutritional Counselling (NC)

9.2.1. Anorexia nervosa
9.2.1.1. What is the efficacy of NC in patients with AN?

The answer is based on the NICE CPG (2004)*. Two high-quality (1++) SRSE, one elaborated
by the AHRQ of the US (2006)°*' and a more recent one conducted by Bulik, et al. (2007)*>. No
new evidence has been identified in the updated search.

Scientific Evidence

In a further RCT (Pike, 2003; USA)*’, CBT (N=18) was compared to NC (N=15} in RCT
women (18-45 years) with AN who had been under inpatient treatment tor 12 1+
months. After weight restoration, a lower percentage of failures, a higher.pcrcentage

of positive results and a longer time period until recurrence were reported in the

group that received CBT. However, one of the limitations found in tiis study was the

fact that many patients had received concomitant antidepressant tréatment.

Summary of the Evidence

CPG* There is limited evidence to indicaie that in inpatients with AN after weight

restoration, CBT is superior to NC/in the proportion of recoveries and relapses.
(1 RCT; N=33; Pike, 2003)*'{:

SRSE* There is little evidence. that CBT is superior to NC in the proportion of patients
1++ who recover and in weight gain.

Recommendations

| (See recommendations 9.GM.1. to 9.GM.5))

9.2.1.2;What is the safety of NC in patients with AN?

The-answer is based on the evidence described for NC efficacy (question 9.2.1.1.).

Scientific Evidence

AN RCT (Pike, 2003)*° reported an overall dropout rate of 9% (CBT: 0% vs. NC: RCT
20%). There was one case of depression and suicidal ideation. The design of this 1+
RCT is limited by the fact that many studied patients were also taking
antidepressants, rendering its results questionable.

91

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS



Summary of the Evidence

CPG*

There is limited evidence to indicate that CBT is more acceptable than NC in
inpatients with AN after weight restoration (1 RCT; N=33; Pike, 2003)*".

Recommendations

| (See recommendations 9.GM.1. to 9.GM.5.)

9.2.2. Bulimia nervosa

9.2.2.1. What is the efficacy of NC in patients with BN?

The answer is based on the NICE CPG (2004)*. High-quality (1++) SKSE have also been taken
into account, one elaborated by the AHRQ of the US (2006)*' and aanore recently published one
by Shapiro, et al., . (2007)*"!, which include the same RCT. Thetipdated search has not yielded
new evidence. Results are presented according to the variables-studied in the RCT.

Variables: reduction/ remission of binge-eating;and purging episodes

There is limited evidence to suggest that CBT-EN is more effective than NC in reducing
the frequency of purging episodes by the end of treatment (SMD: -0.95; 95% CI: -1.70 to
-0.20) and strong evidence for post-treatnient follow-up (SMD: -1.34; 95% CI: -2.13 to -
0.55) according to 1 RCT (N=31; Sutidgot-Borgen, 2002)*"2.

There is no evidence or insuificient evidence to determine that CBT-exposure with
response prevention (ERPY,for binge-eating episodes differs from NC (nutritional
therapy) in the remissien of binge-eating and purging (2 RCTs; N=90; Hsu, 2001%";
Jansen, 2002*"; RR: 6,82; 95% CI: 0.65 a 1.04) and in the frequency of binge-eating and
purging (1 RCT; N=49; Hsu, 2001*"; SMD: 0.43; 95% CI: -0.14 to 0.99) by the end of

treatment.

Variables: depression and/or interpersonal and psychosocial
functianing and/or general psychiatric symptoms

RCT
1++

RCT
1++

There is no evidence or insufficient evidence to determine that CBT-ERP differs from NC
(nutritional therapy) in the scores obtained from the instrument used to assess depression (1
RCT; N=49; Hsu, 2001*"; SMD: 0.15; 95% CI: -0.41 to 0.72). RCT 1 ++

Summary of the Evidence

SRSE”
1++

If a cognitive component is added to NC (nutritional therapy) its effectiveness
improves (Hsu, 2001)*".
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Recommendations

| (See recommendations 9.GM.6. to 9.GM.9.)

9.2.2.2. What is the safety of NC in patients with BN?

The answer is based on the evidence described for NC efficacy (question
9.2.2.1.).

Summary of the Evidence

1++ There is limited evidence to indicate significant differencestetween CBT-BN
vs. NC in the number of dropouts by the end of treatiment (1 RCT; N=31;
Sundgot-Borgen, 2002*"*; SMD: -0.95; 95% CI: -0.70 i5--0.20).

1++ There is not sufficient evidence of clinically;significant differences between
CBT-ERP and NC (nutritional therapy) in the number of dropouts for any
reason by the end of treatment (2 RCTg; N=90; Hsu, 2001*"; Jansen,

20027 RR: 0.95; 95% CI: 0.16 to 5.51).

Recommendations

| (See recommendations 9.G1\_/|_.(’::_t0 9.GM.9.)
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GENERAL RECOMMENDATIONS ON MEDICAL
MEASURES FOR EATING DISORDERS
(QUESTIONS 9.1-9.2)

Nutritional support for patients with eating disorders will be selected based
on the patient’s degree of malnutrition and collaboration, and always with
the psychiatrist’s approval.

Before initiating artificial nutrition the patient’s degrée of collaboration
must be assessed and an attempt must always be made to convince him/her
of the benefits of natural oral feeding.

In day hospitals, nutritional support for low-weight patients, where an oral
diet is insufficient, can be supplemented with artificial nutrition (oral
enteral nutrition). To ensure its intake, it must be administered during the
day hospital’s hours, providing supplementary energy ranging from 300 to
1,000 kcal/day.

Oral nutritional support-in eating disorder inpatients is deemed adequate
(favourable progress) when a ponderal gain greater than 0.5 kg per week is
produced, with njp-to 1 kg increments being the usual during that period.
Sometimes, when the patient with moderate malnutrition resists resuming
normal feeding, the diet can be reduced by 500-700 kcal and be
suppleraeinted by complementary oral enteral nutrition in the same amount,
whichymust be administered after meals and not instead of meals.

In the case of severe malnutrition, extreme starvation, poor progress or
lack of cooperation of the patient in terms of intake, artificial nutrition
treatment is indicated. If possible, an oral diet with or without oral enteral
nutrition is always the first step, followed by a 3 to 6 day period to assess
the degree of collaboration and medical-nutritional evolution.

Eating Disorders
Recommendations

v | 9.GM.O01.

v | 9.GM.02.

v | 9.GM.03.

v | 9.GM.04.

v | 9.GM.05. ¢
v | 9.GM.06.

Regarding estimated energetic requirements, it is recommended that
caloric needs at the beginning always be below the usual, that real
weight, as opposed to ideal weight, be used to make the estimation
and that in cases of severe malnutrition energetic requirements be 25
to 30 kcal/kg real weight or total kcal not higher than 1,000/day.
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Anorexia nervosa

Recommendations

D

9.GM.1.

In feeding guidelines for children and adolescents with anorexia

nervosa, carers should be included in any dietary information, education
and meal planning. (Adopted from recommendation 6.5.8.9 of the NICE
CPQG).

9.GM.2.

Feeding against the will of the patient should be used as a last resort in the
management of AN. (Adopted from recommendation 6.4.13.5 of the NICE
CPQ).

9.GM.3.

Feeding against the will of the patient is an intervention. thai must be
performed by experts in the management of eating disorders and related
clinical complications. (Adopted from recommendationi-6.4.13.6 of the
NICE CPQG).

9.GM 4.

Legal requirements must be acknowledged ~4nd complied with when
deciding whether to feed a patient against.his/her will. (Adopted from
recommendation 6.4.13.7 of the NICE CPG).

9.GM.S.

Health care professionals mustbe careful with the healthy weight
restoration process in children and adolescents with AN, administering the
nutrients and energy required by providing an adequate diet to promote
normal growth and deveiopment. (Adopted from recommendation 6.5.8.8
of the NICE CPQG).

Bulimia nervosa

Recommendations

D

9.GM.6.

tfatients with BN who frequently vomit and abuse laxatives can develop
abnormalities in electrolyte balance. (Adopted from recommendation
7.5.3.1 of the NICE CPG).

GIGM.T.

When electrolyte imbalance is detected, in most cases elimination of the
behaviour that caused it is sufficient to correct the problem. In a small
number of cases, oral administration of electrolytes whose plasmatic levels
are insufficient is necessary to restore normal levels, except in cases
involving gastrointestinal absorption. (Adopted from recommendation
7.5.3.2 of the NICE CPG).

9.GM.8.

In the case of laxative misuse, patients with BN must be advised on how to
decrease and stop abuse. This process must be carried out gradually.
Patients must also be informed that the use of laxatives does not decrease
nutrient absorption.
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(Adopted from recommendation 7.5.3.3 of the NICE CPQG).

D | 9.GM.9. | Patients who vomit habitually must have regular dental check-ups and be
provided with dental hygiene advice. (Adapted from recommendations
7.5.3.4 and 7.5.3.5 of the NICE CPQG).
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PSYCHOLOGICAL THERAPIES

In this section scientific evidence on the efficacy and safety of a series of psychological
therapies studied in patients with eating disorders is described. Only randomised controlled
trials (RCT) of sufficient quality have been included. The following therapies have been
assessed: cognitive-behavioural therapy, self-help and guided self-help, interpersonal therapy,
family therapy (systemic or unspecified), psychodynamic therapy and behavioural therapy.

9.3. Cognitive-Behavioural Therapy (CBT)

9.3.1. Anorexia nervosa

9.3.1.1. What is the efficacy of CBT in patients with AN?

The answer is based on the NICE CPG (2004)*. High-quality (1++»SRSE have been taken into
account, one elaborated by the AHRQ of the US (2006°") and a fuitther one recently published by
Bulik, et al. (2007)** where the same RCTs are included. Tii¢ updated search has not yielded
any new evidence.

Scientific Evidence

In an RCT (Channon, 1989; UK*"), CBT (N=%:'mean age=21.6 years) was comparedto ~ RCT
behavioural therapy (BT) (N=8; mean age=24.1 years) and a control group (standard 1+
treatments) (N=8; mean age=25.8 years).iti women with AN (mean age range: 21.6-25.8

years) treated on an outpatient basis tor 12 months. At 6 months of treatment, CBT was

more effective than BT in improwing psychosexual functioning. In contrast, BT was

more effective than CBT in improving the menstrual cycle. At one year of treatment,

BT was more effective than the other two treatments in restoring patients’ weight.

In a further RCT (Pike, 2003; USA)*’, CBT (N=18) was compared to NC (N=15) in RCT
women (18-45 years) with AN who had been under inpatient treatment for 12 months. 1+
After weight restoration, a lower percentage of failures, a higher percentage of positive

results and alonger period of time until recurrence was reported in the group that
received €BT. However, one of the limitations of the study was the fact that many
patients had received concomitant antidepressant treatment.

I 'the third RCT (Mclnstosh, 2005; New Zealand)*'®, CBT (N=19) was compared to IPT RCT
(N=21) and non-specific supportive clinical management (NSCM) (N=16), in women 1+
(17-40 years) with AN who were treated on an outpatient basis for 20 weeks. Non-
specific supportive clinical management (NSCM) was more effective than IPT in
improving patients’ general behaviour and in dietary restraint at 20 weeks of treatment

and was also more effective than CBT in improving general behaviour at 20 weeks.

CBT was superior to IPT in improving dietary restraint at 20 weeks.
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Summary of the Evidence

(See also the summary of the evidence for psychological treatment)
SRSE* There is little evidence to determine that CBT is more effective than NC in the
1++ number of patients with AN who recover and in weight gain.
SRSE* CBT did not prove to be more effective than BT or non-specific supportive
1++ clinical management (NSCM) in AN patients’ weight restoration, general
behaviour and attitudes regarding food. Based on the results, CBT does.not
exceed IPT. .
SRSE* There is not enough evidence to determine that CBT is effective in th&acute
1++ phase of AN.
CPG* There is limited evidence to indicate that CBT is more acceptable than NC in
AN inpatients after weight restoration (1 RCT; N=33; Pike, 2003)*°.
SRSE* CBT treatment can reduce recurrence risk in adults with AN after weight
1++ restoration.

Recommendations

| (See recommendations 9.GP.1. to 9.GP.11") >

9.3.1.2. What is the safety.of CBT in patients with AN?

The answer is based on thé evidence pertaining to the question on CBT efficacy (question

9.3.1.1.): NICE’s CPG (2004)° and 2 high-quality SRSE (1++) (2006)"' and (2007)*=.

updated search did net yield any new evidence. Question 9.3.1.1. briefly describes the studies.

Scientific Evidénce

One of thie RCT (Channon, 1989)*" reported that 13% of patients dropped out of

treatment. Dropouts per groups were: CBT: 0%, BT: 13%, control: 25%; and no 1

adverse effects were reported in any group.

The

RCT

+

In the second RCT (Pike, 2003)*'°, 9% dropped out of treatment (CBT 0%, NC 20%) RCT
and depression and suicidal ideations was reported in one case of the CBT group and 3 1+
of the NC group.

The third RCT (Mclnstosh, 2005)*"°reported that 38% of studied patients dropped out of ~ RCT

treatment. Dropouts per groups were: CBT 37%, IPT 43%, non-specific supportive 1
clinical management (NSCM) 31%; however, no adverse effects were reported in any

group.
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Summary of the Evidence

(See also the summary of the evidence for psychological treatment)

AN inpatients after weight restoration (1 RCT; N=33; Pike, 2003)*".

CPG” There is limited evidence to determine that CBT is more acceptable than NC for

1++ patients.

SRSE* Psychological interventions do not usually produce adverse effects in treated

ol

Recommendations

| (See recommendations 9.GP.1. to 9.GP.11.)

9.3.2. Bulimia nervosa

9.3.2.1. What is the efficacy of CBT in patients witii BN?

The source of evidence to answer this question has been NICE’s CPG (2004)*, which
describes evidence based on outcome variables. It is-al$d based on high-quality (1++) SRSE,
one elaborated by the AHRQ of the US (2006)* ~and a further more recent publication by
Shapiro, et al. (2007)*", where six new quality((i++ and 14+) RCT were identified. The

updated search subsequently yielded two more RCT.
Variable: reduction / remission cf‘binge-eating and purging

There is strong evidence that peints to a higher efficacy of CBT-BN vs. wait-list in
terms of remission in adults,with BN by the end of treatment (3 RCTs; N=136;
Griffiths, 1994*7; Lee, 19€6*%;Treasure, 1999%"°; RR: 0,73; 95% CI: 0.61 to 0.88;
NNT:4; 95% CI: 3a9)

There is strong evidence that indicated the efficacy of CBT-BN vs. wait-list in terms of
the frequencv(of binge-eating (5 RCTs: N=185; Griffiths, 1994*7; Lee, 1986*'%;
Treasure, 1599*"; Freeman, 1988, Wolf, 1992*'; SMD: -0.75 95% CI: -1.05 to -0.44)
and the {requency of purging in adults by the end of treatment (6 RCTs; N=192;
Griffiths, 1994*7; Lee, 1986*%; Freeman, 1988>°; Wolf, 1992%'; Agras, 1989**;

Leitenberg, 1988**; SMD according to the random effects model: -1.00; 95% CI:-1.63
19°-0.36).

It is not likely that CBT-BN is more effective than BT in reducing the frequency of
binge-eating (SMD:-0.11; 95% CI:-0.45 to 0.24) and purging episodes by the end of
treatment (SMD: 0.08; 95% CI: -0.27 to 0.42) (3 RCTs; N=131; Fairburn, 1991**;
Freeman, 1988, Wolf, 1992*"),

There is not sufficient evidence that CBT-BN-ERP is superior to CBT-BN in terms of
remission of binge-eating (2 RCTs; N=53; Cooper, 1995**;Wilson, 1991%*; RR: 0.97;
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95% CI: 0.58 to 1.63) and purging (3 RCTs; N=92; Cooper, 1995°*;Wilson,
1991%°;Agras, 1989°?; RR: 0.88; 95% CI: 0.62 to 1.24) by the end of treatment.

There is sufficient evidence to determine that CBT-BN-ERP is superior to CBT-BN ~ RCT
alone in the remission of binge-eating (RR: 1.20; 95% CI: 0.52 to 2.79) and purging 1++
(RR: 1.60; 95% CI: 0.76 to 3.36) at follow-up after the end of treatment (1 RCT; N=22;

Cooper, 1995)*,

There is not sufficient evidence to suggest that CBT-BN-ERP treatment is superior to ~ RCT
CBT-BN in reducing the frequency of binge-eating (1 RCT; N= 27; Cooper, 1995*; 1+
SMD: -0.25 95% CI: -1.01 to 0.50) and purging (3 RCTs: N=83; Agras 2000,

Cooper, 1995, Lenteinberg, 1988**; SMD: -0.17; 95% CI:-0.60 to 0.27) by the end of
treatment.

There is not sufficient evidence to suggest that CBT-BN-ERP treatment is supecior to ~ RCT
CBT-BN in reducing the frequency of purging at follow-up after the end of treatment 14+
(2 RCTs; N=48; Cooper, 1995; Lenteinberg, 1988**; SMD= -0.47; 95%1: -1.06 to

0.11).

There is limited evidence that indicates that CBT-BN-ERP/#icatment is superior to ~ RCT
CBT-BN in reducing the frequency of purging episodes atcfollow-up after the end of 1 ++
treatment (1 RCT; N=25; Wilson, 1991*% SMD: -0.90; 95% CI: -1.73 to -0.07).

There is strong evidence that suggests that CBT-BN treatment is more effective than ~ RCT
IPT-BN in the remission of binge-eating (2 RCTs; N=270; Agras, 2000*’; Fairburn, 1++
1986%%; RR: 0.77; 95% CI: 0.67 to 0.87; NNT:'5; 95% CI: 4 a 20) and purging by the

end of treatment (1 RCT; N=220; Cooper;~1995**; RR: 0.76; 95% CI: 0.67 to 0,86;

NNT: 5; 95% CI: 4 a 8).

There is evidence that it is not.{ikely that there are significant differences between =~ RCT
CBT-BN and IPT-BN treatmeiis in the remission of binge-eating episodes by the end 1 ++
of treatment and at follow=tig (2 RCTs; N=270; Agras, 2000*’; Fairburn, 1986**; RR:

0.93; 95% CI: 0.82 to 1.0%).

It is not likely that. CBT-BN is superior to IPT-BN in reducing the frequency of binge-  RCT
eating (2 RCTs; N=262;Agras, 2000*"; Fairburn, 1986, SMD: -0.24; 95% CI: -0.48 to 1++
0.01) and purging (2 RCTs; N=257; Agras, 2000*’; Fairburn, 1986**; SMD: -0.04;

95% CI: 43:29 to 0.20) by the end of treatment.

There'is sufficient evidence that there may be significant differences between CBT-BN ~ RCT
vs. PDT in the frequency of binge-eating (1 RCT; N=46; Garner, 1993*”; SMD: -0.19; 1 ++
95% CI: -0.77 to 0.39) and purging (1 RCT; N=50; Garner, 1993*°; SMD: -0.56; 95%

CI: -1.13 t0 0.01) by the end of treatment.

It is not likely that CBT-BN is superior to FSP (focal supportive psychotherapy) in RCT
reducing the frequency of binge-eating (3 RCTs; N=111; Fairburn, 1991°*; Freeman, 1 ++
1988*%; Wolf, 1992*'; SMD: 0.00; 95% CI: -0.37 to 0.38) and purging episodes (4

RCTs, N=144; Fairburn, 1991***; Freeman, 1988*°; Wolf, 1992** Agras, 2000*’;
SMD:-0.13; 95% CI: -0.46 to 0.20) by the end of treatment.
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There is limited evidence to suggest that CBT-BN is superior to NC in reducing the =~ RCT
frequency of purging episodes at the end of treatment (SMD: -0.95; 95% CL:-1.70 to - 1 ++
0.20) and strong evidence at post-treatment follow-up (SMD:-1.34; 95% CI: -2.13 to -

0.55) (one RCT; N=31, Sundgot-Borgen, 2002)*".

There is not sufficient evidence that CBT-BN differs from GSH (guided self-help) in ~ RCT
the remission of binge-eating and purging episodes at the end of treatment or at post- 1++
treatment follow-up (RR: 1.63; 95% CI: 0.42 to 6.36) (1 RCT; N=81, Bailer, 2004)>".

There is limited evidence that CBT-BN differs from GSH in reducing the frequency of RCT
binge-eating (SMD: 1.20; 95% CI: 0.63 to 1.78) and purging (SMD: 0.55; 95% CI.  4uq
0.01 to 1.08) by the end of treatment (1 RCT; N=56, Bailer, 2004)>°.

There is not sufficient evidence that CBT-BN differs from GSH in reducing the  RCT
frequency of binge-eating (SMD: 0.30; 95% CI: -0.24 to 0.83) and purging (SMD: 1++
0.38; 95% CI. -0.15 to 0.92) at post-treatment follow-up (1 RCT; N=55,-Bailer,
2004)>.

There is not sufficient evidence that CBT-BN treatment differs front.SH (self-help) in ~ RCT
the remission of binge-eating (RR: 0.94; 95% CI: 0.73 to 1.21) aud purging (RR: 0.98; 1++
95% CI: 0.82 to 6.36) by the end of treatment (1 RCT; N=83, Treasure, 1994)>".

There is evidence that treatment with CBT-BN difters from SH in reducing the RCT
frequency of binge-eating (SMD: 0.03; 95% CI: -0.43 to 0.49) by the end of treatment 1 ++
(1 RCT; N=80, Treasure, 1994)>',

There is not sufficient evidence that individual CBT differs from group CBT in the RCT
remission of binge-eating (RR: 0.83;:95% CI: 0.59 to 1.16) and purging (RR: 0.85; 1++
95% CI: 0.57 to 1.27) by the end of ireatment (1 RCT; N=60, Chen, 2003)>*.

There is insufficient evidenee-that individual CBT differs from group CBT in the RCT
remission of binge-eating (RR: 0.95; 95% CI: 0.64 to 1) and purging (RR: 1.12; 95% 1 ++
CI: 0.74 to 1.69) at post-tieatment follow-up (1 RCT; N=60, Chen, 2003)**.

There is not sufficient evidence that individual CBT differs from group CBT in RCT
reducing the frequency of binge-eating (SMD: -0.18; 95% CI: -0.68 to 0.33) and 1++
purging (SM: -0.25; 95% CI: -0.76 to 0.26) by the end of treatment (1 RCT; N=60,

Chen, 2063)™.

There’ is not sufficient evidence that individual CBT differs from group CBT in RCT
reducing the frequency of binge-eating (SMD: 0.06; 95% CI: -0.45 to 0.57) and 1++
purging (SMD: 0.08; 95% CI: -0.42 to 0.59) at post-treatment follow-up (1 RCT;

N=60, Chen, 2003)".
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Variables: depression and/or interpersonal and psychosocial functioning and/or

general psychiatric symptoms

There is strong evidence that points to a higher efficacy of CBT-BN vs. wait-list in
reducing depression in adults with BN by the end of treatment (3 RCTs; N=87; Agras,
1989%%; Lee, 1986*%; Leitenberg, 1988**; SMD according to random effects model: -
1.19; 95% CI: -1.99 to -0.39).

There is not sufficient evidence to determine if CBT-BN differs from BT in reducing
general psychiatric symptoms (SMD: -0.26; 95% CI: -0.89 to 0.37) and in interpersonal
and psychosocial functioning (SMD: -0.21; 95% CI: -0.84 to 0.42) by the end of
treatment (1 RCT; N=39, Fairburn, 1991)*,

There is not sufficient evidence that CBT-BN differs from BT in general psyeiiatric
symptoms (SMD: -0.09; 95% CI: -0.79 to 0.61) and interpersonal and psychosocial
functioning (SMD: 0.14; 95% CI: -0.56 to 0.85) at follow-up (1 RCT; N=32, Fairburn,
1991)**.

There is insufficient evidence that indicates that CBT-BN.differs from PDT in
interpersonal and psychosocial functioning (N=41, SMD: -0.39; 95% CI: -1.01 to 0.23)
or in general psychiatric symptoms (N= 48, SMD: -0.60;.95% CI: -1.18 to -0.02) by the
end of treatment (1 RCT, Garner, 1993)**

There is no evidence or insufficient evidence 0 determine that CBT-BN differs from
FSP in interpersonal and psychosocial functiotiing (SMD: -0.47; 95% CI:-1.28 to 0.34)
(1 RCT; N=24, Fairburn, 1986)**and in _general psychiatric symptoms (2 RCTs; N=69;
Fairburn, 1986*%; Walsh, 1997*; SMD: -0.29; 95% CI: -0.77 to 0.19) by the end of
treatment or at post-treatment follov=up.

There is insufficient evidence that CBT-BN treatment vs. GSH differs in terms of
depression scores by the@end of treatment (SMD: 0.55; 95% CI: 0.02 to 1.09) and at
post-treatment follow-up (SMD: 0.38; 95% CI: -0.15 t00.92) (1 RCT; N=55, Bailer,
2004)>°.

There is insufiicient evidence that individual CBT differs from group CBT in terms of
depressiciv(SMD: 0.09; 95% CI: -0.41 to 0.60), general psychiatric symptoms (SMD:
0.07;.95% CI: -0.58 to 0.44) and psychosocial and interpersonal functioning (SMD: -
0.16; 95% CI: -0.67 to 0.34) by the end of treatment (1 RCT; N=60, Chen, 2003)**

There is insufficient evidence that individual CBT differs from group CBT in terms of
depression (SMD: 0.28; 95% CI: -0.23 to 0.179), general psychiatric symptoms (SMD:
0.14; 95% CI: -0.37 to 0.64) and psychosocial and interpersonal functioning (SMD:
0.46; 95% CI: -0.05 to 0.98) at post-treatment follow-up (1 RCT; N=60, Chen, 2003)>>.

Other results
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In an RCT (Wilson, 2002; USA)234 CBT was compared to IPT in a sample of 20 adult ~ RCT
women with BN under outpatient treatment for 6 weeks. In this study, CBT-BN was 1+
superior than IPT in reducing dietary restraint at 6 weeks of treatment, improving
binge-eating and purging at 10 weeks of treatment, and reducing binge-eating after
treatment. CBT was more effective at reducing the frequency of vomiting at 6 weeks

after treatment than IPT.

In an RCT (Wilfley, 1993; USA)23> that compared group CBT with group IPT and RCT
wait-list, in 56 adult women with BN, CBT and IPT were superior to the control group 1+
(wait-list) in reducing frequency of binge-eating episodes, disinhibition and restraint at

16 weeks of treatment. There were no significant differences between both group

therapies.

A further RCT (Bulik, 1998; New Zealalnd)23 6 performed on 111 adult women with RCT
BN under outpatient treatment compared CBT (8 weeks) followed by ERP for tinge- 1++
eating (G1) with CBT followed by ERP for vomit-inducing signs (G2) and-with CBT
followed by relaxation training (G3). G3 was superior to G1 in reducing depressive
behaviour and body dissatisfaction at the end of treatment and at 2-years follow-up.
Relaxation was superior to G2 in reducing depressive behaviour-and psychological
eating disorder and behavioural attitudes at the end of treatment znid at 3-years follow-

up.

An additional RCT (Sundgot-Borgen, 2002; Norway)212 compared exercise with CBT, RCT
NC, wait-list and healthy control subjects in a group-c¢t-74 adult women with BN under 1+
outpatient treatment. Exercise was superior to CBT in reducing binge-eating episodes,

laxative abuse and the desire to be thin throughotit'18 months of follow-up.

An RCT (Bailer, 2004;Austria)230 compzred group CBT with group GSH in 81 adult RCT
women with BN under outpatient-treatment. The GSH was administered by 1+
psychiatrists in training. Both treatments significantly reduced binge-eating, vomiting,
laxative abuse, the EDI questionnaire score, the desire to be thin and body
dissatisfaction. At one yeas iollow-up, patients treat with GSH obtained greater
reduction in purging and £E21 questionnaire score. CBT was associated with greater
reduction in the desire iv be thin at the end of treatment and at follow-up. Both
therapies significantly improved depression at the end of treatment. At follow-up,
individuals with GSH obtained better results in decreasing depression scores. Within

the group of paticnts who completed treatment, there was a significant difference in the

group treated with GSH in the maintenance of remission for more than 2 weeks (74%

vs. 44%).<There were no significant changes in weight in patients treated with GSH.

Inan RCT (Thiels, 1998;Alemania)23 7 CBT was compared to GSH for 16 weeks in a RCT
group of 62 adult women with BN under outpatient treatment. Treatment was 1+
administered by psychotherapists. In both treatments, a significant decrease in binge-

eating, purging and BITE and EAT scores was reported. There were no significant
differences among groups in terms of depression.

In a recent RCT (Schmith, 2007; UK)238 FT (N=31 BN, N=10 EDNOS) was RCT
compared to CBT-GSH (N=30 BN, N=14 EDNOS) in adolescents aged between 13~ 1++
and 20 years. Treatment was administered for 6 months and follow-up was carried out
throughout 12 months. CBT-GSH reduced binge-eating more than FT at 6 months
(p=0.03) although at 12 months the difference between them disappeared. There were
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no differences between groups in terms of BMI, diet, eating fast and other behavioural
attitudes related to eating behaviour. The direct cost of treatment was lower for CBT-
GSH and no differences were observed in other types of costs.

In a recent RCT (Burton, 2007; U.S.)* 45 women (age range: 14-23 years) from RCT
different educational institutions were recruited. They belonged to different ethnic 1 ++
groups and social classes and presented depressive symptoms. The group treated with
depression-aimed CBT was compared to a control group (on wait-list). CBT was
administered for 4 weeks (weekly one-hour sessions) with follow-up at 1 and 6 months.

A significant reduction of depressive symptoms was observed in the group treated with

CBT, compared to the control (p<0.001), at one-month follow-up (p<0.001) and at 6-

months follow-up (p=0,018). A significant reduction of BN symptoms was reported in

the group treated with CBT compared to the control group (p=0.004) and at one-month
follow-up (p=0.016). These effects were not significant at 6-months follow-vp
(p=0.384) There were no significant differences in terms of substance abuse anioig

groups (p=0.548) or at 6-months follow-up (p=0.714) and one-year follew-up
(p=0.647). CBT is effective at reducing depressive symptoms at 6-months foliow-up,
providing an opportunity to study long-term effects of depressive symptoms. CBT
produces a short-term reduction of BN symptoms but not substancecabuse. Future
research with RCT that use risk factors for psychiatric disorders are necessary.

General summary of the evidence

(See also summary of the evidence foirpsychological treatment)

SRSE* | An RCT suggests that CBT rectices symptoms in less time than IPT.
1++ (Fairburn, 1991).

SRSE* | An RCT shows that group CBT is more economical and yields the same results
1++ as individual CBT-{Chen, 2003)*'.

SRSE* | CBT is more eifective than BT due to the cognitive component that seems to be
1++ the mostwiportant aspect of this therapy (Cooper, 1995*; Fairburn, 1991*).

SRSE*® | The administration of ERP after CBT does not provide any additional advantage
1++ to CBT (Bulik, 1998%¢ Cooper, 1995%%).

SRSE* | CBT has better results than psychodynamically oriented supportive expressive
: 1++ therapy (Garner, 1993)*.

SRSE* | Adding a cognitive element to NC (nutritional therapy) improves its
1++ effectiveness (Hsu, 2001)*".

SRSE* There are scarce conclusions regarding the efficacy of SH and GSH treatments
1++ for BN (Bailer, 2004*; Carter, 2003**; Thiels, 1998*7).
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SRSE* | CBT treatment in patients with BN at 6 and 12 months follow-up produced a
I++ 90% decrease in binge-eating and purging and, at one-year follow-up, 36% of
patients remitted in terms of binge-eating and purging.

SRSE** | Individual and group CBT treatment reduces the main symptoms of BN (binge-
1++ eating and purging) and related short and long-term psychological effects.

CPG” CBT-GSH is superior to FT by reducing binge-eating more rapidly, being less
expensive and more acceptable for adolescents with BN and/or EDNOS
Further research is necessary to determine if different groups of adolescenis
respond differently to FT and CBT-GSH and which different ways of invalving
the family in treatment can be more or less beneficial (Schmidt, 2007)%%

Recommendations

A 193.2.1.1. | CBT-BN is a specifically adapted form of CBT and it is recommended that
16 to 20 sessions be performed over 4 or § mionths of treatment. (Adopted
from recommendation 7.2.7.3. of the INICE CPG). intervention can be
incorporated. (Adopted from recommendation 7.2.7.4. of the NICE CPG).

Patients with BN who do not _r?:spond to or refuse to receive CBT
B 19.32.1.2. | treatment may be offered aiternative psychological recommendation
(Adopted from recommengation 7.2.7.5. of the NICE CPG).

Adolescents with BMN~can be treated with CBT adapted to the their age
D | 9.3.2.1.3. | needs, level of development, and, if appropriate, the family’s treatment.
(Adopted fromrrecommendation 7.2.7.4. of the NICE CPG).

9.3.2.2. What is the safety of CBT in patients with BN?

The answer is bazed on available evidence for CBT efficacy, where studies are briefly described
(question 9.2:2.1.).

Scientific Evidence

There is evidence that indicates that CBT treatment dropout is not likely (9 RCT
RCTs; N=384;Agras, 1989*2; Freeman, 1988*; Griffits, 1994*"; Lee, 1986, 1++
Leitenberg, 1988%; Wolf, 1992*'; Treasure, 1994*'; Mitchell, 1990**; Sundgot-
Borgen, 2002*%; RR: 1.14; 95% CI: 0.74 to 1.74).

There is insufficient evidence that there are significant differences between CBT-BN ~ RCT
and BT in the number of dropouts by the end of treatment (3 RCT; N=142; Fairburn, 1++
1991**; Freeman, 1988%"; Wolf, 1992%'; RR: 1.20; 95% CI: 0.61 to 2.37).
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There is insufficient evidence to determine if there are significant differences between
CBT-BN and CBT-ERP in the number of dropouts by the end of treatment (4 RCTs;
N=115;Agras, 1989°*; Leitenberg, 1988*; Cooper, 19877;Wilson, 1991*% RR: 1.14;
95% CI: 0.48 to 2.68).

There is insufficient evidence to determine if there are significant differences between
CBT-BN and IPT in the number of dropouts by the end of treatment (2 RCTs; N=70;
Agras, 1989°%; Fairburn, 1991%*; RR: 1.24; 95% CI: 0.84 to 1.83).

There is insufficient evidence to determine if there are significant differences between
CBT-BN and PDT in the number of dropouts by the end of treatment (1 RCT; N=50;
Garner, 1993**; RR: 1.00; 95% CI: 0.33 to 3.03).

There is insufficient evidence to determine if there are significant differences between
CBT-BN and FSP in the number of dropouts by the end of treatment (4 RCTs: N=155;
Agras, 1989°%; Fairburn, 1991**; Freeman, 1988*; Kirckley, 1985**; RR: 0.84; 95%
CI: 0.49 to 1.45).

There is limited evidence to indicate significant differences between CBT-BN and NC
in the number of dropouts by the end of treatment (1 RCT; N=31; Sundgot-Borgen,
2002*%; SMD: -0.95; 95% CI: -1.70 to -0.20).

There is insufficient evidence to determine if there are gignificant differences between
CBT-BN and GSH in the number of dropouts by the ‘end of treatment (1 RCT; N=81;
Bailer, 2004*°; RR: 1.46; 95% CI: 0.75 to 2.86).

There is insufficient evidence to determing if'there are significant differences between
CBT-BN and SH in the number of drop@uts by the end of treatment (1 RCT; N=83;
Treasure, 1994%'; RR: 0.98; 95% CI..0:45 to 2.15).

There is insufficient evidence ic. determine if there are significant differences between
group CBT and individual. CRT in the number of dropouts by the end of treatment (1
RCT; N=60; Chen, 2003**;'RR: 1.00; 95% CI: 0.43 to 2.31).

In an RCT (Agras,2900)*’, the number of dropouts in the CBT group was 28% and
24% in the IPT group. There was one case of acute panic attack as an adverse effect in
the CBT grou:

In anothier RCT (Wilfley, 1993; USA)*, where group CBT was compared to group
IPT -and wait-list, in adult females with BN (N=56), the number of dropouts in the
CB7 group was 14%, 11% in the IPT group and there were no dropouts in the control
group (wait-list). No adverse effects were reported.

In an RCT (Wilson, 2002)**, the total dropout rate by the end of treatment was 30%
and 41% at follow-up. No adverse effects were reported.
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In an RCT (Bulik, 1998)* the overall dropout rate was 17%. Dropouts per groups  RCT
were: CBT-ERP for binge-eating: 5%, CBT-ERP for vomit-inducing signs: 6%, 1++
relaxation training: 3%. No adverse effects were reported.

In an RCT (Sundgot-Borgen, 2002)*2, after exercise, 20% of dropouts; after CBT, = RCT
13%; after NC, no dropouts; after wait-list, 6%; after healthy control, 0%. No adverse 1+
effects were reported.

In an RCT (Bailer, 2004)*°, after SH, the dropout rate was 25%, after CBT, dropout = RCT
rate was 37%. No adverse effects were reported. 1+

In an RCT (Thiels, 1998)*’, dropout rate in the CBT group was 13%; in GSH, it was RCT
29%. No adverse effects were reported. 1+

Summary of the Evidence

| (See summary of the evidence for psychological treatment) - -

Recommendations

| (See recommendations 9.GP.12. and 9.GP.13)

9.3.3. Binge-eating discrder
9.3.3.1. What is the efficacy of CBT in patients with BED?

The evidence that angwers this question in based on the NICE CPG (2004)* and on quality RCT
(1++ and 1+) that had not been considered in the aforementioned guide but had been included in
the high-quality ;SRSE, one elaborated by the AHRQ of the US (2006)’ and a more recently
published orig conducted by Brownley, et al. (2007)**. Three more RCTs have been identified
in the updated search.

Yariable: BMI

There is evidence that indicates it is not likely that there is a clinically RCT
significant difference between CBT-BED and wait-list in body weight  1++
modification by the end of treatment (BMI when possible) (3 RCTs;
N=176;Agras, 1995*; Gorin, 2001**"; Telch, 1990*¢; SMD: -0.02; 95% CI: -0.33

to 0.30).
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There is evidence that indicates it is not likely that there is a clinically significant
difference between CBT-BED and IPT-BED in body weight modification by the end of
treatment (BMI when possible) (1 RCT; N=158; Wilfley, 2002**; SMD: 0.06; 95% CI:
-0.26 to 0.37).

There is insufficient evidence to determine that there are significant differences
between BCT-BED and behavioural weight control (BWC) in the variation of body
weight (BMI when possible) by the end of treatment (SMD: 0.24; 95% CI: -0.41 to
0.90) and at follow-up (SMD: 0.05; 95% CI: -0.60 to 0.70) (1 RCT; N=37, Nauta,
2000)>.

Variables: reduction / remission of binge-eating and purging

There is strong evidence that CBT-BED is more effective than being o wait-list in
terms of significant remission of binge-eating (4 RCT; N=226; Agras, 1995*%; Gorin,
2001*; Telch, 1990*%; Wilfley, 1993%*; based on random effects maodel RR:0.64; 95%
CI: 0.49 to 0.84; NNT: 3; 95% CI: 2 to 7) and reduction of binige-eating episodes (4
RCTs: N=214;Agras, 1995*%; Gorin, 2001*¥;Telch, 1990**{Wiifley, 1993**; random
effects model SMD: -1.30; 95% CI: -2.13 to -0.48) by the erid of treatment.

There is evidence that indicates it is not likely that thete is a significant difference in the
reduction of binge-eating frequency between CB}-BED and IPT-BED, by the end of
treatment (2 RCT: N=194; Wilfley, 1993** and 2002*°; SMD:-0.07; 95% CI: -0.35 to
0.22) and at post-treatment follow-up (1 RCT; N=138; Wilfley, 2002**; SMD: 0.14;
95% CI: -0.19 to 0.48).

There is strong evidence that indicates a significant difference in binge-eating remission
in favour of CBT-BED vs. 2WC at post-treatment follow-up (1 RCT; N=37; Nauta,
2000 RR: 0.25; 95% CJ=£.08 to 0.79; NNT: 3; 95% CI: 2 to 8).

RCT
1++

RCT
1++

RCT
1++

RCT
1++

RCT
1++

Variables: depression and/or interpersonal and psychosocial functioning and/or

general psychiatric symptoms

Evidence indicates that it is unlikely to be a significant difference between
CBT-BED and the control group (wait-list) in depression scores by the end of
ireatment (4 RCTs; N=214; Agras, 1995*%; Gorin, 2001*7; Telch, 1990*;
Wilfley, 1993*; SMD: -0.18; 95% CI: -0.46 to 0.10).

There is insufficient evidence to indicate that there are significant differences between
CBT-BED and the control group (wait-list) in general psychiatric scores (1 RCT; N=42;
Agras, 1995**; SMD: 0.00; 95% CI: -0.69 to 0.69) and in interpersonal and
psychosocial functioning (2 RCTs; N=194; Agras, 1995*%; Wilfley, 1993*; SMD: 0.22;
95% CI: -0.06 to 0.50) by the end of treatment.
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Evidence indicates that it is unlikely to be a significant difference between CBT-BED
and IPT-BED in depression scores by the end of treatment (2 RCTs; N=194; Wilfley,
1993**y 2002**; DME; 0,22; 95% CI: -0,06 a 0,50) and at post-treatment follow-up (1
RCT; N=138; Wilfley, 2002**; SMD:0.10; 95% CI: -0.24 to 0.43).

Evidence indicates that it is unlikely to be a significant difference between CBT-BED
and IPT-BED in psychosocial / interpersonal functioning by the end of treatment (2
RCTs: N=194; Wilfley, 1993 and 2002*°; SMD: 0.06; 95% CI: -0.22 to 0.35).

Evidence indicates that it is unlikely to be a significant difference between CBT-BED
and IPT-BED in depression scores at post-treatment follow-up (1 RCT, Wilfley,
2002*: N=138; SMD: 0.13; 95% CI:-0.20 to 0.47).

Evidence indicates that it is unlikely to be significant differences between CBT-BED
and BWC in depression scores by the end of treatment (SMD:-0.31; 95% Ci:, -0.97 to
0.34) and at follow-up (SMD: 0.21; 95% CI: -0.45 to 0.86) (1 RCT; 14=37, Nauta,
2000)>°.

Other results

In an RCT (Gorin, 2003; USA)*' group CBT svas compared to CBT with partner
involvement and wait-list, in a group of 94 aduit women with BED under outpatient
treatment over 12 months. Compared to thie control subjects, both groups significantly
reduced binge-eating and BMI, and“improved psychological results such as
disinhibition, depression and self-estecrn. The partner’s involvement in therapy did not
produce significant improvement compared to normal CBT. Both group therapies have
significantly reduced depressioii-scores compared to the control group, but there are no
differences between them. . Average BMI decrease from baseline to follow-up was 0.11
for CBT and 0.77 for CBT-partner. This suggests that CBT alone does not produce a
significant change in BMI.

In an RCT (Hiibert, 2004; Germany)** CBT-body exposure component was compared
to CBT-cogsitive interventions for image disturbance in 28 adult women with BED
under outpatient treatment with at least one binge-eating episode per week for 4
months! Treatment duration was 5 months. Both groups decreased binge-eating and
depression scores but there were no significant differences between them.

In a recent RCT (Schmith, 2007; UK)*® FT was compared (N=31 BN, N=10 EDNOS)
with CBT-GSH (N=30 BN, N=14 EDNOS) in adolescents between the ages of 13 and 20
years, with BN or EDNOS. Treatment was administered over 6 months with 12-month
follow-up. CBT-GSH was more effective at reducing binge-eating at 6 months than FT
(p=0.03) even though this difference disappeared at 12 months. There were no
differences between groups in terms of BMI, diet, eating fast and other attitudinal eating
disorder symptoms. The direct cost of treatment was lower for CBT-GSH and no
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differences were observed in other types of costs. CBT-GSH is slightly superior to FT
in reducing binge-eating more quickly, being less costly and presenting better
acceptability for adolescents with BN and/or EDNOS.

An RCT (Munsch, 2007; Switzerland)*® in 80 participants (88.85% women, age 18-70 RCT
years) diagnosed with BED compared CBT (N=44) to behavioural weight loss 1+
treatment (BWLT) (N=36) in 16 weekly sessions with 12-month follow-up. CBT was
significantly more effective at reducing BMI (p<0.001) and in remission of binge-eating
(p=0.010) than BWLT by the end of treatment. At 12-month follow-up, results in both
treatments were comparable. CBT was more effective than BWLT in the treatment of

BED.

In an RCT (Shapiro, 2007; USA)** in 66 women (ages: 18-60 years) diagnosed with BED,
where subclinical cases of BED (BMI>27 kg/m?) and regular access to a computerwere included,
group CBT (N=22; 90-minute sessions in groups of 5 to 10 people) was cenipared to CBT-CD
(N=22; CBT using CD-ROM for treatment of obesity and eating behavigur that affects health)
and to waiting list (N=22). Treatment duration was 10 weeks.

Treatment acceptability was measured using debilitation of individuals who had been RCT
originally assigned to the waiting list group after changing from one treatment to 1++
another. The majority of patients on waiting list preferred 1o receive the CD-ROM than

group CBT when their waiting time ended. There is(a significant difference in both
groups compared to the control group in reducing the number of daily binge-eating
episodes.

Summary of the Evidence

SRSE* CBT is more effective at reducing the frequency of binge-eating episodes and

1++ increasing their remission. Both individual and group CBT, when compared to
other intervefitions carried out in the control group, obtain better results in
achieving -abstinence and its maintenance over the 4 months following
treatment (Hilbert, 2004**; Gorin, 2003*"). CBT is not associated with weight
logs.

SRSE* CBT also improved psychological aspects (disinhibition, etc.) (Hilbert, 2004*%;
1++ Gorin, 2003*").

SRSE* The efficacy of CBT in reducing body weight in BED patients is not adequately
1 1++ documented (Hilbert, 2004**; Gorin, 2003*").

Recommendations

(See also recommendations 9.GP.14. and 9.GP.17.)
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A 9.3.3.1. Adult patients with BED can be offered a specifically adapted form of
CBT. (Adopted from recommendation 8.2.7.4. of the NICE CPG).

9.3.3.2. What is the safety of CBT in patients with BED?

The answer is based on the evidence described for CBT efficacy where studies are briefly
described (question 9.3.3.1.): in the NICE CPG (2004)* and in two quality RCT (1++ and.(t)
that were not considered in the aforementioned guide but were included in the high-guality
SRSE (1++) published in the years 2006* and 2007**. The updated search has ideutitied one
more RCT. Question 9.3.3.1. briefly describes the studies.

Scientific Evidence

There is limited evidence to indicate that there are significant differeiices between CBT ~ RCT
and waiting list in the number of dropouts for any reason by the end of treatment (4 1+
RCTs; N=222;Agras, 1995**; Gorin, 2001*¥,Telch, 1990, V/iifley, 1993**; RR:1.86;

95% CI: 1.10 to 3.15; NNT: 7; 95% CI: 4 to 34).

There is not sufficient evidence to indicate thathere are significant differences  RCT
between CBT and IPT in the number of dropouts #or any reason by the end of treatment 1+
(2 RCTs; N=198; Wilfley, 1993**and 2002**; 2K: 1.89; 95% CI: 0.89 to 4.02).

There is insufficient evidence to indicafe that there are significant differences between ~ RCT
CBT and BWC in the number of diopouts for any reason by the end of treatment (1 1+
RCT; N=37: Nauta, 2000*; RR: 0.76; 95% CI: 0.18 to 3.29).

The RCT (Hilbert, 2004**; Gorin, 2003*'; Peterson, 2001**° and 1998*°) did not report RCT
any adverse effects. The ‘overall dropout rate in one of the RCT (Gorin, 2003)*"' was 1+
34% and, in another R (Hilbert, 2004)*, 14% in each treatment group.

In an RCT (Shapiro, 2007)**that compared group CBT to CBT-CDROM and wait-list, RCT
dropouts in each group were as follows: CD-ROM 32%; group CBT 41%; and wait-list 1++
9%. The £BT-CD programme has better acceptability than group CBT in patients with

BED.

Summary of the Evidence

| (See summary of the evidence for psychological treatment)

Recommendations

| (See recommendations 9.GP.12. and 9.GP.17.)
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9.4. Self-Help (SH) and Guided Self-Help (GSH)

9.4.1. Bulimia nervosa

9.4.1.1. What is the efficacy of SH and GSH in patients with BN?

The answer to this question is based on the NICE CPG (2004)*and on three high-quality SRSE
(1++): the one elaborated by the AHRQ’', one Cochrane review*’ and a more recent publication
by Shapiro, et al. (2007)*"". The updated search has not yielded any new evidence.

Variables: reduction / remission of binge-eating and purging

Evidence indicates that it is unlikely to be a clinically significant difference betwéen SH  RCT
and the control group (wait-list) in binge-eating (2 RCTs; N=139; Treasure, 1994*'; 1++
Carter, 2003**; RR: 0.96; 95% CI. 0.85 to 1.09) and purging-. (2 RCTs;
N=139;Treasure, 1994*'; Carter, 2003***; RR: 0.97; 95% CI:0.87 to 1.¢7) remission by

the end of treatment.

There is not sufficient evidence to indicate clinically significant differences between SH ~RCT
and the control group (wait-list) in the frequency of bingg-cating episodes by the end of ~1++
treatment (1 RCT; N=39; Mitchel, 2001***; SMD: 0.48;25% CI: -0.16 to 1.12).

Variables: depression and/or interpersonal and psychosocial functioning and/or
general psychiatric symptoms

There is not sufficient evidence t¢.indicate clinically significant differences between RCT

SH and wait-list in depression;scores by the end of treatment. (1 RCT, N=57; Carter, 1++
2003*; SMD: 0.47; 95% €3:-0.06 to 1.00).

There is not sufficievvevidence to indicate clinically significant differences between RCT
SH and wait-list in psychosocial interpersonal function by the end of treatment (1 RCT, 1++
N=57; Carter2903**;, SMD: 0.15; 95% CI: -0.37 to 0.67).

Other results

In an RCT (Durand y King, 2003)*"in a sample of 68 patients, GSH administered by a RCT
general practitioner was compared to clinical treatment administered by a specialist. 1+
Treatment duration was determined by the clinician. Both groups of patients reported
decreased BITE and EDE scores. However, binge-eating and purging behaviours did

not significantly decrease. Depression symptoms decreased in a similar fashion in both

groups. No weight changes were observed in any of the groups.

112

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS



In an RCT (Carter, 2003; Canada)** the SH-based CBT manual specifically geared RCT
towards eating disorders was compared to SH with a self-affirmation manual (non- 1+
specific) and to wait-list in 85 adult women with BN under outpatient treatment. The
individuals who provided guidance were non-specialised facilitators without clinical
training. Both SH therapies significantly reduced binge-eating and purging behaviours

when compared to waiting (wait-list). SH-based CBT was associated with a greater
reduction of excessive exercise compared to the control group (on wait-list) and non-

specific SH.

Summary of the Evidence

SRSE* Four RCTs provide evidence of the efficacy of SH in BN. There-are no

1++ differences in efficacy between the different types of SH (Carter, 2003)*.
There is preliminary evidence that indicates that general practitioners can carry
out SH treatment. (Durand and King, 2003)*”.

SRSE*” | Due to the fact that SH and GSH treatments for BN,cwhen compared to the

1++ control group (patients on wait-list or receiving standard treatment), produce a
short-term reduction of eating disorder severityand other symptoms, these
procedures seem useful as the first step of treatment. It is yet unclear if
guidance is necessary, how much of it and who should provide it. Patient
preference and availability of resources must be taken into account.

SRSE*” | No significant differences were found in any of the results when SH, GSH and

1++ formal psychological therapy adrninistered by a therapist were compared, even
though it is probable that these analyses do not have sufficient statistical power.
However, it is suggestedthat SH treatments possibly be considered an
alternative to treatmentsadministered by a specialised therapist, taking both the
patient’s preference and availability of resources into consideration.

Recommendations

B | 9.4.1.1.1. | A possible first step in BN treatment is encouraging patients to initiate a
SH programme (guided or not). (Adapted from recommendation 7.2.7.1.
;, of the NICE CPG).

B | 9.44.1.2. | SH (guided or not) is sufficient treatment for a limited number of patients
with BN. (Adapted from recommendation 7.2.7.2. of the NICE CPG).

9.4.1.2. What is the safety of SH and GSH in patients with BN?

The answer in based on the NICE CPG (2004)* and on high-quality SRSE (1++) published in
2006 and 2007*". The updated search has not yielded any new evidence. Studies are briefly
described in question 9.4.1.1.
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Scientific Evidence

There is insufficient evidence to indicate clinically significant differences between SH
and wait-list in the number of dropouts for any reason by the end of treatment (3 RCTs,
N=183; Carter, 2003**; Mitchel, 2001*%; Treasure, 1994*'; RR: 0.68; 95% CI: 0.38 to
1.19).

There is insufficient evidence to indicate clinically significant differences between GSH
and wait-list in the number of dropouts for any reason by the end of treatment (1 RCT;
N=47;Walsh, 2004***; RR: 1.38; 95% CI: 0.98 to 1.96).

In an RCT (Durand and King, 2003°*), the overall dropout rate was 21%. Dropouts per
groups were: SH by family physician, 24%; specialist treatment, 18%. No adverse

effects were reported.

In an RCT (Carter, 2003)** the dropout rate in the CBT manual group was 18%; non-
specific treatment, 25%; wait-list, 28%. No adverse effects were reported.

Summary of the Evidence

RCT
1+

RCT
1+

RCT
1+

RCT
1+

| (See summary of the evidence for psychological_‘r_rc_a_tment)

Recommendations

| (See recommendations 9.GP.12 to §iGP.17)

9.4.2. Binge-Eating Disorder

9.4.2.1. What'is the efficacy of SH and GSH in patients with BED?

The answer is based on the NICE CPG (2004)* and on three high-quality SRSE (1++): the one
elaberdied by the AHRQ?, a Cochrane* review and a more recently published one by Brownley,

et.al., 2007**. The updated search has not yielded any new evidence.
Variable: BMI

There is insufficient evidence to determine that there are clinically significant
differences between SH and GSH in mean BMI by the end of treatment (2 RCTs,
N=109; Loeb 2000**; Carter, 1998, SMD: 0.08; 95% CI: -0.30 to 0.46) and at follow-
up (1 RCT, N=69; Carter, 1998 SMD: 0.19; 95% CI: -0.29 to 0.66).
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Variable: reduction / remission of binge-eating and purging

There is insufficient evidence to determine that there are clinically significant RCT
differences between SH and GSH in the remission of binge-eating by the end of  1++
treatment (1 RCT, N=40; Loeb, 2000*; RR: 0.71; 95% CI: 0.42 to1.21).

There is limited evidence to determine that GSH 1is superior to SH in reducing the = RCT
frequency of binge-eating by the end of treatment (2 RCTs, N=109; Loeb, 2000*; 1++
Carter,1998>'; SMD: -0.48; 95% CI: -0.86 to -0.09).

There is insufficient evidence to determine that there are clinically significant . RCT
differences between SH and GSH in the frequency of binge-eating at post-treatment 1++
follow-up (1 RCT, N=69; Carter, 1998>'; SMD: -0.24; 95% CI: -0.71 to 0.23).

Variables: depression and/or interpersonal and psychosocial fufictioning and/or
general psychiatric symptoms

There is insufficient evidence to determine that there are-'clinically significant RCT
differences between SH and GSH in depression scores by thelend of treatment (1 RCT,  1++
N=40; Loeb, 2000*°; SMD: -0.22; 95% CI: -0.85 to 0.40)

There is insufficient evidence to determine thai there are clinically significant RCT
differences between SH and GSH in general pgychiatric symptoms by the end of  1++
treatment (2 RCTs, N=109; Loeb, 2000*"; Carter, 1998*'; SMD: -0.18; 95% CI: -0.55

to 0.20) and at follow-up (1 RCT, N=69; Carter, 1998*'; SMD: -0.20; 95% CI: -0.68 to

0.27).

More results

In an RCT (Peterson, 199&;:USA**) SH administered by a therapist (G1) was compared RCT
to partial SH (G2), structired SH (G3) and wait-list (G4) in 61 patients with BED. G1 1+
used group discussion and the psychoeducational component; in G2, participants
watched a 30-minute psychoeducational video and later engaged in a group discussion

with the theranist, and in G3 participants watched the 30-minute video and discussed it
amongst themselves. All treated groups obtained better results than the control group in
remissiei. and frequency of binge-eating and symptoms related with eating disorders.
Abstiricnce proportion (complete remission) was 68% to 87% in the treated groups and

12:5% in the control group. There were no differences amongst groups in terms of
depression and BMI.

In an RCT (Peterson, 2001; USA)** SH administered by a therapist (G1) was compared RCT
to partial SH (G2) and structured SH (G3) in 61 patients with BED. The three groups 1+
showed significant improvement in remission, binge-eating frequency and body
dissatisfaction. The SH group obtained greater remission by the end of treatment, but

not at follow-up. There were no differences amongst groups in terms of depression and
BML
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Summary of the Evidence

SRSE"
1++

SH and GSH are efficacious in reducing binge-eating remission and frequency
and psychological traits associated with eating disorders. This therapy obtains
similar values to those obtained in trials that use face-to-face psychotherapy in a
short period of time. There are no changes in depression and BMI.

SRSE?”
1+

Given that SH and GSH treatments for BED, when compared to controls (on
wait-list or receiving standard treatment), produce a short-term reduction of"|
eating disorder severity and other symptoms, these procedures seem useful as-a
first step of treatment. It remains unclear if guidance is necessary, how méich of
it and who should provide it. Patient preference and availability of.iesources
should be taken into consideration.

SRSE?>”
1+

No significant differences were found in several results peitaining to SH and
GSH interventions and formal psychological therapw, administered by a
therapist, even though it is probable that these analyses do not have sufficient
statistical power. However, it is suggested that-SH treatment possibly be
considered an alternative to treatments administéred by a specialised therapist,
taking both patient preference and availabilityof resources into account.

Recommendations

| (See recommendations 9.GP.12. to 9.GP.i7,)

9.4.2.2. What is the safetyy of SH and GSH in patients with BED?

The answer is based onthe NICE CPG (2004)* and on the high-quality (1++) SRSE of the
AHRQ and a more recent one conducted by Brownley, et al., 2007*'". The updated search has not
yielded any new evidence. Studies are briefly described in question 9.4.2.1.

Scientific Evidence

Therec15 insufficient evidence to determine that there are significant differences RCT
between SH and GSH in the number of dropouts for any reason by the end of treatment 1++
{I"RCT, Loeb, 2000*°; N=40; RR: 0.86; 95% CI; 0.35 to 2.10).

In an RCT (Peterson, 1998)**, the overall dropout rate was 16%. Dropouts per groups  RCT
were: G1: 13%, G2: 11%, G3: 27% and G4: 0%. No adverse effects were reported. 1++

Another RCT (Peterson, 2001*%), reported an overall dropout rate of 14%. No adverse =~ RCT
effects were reported. 1+
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In yet another RCT (Carter, 1998*"), the overall dropout rate was 12%. Dropouts per ~RCT
groups were: GSH: 24%, SH: 0% and wait-list: 4%. No adverse effects were reported. 1+

Recommendations

| (See recommendations 9.GP.12. to 9.GP.14.)

9.5. Interpersonal Therapy (IPT)

9.5.1. Anorexia nervosa

9.5.1.1. What is the efficacy of IPT in patients with AN?

The answer is based on a high-quality SRSE (1++) elaborated by the AHRQ of the US (2006)*".
The results of the previous SRSE are maintained in a further high-guality (1++) SRSE based on
the same RCT published one year later (Bulik, et al., 2007)%®. The updated search has not
yielded any new RCTs.

Scientific Evidence

In an RCT (Mclnstosh, 2005; New Zealand)**CBT (N=19) was compared to [IPT RCT
(N=21) and to non-specific supportive clinicai management (NSCM) (N=16) in women 1+
(17-40 years) with AN and low weight who were treated on an outpatient basis over 20

weeks. NSCM was superior to IPT in itnproving the general functioning of patients and

in dietary restraint at 20 weeks of tréatment; NSCM was superior to CBT in improving

general functioning at 20 weeks, and CBT was superior to IPT in improving dietary
restraint at 20 weeks.

Summary of the Evitlence

| (See summm;/ of the evidence for psychological treatment)

Rec¢ommendations

| (See recommendations 9.GP.1. to 9.GP.11.)

9.5.1.2. What is the safety of IPT in patients with AN?

The answer is based on two high-quality SRSE (1++) described in the question regarding IPT
efficacy=
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Scientific Evidence

In an RCT (Mclnstosh, 2005)*'°, there was an overall dropout rate of 38% in the group
treated with IPT. No adverse effects were reported.

Summary of the Evidence

RCT
1+

| (See summary of the evidence for psychological treatment)

Recommendations

| (See recommendations 9.GP.1. to 9.GP.11.)

9.5.2. Bulimia nervosa

9.5.2.1. What is the efficacy of IPT in patients with-BN?

The evidence for this question is based on the NiCE CPG (2004)*, where RCTs are
described in terms of outcome variables, and on the high-quality (1++) SRSE elaborated by the
AHRQ of the US (2006)*' and a more recent high-quality (1++) one published by Shapiro, et al.

(2007)*"". The updated search has not yielded any riew evidence.
Variable: reduction / remission of binge-eating and purging

There is strong evidence that suggesis that CBT-BN treatment is more effective than
IPT-BN in the remission of binge-eating (2 RCTs; N=270; Agras, 2000*’; Fairburn,
1986%%; RR: 0.77; 95% CI: 067 to 0.87; NNT: 5; 95% CI: 4 to 20) and purging by the
end of treatment (1 RCT; N=220; Cooper, 1995*; RR: 0.76; 95% CI: 0.67 to 0.86;
NNT: 5; 95% CI: 4 to 8):

There is evidence that indicates that there are no significant differences between CBT-
BN and IPT-BN in the remission of binge-eating at post-treatment follow-up (2 RCTs;
N=270; Agras, 2000*”’; Fairburn, 1986***; RR: 0.93; 95% CI: 0.82 to 1.006).

It ¥synot likely that CBT-BN is superior to IPT-BN in reducing the frequency of binge-
gating (2 RCTs; N=262;Agras, 2000*"; Fairburn, 1986**%; SMD: -0.24; 95% CI: -0.48 to
0.01) and purging (2 RCTs; N=257; Agras, 2000*’; Fairburn, 1986>*; SMD: -0.04; 95%
CI: -0.29 to 0.20) by the end of treatment.

Variables: depression and/or interpersonal and psychosocial functioning
and/or general psychiatric symptoms

There is insufficient evidence to determine that there are significant differences
between CBT and IPT in general psychiatric symptom scores by the end of treatment
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according to 2 RCTs (Agras, 2000*’; Fairburn, 1991*%) (SMD: 0.09; 95% CI: -0.54 to
0.7) and at follow-up according to 1 RCT (N=38; Fairburn, 1991)**, (SMD: -0.03; 95%
CI: -0.6 to 0.60).

There is insufficient evidence to determine that there are significant differences RCT
between CBT and IPT in interpersonal and psychosocial functioning by the end of 1++
treatment according to 2 RCTs (Agras, 2000%"; Fairburn, 1991***; SMD: -0.26; 95% CI:

-0.56 to 0.04) and at follow-up according to 1 RCT (N=39; Fairburn, 1991***; SMD: -

0.04; 95% CI: -0.68 to 0.61).

More results

An RCT (Wilson, 2002; USA)** compared CBT to IPT in 220 adult women 'with BN RCT
under outpatient treatment with 6 weeks follow-up. CBT was superior to IPT in 1+
reducing dietary restraint at 6 weeks of treatment, in reducing binge-eafing and purging
frequency at 10 weeks of treatment, and in reducing binge-eating after treatment. CBT

was more effective at achieving reduced frequency of vomitiig at 6 weeks after
treatment.

In an RCT (Wilfley, 1993; USA)*’ that compared grouz CBT to group IPT and to wait- RCT
list in 56 adult women with BN, CBT and IPT decreased the frequency of binge-eating 1+
at one-year follow-up. Both therapies were superior to the control group (wait-list) in
decreasing the frequency of binge-eating, disinhibition and limitations at 16 weeks of
treatment. There were no significant differences between group therapies.

Summary of the Evidence

| (See summary of the evidence for psychological treatment)

Recommerdation

B | 9.5.2.1. IPT should be considered as an alternative to CBT even though patients
should be informed it takes 8 to 12 months to obtain results comparable
with CBT (Adopted from recommendation 7.2.7.6. of the NICE CPG).

9.5.2.2. What is the safety of IPT in patients with BN?

Evidence is derived from the NICE CPG (2004)* and high-quality SRSE (1++)*"*"". The updated
search has not yielded any new evidence. Studies are briefly described in question 9.5.2.1.
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Scientific Evidence

There is insufficient evidence to determine if there are significant differences between
CBT-BN and IPT in the number of dropouts by the end of treatment (2 RCTs; N=270;
Agras, 1989°%; Fairburn ,1991%*; RR: 1.24; 95% CI: 0.84 to 1.83).

One RCT (Wilson, 2002)** claimed that the overall dropout rate by the end of

treatment was 30% and 41% at follow-up. No adverse effects were reported

One RCT (Wilfley, 1993; USA)** compared group CBT to group IPT and to wait-list
in 56 adult women with BN. Overall dropout rate was 14% (CBT: 33%, IPT: 11%,
and on wait-list: 0%). No adverse effects were reported.

Summary of the Evidence

RCT
1++

RCT
1+

RCT
1++

| (See summary of the evidence for psychological treatment)

Recommendations

| (See recommendations 9.GP.12 to 9.GP.17)

9.5.3. Binge-Eating Disorder

9.5.3.1. What is the efficacyof IPT in patients with BED?

Evidence is derived from th€/NICE CPG (2004)* where outcome variables are described and
from high-quality SRSE {d5-+) elaborated by AHRQ of the US (2006)* and by Brownley, et al.

(2007)**. The updated search has not yielded any new evidence.
Variable: BMI

There is evidence that indicates is not likely that there is a clinically significant
differerice between CBT-BED and IPT-BED in body weight variation by the end of

treatment (BMI when possible) (1 RCT, N=158; Wilfley, 2002**; SMD: 0.06; 95% CI:
0.26 to 0.37).

Variables: reduction / remission of binge-eating and purging
There is evidence that indicates it is not likely that there is a significant difference

between CBT-BED and IPT-BED in the reduction of binge-eating frequency by the end
of treatment (2 RCTs; N=194; Wilfley, 1993*°and 2002%*; SMD: -0.07; 95% CI: -0.35
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to -0.22) and at post-treatment follow-up (2 RCTs; N=138; Wilfley, 1993*°and 2002***;
SMD: 0.14; 95% CI: -0.19 to 0.48).

There is strong evidence that suggests there is a clinically significant difference @~ RCT
between IPT-BED and wait-list in the remission of binge-eating (2 RCTs; N=38; 1++
Wilfley, 1993%°and 2002 RR: 0.56; 95% CI: 0.37 to 0.84; NNT: 3; 95% CI: 2 to 5)

and in the reduction of binge-eating frequency by the end of treatment (2 RCTs; N=38;

Wilfley, 1993%°and 2002***; SMD: -1.44; 95% CI: -2.16 to -0.72).

Variables: depression and/or interpersonal and psychosocial functioning arid/or
general psychiatric symptoms

There is limited evidence that suggests a clinically significant difference between IPT- RCT
BED and wait-list in improving depression scores by the end of treatmont (2 RCTs; 1 ++
N=38; Wilfley, 1993**and 2002**; SMD: -0.80; 95% CI:-1.46 to -0.13)

There is insufficient evidence to suggest that there is a clinicaliy significant difference = RCT
between IPT-BED and wait-list in improving interpersonal and psychosocial 1 ++
functioning by the end of treatment (2 RCTs; N=38; Wil{iey, 1993**and 2002**; SMD:

0.00; 95% CI: -0.64 to -0.64).

There is evidence that indicates it is not likely that there is a significant difference RCT
between CBT-BED and IPT-BED in depression scores by the end of treatment (2 1 ++
RCTs; N=194; Wilfley, 1993*° and 200627%*; SMD: 0.22; 95% CI: -0.06 to 0.50) and at
post-treatment follow-up (1 RCT; N=138; Wilfley, 2002**; SMD:0.10; 95% CI: -0.24

to 0.43).

There is evidence that indicates it is not likely that there is a significant difference =~ RCT
between CBT-BED and.if T-BED in psychosocial and interpersonal functioning by the 1 ++
end of treatment (2 RCTs, N=194; Wilfley, 1993** and 2002>*; SMD: 0.06; 95% CI: -

0.22 to 0.35).

There is evidence that indicates it is not likely that there is a significant difference =~ RCT
betweeryCBT-BED and IPT-BED in mean depression scores at post-treatment follow- 1 ++
up,(RCT; Wilfley, 2002%*; N=138; SMD: 0.13; 95% CI:-0.20 to 0.47).

Summary of the Evidence

| (See summary of the evidence for psychological treatment)
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Recommendations

(See also recommendations 9.GP.12. to 9.GP.17.)

B 9.5.3.1. IPT-BED can be offered to patients with persistent BED (adapted from
recommendation 8.2.7.5. of the NICE CPG).

9.5.3.2. What is the safety of interpersonal therapy in patients with
BED?

The evidence derives from the NICE CPG (2004)* and high-quality SRSE*" **. The 1indated
search has not yielded any new evidence. Studies are briefly described in question 9.5:3)b.

Scientific Evidence
There is insufficient evidence to determine that there are significart differences RCT

between CBT and IPT in the number of dropouts for any reason by th¢ end of treatment 1+
(2 RCTs; N=198; Wilfley, 1993***and 2002*; RR: 1.89; 95% CI. 6.89 to 4.02).

In an RCT (Wilfley, 2002)**, dropout rate for CBT was 20% and 16% for IPT. No RCT
adverse effects were reported. 1+

Summary of the Evidence

| (See summary of the evidence for ES};chological treatment)

Recommendations

| (See recommend;}tioa; 9.GP.12.t0 9.GP.17.)

9.6. Family Therapy (FT) (systemic or unspecified)

9.6.1. Anorexia nervosa

9.6.1.1. What is the efficacy of FT (systemic) in patients with AN?

The answer is based on the NICE CPG (2004)*and on the high-quality SRSE (1++) elaborated
by the AHRQ of the US (2006)*' and a more recently published SRSE (Bulik, et al., 2007)*. The
updated search has not yielded any new evidence on FT.
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Scientific Evidence

In an RCT (Crisp, 1991; UK)** in adult women with AN the following treatments were
compared: G1) in inpatients: individual therapy-FT-group therapy-NC-occupational
therapy (N=30); G2) in outpatients: individual psychological therapy-FT-NC (N=20);
G3) in outpatients: group FT-NC (N=20); G4) control group (N=20). A two-year
follow-up was conducted. Individual therapy and FT in outpatients is more effective
for weight restoration at one or two years of follow-up. FT in adults with AN is
superior to standard treatments in increasing BMI, restoring menstruation and reducing
bulimic symptoms.

In an RCT (Dare, 2001; UK)** FT was compared to cognitive analytical therapy, focal
supportive psychotherapy (FSP) and standard treatments in adult patients with AN
(98% women) under outpatient treatment. At one-year follow-up, FT and FSE,were
associated with increased weight gain and a greater proportion of patients who had
recovered or showed significant improvement.

In two RCTs (Russel, 1987; UK**; Eisler, 1997*) FT was compared to individual
therapy in 80 adolescent and adult females with AN under outbvatient treatment. FT
proved to be more effective in younger patients at earlier stages of the disease than in
adults with chronic disease.

In an RCT (Eisler, 2000; UK)*” conjoint FT (family-treated as a whole) was compared
to FT in separate sessions for the parents and paticnts in 40 adolescent outpatients (98%
females) with AN. Conjoint FT was meie effective at reducing depression and
obsessive behaviours, but not in weight-restoration. In families where the mother’s
critical attitude was significant separat<.FT was more effective.

In an RCT (Geist, 2000; Canad2)** FT was compared to group family psychoeducation
in 25 adolescent females inpatients with AN. There were no differences in both groups
at 16 weeks.

In an RCT (Robiiy, 1994*; USA and 19957°) behavioural SFT (parents have control
over the patiert’s renutrition) was compared to ego-oriented individual therapy in 24
adolescent #gmale inpatients and outpatients with AN. Behavioural SFT was more
effectivecat increasing BMI and restoring menstruation. There were no differences
betwetn both therapies in terms of diet and the behaviour of patients.

In an RCT (Lock, 2005; USA)*" long-term FT (20 sessions over 12 months) was
compared to short-term FT (10 sessions in 6 months) in adolescents (90% females)
outpatients with AN. Long-term therapy presents better overall results in patients with
destructured families and improves BMI in patients with severe diet-related obsessions.
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Summary of the Evidence

(See summary of the evidence for psychological treatment)

CPG” There is insufficient evidence to determine that conjoint or separate FT in
children and adolescents is effective by the end of treatment and at post-
treatment follow-up. (Eisler, 2000°7; Robin, 1999*™).

CPG” There is limited evidence to determine that FT is superior to standard treatments
in terms of achieving weight gain by the end of treatment and at post-treatment
follow-up. (Crisp, 1991°%; Dare, 2001%*). |

CPG* In children and adolescents, there is insufficient evidence to determine that, FT
and body awareness therapy together are superior to FT alone (Wallin, 2800)*”.

CPG* There is limited evidence to determine that individual supportive psychotherapy
is superior to FT in terms of weight gain in adults with AN at:one year post-
treatment follow-up (Russell, 1987)**.

CPG” There is limited evidence to determine that FT is caperior to supportive
psychotherapy at one-year follow-up in terms of weight gain and number of
recoveries when administered to patients with AN-{¢volution under 3 years and
disorder onset age under 19 years) (Russell, 19§77,

CPG” There is insufficient evidence to determinc group education in the family is
more effective than conjoint FT in teirns of weight restoration in children and
adolescents under inpatient treatmept. (Geist, 2000)**.

SRSE* FT (including family of origin):can be more effective in young people with a

1++ disease of shorter duration.

SRSE* There are no studies that explore FT in adults including the insertion family

1++ (spouse and childrezn) and not only the family of origin.

SRSE* There is no eviaence to determine that FT helps adults with AN in chronic

1++ stages.

SRSE* | Over.tintie, different forms of FT produce good results in adolescents with AN.

SRSE* There is scarce evidence to determine that interventions involving the family

I++  d5are more effective in patients under the age of 15 than in older patients.

Recommendations

(See also recommendations 9.GP.1. to 9.GP.11.)

B | 9.6.1.1.1. | FTis indicated in children and adolescents with AN. (Adopted from

recommendation 6.2.9.14. of the NICE guide).
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D | 9.6.1.1.2.

Family members of children with AN and siblings and family members of
adolescents with AN can be included in treatment, taking part in
improving communication, supporting behavioural treatment and sharing
therapeutic information. (Adopted from recommendation 6.2.9.13. of the
NICE guide).

D | 9.6.1.1.3. | Children and adolescents with AN can be offered individual appointments
with health care professionals, separate from those in which the family is
involved. (Adopted from recommendation 6.2.9.15.0f the NICE guide).

D | 9.6.1.1.4. | The effects of AN on siblings and other family members justifiestheir

involvement in treatment. (Adopted from recommendation 6.2.9.16. of the
NICE guide).

9.6.1.2. What is the safety of FT (systemic) in patients:with AN?

The answer in based on the NICE CPG (2004)* and on later SRSE’"**. The updated search has
not yielded any new evidence on the safety of FT in AN> Studies are briefly described in

question 9.6.1.1.

Scientific Evidence

In an RCT (Crisp, 1991)**, 19% of participants dropped out of treatment. Dropouts per ~ RCT
groups were: G1: 40%; G2: 10%; G3: 13%:; G4: 0%. No adverse effects were reported. 1+

In another RCT (Dare, 2001)**, 36% of participants dropped out of treatment. Dropouts ~ RCT
per groups were: FSP: 43%; ET1:27%; cognitive analytical therapy: 41%; and standard 1+
treatments: 32%). No adverse’ effects were reported.
In two additional. RCTs (Russell, 1987*; Eisler, 1997*), 35% of treated patients RCT
dropped out of tyeatment (FT, 37% and individual therapy, 33%). No adverse effects 1+
were reported;
In a further RCT (Eisler, 2000)*7, 19% of patients dropped out of treatment. Dropouts RCT
pei-groups were: conjoint FT: 11% and separate FT: 10%. No adverse effects were 1 4+
eported.
In an RCT (Geist, 2000)**, there were no dropouts. No adverse effects were reported  RCT
either. 1+
In an RCT (Robin, 1994*®y 1995°°), 8% of participants dropped out of treatment in ~ RCT
both groups. No adverse effects were reported. 1+
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In an RCT (Lock, 2005)*", 20% of participants dropped out of treatment. 24% dropped ~ RCT
out of long-term therapy and 18% dropped out of short-term therapy. Treatment 1 ++
dropout as a result of another psychological treatment was reported as an adverse
effect.
Summary of the Evidence
(See summary of the evidence for psychological treatment)
CPG* In children and adolescents with AN there is insufficient evidence to determing

Eisler, 2000%7; Robin, 1999°%).

that separate or conjoint FT has more or less acceptability. (2 RCTs: N=64;

CPG” In children and adolescents with AN there is insufficient evidence to determine
that adding body awareness therapy to FT increases acceptability for patients

more than FT alone (1 RCT; N=33;Wallin, 2000)*".

Recommendations

| (See recommendations 9.GP.1. to 9.GP.11.)

9.6.2. Bulimia nervosa

9.6.2.1. What is the efficacy of &7 (systemic) in patients with BN?

There is no evidence to respond to-this question in the NICE CPG (2004)* or in later SRSE*"*"",

The updated search has identified two more RCTs.

Scientific Evidence

In a recent RCT (Scihimith, 2007; UK)238 FT was compared (N=31 BN, N=10
EDNOS) with CBT-GSH (N=30 BN, N=14 EDNOS) in adolescents between the ages
of 13 and 20 years, with BN or EDNOS. Treatment was administered over 6 months
with 12-month follow-up. CBT-GSH was more effective at reducing binge-eating at 6
monthsihan FT (p=0.03) even though this difference disappeared at 12 months. There
were 1o differences between groups in terms of BMI, diet, eating fast and other
attitudinal eating disorder symptoms. The direct cost of treatment was lower for CBT-
3SH and no differences were observed in other types of costs. CBT-GSH is slightly
superior to FT in reducing binge-eating more quickly, being less costly and presenting
better acceptability for adolescents with BN and/or EDNOS.

In a recent RCT (Le Grange, et al., 2007; USA)274 FT (N=41) was compared to FSP
(N=31). Patients receiving FT obtained significantly better results after treatment in
terms of binge-eating and purging abstinence (p=0.049). At 6-months follow-up binge-
eating and purging abstinence was statistically significant in favour of FT (12 patients,
29%) compared to SFT (4 patients, 10%; p=0.005). In the measurement of all other
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results related with eating disorders a significant difference in favour of FT (p=0.003 to
p=0.03) was also reported. FT had a statistically significant clinical advantage over
FSP after treatment and at 6-months follow-up. There was a reduction of BN
symptoms in the group treated with FT.

9.6.2.2. What is the safety of FT (systemic) in patients with BN?
Safety of FT is not addressed in the NICE CPG (2004)* or in later high-quality SRSE
(1++)** 2", Only one RCT has been identified that provides results on this issue. Studies aie

briefly described in question 9.6.2.1.

Scientific Evidence

In an RCT (Schmith, 2007)**, 28% of young people refused to participate in tie study ~ RCT

due to the family’s mandatory involvement, which suggests these patients:should be 1++
offered individual therapy.

Summary of the Evidence

| (See summary of the evidence for psychological treat_mezlt)

Recommendations

| (See recommendations 9.GP.12. to 9.GP_‘71_’/.)

9.6.3. Binge-eating discrder

9.6.3.1. What is the efficacy of FT (systemic or unspecified) in patients with
BED?

There is ne ¢vidence in the NICE CPG (2004)*, or in later high-quality SRSE*"**, The
updated searchriias identified one new RCT.

Scientific Evidence

In an RCT conducted by Schmith, 2007 that compared FT (N=31 BN; N=10 EDNOS) RCT
and CBT-GSH (N=30 BN; N=14 EDNOS) in adolescents aged 13-20 years with BN or  1++
EDNOS over 6 months with a 12-month follow-up, CBT-GSH was more effective at
reducing binge-eating at 6 months than FT (p=0.03) even though this difference
disappeared at 12 months. There were no differences between groups in terms of BMI,
diet, eating fast and other attitudinal eating disorder symptoms. The direct cost of

treatment was lower for CBT-GSH and no differences were reported in other types of
costs.
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Summary of the Evidence

| (See summary of the evidence for psychological treatment)

Recommendations

| (See recommendations 9.GP.12. to 9.GP.17.)

9.6.3.2. What is the safety of FT (systemic or unspecified)
in patients with BED?

There is no evidence in the NICE CPG™ or in later high-quality SRSE" ** that address the
safety of FT. The updated search has identified one RCT. Studies are briefly described in
question 9.6.3.1.

In the RCT conducted by Schmith, 2007%*28% of young people refused to participate ~ RCT

in the study due to the family’s mandatory involvement, which stiggests these patients 1++
should be offered individual therapy.

Summary of the Evidence

| (See summary of the evidence for psycholﬁgice_ll treatment)

Recommendations

| (See recommendations 9._(“;{’.1_2. to 9.GP.17.)

9.7. Psychondynamic Therapy (PDT)

9.7.1“Anorexia nervosa

g.7.1.1. What is the efficacy and safety of PDT in patients with AN?

There is no evidence that supports or denies the efficacy and safety of PDT in patients with AN.

Recommendation

| (See also recommendations 9.GP.1. to 9.GP.11.)
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9.7.2. Bulimia nervosa

9.7.2.1. What is the efficacy of PDT in patients with BN?

The answer to this question is based on the NICE CPG (2004)*, where it is described in terms of
several outcome variables. No evidence has been identified in later SRSE* *"". The updated
search has not identified any new evidence on PDT in BN.

Variables: reduction / remission of binge-eating and
purging

There is insufficient evidence to determine that there are significant differences”s” RCT
between CBT and PDT in the frequency of binge-eating (I RCT; N=46; Garner, 1++
1993*; SMD: -0.19; 95% CI. -0.77 to 0.39) and purging (1 RCT; N=50; Garner,
1993%; SMD: -0.56; 95% CI: -1.13 to 0.01) by the end of treatment.

Variables: depression and/or interpersonal and psychosocial functioning and/or
general psychiatric symptoms

There is no evidence or insufficient evidence to determinezthat CBT-BN differs from RCT
PDT in psychosocial and interpersonal functioning (1*KCT; N=41; Garner,1993*’; 1++
SMD: -0.39; 95% CI: -1.01 to 0.23) and in general (psychiatric symptoms (1 RCT;

N=48; Garner, 1993*’; SMD: -0.60; 95% CI: -1.18.t¢ -0.02) by the end of treatment.

Summary of the Evidence

(See also summary of itie evidence for psychological treatment)

CPG” CBT does not gifer any advantage over PDT.

Recommendations

| (See recommen_gle;*;i_ons 9.GP.12.t0 9.GP.17.)

9.7.2:2. What is the safety of PDT in patients with BN?

The answer is based on the NICE CPG (2004)°, where different outcome variables are
described. No evidence has been identified in later SRSE *" *''. The updated search has not
yielded any new evidence on PDT in BN.

Scientific Evidence

There is no significant evidence on the number of dropouts between CBT and PDT by = RCT
the end of treatment (1 RCT; N=50; Garner, 1993**; RR: 1.00; 95% CI: 0.33 to 3.03). 1++
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Summary of the Evidence

| (See summary of the evidence for psychological treatment)

Recommendations

| (See recommendations 9.GP.12. to 9.GP.13.)

9.7.3. Binge-eating disorder

9.7.3.1. What is the efficacy and safety of PDT in patients with BED?

There is no evidence that supports or denies the efficacy and safety of PDT in patienis with
BED.

Summary of the Evidence

| (See summary of the evidence for psychological treatment)

Recommendation

| (See recommendations 9.GP.12. to 9.GP.17.)

9.8. Behavioural Therapy (BT)

0.8.1. Anorexia n&rvosa

9.8.1.1. Whatis the efficacy of BT in patients with AN?

The answez, is based on the NICE CPG™, where different outcome variables are described, on the
high-quality SRSE (1++) elaborated by the AHRQ of the US (2006)*' and on a more recently
publisihed one (Bulik, ef al., 2007)**. The updated search has not identified any new evidence on

ET in AN.

Scientific Evidence

An RCT (Channon, 1989; UK)*"*compared CBT (N=8) to BT (N=8) and to FSP used as
control treatment (N=8) in women with AN (mean age for CBT: 21.6 years; BT: 24.1;
control: 25.8) that underwent outpatient treatment over 12 months with 6-month follow-
up. At 6 months of treatment, CBT was more effective than BT in improving
psychosexual functioning; however, BT was more effective than CBT in improving the
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menstrual cycle. At one year of treatment, BT was more effective at patient weight
restoration.

Summary of the Evidence

(See also summary of the evidence for psychological treatment)

SRSE* CBT did not prove to be more effective than BT and FSP in terms of patient
1++ weight restoration, general behaviour and attitude regarding food.

|
ey

Recommendations

(See recommendations 9.GP.1. to 9.GP.11.)

9.8.1.2. What is the safety of BT in patients with AN?

The answer is based on high-quality SRSE*"** (1++). The updated search has not yielded any
new evidence on the safety of BT in AN. The study is briefly, described in question 9.8.1.1.

Scientific Evidence
An RCT (Channon, 1989)*" determined that 13% ¢t patients dropped out of treatment. RCT

No adverse effects were reported. 1+

Summary of the Evidence

(See also sumniaty of the evidence for psychological treatment)

SRSE* Behaviontai psychological interventions do not usually have any harmful
1++ effectson patients.

Recommandations

F(S;recommendations 9.GP.1t0 9.GP.11)

9.8.2. Bulimia nervosa
9.8.2.1. What is the efficacy of BT in patients with BN?

The answer is based on the NICE CPG (2004)*, on the high-quality SRSE (1++)
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elaborated by the AHRQ of the US (2006)*' and on a more recently published one (Shapiro, et
al., 2007)*'". The updated search has not identified any new evidence on the safety of BT in BN.

Variables: reduction / remission of binge-eating and purging

It is not likely that CBT-BN is more effective than BT in reducing the frequency of RCT
binge-eating (SMD: -0.11; 95% CI: -0.45 to 0.24) and purging (SMD: 0.08; 95% CI: - 1++
0.27 to 0.42) by the end of treatment, according to 3 RCTs (N=131; Fairburn, 1991**;
Freeman, 1988*° Wolf, 1992*").

Variables: depression and/or interpersonal and psychosocial functioning
and/or general psychiatric symptoms

There is insufficient evidence to determine that CBT-BN differs from BT in terms.of RCT
general psychiatric symptoms (1 RCT; N=33; Fairburn, 1991**; SMD: -0.09; 65% CI:- 1++
0.79 to 0.61) and interpersonal and psychosocial functioning (1 RCT; N=32; Fairburn,

1991%; SMD: 0.14; 95% CI: -0.56 to 0.85) at follow-up.

There is insufficient evidence to determine that CBT-BN differs fioin BT in the RCT
reduction of general psychiatric symptoms (SMD: -0.26; 95%"C1: -0.89 to 0.37) and in 1++
interpersonal and psychosocial functioning (SMD: -0.21; 95%6 CI: -0.84 to 0.42) by the

end of treatment according to 1 RCT (N=39; Fairburn, 1991)**.

There is insufficient evidence to determine that there are significant differences between ~ RCT
BT and IPT in general psychiatric symptoms-seores by the end of treatment (1 RCT; 1++
N=39; Fairburn, 1991%*; SMD: 0.09; 95% Ci: -0.54 to 0.7) and at follow-up (1 RCT;

N=31; Fairburn, 1991%*; SMD: 0.07; 95% CI: -0.65 to 0.78).

There is insufficient evidence toetermine that there are significant differences between ~ RCT
BT and IPT in interpersonal dnd psychosocial functioning by the end of treatment (1 1++
RCT: N=39; Fairburn, 195i-**; SMD: -0.06; 95% CI: -0.69 to 0.55) and at follow-up (1

RCT; N=31; Fairburn,{591**; SMD: -0.19; 95% CI: -0.91 to 0.52).

In two RCTs (Fairburn, 1991; UK**and 19937) in 75 adult women with BN under RCT
outpatient treatment, CBT was compared with BT and [PT. CBT was superior to BT at 1+
18 months-of treatment in reducing symptoms related with diet, psychopathology and

body figure. CBT was more effective than IPT in reduction of vomiting. At 12-months
foilow-up, CBT was superior to BT in abstinence of symptoms.

Summary of the Evidence

(See also summary of the evidence for psychological treatment)

SRSE* CBT is more effective than BT alone due to the cognitive component it

1++ incorporates, which seems to be the most important aspect. (Fairburn, 1991
and 1993%°).
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Recommendations

| (See recommendations 9.GP.12. to 9.GP.17.)

9.8.2.2. What is the safety of BT in patients with BN?

Information is based on An RCT included in high-quality SRSE*"*"". A brief description of this
RCT is presented in the section on efficacy. No new RCTs on the safety of BT in BN have been
identified.

Scientific Evidence

In 2 RCTs (Fairburn, 1991 and 1993°%), 20% of treated patients dropped out of RCT
treatment. In the BT group one case of severe weight loss was reported. 1+

Summary of the Evidence

| (See summary of the evidence for psychological treatment)

Recommendations

| (See recommendations 9.GP.12. to 9.GP.17.)

9.8.3. Binge-eating disordes
9.8.3.1. What is the efficacy and safety of BT in patients with BED?

There is no evidence to support or deny the efficacy and safety of BT in patients with BED.

Summary of the Evidence

| (See alsG 31_1mmary of the evidence for psychological treatment)

recommendations

| (See recommendations 9.GP.12. to 9.GP.17.)
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SUMMARY OF THE EVIDENCE FOR
PSYCHOLOGICAL THERAPY

(QUESTIONS 9.3. 10 9.8.)

Anorexia nervosa

CPG”

There is insufficient evidence to determine that a certain psychological
treatment (including CBT, IPT, SFT and BT) is more effective than another
psychological treatment for adults with AN by the end of treatment and at post-
treatment follow-up. (6 RCTs; N=297; Bachar, 1999”°; Channon, 198%";
Crisp, 1991°%; Dare, 2001***; McIntosh, 2005*'; Treasure, 1995*7).

CPG”

There is limited evidence to determine that the outcomes. ef~a certain
psychological treatment (including CBT, IPT, SFT, PDT and:BT) are more
effective at increasing body weight and that patients witi’ AN should be
referred to reference centres (tertiary) by the end of treatment and at post-
treatment follow-up (more than 5 years) (5 RCTs; N=258; Channon, 1989*";
Crisp, 1991°%; Dare, 2001***; Hall, 1987*%; Treasure; 1995*").

CPG”

There is insufficient evidence to determifie that psychological treatment
(including CBT, IPT, SFT, PDT and BT)-has more or less acceptability for
patients with AN when compared to ‘standard treatments (3 RCTs; N=198;
Channon, 1989°"; Crisp, 1991%%; Dare, 2001%*).

CPG”

There is insufficient evidénce to determine that psychological treatment
(including CBT, IPT, SET) PDT and BT) has more or less acceptability in
adults with AN (6 RCTs; N=297; Bachar, 1999%; Channon, 1989°"; Crisp,
1991°%; Dare, 20012, MclIntosh, 2005°'; Treasure, 1995*7).

CPG”

There is insufficient evidence to determine that psychological treatments (CBT,
SFT and P2T) on an outpatient basis for patients with AN have more or less
acceptability in comparison with standard treatments (3 RCTs; N=198;
Channon, 1989°; Crisp, 1991*%; Dare, 2001%*).

SRSE"
1+

Current evidence on the efficacy of psychological treatment for AN is weak,
with the exception of evidence relating to psychological treatment for
adolescents with AN, which is moderate.

Bulimia nervosa

SRSE"
1+

In BN, evidence is strong for behavioural interventions and poor for SH (guided
or not).
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SRSE"
1++

The best psychological treatment of choice when individual and group CBT are
not effective in patients with BN remains unknown.

Binge-eating disorder

SRSE"
1++

In BED, evidence is moderate for behavioural interventions and weak for SH
(guided or not).

GENERAL RECOMMENDATIONS FOR
PSYCHOLOGICAL THERAPY IN EATING
DISORDERS

(QUESTIONS 9.3. 10 9.8.)

Anorexia nervosa

D 9.GP.1. The psychological therapies to belassessed for AN are: CBT, SFT, IPT,

PDT and BT. (Adapted fromgecommendation 6.2.9.1. of the NICE guide).

D 9.GP.2. In the case of patients“who require special care, the selection of the

psychological treatiment model that will be offered is even more important.
(Adopted from recommendation 6.2.9.2. of the NICE guide).

D 9.GP.3. The objeciive of psychological treatment is to reduce risk, to encourage

weight-gain by means of a healthy diet, to reduce other symptoms related
with:eating disorders and to facilitate physical and psychological recovery
(&Xdopted from recommendation 6.2.9.3. of the NICE guide).

D 9.GP.4. Most psychological treatments for patients with AN can be performed on

an outpatient basis (with physical monitoring) by professionals specialised
in eating disorders. (Adopted from recommendation 6.2.9.4. of the NICE

guide).

D 9.GP.5. The duration of psychological treatment should be of at least 6 months

when performed on an outpatient basis (with physical monitoring) and 12
months for inpatients (Adopted from recommendation 6.2.9.5. of the
NICE guide).

135

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS



D | 9.GP.6. For patients with AN who have undergone outpatient psychological
therapy but have not improved or have deteriorated, the indication of
more intensive treatments (combined individual and family therapy, day or
inpatient care) must be considered. (Adopted from recommendation
6.2.9.6. of the NICE guide).

D | 9.GP.7. For inpatients with AN, a treatment programme aimed at suppressing
symptoms and achieving normal weight should be established. Adequate
physical monitoring is important during renutrition. (Recommendation
6.2.9.8. of the NICE guide is adopted).

D 9.GP.8. Psychological treatments must be aimed at modifying behavioural
attitudes, attitudes related to weight and body shape and the fear-of gaining
weight. (Adopted from recommendation 6.2.9.9. of the NICE.guide).

D | 9.GP.. The use of excessively rigid behaviour modification programmes is not
recommended for inpatients with AN. (Adopted.from recommendation
6.2.9.10. of the NICE guide).

D | 9.GP.10. | Following hospital discharge, patients with-AN should be offered
outpatient care that includes monitoring ot normal weight restoration and
psychological intervention that focuses on eating behaviour, attitudes to
weight and shape and the fear of'social response regarding weight gain,
along with regular physical andpsychological follow-up. Follow-up
duration must be of at least .12 months. (Recommendations 6.2.9.11. and
6.2.9.12. of the NICE guide are adopted).

D | 9.GP.11. | In children and a¢olescents with AN who require inpatient treatment and
urgent weight restoration, age-related educational and social needs should
be taken into account. (Recommendation 6.2.9.17. of the NICE guide is
adoptedi).

Binge-Eating Disorder

A | 9¢GP.12. | Patients must be informed that all psychological treatments have a limited
effect on body weight. (Adopted from recommendation 8.2.7.6. of the
NICE guide).

B | 9.GP.13. | A possible first step in the treatment of patients with BED is to encourage
them to follow a SH programme (guided or not). (Adapted from
recommendation 8.2.7.2. of the NICE guide).
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B | 9.GP.14.

Health care professionals can consider providing BED patients with SH
programmes (guided or not) that may yield positive results. However, this
treatment is only effective in a limited number of patients with BED.
(Adapted from recommendation 8.2.7.3. of the NICE guide).

D | 9.GP.15.

If there is a lack of evidence to guide the care of patients with EDNOS or
BED, health care professionals are recommended to follow the eating
disorder treatment that most resembles the eating disorder the patient
presents. (Adopted from recommendation 8.2.7.1. of the NICE guide).

D | 9.GP.16.

When psychological treatments are performed on patients with BED it
may be necessary in some cases to treat comorbid obesity. (Adoptea from
recommendation 8.2.7.7. of the NICE guide).

D | 9.GP.17.

Adolescents with BED must be provided with psychological treatments
adapted to their developmental stage. (Adopted from recommendation
8.2.7.8. of the NICE guide).
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PHARMACOLOGICAL TREATMENT

In this section, scientific evidence on the efficacy and safety of several drugs studied for the
treatment of eating disorder patients is described. Only randomised controlled trials (RCT) of
sufficient quality have been included. The drugs assessed are included within the following

groups: antidepressants, antipsychotics, appetite stimulants, opioid antagonists, anticonvulsants,
psychostimulants and antiemetics.

Although benzodiazepines such as alprazolam and lorazepam are indicated as anti-anxiety
drugs no RCTs that address their use for eating disorders have been identified. A similar
situation has been encountered with lithium.

9.9. Antidepressants

Evidence relating to eating disorders has been identified for the followwing antidepressants,
according to the group they belong to:

— Selective serotonin reuptake inhibitors (SSRIs): fluox¢tine, citalopram, fluvoxamine.
— Other antidepressants: sibutramine and trazodohe.

— Tricyclic antidepressants: amitriptyline, €lomipramine and imipramine.

9.9.1. Anorexia nervosa

9.9.1.1. What is the efficacy of antidepressants in patients with AN?

The answer is based on the NICE CPG (2004)* where the RCT results are described, on the
high-quality SRSE (1++) etaborated by the AHRQ of the US (2006)’' and on a more recently

published one conducted by Bulik, et al. (2007)*. The update search has not yielded any new
evidence.

Scientific Evidence

There ig-limited evidence to indicate that there are significant differences between RCT
fluoxetine and placebo in body weight restoration in inpatients treated over one year (1 ~ 1++
RCT; N=35; Kaye, 2001*”; RR: 0.45; 95% CI: 0.23 to 0.86)

In an RCT (Attia, 1998; USA)* fluoxetine (60 mg/day) was compared to placebo in 31 RCT
female inpatients with AN (age: 16-45 years). Both groups experienced decreased 1++
clinical symptoms related with eating disorders, obsessive-compulsive disorders,
depressive behaviours and pre-occupation with food and its rituals. In both groups an
increase in the percentage of BMI was reported. There were no significant differences
between fluoxetine and placebo in any of the results.
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In an RCT (Kaye, 2001; USA)*” fluoxetine was compared to placebo in 39 adult female
inpatients and outpatients with AN. Patients, before being discharged, received
20mg/day of fluoxetine, which was adjusted to a maximum dose of 60mg/day at 52
weeks. The group treated with fluoxetine presented significant increases in BMI and
decreases in depression, anxiety, obsessive-compulsive disorders and symptoms related
with eating disorders.

In an RCT (Biederman, 1985; USA)*' amitriptyline (175 mg/day) was compared to
placebo in 25 patients and outpatients (age: 11-17 years) with AN. There were no
significant differences in symptoms related with eating disorders, behaviour or weight
when compared to placebo.

In an RCT (Halmi, 1986; USA)** amitriptyline (160 mg/day) was compared to
cyproheptadine (appetite stimulant) (32 mg/day) and to placebo in 72 female inpatients
(age: 13-36 years). In the group treated with cyproheptadine, daily calorie ititake was
significantly greater than in the placebo group. In the groups treated withcamitriptyline
and cyproheptadine, weight restoration increased in less days than the placebo group.
Patients with nonbulimic AN obtained better results with cyproheptadine than with
amitriptyline or placebo.

Summary of the Evidence

RCT
1+

RCT
1+

RCT
1+

receive outpatientreatment, which prevents generalisation of results.

SRSE* The literature that exists on pharniacological treatment of AN is scarce and

1++ inconclusive. Most RCTs ar¢ibased on small samples and very few of them
have statistical value to. gupport their conclusions. Many studies include
patients who are receiving other treatment, whether it is psychological or
pharmacological. A& far as cases studied, they include inpatients that later

CPG” There is evidence that indicates significant differences in weight increase by the
end of mwltimode treatment with antidepressants when compared to placebo (4
RCTN=146;Attia, 1998 [fluoxetine]; Biederman, 1985%*' [amitriptyline];
Halmi, 1986°% [amitriptyline]; Lacey, 1980** [clomipramine]).

SRSE*! There is insufficient evidence to determine that there are significant differences

1+ between antidepressants (citalopram) and wait-list in weight gain by the end of
outpatient treatment (1 RCT; N=26; Fassino, 2002)**.

~ SRSE” Tricyclic antidepressants can be associated with improvement of disorders

1++ secondary to eating disorders. However, these results are no associated with

weight increase.

Recommendations

(See recommendations 9.GPH.1. to 9.GPH.6.)
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9.9.1.2. What is the safety of antidepressants in patients with AN?

The answer is based on the NICE guide (2004)*, which describes RCT results based on variables
of interest, the high-quality SRSE (1++) elaborated by the AHRQ of the US (2006)*' and on a
more recently published one conducted by Bulik, et al. (2007)**. The updated search has not
identified any new evidence. The studies are briefly described in question 9.9.1.1.

Scientific Evidence

There is insufficient evidence to determine that there are significant differences between ¢ 'RCT
antidepressants and placebo that lead AN patients to drop out of treatment for any  1++
reason, by the end of treatment (2 RCTs; N=47;Attia, 1998 [fluoxetine]; Lacey, 1280
[clomipramine]; RR: 1.26; 95% CI: 0.44 to 3.56).

In an RCT (Attia, 1998)**, one case of insomnia and agitation and one of tiurred vision ~ RCT

were reported in the fluoxetine group. 3% of participants dropped out of ireatment (in 1++
total).

In another RCT (Kaye, 2001)*”no adverse effects were reported.)Dropouts: 47% inthe ~ RCT
fluoxetine group and 85% in the placebo group. 1++

In an RCT (Biederman, 1985)*', the amitriptyline grouit presented diaphoresis (2 cases), RCT
drowsiness (6 cases), dry mouth (4 cases), blurred wision (1 case), urinary retention (1 1+
case), hypotension (2 cases) and leukopenia (1 case). Dry mouth (2 cases), palpitations

(1 case) and dizziness (2 cases) were reported in the placebo group. There were no
dropouts.

In an RCT (Halmi, 1986)* the anufriptyline group presented drowsiness, excitement, RCT
confusion, increased motor activity, tachycardia, dry mouth and constipation. The 1+
cyproheptadine group did not’yield conclusive results. In the placebo group: excitement
increased motor activity and drowsiness. Dropouts: 30% amitriptyline, 25%
cyproheptadina and 20%5-placebo.

Summary of ¢he Evidence

CPG? There is insufficient evidence to determine that there are significant differences
between antidepressants (citalopram) and placebo that cause AN patients to
i dropout of outpatient treatment due to adverse effects by the end of treatment (1
RCT; N=26; Fassino, 2002)**.

CPG* The dropout of patients who receive pharmacological treatment is important,
especially in RCTs performed on outpatient cases.
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SRSE* Due to the small-sized samples of both RCTs (Kaye, 2001*”” and Attia, 1998*°)

1++ that use fluoxetine, no conclusions can be drawn regarding whether harmful
effects associated with treatment in low-weight individuals differ from the
harmful effects in normal weight individuals or those with psychiatric
disorders.

SRSE* In an RCT (Kaye, 2001)*”, no adverse effects were reported in the fluoxetine

1++ group. In another RCT (Attia, 1998)*, one case of insomnia and agitation and
one case of blurred vision were reported in the fluoxetine group. In regard to
tricyclic antidepressants, another RCT (Halmi, 1986)** with amitriptyline
reported sporadic cases of associated drowsiness, excitement, confusioi,
increased motor activity, tachycardia, dry mouth and constipation; however, the
proportion of adverse effects was similar between the experimental gioup and
the control group (placebo).

Recommendations

| (See recommendations 9.GPH.1 to 9.GPH.6)

9.9.2. Bulimia nervosa

9.9.2.1. What is the efficacy of-antidepressants in patients with BN?

The answer is based on the NICE CPG (2004)*, which describes the RCT results based
on variables of interest, on the SRSE of sufficient quality (1++) elaborated by the AHRQ of the
US (2006)* and on a more recently published one by Shapiro, et al. (2007)*"". The updated search
has not identified any new evidence.

Variable: BMI

There is not sufficient evidence to indicate clinically significant differences between SSRI
antidepressants (fluoxetine) and placebo in relation to body weight by the end of treatment (1
RCT; N=46; Kanerva, 1994°**; SMD: -0.30; 95% CI: -0.88 to 0.28).

Variables: reduction / remission of binge-eating and purging

There is limited evidence to determine that antidepressant treatment (fluoxetine, RCT
desipramine, phenelzine [withdrawn from the Spanish market], trazodone, bupropion) is  1++
superior to placebo in the remission of binge-eating and purging by the end of treatment

(6 RCTs; N=697; McCann, 1990262; Walsh, 1991286; Goldstein, 1995287; Walsh,
1987288; Horne, 1988289; Pope, 1989290; RR: 0.88; 95% CI: 0.83 to 0.94; NNT: 9;

95% CI: 6 to 15).

141

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS



There is strong evidence that antidepressant treatment (fluoxetine, desipramine,
phenelzine [withdrawn from the Spanish market], trazodone, bupropion) is superior to
placebo in clinical improvement (defined as reducing binge-eating by at least 50%) (6
RCTs; N=855; Mc Cann, 1990, Walsh, 1991%¢; Goldstein, 1995%*7; Walsh, 1987*%;
Horne, 1988%%; Pope, 1989*’; RR: 0.68; 95% CI:0.60 to 0.78; NNT: 5; 95% CI: 4 to 8).

There is insufficient evidence to determine if there is a clinically significant difference
between antidepressants (fluoxetine, desipramine, phenelzine [withdrawn from the
Spanish market], trazodone, bupropion) and placebo in reducing the frequency of binge-
eating (6 RCTs; N=290; McCann, 1990°%; Walsh, 1991*%; Walsh, 1987**; Pope, 1989*";
Mitchell, 2001***; Carruba, 2001*"; random effects model SMD: -0.33; 95% CI: -1.13 to
0.47) and purging by the end of treatment (3 RCTs; N=198; Walsh, 1991*¢; Pope
1989*°; Mitchell, 2001**; SMD: -0.19; 95% CI: -0.66 to 0.28).

There is limited evidence to determine that MAOI treatment (phenelzine, [withdrawn
from the Spanish market]) is superior to placebo in the remission of binge-sating and
purging by the end of treatment (1 RCT; N=62; Walsh, 1987°*; RR: 0.77; ¢5% CI: 0.62
to 0.95; NNT: 5; 95% CI: 3 to 17).

There is insufficient evidence to determine if there is a clinically Gignificant difference
between SSRI antidepressants (fluoxetine) and placebo in rediicing the frequency of
binge-eating (SMD: -0.30; 95% CI: -0.91 to 0.31) and purging (SMD: -0.56; 95% CI: -
1.17 to 0.06) by the end of treatment according to 1 RCT:{1N=43; Kanerva, 2001)**.

There is insufficient evidence to determine if therc<s a clinically significant difference
between tricyclic antidepressants (desipramine) atd placebo in reducing the frequency of
purging (1 RCT; N=78; Walsh, 1991**; SMi3:-0.34; 95% CI: -0.79 to 0.11) by the end
of treatment.

There is strong evidence to determine that SSRI antidepressant treatment (fluoxetine) is
superior to placebo in reducing( binge-eating (3 RCTs; N= 706; Goldstein, 1995*;
Kanerva, 1994*%, Fluoxetine 43ulimia Nervosa Collaborative Study Group, 1992*; RR:
0.73; 95% CI: 0.62 to 0.84;:NNT: 6; 95% CI: 5 to 12) and purging by at least 50% by the
end of treatment (2 RUTs; N=656; Goldstein, 1995*, Fluoxetine Bulimia Nervosa
Collaborative Study Group, 1992%*; RR: 0.66; 95% CI: 0.57 to 0.76; NNT: 5; 95% CI: 4
to 7).

There is_strong evidence to determine that tricyclic antidepressant treatment
(imipramine) is superior to placebo in terms of clinical improvement (defined as
reducing binge-eating by at least 50%) by the end of treatment (1 RCT; N=22; Pope,
1983**; RR: 0.30; 95% CI: 0.11 to 0.80; NNT: 2; 95% CI: 2 to 4).

There is strong evidence to determine that tricyclic antidepressants (imipramine,
desipramine) vs. placebo decrease the frequency of binge-eating by the end of treatment
(3 RCTs; N=120; Pope, 1983**; McCann, 1990°?; Walsh, 1991**%; SMD:-0.82; 95% CI: -
1.20 to -0.45).
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Variables: depression and/or interpersonal and psychosocial functioning and/or

general psychiatric symptoms

There is limited evidence to determine that antidepressant treatment (fluoxetine,
desipramine, phenelzine [withdrawn from the Spanish market], trazodone, bupropion) vs.
placebo is superior at improving depression scores by the end of treatment (6 RCTs;
N=293; McCann, 1990**; Walsh, 1991%¢, Goldstein, 1995*’; Walsh, 1987*%; Horne,
1988*%; Pope, 1989*°; SMD: -0.28; 95% CI: -0.51 to -0.05).

There is insufficient evidence to determine that there are clinically significant differences
between SSRI antidepressants (fluoxetine) and placebo in depression scores by the end of
treatment (1 RCT; N=46; Kanerva, 2001**°; SMD: -0.44; 95% CI: -1.03 to 0.14).

There is limited evidence to determine that tricyclic antidepressant treaiment
(imipramine, desipramine) is superior to placebo at improving depression scaies by the
end of treatment (3 RCT; N=120; Pope, 1983**; McCann, 1990** Walsh, i$91**; SMD:
-0.47; 95% CI: -0.83 to -0.10).

Other results

In an RCT (Beumont, 1997;Australia)* fluoxetine was coéimpared with placebo in 72
adult female outpatients with BN. The fluoxetine group obtained better results in the
reduction of binge-eating and vomiting, weight réstoration, pre-occupation with food,
EDI’s BN scores, obsession regarding slimness and body dissatisfaction. There were no
differences in depression scores.

In an RCT (Fichter, 1991; Germany)* fluoxetine was compared with placebo in 39 adult
female inpatients with BN. There were no differences in any of the outcomes measured.

In an RCT (Romano, 2002;iJSA)*® fluoxetine was compared with placebo in 150
patients (98% women) with BN under outpatient treatment. The fluoxetine group
obtained better results then the placebo group in the reduction of vomiting, binge-eating,
disordered behaviour; rituals, pre-occupation and other severe symptoms.

In two RCTs.(Fichter, 1996; Germany*’; Fichter, 1997*") fluvoxamine was compared
with placeb@ in 72 adult female outpatients with BN. The fluvoxamine group obtained
better resuits in the reduction of vomiting, purging and binge-eating frequencies when
compared with the placebo group. Both groups gained weight, with no significant
difterences between them.

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS

RCT
1++

RCT
i

RCT
1++

RCT
1+

RCT
1++

RCT
1+

RCT
1++

143



Summary of the Evidence

SRSE* The fluoxetine dose (60 mg/day) administered over 6 to 18 weeks has managed,

1++ in all moderate (1+) and high quality (1++) RCT, to reduce binge-eating and
purging as well as psychological symptoms related with eating disorders in a
short period of time.

SRSE* Fluoxetine at 60mg/day obtains better results than a 20mg/day dose (Fluoxetine
I++ Bulimia Nervosa Collaborative Study Group, 1992)*; this dose is also associated|
with relapse prevention in a study with a considerable amount of discontinuation.

SRSE* There is considerable evidence of the short-term effect of fluoxetine trveatment
1++ (60mg/day) in patients with BN. There is no evidence of the effecfiveness of
long-term treatment or the optimal duration of treatment.

SRSE* Some studies have reported remissions in a small numbet’of patients treated
1++ exclusively with pharmacological treatment, which leads us to borne in mind
that although symptoms improve, they persist in timg'and do not disappear.

SRSE* In an RCT (Walsh, 1991)**it was reported that, patients with greater body mass
1++ and weight and longer disease lengthresponded better to desipramine
treatment.

SRSE* In the study Fluoxetine Bulimia MNeivosa Collaborative Study Group,
1++ 1992*2, patients with greater weight responded better in all treatment groups.

Recommendations

(See also recommendations 9.GPH.1. to 9.GPH.6.)

B | 9.9.2.1.1. |«Patients should be informed that antidepressant treatment can reduce the
frequency of binge-eating and purging episodes but effects are not
immediate. (Adopted from recommendation 7.3.6.2. of the NICE guide).

B 119.9.2.1.2. | In the treatment of BN pharmacological treatments other than
antidepressants are not recommended. (Adopted from recommendation
1 7.3.6.4. of the NICE guide).

D | 9.9.2.1.3. | The dose of fluoxetine used in patients with BN is greater than the dose
used for treating depression (60 mg/day). (Adopted from recommendation
7.7.6.5. of the NICE guide).
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D | 9.9.2.1.4. | Amongst SSRI antidepressants, fluoxetine is the first-choice drug for
treatment of BN, in terms of acceptability, tolerability and symptom
reduction. (Adopted from recommendation 7.3.6.3. of the NICE guide).

9.9.2.2. What is the safety of antidepressants in patients with
BN?

The answer is based on the NICE CPG (2004)*, which describes the results obtained
from RCTs, on the high-quality SRSE (1++) elaborated by the AHRQ of the US (2006)*' and-on
a more recently published one by Shapiro, et al. (2007)*"". The updated search has not idetitified

any new evidence. The studies are briefly described in question 9.9.2.1.
Scientific Evidence

There is limited evidence to suggest that antidepressant treatmeni. (fluoxetine,
desipramine, imipramine, phenelzine [withdrawn from the Spanish market], trazodone,
mianserine, moclobemide) is superior to placebo in treatment dis¢ontinuation due to
adverse effects (9 RCTs; N=1.078; Pope, 1983**, 1989*°; Miichell, 1990**; Walsh,
1991%¢; 1987*¢; Kanerva, 1994%*; Goldstein, 1995*’; Fluexetine Bulimia Nervosa
Collaborative Study Group, 1992*?; Carruba, 2001*"'; RR1.90; 95% CI: 1.20 to 2.99;
NNH: 20; 95% CI: 13 to 50).

There is insufficient evidence to suggest which’types of antidepressants (fluoxetine,
desipramine, imipramine, phenelzine [withdtawn from the Spanish market], trazodone,
mianserine, moclobemide, brupopion) are well or poorly tolerated by patients with BN
(13 RCTs; Pope, 1983*, 1989*°; Mitchell, 1990*, 2001>*; Walsh, 1991**¢, 1987,
2004*; Kanerva, 1994*; Goldstein; 1995%"; Fluoxetine Bulimia Nervosa Collaborative
Study Group, 1992**; Carruba, 2601*%; McCann, 1990°?; Sabine, 1983*’; Horne, 1988**;
N=1.336; random effects modzi' RR: 0.91; 95% CI:0.72 to 1.16).

There is limited eviderice suggesting that treatment with antidepressants (fluoxetine,
desipramine) vs. piacebo favours treatment acceptability (5 RCTs Mitchell, 2001%%;
Walsh, 1991%,22004*"; Kanerva, 1994%*; Goldstein, 1995%’, Fluoxetine Bulimia
Nervosa Collaborative Study Group, 1992** N=803; RR:0.79; 95% CI: 0.67 to 0.95).

There s insufficient evidence suggesting that there are significant differences between
SSR I antidepressants (fluoxetine) and placebo in the number of patients who discontinue
treatment due to adverse effects (3 RCTs Kanerva, 1994°*; Goldstein, 1995%,
Fluoxetine Bulimia Nervosa Collaborative Study Group, 1992**; N=706; RR: 1.59; 95%
CI: 0.88 to 2.88).

There is strong evidence to determine that the dropout rate is greater in the placebo
group than in the group receiving tricyclic antidepressants (imipramine, desipramine) (4
RCTs; N=217; Pope, 1983**, Mitchell, 1990**; Walsh, 1991*°; McCann, 1990**; RR:
2.03; 95% CI: 1.18 to 3.49; NNT: 7; 95% CI: 4 to 20).
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There is insufficient evidence suggesting that there are significant differences between RCT
tricyclic antidepressants (imipramine, desipramine) and placebo in the number of 1++
patients who discontinue treatment due to adverse effects (3 RCTs; N=187; Pope,
1983*3; Mitchell, 1990**; Walsh, 1991°*; RR: 3.17; 95% CI: 0.84 to 11.90).

There is insufficient evidence to determine that there is a significant difference between RCT
MAOI antidepressants (phenelzide [withdrawn from the Spanish market] and 1++
moclobemide) and placebo in the number of patients who discontinue treatment due to
adverse effects (random effects model RR: 2.55; 95% CI: 0.20 to 33.22) or any other
reason (random effects model RR: 0.94; 95% CI: 0.50 to 1.77; based on 2 RCTs;
N=139; Walsh, 1987*; Carruba, 2001*"").

In an RCT (Beumont, 1997)* fluoxetine was compared with placebo. Adverse effectsin RCT
the fluoxetine group included: insomnia, nausea and instability, the latter being 1+
significantly more common. Depression was the most common adverse eficct in the
placebo group. No dropouts were reported.

In an RCT (Fichter, 1991)**, that compared fluoxetine vs. placebg; the experimental RCT
group showed greater tremor (significant differences). No dropouts‘were reported. 1+

In an RCT (Romano, 2002)*° fluoxetine was compargd~ with placebo. This study RCT
explored the efficacy of fluoxetine (60mg/day) in the mimber of relapses over 52 weeks. 1+
Relapses were less frequent in the placebo group (33% vs. 51% in the fluoxetine group).
Treatment discontinuation occurred more frequenily within the first 3 months of the 52

weeks of complete treatment. The same study reported a dropout rate of 83% in the
fluoxetine group and 92% in the placebo group. Rhinitis was reported to be the adverse

effect. (fluoxetine, 24 cases; placebo, 12:cases; p<0.04).

Fichter, 1996*’ and Fichter, ~1997*® compared fluvoxamine vs. placebo. @ The RCT
fluvoxamine group was assog¢iated with less relapses. However, dropouts were greater —1++
in this group than in the piacebo group (51% fluvoxamine vs. 14% placebo). There were

8 dropouts in the fluvoxamine group due to adverse effects. (The most significant were:
nausea, drowsiness atid instability.)

Summary of the Evidence

! SRSE® | The adverse effects produced by second-generation antidepressants
1++ (MAOIs) in patients with BN are similar to those that occur in other
disorders (Kennedy, 1993)*.

Recommendations

| (See recommendations 9.GPH.1. to 9.GPH.6.)
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9.9.3. Binge-Eating Disorder

9.9.3.1. What is the efficacy of antidepressants in patients with BED?

The answer is based on the NICE CPG*, which describes RCT results based on variables of
interest, on the high-quality SRSE (1++) elaborated by the AHRQ of the US (2006)* and on a
more recently published one conducted by Brownley, et al. (2007)**. The updated search has not

identified any new evidence.

Variable: BMI

There is evidence suggesting that there are no clinically significant differences between RCT

antidepressants (fluoxetine, imipramine, sertraline) and placebo in terms of body weight
(BMI when possible) by the end of treatment (3 RCTs; N=95; Arnold,2002*";"McElroy,
2000**; Laederach, 1999°*; SMD: 0.00; 95% CI: -0.42 to 0.42).

Variable: reduction / remission of binge-eating and purging

There is limited evidence to determine that there are c¢linically significant differences
between antidepressants (fluoxetine, fluvoxamine, sertraiine, imipramine and citalopram)
and placebo in favour of antidepressants in terms-<of binge-eating remission (4 RCTs;
N=217; Arnold, 2002*"; McElroy, 2000°*; 2003°*; Hudson, 1998**; RR: 0.75; 95% CI:
0.62 to 0.90; NNT: 5; 95% CI: 4 to 13) and-ieduction of binge-eating frequency by the
end of treatment (4 RCTs; N=122; Arnold,2002*"'; McElroy, 2000°*2, 2003**; Laederach,
1999°%; SMD: -0.59; 95% CI: -0.96 t0.x0.22).

There is limited evidence to suggest that there are clinically significant differences
between tricyclic antidepressants (imipramine) and placebo in favour of tricyclic
antidepressants in terms "6t reducing the frequency of binge-eating by the end of
treatment (1 RCT; N=29:)Laederach, 1999°*; SMD: -0.77; 95% CI: -1.53 to -0.01).

Variable: depression

There is insufficient evidence to determine that tricyclic antidepressants (imipramine) are
superiofto placebo in terms of reducing depression scores (1 RCT; N=29; Laederach,
1996; SMD: -0.73; 95% CI: -1.49 to 0.02).

Other results

An RCT (Pearlstein, 2003; USA)** compared fluvoxamine (average dose 239 mg/day) vs.
placebo over 12 weeks in 20 adult outpatients (88% women) with BED. There were no
differences between both groups in terms of frequency of binge-eating, but both groups
showed a decrease in frequency of binge-eating, loss of body weight and size and
reduced self-reported depression.
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An RCT (Appolinario, 2003; Brazil)’”” compared sibutramine vs. placebo in outpatients RCT
with BED (88% women; mean age 35.2 to 36.6). Sibutramine is associated with
decreased depressive behaviour and is superior to placebo in reducing the frequency and
severity of binge-eating episodes. In the placebo group weight gain was observed during

and by the end of treatment. In the group treated with the drug, weight loss by the end of
treatment was reported.

Summary of the Evidence

SRSE* In short-term RCTs with SSRI antidepressants, the group treated with these

1++ drugs presents better results in the reduction of symptoms related with:cating
disorders, in behaviour, weight and severity of the disease. The clinical impact
of these conclusions cannot be judged due to the lack of data ‘an total BED
remission and on follow-up.

SRSE* Low doses of imipramine as a complementary sirategy to nutritional
1++ counselling and psychological therapy are associatedcwith reduced binge-eating
and weight loss that is sustained after drug discontititiation.

Recommendations

(See also recommendation 9.GPH.6.)

B | 9.9.3.1.1. | SSRI antidepressant treatment can be offered to a patient with BED,
regardless of whether he/she follows a guided SH programme or not.
(Adopted from recommendation 8.3.5.1. of the NICE guide).

B | 9.9.3.1.2. | Patienfs must be informed that SSRI antidepressant treatment can reduce
the‘frequency of binge-eating, but the duration of long-term effects is
unknown. Antidepressant treatment may be beneficial for a small number
v of patients. (Adopted from recommendation 8.3.5.2. of the NICE guide).

9.8.3.2. What is the safety of antidepressants in patients with BED?

The answer is based on the NICE CPG (2004)*, which describes the results of RCTs, on
the high-quality SRSE (1++) elaborated by the AHRQ of the US (2006)* and a more recently
published one carried out by Brownley, et al. (2007)**. The updated search has not identified
any new evidence. Studies are briefly described in question 9.9.3.1.
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Scientific Evidence

There is insufficient evidence to determine if there is a clinically significant difference
between antidepressants (fluoxetine, fluvoxamine, sertraline, imipramine and
citalopram) and placebo in treatment discontinuation for any reason (5 RCTs; N=248;
Arnold, 2002*'; McElroy, 2000*, 2003°**; Hudson, 1998°*; Laederach, 1999°”; random
effects model RR: 1.02; 95% CI: 0.43 to 2.42).

There is insufficient evidence to determine if there is a clinically significant difference
between antidepressants (fluoxetine, fluvoxamine, sertraline) vs. placebo in treatment
discontinuation due to adverse effects (3 RCTs; N=176; Arnold, 2002*"'; McElroy,
2000**; Hudson, 1998°; RR: 2.48; 95% CI: 0.74 to 8.39).

There is insufficient evidence to determine if there is a clinically significant difference
between antidepressants (fluoxetine, fluvoxamine, sertraline and citglopram) and
placebo in treatment discontinuation for any reason (4 RCTs; N=217;“Arnold, 2002*";
McElroy, 2000°, 2003**; Hudson, 1998°”; random effects mode!”RR: 1.02; 95% CI:
0.39 to 2.68) or as a result of adverse effects by the end of treairnent (3 RCTs; N=183;
Arnold, 2002*"'; McElroy, 2003**; Hudson, 1998*”; RR: 3.03: 95% CI: 0.84 to 10.86).

There is insufficient evidence to determine if there is 4 Clinically significant difference
between tricyclic antidepressants (imipramine) and‘placebo in treatment discontinuation
due to adverse effects or any other reason (1 RC7; N=31; Laederach, 1999°*; RR: 1.07;
95% CI: 0.07 to 15.57).

In an RCT (Pearlstein, 2003)* that. compared fluovoxamine with placebo, 20% of
participants dropped out of treatment:

In an RCT (Appolinario, 20033%) 23% of participants in the sibutramine group and 17%
of participants in the placeb¢ group dropped out of treatment. The adverse effects of
sibutramine were: dry mgiith (22 cases); headache (6); constipation (7). In the placebo
group: dry mouth (3); headache (14); constipation (0) (p<0.01). Other adverse effects do
not differ significantiy between groups (nausea, insomnia, sweating, lower back pain,
depressive behaviour, distress, etc).

Rec¢ommendations

RCT
1++

RCT
1++

RCT
1++

RCT
1++

RCT
1++

| (See recommendations 9.GPH.1. to 9.GPH.6.)
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9.10. Antipsychotics

Evidence in AN has been identified for the following Antipsychotics:
sulpiride, pimozide and olanzapine.

9.10.1. Anorexia nervosa

9.10.1.1. What is the efficacy of Antipsychotics in patients with AN?

The answer is based on the NICE CPG (2004)*and on a high-quality SRSE (1++)
(Dunican,2007)**®. The updated search has not yielded any new evidence.

Scientific Evidence

There is insufficient evidence to determine that ant psychotics (pimozide-4nd sulpiride)

RCT

have an impact on body weight vs. placebo during multimode treatmgnt of inpatients  1++
with AN (2 crossed studies; N=32; pimozide [Vandereycken, 19&2]” and sulpiride
[Vandereycken, 1984]*").

There is insufficient evidence to determine that there is any significant difference RCT
between antipsychotics and antidepressants in terms of sveight gain in cases of AN. 1++

Summary of the Evidence

SRSE™
1++

In some of the case series and in most of the RCTs, patients with AN gained
weight while réceiving treatment with olanzapine, achieving healthy weight in
many cases, Reported cases and RCTs identified additional benefits of
olanzapiae, including the reduction of delusional beliefs, improvement of body
self-iimage, decrease of agitation and anxiety prior to meals, improvement of
sleep, depressive symptoms and treatment adherence and other symptoms
related with eating disorders.

SREE™
|++

Preliminary evidence supports the use of olanzapine for the treatment of AN,
demonstrating that a 2.5 to 15 daily mg dose promotes weight gain and has
positive effects on related psychological symptoms. The limitations of the data
analysed are: small sample, high dropout rate in the RCT and the open design
of the RCT.

Summary of the Evidence

| (See also recommendations 9.GPH.1. to 9.GPH.6.)
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9.10.1.2. What is the safety of Antipsychotics in patients with AN?

The answer is based on the NICE CPG (2004)*. The updated search has not yielded any new
evidence.

Scientific Evidence

There is insufficient evidence, stemming from 2 small studies, to determine if there isa RCT
clinically significant difference between antipsychotics (pimozide and sulpiride) and 1++
placebo in terms of dropout rate due to adverse effects or any other reason by the end of
treatment (2 crossed studies; N=32; pimozide [Vandereycken, 1982]* and sulpiride
[Vandereycken, 1984]*").

Recommendations

| (See recommendations 9.GF.1.to 9.GPH.6.)

9.11. Appetite stimulants (orexiget:s)

Of the group of appetite stimulants,-¢vidence of cyproheptadine in AN has been
identified. No evidence has been identified ot the use of pizotifen (also an appetite stimulant) in
AN.

9.11.1. What is the efficacy of cyproheptadine in patients with AN?

The answer is based.on en la NICE CPG (2004)*. The updated search has not yielded any
new evidence.

Scientific Evidence

There is insufficient evidence to determine that Antipsychotics or antihistamines RCT
(cyprohegptadine) have any impact on body weight when compared to placebo in patients — 1++
with AN who are under inpatient management and under multimode treatment when
coimpared to placebo (2 RCTs; N=177; Goldberg, 1980°"; Halmi, 1986*?).

Recommendations

| (See recommendations 9.GPH.1 to 9.GF.6)
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9.11.2. What is the safety of cyproheptadine in patients with AN?

The answer is based on the NICE CPG (2004)*. The updated search has not yielded any new
evidence.

Scientific Evidence
There is insufficient evidence to determine that antidepressants, antihistamines or RCT

antipsychotics are more or less acceptable to patients with AN when compared to  1++
placebo or wait-list.

There is insufficient evidence to determine that antidepressants, antihistamines-or, RCT
antipsychotics produce more or less adverse effects in patients with AN when compared 14+
with placebo or wait-list.

Recommendations

| (See recommendations 9.GPH.1. to 9.GPH.6.)

9.12. Opioid antagonists

Evidence has been found for the feliowing opioid antagonist in the treatment of BN:
naltrexone. No evidence on the use.@f naloxone (also an opioid antagonist) in BNT/BED
treatment has been found.
9.12.1. Bulimia netvosa
9.12.1.1. What ig:the efficacy of naltrexone in patients with BN?

The angwer is based on the NICE CPG (2004)*. The updated search has not yielded any
new evidence.
Scientific Evidence

There is insufficient evidence to determine that opioid antagonists (naltrexone) are RCT
more or less effective when compared to placebo in women with mean age 25 years 1++
diagnosed with BN (2 RCT; N=28; Huseman, 1990°'%; Mitchell, 1989°).

Recommendations

| (See recommendations 9.GPH.1. to 9.GPH.6.)
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9.12.1.2. What is the safety of opioid antagonists in patients with BN?

The answer is based on the NICE CPG (2004)*. The updated search has not yielded any new
evidence.

Scientific Evidence
There is insufficient evidence to determine that opioid antagonists (naltrexone) are more RCT
or less acceptable to patients when compared to placebo in women with mean age 25  1++

years who have been diagnosed with BN (2 RCTs; N=28; Huseman, 1990*"*; Mitchell,
1989°7).

Recommendations

| (See recommendations 9.GPH.1. to 9.GPH.6.)

9.13. Topiramate

9.13.1. Bulimia nervosa

9.13.1.1. What is the efficacy of topiraiviate in patients with BN?

Evidence is based on the high-quality SRSE (1++) elaborated by the AHRQ of the US
(2006)*' and also on a more recently published high-quality SRSE (1++) (Shapiro, et al., 2007)*".
The updated search has not identifiedany new evidence.

Scientific Evidence

2 RCTs (Hoopes, 2003;;USA’"; Hedges, 2003; USA’") compared topiramate vs. placebo RCT
in 68 adult patients ¥97% women) with BN who were being treated on an outpatient 1+
basis. The propeition of abstinence from binge-eating and purging was 22.6% in the
topiramate gioup and 6% in the placebo group, a non-significant difference. The
topiramate group was associated with significant reduction of anxiety but not depression,

and with a greater tendency towards weight loss. The control group had a tendency
towards weight gain.

Recommendations

| (See recommendations 9.GPH.1. to 9.GPH.6.)

153

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS



9.13.1.2. What is the safety of topiramate in patients with BN?

Evidence is based on two RCTs included in the high-quality SRSE (1++) elaborated by
the AHRQ of the US (2006)’' and also on a more recently published high-quality SRSE (1++)
conducted by Shapiro, et al. (2007)*"". The updated search has not identified any new evidence.
The studies are briefly described in question 9.13.1.1.

Scientific Evidence
In the two previous RCTs (Hoopes, 2003°"*; Hedges, 2003°") one case of adverse effect RCT
was reported in the form of facial rash and irritability in the topiramate group. The . “i+

overall dropout rate was higher (47%) in the placebo group than in the topiramate group
(34%).

Recommendations

| (See recommendations 9.GPH.1. to 9.GPH.6.)

9.13.2. Binge-Eating Disorder
9.13.2.1. What is the efficacy of topiramaie in patients with BED?

The answer is based on the NICE PG (2004)*, on the high-quality SRSE (1++)
elaborated by the AHRQ of the US (2006)*"and on a more recently published high-quality SRSE

(1++) conducted by Brownley, et al. {2007)**. The updated search has no identified any new
evidence.

Scientific Evidence

In an RCT (McElroy;-2003; USA)*™ topiramate (average dose 212 mg/day) was RCT
compared to placebg<n 61 patients with eating disorders over 14 weeks on an outpatient 1+
basis. Patients.who received topiramate presented remission of binge-eating and
significant reduction of its frequency. There were significant differences in weight loss
between the”group treated with topiramate (5.9 kg) and the placebo group (1.2 kg).

There vzore no differences between groups in terms of depression scores *'.

There is limited evidence to suggest that there may be a clinically significant difference RCT
between topiramate and placebo in the remission of binge-eating by the end of treatment  1++
(1 RCT; N=61; McElroy, 2003**; RR: 0.56; 95% CI: 0.34 to 0.92; NNT: 4; 95% CI: 2 to

15).

Recommendations

| (See recommendations 9.GPH.1. to 9.GPH.6.)
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9.13.2.2. What is the safety of topiramate in patients with BED?

The answer is based on the NICE CPG™, where the results of RCTs are described based
on variables of interest, on the high-quality SRSE (1++) elaborated by the AHRQ of the US
(2006)*' and on a more recently published high-quality SRSE (1++) conducted by Brownley, et
al. (2007)**. The updated search has no identified any new evidence. The studies are briefly
described in question 9.13.2.1.

Scientific Evidence

There is insufficient evidence to determine that there are clinically significant . RCT
differences between topiramate (anticonvulsant) and placebo in the number of patients - 1++
who drop out of treatment for any reason (RR: 1.21; 95% CI: 0.67 to 2.16) or due to
adverse effects (RR: 2.07; 95% CI: 0.57 to 7.52) based on 1 RCT (I RCT:-N=61;
McEnroy, 2003)**.

According to An RCT (McElroy, 2003)**, the following adverse effeciz were reported: RCT
headache, paresthesia and amenorrhoea in the topiramate group. In-the placebo group: 1+
cramps, sedation and testicular pain. The overall dropout rate was'47% in the topiramate

group and 39% in the placebo group.

Recommendations

| (See recommendations 9.GPH.1. to 9.GPH.6.)

0.14. Atomoxetine

9.14.1. What is the efficacy of atomoxetine in patients with
eating disordgrs?

%)

No evidence -has been found in the NICE CPG (2004)” or in the high-quality SRSE "'
The updated search has identified one RCT.

45

Scienitific Evidence

One RCT (McElroy, 2007)’"° compared atomoxetine (40-120 mg/day doses; N=20) vs. RCT
control group (N=19) over 10 weeks in a group of patients with BED (age: 18 to 65 1+
years). The group treated with atomoxetine significantly reduced the weekly frequency of
binge-eating (p=0.018), the daily frequency of binge-eating (p=0.003) and the disease

scale (p=0.015). No significant differences were found in other results. 30% of patients

in the treated group and 45% in the placebo group did not complete the study.
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Recommendations

| (See recommendations 9.GPH.1. to 9.GPH.6.)

9.14.2. What is the safety of atomoxetine in patients with
eating disorders?

The answer is based on the RCT described in the question regarding efficacy.
Scientific Evidence

An RCT (McElroy, 2007)"° compared atomoxetine (40 a 120 mg/day dgses; N=20) vs.
control group (N=19) over 10 weeks in a group of patients with BED (age: 18 i 65 years). There
were 3 dropouts due to adverse effects in the treated group (depressive gytnptoms, constipation
and agitation) and 1 in the placebo group. Atomoxetine is effective and well tolerated in the short-
term treatment of BED. RCT 1+

Recommendations

| (See recommendations 9.GPH.1. to 9.GPH.6.)

9.15. Antiemetics

9.15.1. Bulimia nervosa
9.15.1.1. What is the &fficacy of ondansetron in patients with BN?

The answer i3, based on the NICE CPG (2004)*, on the high-quality SRSE (1++)
elaborated by the. AHHRQ of the US (2006)*' and on a more recently published high-quality SRSE
(1++) conducted by Shapiro, et al. (2007) *"'. The updated search has no identified any new
evidence.

Scientific Evidence

An RCT (Faris, 2000; USA)’” compared ondansetron treatment to placebo in adult RCT
females with BN (N=26) who were being treated on an outpatient basis over 4 weeks. 1++
In the ondansetron group frequency of binge-eating and purging decreased significantly

and the restoration of a well-balanced diet improved. There are no measures of
depression or anxiety. There are no differences in patients’ weight changes.
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Summary of the Evidence

CPG*

There is insufficient evidence to determine that antiemetics (ondansetron) are
more or less effective when compared to placebo (2 RCTs; N=37; Faris, 1998°",
2000°"7).

Recommendations

| (See recommendations 9.GPH.1. to 9.GPH.6.)

9.15.1.2. What is the safety of ondansetron in patients with BN?

The answer is based on the NICE CPG (2004)*, on the high-quatity SRSE (1++)
elaborated by the AHRQ of the US (2006)’' and on a more recently published high-quality SRSE
(1++) conducted by Shapiro, et al. (2007) *"'. The updated search has no identified any new
evidence. The study is briefly described in question 9.15.1.1.

Scientific Evidence

In an RCT (Faris, 2000)*", one participant dropped out of ireatment in the ondansetron RCT
group and there were no dropouts in the placebo greop. No adverse effects were 1++
reported.
Summary of the Evidence
CPG* There is insufficient evidence to determine that antiemetics (ondansetron) are

more or less aceeptable vs. placebo (2 RCTs; N=37; Faris, 1998°”7, 2000°").
Recommendaticns
| (See recommendations 9.GPH.1. to 9.GPH.6.)
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SUMMARY OF THE EVIDENCE FOR
PHARMACOLOGICAL TREATMENT

(QUESTIONS 9.9. t0 9.15.)

SRSE* Dropout rates in the RCT assessing pharmacological treatments ranged from
1++ 0% to 51% of treated cases. No drug in particular showed a greater relapse rate
than others.

Anorexia nervosa

SRSE? The literature relating to medication in AN is scarce and inconclugive.
1++

Binge-Eating Disorder

SRSE? There is moderate evidence that supports the role of drugs in the treatment of BED
1++

GENERAL RECOMMENDATIONS FOR THE
PHARMACOLOGICAL TREATMENT OF EATING
DISORDERS

(QUESTIONS 9.9..159.15.)

Anorexia néfrvosa

D | 9.GPH.1.| Pharmacological treatment is not recommended as the only primary
treatment in patients with AN. (Adopted from recommendation 6.3.6.1. of
the NICE guide).

“D | 9.GPH.2.| Caution should be exercised when prescribing pharmacological treatment
for patients with AN who have associated comorbidities such as obsessive-
compulsive  disorder (OCD) or depression. (Adopted from
recommendation 6.3.6.2. of the NICE guide).

D | 9.GPH.3. Given the risk of heart complications presented by patients with AN,
prescription of drugs whose side effects may affect cardiac function must
be avoided. (Adopted from recommendation 6.3.6.4. of the NICE guide).
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D | 9.GPHA4.

If drugs with adverse cardiovascular effects are administered, ECG
monitoring of patients should be carried out. (Adopted from
recommendation 6.3.6.3. of the NICE guide).

D | 9.GPH.S.

All patients with AN must be warned of the side effects of
pharmacological treatments. (Adopted from recommendation 6.3.6.5. of
the NICE guide).

Binge-Eating Disorder

D | 9.GPH.6

In the absence of evidence to guide the management of BED, it is
recommended that the clinician treat the patient based on the eating problem
that most closely resembles the patient’s eating disorder zccording to BN or
AN guides. (Adopted from recommendation 8.2.7.1. ¢fthe NICE guide).
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COMBINED INTERVENTIONS

This section describes the evidence for the efficacy and safety of combined interventions,
whether they are psychological or pharmacological, in the treatment of eating disorders.
Occasionally, the experimental and control groups receive one or more treatments.

9.16. What is the efficacy and safety of combined
interventions in patients with eating disorders?

9.16.1. Anorexia nervosa

9.16.1.1. What is the efficacy and safety of combined interventions
in patients with AN?

The answer is based on the NICE CPG (2004)*, which describes the results from the
RCT according to variables of interest. There are no results regeiting combined interventions
neither in the quality systematic review of scientific evidence {1:++) elaborated by the AHRQ of
the US (2006)* nor in the more recent one conducted by Bulik, et al. (2007)**. The updated
search has identified two new 2 RCTs.

The revised literature does not inform on the.adverse effects declared over the
course of the RCT that studied combined interveitions on AN.

Scientific evidence

In patients whose clinical picture iS-not as severe as to require emergency treatment, RCT
there is insufficient evidence on whether to administer an outpatient psychological — 1++
treatment or to proceed tc- @ complete hospitalisation for administration of such
treatment (group therapy-FT-NC vs. individual therapy-NSFT-NC) according to 1

RCT (N=90; Crisp, 1991)*.

An RCT (Brambilla, 2007, Italy)'® comprised of 30 women with AN receiving RCT
outpatient treatment compared CBT-olanzapine (daily doses 2.5 mg during the first 1++
month an&5 mg the two following months) N=15 (8 restrictive type AN [AN-R] and
7 buliaic-purging type AN [AN-BP]) vs. CBT-placebo, N=15 (10 AN-R and 5 AN-
BP); There were no significant differences between the two groups in BMI or in the
EDI questionnaire score. However, AN-BP treated with CBT-olanzapine improved
the BMI score significantly (p=0.01) as compared with other groups. Both groups
showed significant improvement in The Yale Brown Cornell for Eating Disorder
Rating Scale (p=0.08) score. Differences were not significant upon stratification of the
groups. Both groups obtained a significant in the measurement of aggressiveness
(CBT-olanzapine: p=0.006 vs. CBT-placebo: p=0.05) and depression (CBT-
olanzapine: p=0.01 vs. CBT-placebo: p=0.01). Upon stratification of the groups, AN-
BP treated with CBT-olanzapine obtained better results in aggressiveness (p=0.05)
than AN-R. There were no differences between these groups in terms of depression.
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The CBT-olanzapine group obtained better results in the TCI questionnaire (7he
Temperament and Character Inventory) (p=0.007) as compared with placebo. Upon
stratification of AN-R treated with CBT-olanzapine, this type of AN obtained better
results than the other groups (p=0.04). The concentration of hemovallinic acid
increased significantly in the group treated with CBT-olanzapine. There was no
correlation between the concentration of hemovallinic acid and psychopathological

parameters. Pharmacological treatment may improve significantly specific aspects of
AN.

An RCT (Brambilla, 2007; Italy)319 comprised of 20 women with AN RCT
receiving outpatient treatment (mean age: 23 years) compared CBT-nutritional 1+
rehabilitation programme-olanzapine (N=10) vs. CBT-nutritional
rehabilitation programme-placebo (N=10) administered over 3 months
(olanzapine: 2.5 mg 1 month and 5 mg 2 months). BMI increased significantiy

in both groups but without differences between them. Leptine and glireline
concentrations did not change throughout the treatment course--and no
correlation was observed between plasma levels and BMI. Data stggest that

the increase in BMI of subjects treated with olanzapine cannot b¢ attributed to

the administration of this drug. Leptine and ghreline -sctretion was not
accountable for such changes.

An RCT (Walsh, 2006; USA)™, comprised of a group-ei patients with AN (N=93) RCT
with a minimum BMI of 19.0 in a day hospital, compaied CBT-fluoxetine (N=49) vs.  1++
CBT-placebo (N=44) over one full year. A similar percentage of patients from both
groups (fluoxetine: 26.5% vs. placebo: 31.5%;-p=0,57) maintained the BMI score
(>18.5) and continued in the study for a further 52 weeks. There were no significant
differences in relapse time between both“groups. (p=0.64). This study failed to show

that treatment with fluoxetine benefits patients with AN after recovery of body
weight.

9.16.2. Bulimia nervosa

9.16.2.1. What is the efficacy of combined interventions in patients with
BN?

Theranswer is based on the NICE CPG (2004)*, which describes the results yielded by
RCT “according to variables of interest and in the high-quality SRSE (1++) elaborated by the
AHRQ of the US (2006)*" and in a more recent publication (Shapiro, et al. 2007)*"". The updated
search has not identified any new evidence.

In the case of BN, there are some RCTs that compare treatment with antidepressants
against a combination of antidepressants and psychological therapy. Other RCTs also compare
single psychological therapy against a combination of single psychological therapy and
antidepressants.
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Antidepressants vs. antidepressants-psychological therapy
Variables: reduction / remission of binge-eating and purging

There is insufficient evidence to show that antidepressants (desipramine, fluoxetine,
imipramine) differ from the combination of CBT-antidepressants with regard to remission
of binge eating episodes (5 RCTs; N=291; Leitenberg, 1994%'; Jacobi, 2002°%;
Goldbloom, 1997°%; Agras, 1992°*; Walsh, 1997%*; randomised effects model RR: 1.29;
95% CI: 0.99 to 1.69) and remission of purging episodes (5 RCTs; N=199; Leitenberg,
1994*'; Jacobi, 2002°*; Goldbloom, 1997°*; Agras, 1992**; Walsh, 1997**; randomised
effects model RR: 1.23; 95% CI: 0.93 to 1.64) at treatment completion.

There is strong evidence to determine that the combination antidepressants-CBT,-vs.
antidepressants (desipramine, fluoxetine) is suitable to reduce the frequency.aof binge-
eating episodes (4 RCTs; N=133; Jacobi, 2002°*; Goldbloom, 1997**; Agras, 1992°*;
Walsh, 1997%3; SMD: 0.55; 95% CI: 0.21 to 0.90) but limited to reduce the-irequency of
purging episodes at treatment completion (5 RCTs; N=141; Leitengerg, 1994*'; Jacobi,
2002°%2; Goldbloom, 1997°%; Agras, 1992°*; Walsh, 1997*; SMD: €:49; 95% CI: 0.15 to
0.83).

There is insufficient evidence to show that antidepressaiis (desipramine, fluoxetine)
differ from the combination of CBT-antidepressants with regard to remission and
frequency of binge eating episodes (2 RCTs; N=817 Jacobi, 2002**; Agras, 1992***; RR:
1.12; 95% CI: 0.88 to 1.42), (1 RCT; N=21; Agras, 1992°**; SMD: 0,29; 95% CI: -0.58 to
1.15), respectively, and in the remission anc irequency of purging episodes (3 RCTs;
N=95; Leitenberg, 1994**'; Jacobi, 2002°*; )Agras, 1992°*; RR: 1.10; 95% CI: 0.87 to
1.39), (2 RCTs; N=29; Leitenberg, 1994; Agras, 1992**; SMD: 0.46; 95% CI: -0.31 to
1.23) at post-treatment follow up, respectively.

There is insufficient evidence o show that antidepressants (fluoxetine) differ from the
combination of SH-antidepressants with regard to remission and frequency of binge-
eating episodes (1 RCT; WN=47; Mitchell, 2001**; RR: 1.11; 95% CI.0.83 to 1.48), (1
RCT; N=34; Mitchell,2001**; SMD: 0.37; 95% CI: -0.24 to 0.97) and remission and
frequency of purging episodes (1 RCT; N=47; Mitchell, 2001**; RR:1.11; 95% CI: 0.83
to 1.48), (1 RCT; N=34; Mitchell, 2001**; SMD: 0.31; 95% CI:-0.29 to 0.91)
respectively;at treatment completion.

There'is insufficient evidence to show that antidepressants (desipramine) differ from the
combination de SFP-antidepressants with regard to remission and frequency of binge
sating episodes (RR: 0.95; 95% CI: 0.75 to 1.21), (SMD: -0,29; CI 95%: -0.85 to 0.27)
and remission and frequency of purging episodes (RR: 0.95; 95% CI:0.75 to 1.21 and
SMD: 0.26; 95% CI: -0.30 to 0.83) respectively at treatment completion according to 1
RCT (N=50; Walsh, 1987)*,

Variable: depression

There is insufficient evidence to show that the combination of CBT-antidepressants
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(desipramine, fluoxetine) differs from antidepressants alone in depression scores (4
RCTs; N=125; Jacobi, 2002***; Goldbloom, 1997°*;Agras, 1992**; Walsh, 1997**; SMD:
0.31; 95% CI: -0.05 to 0.66) and in generalized psychiatric symptoms (2 RCTs; N=85;
Jacobi, 2002**;Walsh, 1997*; SMD: 0.10; 95% CI: -0.33 to 0.53) at treatment
completion.

There is insufficient evidence to show that treatment with antidepressants (desipramine)
differs from SFP-antidepressants with regard to the score obtained on depression (SMD:
0.26; 95% CI: -0.30 to 0.83) and in generalized psychiatric symptoms (SMD: -0.22; 95%
CI: -0.78 to 0.34) at treatment completion according to 1 RCT (N=50; Walsh, 1997)*.

Psychological Therapy vs. Antidepressants-Psychological
therapy

Variables: reduction / remission of binge-eating and
purging

There is insufficient evidence to show that CBT differs from cotabination of CBT-
antidepressants (desipramine, fluoxetine, imipramine) with regaid to remission and
frequency of binge-eating (5 RCTs; N=225; Jacobi, 2002°%- Agras, 1992°*; Walsh,
1997%; Fichter, 1991%; Goldbloom, 1997°**; randomised effzcts model RR:1.09; 95% CI:
0.83 to 1.42), (5 RCTs; N=185; Jacobi, 2002°%; Agras, 1992°**; Walsh, 1997*; Fichter,
1991*%; Goldbloom, 1997°*; SMD: 0.38; 95% CI: 0-09“to 0.68) and remission of purging
episodes (5 RCTs; N=199; Jacobi, 2002°*; Agras, 1992°**; Walsh,1997**; Leitenberg,
1994*'; Goldbloom, 1997°*; RR: 0.94; 95% CI-8.69 to 1.28) at treatment completion.

There is insufficient evidence to showcthat CBT differs from the combination CBT-
antidepressants (desipramine, fluoxetini¢) with regard to remission and frequency of binge
eating episodes (2 RCTs; N=84; Jacobi, 2002°**; Agras, 1992***; RR: 0,86; 95% CI:0.64 to
1.14), (1 RCT; N=32; Agras, 1992***; SMD: -0.19; 95% CI: -0.94 to 0.56) and remission
of purging episodes (3 RCTs¥' N=98; Jacobi, 2002°*; Agras, 1992**; Leitenberg,1994*';
RR: 0.87; 95% CI: 0.6&10 1.13), (2 RCTs; N=43; Leitenberg, 1994*'; Agras 1992,
SMD: -0.27; 95% CI: -0.90 to 0.37) at post-treatment follow up.

There is insufficient evidence to show any differences between SH vs. SH-antidepressants
(fluoxetine)-with regard to remission and frequency of binge eating episodes (1 RCT;
N=43; Miichell, 2001**; RR: 1.01; 95% CI: 0.73 to 1.41), (1 RCT; N=40; Mitchell,
2001%%SMD: 0.20; 95% CI: -0.43 to 0.82) and remission and frequency of purging
epispdes (1 RCT; N=43; Mitchell 2001>%; RR: 1.01; 95% CI: 0.73 to 1.41), (1 RCT;
N=40; Mitchell, 2001**; SMD: 0.36; 95% CI: -0.27 to 0.98) at treatment completion.

There is insufficient evidence to show that SFT-antidepressants (desipramine) differs
from SFT alone with regard to remission and frequency of binge-cating episodes (RR:
1.00; 95% CI: 0.73 to 1.38; SMD: -0.07; 95% CI: -0.66 to 0.52) and in remission and
frequency of purging episodes (RR: 1.05; 95% CI: 0.85 to 1.30; SMD: 0.25; 95% CI: -
0.35 to 0.84) at treatment completion according to 1 RCT (N=44; Walsh, 1997)**.
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There is insufficient evidence to show that NC differs from its combination with
antidepressants (fluoxetine) with regard to remission and frequency of binge-eating
episodes (1 RCT; N=67; Beumont, 1997** RR: 0.97; 95% CI: 0.62 to 1.54), (1 RCT;
N=65; Beumont, 1997**; SMD: -0.17; 95% CI: -0.66 to 0.31) and in remission and
frequency of purging episodes (1 RCT; N=77; Beumont, 1997**; RR: 0.97; 95% CI: 0.62
to 1.54), (1 RCT; N=65; Beumont, 1997**; SMD: 0.34; 95% CI. -0.15 to 0.84) at
treatment completion.

There is insufficient evidence to show that NC differs from its combination with
antidepressants (fluoxetine) with regard to remission and frequency of binge-eating
episodes (1 RCT; N=67; Beumont, 1997**; RR: 0.70; 95% CI: 0.50 to 0.97; NNT: 4; 95%
CI: 3 to 25), (1 RCT; N=40; Beumont, 1997**; SMD: -0.08; 95% CI: -0.71 to 0.54) and six
remission and frequency of purging episodes (1 RCT; N=67; Beumont, 1997**; RR: (:70;
CI1 95%: 0.50 to 0.97; NNT: 4; 95% CI: 3 a 25), (1 EC; N=40; Beumont, 1997%} SMD:-
0.05; 95% CI: -0.68 to 0.58) at treatment completion.

Variable: depression

There is insufficient evidence to show that CBT-antidepressants (d¢sipramine, fluoxetine)
differ from CBT alone with regard to depression (5 RCTs; N=179; Fichter,1991**; Jacobi,
2002°2, Goldblomm, 1997**,Agras, 1992*** Walsh, 1997%*-SMD: 0.18; 95% CI: -0.12 to
0.48) and generalised psychiatric symptoms (2 RCTSs;" N=85; Jacobi,2002°**; Walsh,
1997%; SMD: -0.09; 95% CI: -0.52 to 0.34) at treatzbent completion.

There is insufficient evidence to show SFT-antidepressants (desipramine) differs from
SFT alone with regard to depression (SMD: 0:37; 95% CI: -0.22 to 0.97) and generalised
psychiatric symptoms (SMD: 0.00; 95%-C1: -0.59 to 0.59) at treatment completion,
according to 1 RCT (N=44; Walsh, 1997)*.

There is insufficient evidenceCfo show that NC differs from its combination with
antidepressants (fluoxetine)-‘@n depression at treatment completion (1 RCT; N=67;

Beumont, 1997**; SMD::0:25; 95% CI: -0.23 to 0.73) and in the follow up after treatment
(1 RCT; N=40; Beumcnt, 1997**; SMD: 0.30; 95% CI: -0.34 to 0.93).

Other results

An RCT (Goldbloom, 1997; Canada)** compared fluoxetine (60 mg/day) vs. CBT vs.
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fluexetine (60 mg/day)-CBT in 60 adult women with BN receiving outpatient treatment for 12
weeks. At 12 weeks no differences were found among the groups in the measurements relating to
reeding. The 3 interventions improved the main bulimic symptoms. The combination (fluoxetine

60mg/day-CBT) and CBT alone achieved better results than fluoxetine alone to reduce binge-

eating and purging episodes, both subjective and objectively, as well as thoughts relating to
abstinence or remission.

The scores achieved in the depression scale and the weight did not show any differences among

the 3 groups.
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An RCT (Walsh, 2004; USA)*** compared fluoxetine vs. placebo vs. GSH vs. fluoxetine-
GSH in 91 adult women diagnosed with BN undergoing outpatient BN. Fluoxetine
alone and in combination with GSH achieved better results to reduce purging, binge-
eating, food restriction and depression than those observed in other groups.

An RCT (Mitchell, 2001; USA)** compared fluoxetine vs. placebo vs. SH wvs.
fluoxetine-SH in 91 adult women with BN receiving outpatient treatment. Fluoxetine
was associated with a higher decrease in the number of purging episodes as compared
to placebo, but not so in the number of binge-eating episodes. There are no significant
differences in depression, and neither in remissions nor abstinence.

In 2 RCTs (Agras, 1992; USA324 and Agras, 1994325) compared desipramine (for.j6
weeks) vs. desipramine (24 weeks) vs. desipramine-CBT (16 weeks) vs. desipramine-
CBT (24 weeks) vs. CBT alone (24 weeks) in 71 adult women with BN undergoing
outpatient treatment. The combined treatment of 16 and 24 weeks was mete’ effective
than desipramine alone to decrease binge-eating and purging episodes. The combined
treatment of 24 weeks was more effective in the patient’s concerns over-the diet and the
feeling of hungriness. There were no differences in remission or aBstinence, neither in
the weight. Depression was not reported. At one year follow up, the 24 week
combination and CBT alone were better than the 16 ‘week combination and
desipramine alone to reduce the number of binge-eating:-and purging episodes. Of the
patients who presented remission or abstinence at treatthent completion, between 78%
and 100% maintained the effect at the 1 year follow up. This was only observed in
cases in which treatment had been combined.

2 RCTs (Walsh, 1997**; Wilson, 1999**) comipared CBT-placebo vs. CBT-desipramine
alone or desipramine and afterwards fhidxetine vs. support therapy-placebo vs. support
therapy-medication (desipramine aione or desipramine followed by fluoxetine) vs.
medication alone (desipramine~ alone or desipramine followed by fluoxetine)
administered over 16 weeks«io 120 adult women with BN undergoing outpatient
treatment. In analysing all.the groups that included CBT vs. all the groups that included
support therapy, it was observed that CBT was better to reduce the frequency of binge-
eating and purging episodes. The combinations of CBT + medication were superior to
CBT alone to redace the frequency of binge-eating episodes, EAT scores, depression,
weight and tociiicrease the number of remissions. The combinations of CBT and
medication avere superior to medication alone to reduce the frequency of binge-eating
episodes; “EAT scores, body image and to increase the number of remissions.
Medi¢4ation alone was superior to CBT alone to reduce BMI and weight. Medication
alcne ‘was superior to IPT-medication to reduce the frequency of binge-eating and
purging episodes. Medication was superior to lessen depression. CBT was not
associated with a greater probability for remission.

An RCT (Mitchell, 2002)*’ compared IPT vs. fluoxetine (16 weeks) vs. fluoxetine (8
weeks)-desipramine (8 weeks) in 62 adult women diagnosed with BN receiving
outpatient care. No differences were noted in any of the dietary or psychological
aspects.
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Summary of the Evidence

SRSE* The above mentioned RCTs show preliminary evidence of the most suitable
1++ combinations between psycho-drugs and behavioural psychological therapies.
The studies have different designs and there is no repetition of their results.
Hence, more studies are needed in order to be able to evaluate and ascertain
their efficacy.
SRSE* CBT and the combination CBT-fluoxetine afford better results than treatment
1++ with  fluoxetine alone to reduce binge-eating and purging at treatment
completion (Goldbloom, 1997)*%,
SRSE* Within the context of special programmes for EDs, both fluoxetine as veil as
1++ SH therapies (guided or not) are better to reduce purging. Nonetheless, the
combination of both therapies does not increase treatment efficacy (Mitchell,
2001)>*.
SRSE* The treatment of affected individuals who do not respond to behavioural
1++ psychological therapies continues to pose a limitation o the current evidence.
(Mitchell, 2002)*.

9.16.2.2. What is the safety of combined intetventions in patients with BN?

The answer is based on the NICE CPG (20G4)* and on the high-quality SRSEs (1++), one
elaborated by the AHRQ of the US (2006)" and the more recent one elaborated by Shapiro, et
al. (2007)*"". The updated search has not identified any new evidence. Question 9.16.1.1.

describes the studies briefly.

Scientific Evidence

There is insufficient evidence to determine if there are any significant clinical RCT
differences in the numbet of withdrawals for any given reason between treatment with ~ 1++
antidepressants vs. CBT-antidepressants (desipramine, fluoxetine, imipramine) (4 RCTs;
N=206; Mitchell, .1590*; Jacobi, 2002°*; Goldbloom, 1997°*; Leitenberg, 1994**'; RR:
1.17; 95% CI: 021 to 1.68).
There is“insufficient evidence to determine if there are any significant clinical RCT
differences in the number of withdrawals due to adverse effects between treatment with  1++
antidepressants (imipramine) vs. CBT-antidepressants (1 RCT; Mitchell, 1990**, N=106;
PR:0.64; C195%: 0.11 to 3.69).
There is insufficient evidence to determine if there is a clinically significant difference RCT
between treatment with CBT wvs. CBT-antidepressants (desipramine, fluoxetine, 1++
imipramine) in the number of withdrawals for any given reason (5 RCTs; N=230;
Fichter, 1991*°; Jacobi, 2002°*; Goldbloom, 1997°%; Mitchell, 1990**; Leitenberg,
1994*'; RR: 0.70; 95% CI: 0.45 to 1.08).
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There is insufficient evidence to determine if there is a clinically significant difference RCT
between the treatment with CBT and the combination of CBT-antidepressants 1++
(imipramine) in the number of withdrawals due to adverse effects (I RCT; N=86;
Mitchell, 1990°*; RR: 0.51; 95% CI: 0.06 to 4.70).

There is insufficient evidence to determine if there is a clinically significant difference in RCT
the treatment with antidepressants (fluoxetine) vs. fluoxetine-SH regarding the number  1++
of withdrawals for any given reason at treatment completion (2 RCTs; N=91; Mitchell,
2001%%; Walsh 2004*; RR: 1.15; 95% CI: 0.72 to 1.84).

There is insufficient evidence to determine whether treatment with SH vs. SH- RCT
antidepressants (imipramine) differs in the number of withdrawals for any given reason:;- 1++
(1 RCT; N=43; Mitchell, 1990°*; RR: 0.48; 95% CI: 0.05 to 4.88).

There is insufficient evidence to determine whether treatment with NC differs from RCT
treatment with NC-antidepressants (fluoxetine) in the number of withdrawals for any 1++
given reason at treatment completion (RR=0.66; 95% CI: 0.29 to 1.49) or ‘due to adverse

effects (RR: 0.11; 95% CI: 0.01 to 2.04) according to 1 RCT (N=67;-Beumont, 1987)**.

An RCT (Goldbloom, 1997)*** compared fluoxetine vs. fluoxetine-CBT. There were 2 RCT
withdrawals due adverse effects in the fluoxetine group and four in the combination 1+
fluoxetine-CBT.

In an RCT (Walsh, 2004)**, there was a 54% witiadrawal rate in the group treated with RCT
fluoxetine-GSH vs. 88% in the group treated with placebo-GSH vs. 70% in the group 1++
treated with fluoxetine vs. 64% in the placeoo group. Adverse effects were not reported.

In an RCT (Mitchell, 2001)*, the. riumber of withdrawals was low: placebo (5%), RCT
fluoxetine (0%), placebo-SH (0%, fluoxetine-SH (5%). No adverse effects were 1+
reported.

In 2 RCTs (Agras, 1992, Agras, 1994°*), no information was reported regarding RCT
adverse effects. The mean withdrawal rate was 25%. 1+

In 2 RCTs (Walsh, 1997%*Wilson, 1999°*), the mean withdrawal rate was 34%, and no RCT
information was provided on adverse effects. 1++

In an RCT (Mitchell, 2002)**’, no information was provided on adverse effects. The RCT
peicentage of withdrawals was 32% in the IPT group and 48% in the antidepressants 1+
group.

Summary of the Evidence

CPG When these therapies were implemented in primary care, the number of
0 withdrawals in the group treated wit fluoxetine was 70%, higher than the 54%
observed in the group treated with fluoxetine-GSH (Walsh, 2004)**.
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9.16.3. Binge-eating disorder

9.16.3.1. What is the efficacy of combined interventions in patients with

BED?

The answer is based on NICE CPG (2004)*, which describes the results yielded by RCTs,
and on the high-quality SRSEs (1++), one elaborated by the AHRQ of the US (2006)"' and the
more recently published one conducted by Brownley, et al. (2007)**. The updated search has

identified one new RCT.

Scientific Evidence

An RCT (Grilo, 2005; USA)*™ compared fluoxetine (60 mg/day) vs. placebo vs.-CBT vs.
CBT-fluoxetine in 108 adult patients (78% women) diagnosed with BED and ‘treated on
an outpatient basis for 16 weeks. The groups that received CBT (alone or it combination
with fluoxetine) achieved better results than the placebo and the fluoxetine alone groups
to reduce the frequency of binge-eating episodes, ED-related symptoras, depression, and
greater frequency of remission. There were no differences with regard to weight.

An RCT (Agras, 1994; USA)* compared CBT (3 months) — weight loss therapy (6
months) —weight loss therapy (9 months) vs. CBT (3 mionths) — weight loss therapy (6
months) - desipramine (300 mg/day) in 109 adult.woinen with BED on an outpatient
basis. The groups that received CBT experienced a significant in the binge-eating
episodes after 12 weeks of treatment, even thotigh the effect was not maintained at the 1
year follow up. There were no differences regarding depression scores among the
groups. At treatment initiation, the weightloss was greater in the group receiving weight
loss therapy. At the 3-month follow'up, the weight loss was greater in the CBT-
desipramine group (mean weight Joss: 4.8 Kg).

An RCT (Grilo, 2005; USA)?*"compared CBT-orlistat (120 mg 3/day) vs. CBT-placebo
overl2 weeks of treatmenitiin 50 adult patients (88% women) (BMI>30) with BED
undergoing outpatient {reatment. The group on orlistat had a greater remission rate at
treatment completiot;’but not so at the 2-month follow up. This group also experienced
weight loss.

An RCT «Devlin, 2007; USA)*' comprised of 116 people suffering from BED (90
females/and 26 males) (age range: 18-70 years) compared individual CBT- fluoxetine
vs, individual CBT over 5 months with a follow up at +2 years. Both groups showed an
improvement in the frequency of the binge-eating episodes and their remission after 2
months of treatment. The odds ratio (odds at 24months/ post-treatment) for remission of
the binge-eating episodes at 2 years after treatment was 1.373 times the odds at
completion of 5 months of treatment. Subjects who received individual CBT
experienced a greater reduction in the frequency of binge-cating episodes and greater
remission odds ratio of such episodes as compared to the subjects who had not received
this therapy at 2 years. There were no differences regarding weight in neither of the
groups. The group that received fluoxetine achieved better results in the reduction of
depressive symptoms at 2 years. A short-term treatment may show benefits in the long
term and not all treatments are equivalent in terms of the benefits they provide.
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Summary of the Evidence

duration might be to maintain BED remission and weight loss.

RSEC*[The combination of pharmacological treatment with CBT can reduce the

1++ Joccurrence of binge-eating episodes and improve weight loss. However, no
definition has yet been provided as to what the best medication is to maintain the
weight loss. Moreover, there are no empiric data on what the ideal treatment

9.16.3.2. What is the safety of combined interventions in patients with

BED?

The answer is based on NICE CPG (2004)*, on the quality SRSE (1++) e¢laborated by the
AHRQ of the US (2006)" and on other more recently published publication conducted by

Brownley, et al. (2007)**. Question 9.16.3.1. describes the studies briefly.
Scientific Evidence

In an RCT (Grilo, 2005; USA)* that compared fluoxetine vs-placebo vs. CBT-placebo
vs. CBT-fluoxetine, the percentage of withdrawals was_as follows: placebo (15%),
fluoxetine (22%), CBT-placebo (21%), CBT-fluoxeting (23%). No information was
provided on adverse effects.

In an RCT (Agras, 1994)**, the withdrawal rate-irom weight loss therapy was 27%, from
CBT-weight loss therapy it was 17%, and irom CBT- weight loss therapy-desipramine it
was 23%. Eight subjects stopped taking-Gesipramine due to adverse effects.

An RCT (Grilo, 2005)**° compared - CBT-orlistat (120 mg 3/day) vs. CBT-placebo for 12
weeks of treatment in 50 adyit patients (88% women) (BMI>30) with BED receiving
treatment on an outpatieni:iteatment basis. The number of withdrawals was as follows:
orlistat-CBT (24%); placebo-CBT (20%). The group treated with orlistat-CBT had more
gastrointestinal advetse effects.
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TREATMENT OF EATING DISORDERS THAT
OCCUR WITH COMORBIDITIES

9.17. What is the treatment for eating disorders
that occur with mental disorders?

The mental disorders most frequently associated with eating disorders are: substance-related
disorders, anxiety disorders, OCD, personality disorders, mood disorders and impulse control
disorders.

Information on treatment in the presence of these associations has been extracted “rom the
NICE guide (2004)%, although it only establishes recommendations for certain associations.

Scientific Evidence

There are special programmes (that have not been sufficiently assgssed) for patients with CPG™
BN associated with substance abuse, self-inflicted injuries and/or BPD.

The presence of impulse control disorder or personaiily disorder (type B) in patients CPG™
with BN is associated with poor treatment outcomes:

Care must be exercised when using medication to treat comorbid conditions such as CPG*
depression and OCD compulsive symptomatology in patients with AN when these
clinical pictures could be resolved threvgh weight gain.

9.18. What 1s the treatment for eating disorders
that occur with organic disorders?

The ¢rganic disorders that are most frequently associated with eating disorders are:
diabetes-mellitus (DM), obesity, malabsorbtion syndromes and thyroid diseases.

Information on treatment in the presence of these combinations has been extracted from the
MNICE guide®, although it only formulates recommendations for certain associations.

Scientific Evidence

The presence of type 1 DM requires changes in the psychological treatment of an eating CPG"
disorder. In CBT-BN, control over eating is very important and can clash with NC

aimed at diabetics (Peveler, 1993%?). There are special guidelines that adapt CBT-BN to

type 1 DM.

170

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS



Recommendations

D

9.18.1.

Treatment in clinical and subclinical cases of eating disorders in patients
with DM is essential due to the increased risk presented by this group.
(Adopted from recommendation 7.5.8.1. of the NICE guide).

9.18.2.

Patients with Type 1 DM and an eating disorder must be monitored due to
the high risk of developing retinopathy and other complications. (Adopted
from recommendation 7.5.8.2. of the NICE guide).

9.18.3.

Young people with Type 1 DM and poor adherence to antidiaketic
treatment should be assessed for the probable presence of an-‘cating
disorder. (Adopted from recommendation 5.2.5.5. of the NICE guide).
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TREATMENT OF CHRONIC EATING DISORDERS

9.19. How are chronic eating disorders treated?

Tertiary prevention aims to resolve the most serious symptoms, palliate the most severe
complications and avoid vital risk in chronic cases, which have generally been refractory to
treatment and in which expectations of remission are low or inexistent.

In chronic eating disorders, tertiary prevention includes management of the organic
(cachexia, electrolyte imbalance, immune deficiency, etc.) and mental (loss of impulse ¢¢ntrol,
risk of self-aggression, suicide prevention, etc.) state, maintenance pharmacological ti¢atment,
behavioural pact within the family (acceptance of certain behaviours and reaching agreement on
others, indications for the family to identify relapse in maladaptive symptoms,-&ic.) and social
reinsertion measures in which family, health care resources and support assorciations for patients
with eating disorders and their family members play a very important role:

There is no evidence on the effect of different interventioiis aimed at chronic eating
disorder cases.

Tertiary prevention of eating disorders was not addressed in the NICE CPG (2004)*. Four
of the documents'*'> "»'* elaborated in our setting formulate recommendations on this aspect and

based on them the working group has formulated th¢.secommendations for its approach.

Recommendations

v 9.19.1. The health care professional in charge of the care of chronic eating
disorder cases should inform the patient on the possibility of recovery and
advise him/hef to see the specialist regularly regardless of the number of
years elapssd and previous therapeutic failures.

v 9.19.2. It isiniecessary to have access to health care resources that are able to
ntovide long-term treatments and follow-up on the evolution of chronic
cating disorder cases, as well as to have social support to decrease future
disability.
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TREATMENT OF EATING DISORDERS IN
SPECIAL CASES

9.20. What 1s the treatment for eating disorders in
special situations such as pregnancy and delivery?

Evidence on the considerations that should be acknowledged when the patient is pregnant or.
giving birth has been extracted from the NICE guide (2004)*.

Summary of the Evidence

CPG* Pregnancy with purging practices or pregnancy with overweight or obesity in
an eating disorder is specific risk situations. Delivery can alss be considered a
risk situation that can lead to the onset of an eating disorder (Crow, 2008*;
Franko, 1993%**; Fairburn, 1990°*).

CPG* In a follow-up study of patients with AN (N=140), fertility was reduced by a
third of what was expected, prematurity doubled-and perinatal mortality was six
times greater than in people without an eating disorder (Brinch, 1988)**.

In another follow-up study of 66 pregnant women with AN, these patients
CPG* presented a higher percentage of 4£'-sections and prematurity than the group
without eating disorders (Bulik, 2608)*’.

CPG* In a study conducted on pregnant women with AN, monitoring of the foetus’
weight was performed..The foetus’s growth was slow, especially in the last
trimester (Treasure, 1988)**.

CPG* Pregnant womeri-with AN have high risk of presenting premature deliveries.
There are case’series that suggest the difficulties encountered by women with
AN to feed-their infants (Russell, 1998°*; WezelMeijle, 1989°*), while other
studies report abnormal growth of these children (Hodes, 1997)*".

Recommend3aiions

D 9.20.1. Pregnant patients with AN, whether it is the first episode or a relapse,
require intensive prenatal care with adequate nutrition and follow-up of
foetal development. (Adopted from recommendation 6.4.8.1. of the NICE

w guide).
D 9.20.2. Pregnant women with eating disorders require careful follow-up

throughout  pregnancy and the postpartum period. (Adopted from
recommendation 7.5.10.1. of the NICE guide).
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10. Assessment of Eating Disorders

Key Questions:

10.1. What instruments are useful to assess eating disorder symptoms and behaviour?

10.2. What instruments are useful for the psychopathological assessment of eating disorders?

10.1. What instruments are useful to assess eating
disorder symptoms and behaviour?

In the past few years several instruments have been designed-tor the assessment of symptoms
and behaviours presented by patients with eating disorders. Seit-report questionnaires and semi-
structured interviews (see chapter 2, “Diagnosis”) are the two main assessment instruments.
There are also other measures related to preoccupatici’with body image, dietary consumption,
amongst others, as well measures related to comorbidity (depression, anxiety, etc.).

Self-report questionnaires measure symiptoms and risk behaviour of eating disorders, and
do not provide a specific diagnosis (see chapter 2, “Diagnosis”). In contrast to semistructured
interviews that require experience and-individualised administration and, hence, entail increased
cost and time, self-report questionnaire are relatively economical, require less time and can be
applied to big groups of people; however, there is greater difficulty as far as definition and

interpretation of concepts, which mandates caution in the generalisation of results**.

When applying a questionnaire, it is important to borne in mind its psychometric properties:
validity and reliability, sensitivity and specificity, amongst other characteristics, with the aim of
selecting the mniost convenient questionnaire in accordance with assessment objectives,
throughout the initial diagnostic phase and also throughout the treatment phase.

This chapter presents a review of different self-report questionnaires that are most
freguently used in the assessment of eating disorders. Additionally, some instruments that are
used to assess characteristics related with eating disorders but that are not per se instruments to
detect/diagnose/assess eating disorders are mentioned.  Instruments employed in the
psychopathological assessment of eating disorders are also described.
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10.1.1. Specific instruments for the assessment of eating
disorders:

EAT-40, EAT-26 and ChEAT

Adapted Spanish versions that have been validated in our setting are available.
(See chapter 6, “Detection” and Annexes 2.2. to 2.4.)

EDI

Eating Disorder Inventory. Garner, et al., 1983

The EDI (or EDI-I) is a self-report instrument designed to assess different cognitive and
behavioural dimensions of AN and BN. It consists of 64 items grouped in 8 subscales that are
positively correlated. The first three subscales measure behaviour and attitudes towaid food,
weight and body image (drive for thinness, bulimic symptomatology, self hody image
dissatisfaction), disturbances expressed in these areas are not specific of AN, given that similar
responses appear in groups of people who are concerned about their diet.~ The other five
subscales (ineffectiveness and low self-esteem, perfectionism, inierpersonal distrust,
interoceptive awareness or identification and maturity fears) assess general psychological
characteristics associated with eating disorders, which are fundamenitai aspects of AN**.

Each item is scored using a 6-point Likert scale. All subscales can be added to obtain an
overall score or use each scale separately; clinically speaking, the quantitative value of each of
the eight subscales is more relevant than the overall score. The maximum total score of this
questionnaire is 192, the cut-off point is 42 poiniz or less in the eight original subscales to
diagnose an eating disorder. Some authors claiii that the specificity of EDI is low, since it
cannot properly differentiate individuals wighi eating disorders from those who present other
psychological disorders. In a study carried ‘eut on women, it was reported that the subscales that
best differentiate AN from BN are the enes addressing bulimic symptomatology and body image
dissatisfaction, although the latter is-tiigh in both eating disorders. On the other hand, subscales
such as low self-esteem, interpersonal fears, maturity fears, interoceptive identification and
motivation to lose weight, which are usually high in both pathologies, distinguish patients with
an eating disorder from ‘c¢ontrol subjects. Subscales such as body image dissatisfaction,
motivation to lose weight’and dieting are usually high both in patients with eating disorders and

in the general population’®”.

There are-s¢veral opinions on the utility of the EDI. Several authors suggest that it can be
used as a_screening test in non-clinical samples, but the fact that its ability to distinguish
different types of eating disorders is questionable must be taken into account. However, it is
suggesied that the EDI is able to discriminate individuals with eating disorders and individuals
withiout any psychiatric disturbances. This questionnaire has proven to be sensitive to changes
registered in individuals when treatment is applied.

Spanish version of the EDI
The Spanish adaptation of the EDI was developed by Guimera and Torrubia, 1987, in a clinical
sample (hospital) of 24 patients with AN and 24 control subjects sharing similar ages and

sociodemographic characteristics®*.
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EDI-2 (Version 2 of the EDI-1)

Later (1991), Garner, et al. developed the EDI-2, comprised of 91 items (64 items of the EDI-1
and an additional 27 items). The items are grouped in 11 scales, 8 of them main scales
(obsession about thinness, bulimia, body dissatisfaction, ineffectiveness, perfectionism,
interpersonal distrust, interoceptive awareness and maturity fears) and 3 provisional scales (not a
part of the EDI-1) (ascetism, impulse regulation and social insecurity). A 5th grade

educational level is required to answer this self-report measure®”.

Spanish version of the EDI-2

The Spanish version was adapted by the TEA publishing house 1998**

There is also a Spanish version validated in the Mexican population. When the cut-off point is
80 for the overall score, sensitivity is 91% and specificity is 80%; when it is 105 points,
sensitivity is 82% and specificity is 89%*.

BULIT

Bulimia Test. Smith and Thelen, 1984

There is an adapted Spanish version validated in our setting. (see chapter.6,“‘Detection” and
Annex 2.5.)

BITE

Bulimia Investigatory Test Edinburgh. Henderson and Freeman, 1987

There is an adapted Spanish version validated in our setting. (see chapter 6, “Detection” and
Annex 2.6.)

EDE-Q
Eating Disorders Examination-questionnaire. Fairburn and Beglin, 1993

The EDE-Q is a self-report questionnaite (it can be completed in less than 15 minutes) derived
from the EDE semistructured interview developed by Fairburn and Beglin, 1993, and which
contains its three main subscales (restraint, weight concern and shape concern)™. Results
indicate a consistent positive ‘Correlation, albeit moderate, between the EDE and the EDE-Q.
Correlation was higher in'characteristics that do not present definition difficulties (for example,
frequency of self-induced vomiting or average —days per week- laxative abuse); the greatest
discrepancy indexes.were found in the days-per-week assessment in which binge-eating episodes
took place. These values were consistently higher in the EDE-Q. There is no information
concerning the adaptation and validation of the EDE-Q in the Spanish population. However,
there is an‘2dapted Spanish version in a Colombian population sample (S-EDE-Q)*'.

SCOFF

Survey Sick, Control, One, Fat, Food questionnaire. Morgan, et al., 1999
There is an adapted Spanish version validated in our setting. (see chapter 6,
“Detection” and Annex 2.1.)

ACTA

(Attitude Regarding Change in Eating Disorders) Beato and Rodriguez,
2003

The ACTA questionnaire was developed by L Beato and T Rodriguez, 2003, with the objective
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of assessing attitude regarding change in eating disorders. It consists of 59 items distributed in 6
subscales: precontemplation, contemplation, decision, action, maintenance and relapse. The
ACTA is an easily administered instrument with adequate reliability and validity, and its use
within the motivational approach can contribute useful information relating to therapeutic
process knowledge.

ABOS

Anorectic Behaviour Observation Scale for parents/spouse.

Vandereycken, 1992.

The ABOS is a self-report questionnaire developed to obtain information from family membeis
(parents) on their children’s behaviours and attitudes that may be symptomatic of AN ar BN.
Using a cut-off point of 19 points, the ABOS obtained 90% sensitivity and 89.6% specificity in
a sample of female students, values that were reliable based on subsequent clinical ass€ssment.
It can be a complementary instrument to eating disorder screening tools*.

Spanish version of the ABOS
There is no information regarding the availability of an adapted versioin of the ABOS scale
validated in our setting.

10.1.2. Instruments with measures relatedewith eating disorders

One of the most important features of eating disorders/is the perception of body image. There
are several tools available for its assessment, including: BSQ, BIA, BAT and BES. It is also
important to evaluate eating disorders in termscoi internalisation of cultural influences on the
aesthetic body model (culture of thinness). -To this end, the CIMEC and its revised version can
be used. Another aspect that needs to be assessed is eating restraint, diet, weight, physical
activity, etc. To assess these aspectsand others it is important to select the most reliable and
valid questionnaire, one that is also ®drief and specific to what it intends to measure.

BSQ

Body Shape Questionnaire. Cooper, et al.,1987

The BSQ is a self-reportquestionnaire that measures body dissatisfaction, the fear of becoming
fat, self-devaluaticn‘due to physical appearance, the desire to lose weight and avoidance of
situations in which physical appearance might draw others’ attention.

It can als¢-be a useful tool in the exploratory study of individuals who are at risk of developing
an eating disorder, acknowledging that a body scheme disorder is only one of the symptoms of
thig. pathology. It consists of 34 items and it is scored on a 1-to-6 Likert type scale, 34-204
being the range of scores. An overall score (the sum of direct item scores) can be obtained and
4 subscales can be derived: body dissatisfaction, fear of becoming fat, low self-esteem due to
appearance and the desire to lose weight. The cut-off point for the overall score has been
determined to be 105°*.

Spanish version of the BSQ
The BSQ has been adapted and validated in our population by Raich, et al., 1996**
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BIA

Body Image Assessment. Collins, et al.,1991

The BIA is a visual scale in which 7 figural stimuli of children and 7 figural stimuli of young
adolescents, both male and female, appear separately, representing the standard percentile curves
for BMI in children, ranging from the representation of a very thin figure to an overweight
figure, with a score range of 1 (thinness) to 7 (obesity), with 0.5 point increments. The BIA can

obtain an indicative discrepancy index between different “me’s” by subtracting the scores
obtained from the real me (for example, real-ideal)*.

Spanish version of the BIA
Spanish version developed by Sanchez, 2005

BAT

Body Attitude Test. Probst, 1995

The BAT is a questionnaire that assesses a subjective dimension of body image, specifically a
disturbance in the attitude towards one’s own body. This test is endorsed by good psychometric
results. Although it was initially conceptualised to assess body experieiice and attitude towards
one’s own body in patients with eating disorders, it has also been 1ised in the non-pathological
population. The 20 items it is comprised of are grouped inte‘three main factors: negative
appreciation of body size, loss of familiarity with one’sown body and general body

dissatisfaction®’.

Spanish version of the BAT

There is a Spanish version adapted and validated i our setting by Gila, et al., 1999, in a sample
of 165 patients with eating disorders (79 AN and 86 BN) and 220 girls from the general
population. Its results indicate adequate validity and reliability®*.

BES

Body-Esteem Scale. Mendelson and White, 1982

The BES is a self-report instruinent comprised of 24 items that assess body self-esteem in
children over the age of 7.with acceptable reading competence. It is a one-dimensional scale
with yes/no answers that gathers information regarding feelings and self-evaluation of one’s
appearance and evaluations attributed to others about one’s appearance. The BES has acceptable

reliability and validity®®.

Spanishaersion of the BES
There is‘a Spanish version adapted and validated in our setting by Sperber,
et aty, 2004

CIMEC
Questionnaire of Influences of the Aesthetic Body Model
Toro, et al., 1994

The CIMEC was designed to measure relevant cultural influences that contribute to triggering,
facilitating or justifying weight loss, especially for aesthetic or social reasons. It is comprised of
40 direct items than assess body image related anxiety, influence of social models and influence
of social situations. Answers are assessed on a scale of 1 to 3 points. A higher score reflects
greater influence of social models. The highest possible score is 80 and the lowest is 0, with a
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cut-off point of 23/24 points®”. It was elaborated and validated in a sample of young Spanish
females (59 anorectics and 59 control subjects), matched by age and social class. The
questionnaire showed satisfactory internal consistency, as well as appropriate sensitivity (81.4%)
and specificity (55.9%), making it a possibly useful screening instrument given the relationship
between AN and sociocultural influences.

CIMEC-26 (abbreviated version of the CIMEC)

When the CIMEC-40 was assessed in both a clinical group and a control group, 26 items that
presented statistically significant differences were alienated. These questions were used to
create the CIMEC-26, from which 5 dimensions are derived: body image distress, mass media
influence, influence of verbal messages, influence of social models and influence of social
situations.

Results indicate that the CIMEC (CIMEC-40 and CIMEC-26) is a valid ‘and reliable
instrument to assess the influence of aesthetic body models in the Spanish population by means
of certain specific sources (mass media, social models and social situations):

CIMEC-12 (CIMEC version for prepubertal children)
Spanish version developed by T Saucedo, 2000°*

Recommendations

D 10.1.1. Assessment of patients with eating disorders should be comprehensive and
include physical, psychological and social aspects, as well as a complete
assessment of risk to seif:-{Adopted from recommendation 2.8.1.1. of the
NICE guide).

D 10.1.2. The therapeutic -process modifies the level of risk for the mental and
physical health of patients with eating disorders, and thus should be
monitored ‘throughout treatment. (Adopted from recommendation 2.8.1.2.
of the.NICE guide).

D 10.1.3. Throughout treatment, health care professionals who evaluate children and
adolescents with eating disorders should be alert to possible indicators of
abuse (emotional, physical and sexual) to ensure an early response to this
problem. (Adapted from recommendation 2.8.1.3. of the NICE guide).

D 10.1.4. Health care professionals who work with children and adolescents with
i eating disorders should familiarise themselves with national CPGs and
current  legislation  regarding confidentiality. (Adapted from
recommendation 2.8.1.5. of the NICE guide).
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v 10.1.5. The use of questionnaires adapted and validated in the Spanish population
is recommended for assessment of eating disorders.

At present, the following specific instruments for eating disorders are
recommended: EAT, EDI, BULIT, BITE, SCOFF, ACTA and ABOS
(version selection based on the patient’s age and other application criteria).
To assess aspects related with eating disorders, the following
questionnaires are recommended: BSQ, BIA, BAT, BES and CIMEC (the
selection of the version should be based on age and other application

criteria).
O]

10.2. What instruments are useful for the
psychopathological assessment of eating disorders?

(See also chapter 7, “Diagnosis”)

10.2.1. Impulsiveness

BIS-11

Barratt Impulsiveness Scale, version 11. Patton, et al., 1995

The BIS-11 is a self-report survey used to assessdrnpulsiveness. It consists of 30 items grouped
into four subscales: cognitive impulsiveness, taotor impulsiveness, non-planned impulsiveness
and total impulsiveness. These scales are.scored using a 4-point Likert scale. The total score of
the BIS-11 is a valid and reliable measure of impulsiveness. There are no cut-off points,
although a distribution median has bezn proposed®®.

Spanish version of the BIE-11
There is a Spanish version-adapted and validated in our setting by M Oquendo,
et al., 2001,

10.2.2. Auxiety

STAI

State:Trait Anxiety Inventory. Spielberger, et al., 1970

The STAI is a self-report assessment of anxiety as a transitory state (anxiety/state; A/S) and as
a latent trait (anxiety/trait; A/T). It can be applied to adolescents (aged 13 and over) and adults.
The instrument consists of two parts comprised of 20 questions each. The first section (A/S)
assesses a transitory emotional state, characterised by subjective, consciously perceived feelings
of tension and apprehension and by hyperactivity of the autonomous nervous system. The
second section (A/T) denotes relatively stable anxiety proneness and characterises individuals
with a tendency to perceive situations as threatening. It has adequate validity and reliability**.
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Spanish version of the STAI
There is a Spanish version adapted to our setting by TEA Publishing House, 1982°®

Children version of the STAI (STAI-C)
The STAI-C can be administered to children aged 9 to 15 years and takes 15 to 20 minutes. Its

objective is the assessment of anxiety-state and anxiety-trait in this age group **.

Spanish version of the STAI -C
There is a Spanish version adapted to our setting by TEA Publishing House, 1990*”

HARS

Hamilton Anxiety Rating Scale. Hamilton, 1959

The HARS is a hetero-administered scale used to assess anxiety by evaluating anxiety, tension,
neurovegetative and somatic symptoms. The scale consists of 14 items with waiues ranging
from 0 to 4 and determines the intensity of the symptoms it describes in the pastmonth®®.

Spanish version of the HARS
There is a Spanish version that has been adapted to our setting byvA Lobo and L Chamorro,
2002,

CETA - Assessment of Anxiety Disorders in Children and
Adolescents
Ezpeleta, et al.

Spanish original version developed by L Ezpeleta’”

10.2.3. Depression

BDI or Beck

Beck Depression Inventeory. Beck, et al.,1961

The BDI o Beck Depressiei-Inventory is a self-report questionnaire used to assess the existence
or severity of depressive symptoms. Given its proven validity and reliability both in clinical and
non-clinical populatiéns it is one of the most widely used tests. It is also useful in the screening
of the general popuiation and somatic patients. It is comprised of 21 items and its objectives are
to identify typical symptoms of severe depression and estimate depression severity. The overall
score is used-to estimate depression severity. The score obtained ranges from 0 to 63 points and
the cut-off points are as follows: 0-9 (normal), 10-18 (mild depression), 19-29 (moderate
depression) and 30-63 (severe depression). It can be used in patients aged 16 and over *"".

Spanish version of the BDI or Beck depression
There is an adapted version that has been validated for the Spanish population by C Conde and
E Useros, 1975, ] Sanz, et al., 2003, later adapted the Beck-II (BDI-II)*”.

HAM-D
Hamilton Depression Rating Scale. Hamilton, 1959
The HAM-D is a hetero-administered questionnaire that assesses the severity of depressive

symptoms, such as insomnia, agitation, anxiety and weight loss. Since its initial publication is
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has been widely used. It consists of 21 multiple choice items. The first 17 questions contribute
to the total score, while questions 18 to 21 provide more information on depression such as, for
example, the presence of paranoid symptoms in the patient™* ",

Spanish version of the HAM-D
There is a Spanish version adapted to our setting by A Lobo and L Chamorro, 2002°%.

CDI

Children Depression Inventory. Kovacs, 1991

The CDI is the most widely used questionnaire and is highly endorsed by experts in child
depression, since it has proven to be very solid from a psychometric point of view and very,
useful for clinical purposes. It can be applied both in the general and clinical populations:-in the
first case, it is used for screening and in the second it constitutes the first element of diagnosis.
The general depression score obtained is comprised of two scales: dysphoria and negative self-
esteem. It is a self-report scale that contains 27 items. Each item has three possibie answers
that are quantified on a range of 0 to 2, based on the absence or severity of sywiptoms. This
questionnaire can be administered to a population aged 8 to 15 years, with @ completion time of
10 to 25minutes™™

Spanish version of the CDI
There is a Spanish version, adapted by TEA Publishing House*”

10.2.4. Personality

MCMI-lIl — Millon Clinical Multiaxial Inventory

Millon, 1990

This tool enables the assessment atid identification of patients with emotional and personal
difficulties who may require a mcte comprehensive assessment or professional management. It
consists of 175 items that ass¢s the following scales: reliability and validity; basic personality
aspects, pathological persenality, moderate clinical syndromes and severe clinical syndromes.
Easy to use, the interpretative procedures are computerised and the user can obtain them on the
spot in the case of ouipatients in mental health centres, general hospitals or private clinics for an
expert report. There are cut-off points in the scales to aid decision-making when faced with
behavioural diserders or clinical syndromes. Its application can be individual and collective,
with completion time ranging from 20 to 25 minutes (individuals 18 years and older)*”.

Spariish version of the MCMI-III
There is a version adapted by TEA publishing house®®

MACI (adolescent version of the MCMI-III)

The MACI (Millon Adolescent Clinical Inventory) has been designed to assess personality
characteristics and clinical syndromes in adolescents aged 13-19 years. It is applied on an
individual basis. Its specific design for adolescents contrasts with other questionnaires aimed at
the adult population. The whole theoretical system it is based on and the confluence of
diagnostic suggestions and elements shared with the current DSM-IV, as well as a complete
validation study, make it a valuable and relevant instrument. It is especially useful for the
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assessment and confirmation of diagnostic hypotheses, for treatment planning and for measuring
progress in the different phases of treatment. It is comprised of 160 items that are grouped in 27
scales that encompass three main dimensions: personality characteristics, expressed concerns
and clinical syndromes. Cut-off points are provided to aid decision-making in the case of
disorders or clinical syndromes and validity and control indexes (original version of the MACI).

Spanish version of the MACI
There is a version adapted by TEA publishing house®”

TCI-R

Revised version of the Temperament and Character Inventory. Cloninger,

et al., 1994

The TCI-R is a self-report instrument that quantifies seven personality dimensions ‘and 25
secondary traits. It contains 240 items on a 5-point Likert scale. This questionnaire has been
used in students, general population and clinical population. Its psychometric properties, as well
as the empirical work conducted with the TCI-R, are described in the development group’s
manual **,

Spanish version of the TCI-R

There is a version that has been adapted and validated in our setting by JA Gutiérrez-Zotes, et
al., 2004, in a sample of 400 volunteers (18-65 years)from geographic areas of Madrid,
Tarragona and Barcelona®™. This group had already developed the Spanish version of the
original TCI**.

IPDE

International Personality Disorder Examination. Loranger, 1979

The IPDE is a diagnostic tool, based on'2a semistructured clinical interview that is compatible
with ICD-10 and DSM-IV assessment-criteria. Its results enable the measure of other major
personality disorder categories that until now had been omitted, providing a uniform reliable
diagnosis that can be internationiatly accepted®®.

Spanish version of theIPDE
There is a Spanish version that was developed by Lopez-Ibor, ef al., 1996°*

10.2.5. Gbsessiveness

Y-20CS

Yale-Brown Obsessive-Compulsive Scale. Goodman et al., 1989

In 1989 Goodman, et al. designed the Y-BOCS scale for OCD defined in terms of DSM-III-R
criteria. The scale measures the intensity of OCD without analysing symptom content; it assesses
obsessions and compulsions separately; it is sensitive and selective in changes of symptom
severity. It is not a diagnostic tool, it is quickly and easily applied, and does not confound trait
and state variables. Hence, the Y-BOCS has been designed to be used in patients with an OCD
diagnosis, constituting an adequate method to measure severity of symptoms and their variation
due to treatment. Several comparison and validation studies have been conducted to compare
instruments designed to measure obsessive-compulsive symptomatology and Y-BOCS stands
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out as the most adequate, given its higher reliability, internal consistency and sensitivity to
change **.

Spanish version of the Y-BOCS

There is a version adapted and validated in our setting by Sal, ef al., 2002**

CY-BOCS (children and adolescent version of the Y-BOCS)

Spanish version of the CY-BOCS
There is a version that has been adapted and validated in our setting by Ulloa, et al., 2004**

Recommendation

v | 102, It is recommended to use questionnaires that have beeh. adapted and
validated in the Spanish population for the psychopatheicgical assessment
of eating disorders. At present, the following’ instruments are
recommended to carry out the psychopathological” assessment of eating
disorders (version selection based on age  and other application
conditions):

- Impulsiveness: BIS-11

- Anxiety: STAI, HARS; CETA

- Depression: BDI, HAM-D, CDI

- Personality: MCMI-III, MACI, TCI-R, IPDE

- Obsessive ness: Y-BOCS.
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11. Prognosis of Eating Disorders

Key Questions:

11.1. What is the prognosis of eating disorders?

11.2. Are there prognostic factors for eating disorders?

11.1. What 1s the prognosis of eating disorders?

Anorexia nervosa

There are contradictory data on the prognosis of AN despite its long historical trajectory,
motivated by several factors: follow-up studies with great temporal variability, different results
depending on when these studies are performed, lack of randomised intervention studies with
sufficient outcome assessment, etc.

Acknowledging the previous limitations, results derived from the review of the main
studies and SRSE of AN prognosis indicate that: rizan gross mortality rate is 5% with a high
standard deviation (5.7) and a 0 to 22 interval’®**;{Gross mortality rates are generally superior to
those of the general population and increase significantly with the duration of follow-up. In
contrast to this data, it seems that the overali outcome in survivors improves with duration of
follow-up (with the resulting therapeutic-imiplications).

50% of AN cases resolve in.complete remission®”**. Partial remission is observed in 20%-
30% of AN cases™ *'. Betweeti 10% and 20% of cases result in chronicity™ *"**.

Bulimia nervosa

The naturgicourse of BN at 5 years in patients who live in a community is as follows: each
year, 33% regult in remission and 33% in relapse. This information indicates a relatively poor
prognosis.tor non-treated individuals™.

In 6-year follow-up studies of treated individuals, 60% were determined to have good
prognosis, 30% were considered partially recovered and 10% were determined to have poor

prognosis*,

Risk factors of diagnosis modification (AN to BN or vice versa)

There is a lack of prospective studies focused on the evolution of AN based on the survival
analysis model. However, the following risk factors for diagnosis modification from AN to BN
or from BN to AN are: low self-sufficiency or autonomy, high paternal criticism, alcohol
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abuse/dependency, low sensation seeking level*”.

Binge-Eating Disorder

In follow-up studies at 5 years, 10% of cases diagnosed with BED maintained the diagnosis,
18% to 20% presented partial remission and 70% were determined to have good prognosis. The
presence of binge-eating predicts weight gain. The prevalence of obesity was duplicated in the
group of patients who presented disorder maintenance by the end of the study ™.

11.2. Are there prognostic factors in eating disorders?

Anorexia nervosa

— Good prognostic factors: histrionic personality traits’®, onset in adolescence™* ***. In the
latter case, it would not exactly be a good prognostic factor but rather a better prognostic
factor than onset of AN in adulthood.

— Poor prognostic factors: comorbidity with other psychiatric disorders (mood disorders,
anxiety disorders, substance abuse), presence of seit-induced vomiting, binge-eating or
laxative abuse, obsessive-compulsive personality traits, social adjustment and disease
duration388, 395,397

Bulimia nervosa

— Good prognostic factors: the earlier treatment has been initiated, the better prognosis.
This factor is deemed to ba'the best indicator of good prognosis, even more than the type or
duration of given treatnient’”; it also correlates with good prognosis at the beginning of the
disease in adolescen<e when compared to onset in adulthood*”.

— Poor progrostic factors: history of substance abuse or laxative abuse predict suicide
attempts*”;-‘comorbidity with OCD is associated with longer disease duration*'; history of

eating conflicts and/or refusal at early stages of childhood*”; poor psychosocial functioning
and gizater disturbance of body image are the factors that most influence BN relapse*®.

Birige-Eating Disorder

— Poor prognostic factors: the presence of binge-eating episodes predicts weight gain. The
prevalence of obesity was duplicated in the group of patients who sustained BED by the
end of the study™. The presence of Cluster B personality traits predicts greater frequency of

binge-eating episodes*.
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12. Legal Aspects Concerning Patients
with Eating Disorders in Spain

Key Questions:

12.1. What legal procedure must be followed when a patient with an eating
disorder refuses to receive treatment?

12.2. Is the informed consent of a minor with an eating disorder legally valid?
12.3. In the case of a minor with an eating disorder, what is the legal sclution to the

dilemma stemming from the responsibility of confidentiality; respect of
autonomy and obligations towards the minor’s parents or legal guardians?

12.1. What legal procedure must ke followed when a
patient with an eating disorder refuses to receive
treatment?

To receive a medical treatment aii.informed consent is needed after the patient is informed
of all the pertaining information in telation to the treatment, in virtue of Article 10 of the Ethics
Code ““and Articles 4, 8 and 9.of Law 41/2002*°.

Legally, the informed consent form is a non-transferable, non-delegable personal act. It is
not a formal legal act‘and because of this it is not regulated by the civil code. Hence, the
personal informed. ¢onsent of the patients is a right that must be respected at all times, save for
those exceptions@xplicitly established by the law.

One. exception to the above is the lack of capacity of the patient. Spanish law allows the
physiciaii to carry out any clinical interventions that are essential even without the consent of the
affected individual (article 9.2 Law 41/2002)* in cases where there is severe immediate risk to
the individual’s physical or mental integrity, prior consultation with family members or people
related to the affected individual.

The application of Law 41/2002*° sets forth some exceptional scenarios to the valid consent
of a patient aged 16-17 years, since the legal age to make health-related decisions is 16 years in
the application scope of this guide.

Any treatment that might require admission to hospital (article 9.4 Ethics Code)** must be
regulated by the organic law and provide sufficient warranties, as it represents an exception to
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the freedom of articles 17 of the Spanish Constitution®” and 5 of the Rome Convention of the 4"
of November, for the protection of human rights and fundamental freedoms **.

In cases where total hospitalisation is deemed essential without having obtained the
informed consent, article 763 of Law 1/2000 of 7th of January of the Civil Procedures Rules*”
establishes the occurrence of two situations: for the condition to be a psychological/psychiatric
disorder and for the affected individual to be unable to make his or her own decisions.

Two situations are foreseen:
a) To apply for a Court authorisation for voluntary admission to hospital.

b) To admit the patient first and to report the admission to the Court with jurisdiction over
the case within 24 hours.

In either of these two scenarios, it is a non-contradictory procedure before a Court, being
the affected individual able to express his or her agreement or disagreemernt by themselves and if
the individual so requires by means of representation and defence. Th¢.Court will issue either an
order of authorisation or denial that will be open to appeal. The Court will state in the order the
obligation on the part of the physicians to inform such Court of the need to maintain the measure
every six months, being possible to establish a shorter riériod depending upon the type of
disorder.

It is the physician’s ultimate responsibility fo decide when to discharge the hospitalised
individual and the physician shall inform the Couirt immediately of such decision.

Recommendation

12.1 The use of legal (judicial) channels is recommended in cases
wheie the health professional deems it appropriate to safeguard
the health of the patient, observing in all circumstances the
patient’s right to be heard and to be conveniently informed of the
process and the medical and legal measures that will be applied.
The well-informed procedure not only respects the right to
information but also encourages the patient’s cooperation and
motivation and that of his or her closer relatives in the total
hospitalisation procedure.

’ According to current Iegislation
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Current legislation

— Article 10 of the Ethics Code and Medical Deontology, 1999. OMC, Revista del
Consejo General de Colegios Médicos de Espana, 1999 (66): 2.124 y 2.931%%,

— Articles 4, 8 and 9 of Law 41/2002, of 14th November, a basic regulatory law that governs the
patient’s autonomy and embraces rights and obligations concerning clinical information and
documentation (State’s Official Gazette no. 274, dated 15-11-2002, pp. 40.126-40.132)*°

— Article 9.2 of Law 41/2002, of 14th November, a basic regulatory law that governs-ihe
patient’s autonomy and embraces rights and obligations concerning clinical informationh and
documentation (State’s Official Gazette no. 274, dated 15-11-2002, pp. 40.126-40.132)*°,

— Article 9.4 of the Ethics Code and Medical Deontology, 1999. OMC, Revista del Consejo
General de Colegios Médicos de Esparia, 1999 (66): 2.124 y 2.931, conc¢erning observance of
the patient’s freedom and the possibility to request judicial intervention, if and when
necessary*”,

— Article 17.1 of the Spanish Constitution of 6th of December 1978, concerning the right to
freedom and the prohibition against deprivation of freedom, save for those cases expressly
stipulated by the Law, as approved by the General Ccurts in plenary sessions of the Congress
of Deputies and the Senate held on the 31* of October 1978 and ratified by the Spanish
people via referendum on the 6th of December 1978 and sanctioned by his Royal Majesty the
King before the General Courts on the 27" o December 1978*",

— Article 5 of the European Convention-for the Protection of Human Rights and Fundamental
Freedoms of 4" November, ratified by Spain with date 26™ of September 1979 and published
in the Spanish Official Gazetteon the 10" of October 1979. Revised in conformity with
Protocol number 11 (coming-into effect date 1 November 1998), based upon which the
causes for non-voluntary - admission to hospital may only be regulated by law**®.

— Article 763 of Law;1/2000, of 7th of January of the Civil Procedures Rules. Non-voluntary
admission to hospital due to a psychological/psychiatric disorder, which regulates two types:
non-voluntay admission to hospital and emergency admission to hospital *°.
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12.2. Is the informed consent of an under-age individual
suffering from ED legally valid?

Legislation accepts the legal validity of the minor’s autonomy contingent upon the minor’s
level of maturity in accordance with Organic Law for the Protection of Minors 1/1996, of 15" of
January, which regards the minor as a titleholder of rights and not just as a mere object of such
rights *°.

The legal treatment (article 9.3.c. of Law 41/2002) of an informed consent issued by a
minor takes into account objective considerations (age) as well as subjective considerations- (the
patient’s capacity to discern correctly)**.

In general, in lieu of the Spanish legislation, the physician is obliged to lisieil to the minor
(article 10.6 of the Ethics Code*” and article 9.3.c. of Law 41/2002*°) and make the will of the
family prevail in those cases in which the minor is unable to decide neither emotionally nor
intellectually, by means of the informed consent form, under the followiig legal limitations:

* It is the obligation of the physician to always listen to mineis aged 12 and over and to take
into account their opinion contingent upon their level 0f mental growth and personal
attitude, making them participate in as much as.pgossible in the making of decisions
throughout the health process.

* Over the age of 16, the Law understand that-the consent must be rendered directly by the
patients in all cases, save for situations'that pose severe immediate risk to health, in which
the physician shall only inform and listen to the parent’s views and opinions.

Recommendation

12.2 OneC¢haracteristic symptom of EDs and specifically of AN is the
absence of awareness of the disease among sufferers. The disease
itself often causes a lack of sufficient judgement to issue a valid and
unbiased consent concerning the acceptance and choice of
treatment. Hence, in the assumptions of severe risk to the health of a
minor afflicted with AN who refuses treatment, established legal
and judicial channels must specially be followed.

Avcording to current legislation
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Current legislation

— Organic Law 1/1996, of 15th of January, for Legal Protection of Minors, partial amendment
of the Civil Code and the Civil Procedures Rules Law. Spanish Official Gazette, 17" January
1996 (number 0015)*°.

— Atrticle 9.3.c. of Law 41/2002, of 14th November, a basic regulatory law governing the
patient’s autonomy and the rights and obligations with regard to clinical information and
documentation (Official Gazette no. 274, de 15-11-2002, pp. 40.126-40.132)*".

— Article 10.6 of the Ethics Code and Medical Deontology, 1999. OMC, Revista del Cornsejo
General de Colegios Médicos de Esparia, 1999 (66): 2.124 y 2.931, concerning obscivance
of the patient’s freedom and possibility to apply for the intervention of the Coutt, in cases
where deemed necessary*”.

12.3. In the case of a minor diagnosed with ED, how is the
dilemma: duty of confidentiality, respectio autonomy,
and obligations with regard to the parents or legal
guardians of the minor solved?

The controversy between the knowledge-and authorisation from the parents or legal
guardians and the right to privacy and confidentiality of the minor (article 7 of Law 41/2002)*°,
is present in all norms and regulations and there is not one single norm that serves as a guide to
the physician to generalise cases. In general, regulation tends to be inspired on some general
principles concerning respect to ntivacy and professional secret, and to establish certain
limitations and exceptions to the rhain general principle.

The physician may —a¢cording to article 16.1.d) of the Ethics Code*”— disclose the secret
prior authorisation frorv the patient or without such authorisation in cases in which the
physician’s silence nidy cause damage to the actual patient or to third parties.

Likewise;itl an extended reading of the Civil Code on how the minor must be regarded, it is
important . fer the physician to take into account the minor’s age and maturity level.
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Recommendation

According to current Iegislation

12.3 [The balance among the different rights in conflict makes it mandatory for
the physician to observe and to interpret the best solution to each case.
Nonetheless, it is always of outmost importance to inform and to listen
attentively to both sides so that they understand the relationship between

safeguarding health and the decision taken by the physician.

Current legislation

Article 7 of Law 41/2002, of 14th November, a basic regulatory iaw governing the patient’s
autonomy and the rights and obligations with regardto clinical information and
documentation (Official Gazette no. 274, de 15-11-2002. pp: 40.126-40.132)*°,

Article 16 of the Ethics Code and Medical Deortciogy, 1999. OMC, Revista del Consejo
General de Colegios Médicos de Esparia, 1999 (66): 2.124 y 2.931, concerning exceptions
to the physician’s professional secret*.

Law 41/2002, of Law 41/2002, of 14th November, a basic regulatory law that governs the
patient’s autonomy and embraces i1ghts and obligations concerning clinical information and
documentation (State’s Official Gazette no. 274, dated 15-11-2002, pp. 40.126-40.132)*°,

Instrument of ratification for the Convention for the Protection of Human Rights and the
Dignity of Human Beings, with regard to the applications of biology and medicine
(Convention relating to Human Rights and Biomedicine) signed in Oviedo on the 4" of
April 1997. Official Gazette number 251 of 20th October 1999*"'.

Europeas Convention for the Protection of Human Rights and Fundamental Freedoms of 4"
Novertiber, ratified by Spain with date 26™ of September 1979 and published in the Spanish
Offi¢ial Gazette on the 10" of October 1979. Revised in conformity with Protocol number 11
{coming into effect date 1 November 1998)"®,

Law 1/2000, of 7th of January, of Civil Procedures Rules (Official Gazette. 7, of 8th January
2000, pp. 575-728. Error corrections that appeared in the Official Gazette no. 90, de 14-04-
2000, p. 15.278 and Official Gazette no. 180, dated 28-07-2001, p. 27.746)*”.

Order 129/99 issued by the Constitutional Court concerning circumstances for non-
voluntary admission to hospital.*”
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13. Detection, diagnosis and treatment
strategies for eating disorders

Algorithm 1. Detection of potential cases of eating disorders

e

Assessment Eating Disorder
Screening
Childhood Adoiescents
{8-11/12 years) Adults
I‘ SCOFF
ChEAT
EAT-40, EAT-26

BULIT, BULIT-R, BITE
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Algorithm 2. Intervention if there is suspicion of an eating disorder

Examination
and basic
blood work

ER Hospital

YES

:

* Clinical interview
» Physical and psychopathologival
examination

» Complementary examingaiion

* Clinical interview
examination

* Interview with the family

|
* Physical and psychopathological ’

* Complementary examinations

-«

Diagnosis of an
eating disordor?

» Nutritional counselling
» Assessment of consumption
and weight

YES
Answer

NO
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Algorithm 3. Treatment of AN

Y

or IPT or POT or BT)

Psychological therapies
(CBT or 5H or GSH or SFT

Y

MNutntional assessment

Pharmacological

interventions

* Mot recommendesd as
primary treatment

* Caution must be exzcized
in its indication when
there are comorbidities

+ Risk of cardizvascular
adverse effects

'

'

Renutrition based on the degree
of malnutrition and collaboration of

the patient:
+ Oral diet

» Artificial nutrition: enteral oral or

parenteral

|
L

Misin onal
counselling

!

More intensive treatments

NO ‘r’ES

= 12 months

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS

195




Algorithm 4. Treatment of BN and BED

CEmEm

Mutritional counselling and
dental hygiene advice

Y
NO

* Eliminate behaviour
* Oral administration of
electrolytes

Laxative abuse? + Inforration on laxative
effests
NO

Psychological therapies L .

CBT-BN or CBT-BED E%tmn?clngcal interventions
SH or GSH Only antidepressant pharmacological
i treatment is recommended
Adult/children MHC Day patient cans/inpatient care

4-5 months |

YES
Answer
NO
intensive treatments
(CBT or IPT) + SH/GSH
NO YES
Answer
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Algorithm Notes

Algorithm 1. Detection of potential cases of eating disorders

1) Visits of healthy children/adolescents and visits prior to participating in sports, for example,
would be a good opportunity to carry out integrated prevention (primary) and screening of
different disorders, including eating disorders.

2) Screening instruments are useful for a quick, first assessment aimed at ruling out the
existence of suspicious symptoms in the first phase of the two-phase screening process; it
which individuals who obtain high scores are re-assessed to determine if they fulfil formal
diagnostic criteria.

3) Screening instruments are inefficient at establishing the diagnosis of an eating“disorder.

4) In order to identify potential cases of eating disorders, several different screening self-
reported questionnaires have been designed that enable systematic assessment of eating
behaviour.

5) It is recommended to use questionnaires that have been adapted and validated in the pulation
to detect cases (screening) of eating disorders. The foliowing instruments are recommended
(¥'Good clinical practice). Recommendation 6.5.;

— Eating disorders in general: SCOFF {{oi individuals aged 11 years and over).

— AN: EAT-40, EAT-26 and ChEAT (the latter for individuals aged between 8 and 12
years).

— BN: BULIT, BULIT-R y BITE (the three for individuals aged 12-13 years and over).

Algorithm 1 abbreviations

PC = Primary Care

BITE = Bulimic Investigatory Test, Edinburgh
BULIT = Bulimiia Test

BULIT-R =a¢vised version of the BULIT

ChEAT = Children’s version of the EAT-26

EAT-49 = Eating Attitudes Test

EAT-26 = Abbreviated version of the EAT-40

SCOFF = Sick, Control, One, Fat, Food questionnaire
EDs = Eating Disorders
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Algorithm 2. Intervention if there is suspicion of an eating disorder

)

2)

3)

4)

5)

6)

If a person attends the primary care practice presenting symptoms of a suspected eating
disorder, the clinician must assess whether he/she is in a borderline biological or mental
situation after performing basic examinations and blood work.

If the person seeking help is aware of the problem, the standard diagnostic procedure
must be carried out, including anamnesis, physical and psychopathological examinations
and complementary examinations (v'Good clinical practice). Recommendation 7.2.4.

Although communication must always be established with the family, the health “care
practitioner must study the patient’s family environment and generate a climate o1 trust
and confidentiality. When it is the family that seeks help, it becomes a key piece in the
physician-patient relationship.

It is recommended to follow the WHO’s (ICD-10) and the APA’s (I2SM-IV or DSM-1V-
TR) diagnostic criteria. (v'Good clinical practice). Recommendation 7.1.

NC is provided with the aim of modifying what the patietteats, as well as maladaptive
eating habits and attitudes. The advice given includes ¢ description of a healthy diet,
the benefits of maintaining a regular eating schedule, eating three meals a day, eating
normal rations according to age, eating with the fawiily, in a relaxed environment without
distractions, without being the one to prepai¢.‘the meal or staying in the kitchen and
resting after meals, amongst others. Weight restoration requires a normocaloric and
healthy diet except in cases where it is contraindicated due to the patient’s condition.

Criteria for referral from PC to ‘thie hospital (emergency service of a general hospital)
depend on whether the emergency is medical or psychiatric.

Criteria for referral from PC to.eimiergency hospitalisation (emergency service of a general
hospital) to receive emergency medical treatment are as follows:

— Weigh loss >50% in the last 6 months (30% in the last 3 months)
— Consciougness disturbances

— Convul<ions

— Dehydration

—Severe liver or kidney disturbances

= Pancreatitis

— Decreased potassium <3 mEq/l or sodium (<130 or >145)
— Serious arrhythmia or conduction disorder

— Bradycardia <40 bpm

— Other ECG disorders

— Syncopes or hypotension with SBP <70 mmHg

— HDH: hematemesis, rectal bleeding

— Acute gastric dilation
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Criteria for referral from PC to emergency psychiatric assessment (psychiatric service of a
hospital) are as follows:

— Absolute refusal to eat or drink.

— Depressive symptomatology, with autolytic risk.

— Significant self-inflicted injury behaviour.

7) Criteria for referral from PC to adult or child/adolescent mental health centres/units are as
follows:
— When there is an established diagnosis of eating disorder.
— Weight loss equal to or higher than 10%-25% of weight, without a justifiable:Cause.

— Presence of regular bulimic episodes, meaning binge-eating behaviour and/or persistent
purging practices (self-induced vomiting, laxative abuse and use of diutetics).

— Presence of associated psychopathological disturbances.
— Lack of disease awareness.

— If neither weight nor bulimic behaviour improve after follawing PC guidelines.

8) Complete hospitalisation (inpatient care) criteria:

— The biological state entails serious risk of compiitations (no consumption of food or
liquids, BMI <16, ionic alterations, repeated sel{zinduced vomiting, laxative abuse, use of
diuretics, hematemesis and rectal bleeding).

— There are significant depressive symptoins and autolytic risk.

— Significant self-inflicted injury belaviour.

These are not absolute criteria and, dépending on their intensity, partial hospitalisation (day
patient care) may be indicated.

There are other psychopatheicgical disorders that prevent outpatient treatment:

— The patient is mtiable due to her psychopathological state to follow the guidelines of the
outpatient ti€atment programme: frequency of visits, limitation of physical activity,
recommended diet, etc.

— The-patient’s problematic behaviour at home, the existence of family conflicts and/or
family psychopathology is excessive and impossible to manage on an outpatient basis.

=~ Weight progress does not follow the rate established in the weight restoration
programme.

If the patient refuses to undergo inpatient treatment, the parents’ and judge’s authorisation in the
case of minors, and judicial authorisation in the case of over-age patients, will be required.

Inpatient treatment can be performed in a general hospital (or one specialised in eating
disorders), the psychiatric hospital being the most recommended resource in special cases such
as those involving chronicity and serious mental disorders (delirium, repeated self-aggression,
cognitive deterioration, etc.)
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9) Day care admission criteria:

— From the adult or children’s mental health centre. If the patient does not meet emergency
medical care or emergency inpatient treatment in a psychiatric hospital criteria and does fulfil
one of the following criteria:

— The patient is unable due to her psychopathological state to follow the guidelines of the
outpatient treatment programme: frequency of visits, limitation of physical activity,
recommended diet, etc.

— There are serious behavioural problems in the patient’s home, family conflicts and/or
family psychopathology that are not modified on an outpatient basis.

— Weight progress does not follow the rate established in the outpatient weight restoration
programme.

— From inpatient care (complete hospitalisation) (once discharge criteria have-teen fulfilled).
More control must be exercised on eating and diet and disordered behaviour and though it can
also be performed on an outpatient basis, it is not indicated if there ai¢ serious behavioural
problems in the patient’s home, family conflicts and/or history of family psychopathology that
cannot be modified by outpatient management.

Algorithm 2 abbreviations

PC = Primary care

MHC = Mental health centre
NC=Nutritional counselling
DH = Day hospital

NC = Nutrional counselling
EDs = Eatind Disorders
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Algorithm 3. Treatment of AN

1) It is recommended to follow the WHO’s (ICD-10) and the APA’s (DSM-IV or DSM-IV-
TR) diagnostic criteria to establish the diagnosis of AN. (v'Good clinical practice).
Recommendation 7.1.

2) Nutritional or dietary counselling. This type of intervention aims mainly to modify what
the patient eats, as well as maladaptive eating habits and attitudes, providing a model to
follow (description of a healthy diet, the benefits of maintaining a regular eating schedule,
eating three meals a day, eating normal rations according to age, eating with the family, in
a relaxed environment without distractions, without being the one to prepare the meai or
and resting after meals, amongst others.). A normocaloric and healthy diet is required for
weight restoration, except in cases where it is contraindicated due to the patient’s ¢ondition.

— In feeding guidelines for children and adolescents with anorexia nervosa. carers should be
included in any dietary information, education and meal plarning. (Grade D).
Recommendation 9.GM.1.

3) Renutrition

— Performance of standard treatments to resolve the situation acknowledging individual
needs, especially in the case of children and adolescents. (Grade D). Recommendation
9.GM.1.

— A physical exploration and in some cases oral.nmiultivitamin and/or mineral supplements are
recommended, both in outpatient and inpatient care, for patients with AN who are in the
stage of body weight restoration. (Grade iy). Recommendation 9.1.1.1.

— Feeding against the will of the patient should be used as a last resort in the management of
AN. It is an intervention that nwst be performed by experts in the management of eating
disorders and related clinicalcecomplications. Legal requirements must be taken into account
and complied with when deciding whether to feed a patient against his/her will. (Grade D).
Recommendations 9.GM.2, 9.GM.3 and 9.GM 4.

Total parenteral nutritien should not be used in patients with AN unless the patient refuses
nasogastric feeding" and/or when there is gastrointestinal dysfunction. (Grade D).
Recommendatioti9.1.1.2.

— Nutriticnal support for patients with eating disorders will be selected based on the patient’s
degree of malnutrition and collaboration, and always with the psychiatrist’s approval.
(v"Good clinical practice). Recommendation 9.GM.01.

- Before initiating artificial nutrition the patient’s degree of collaboration must be assessed
and an attempt must always be made to convince him/her of the benefits of natural feeding.
(v'Good clinical practice). Recommendation 9.GM.02.

— In day hospitals, nutritional support for low-weight patients, where an oral diet is
insufficient, can be supplemented with artificial nutrition (oral enteral nutrition). To ensure
its intake, it must be administered during the day hospital’s hours, providing supplementary
energy ranging from 300 to 1,000 kcal/day. (v'Good clinical practice). Recommendation
9.GM.03.
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— Oral nutritional support in eating disorder inpatients is deemed adequate (favourable
progress) when a ponderal gain greater than 0.5 kg per week is produced, with up to 1 kg
increments being the usual during that period. Sometimes, when the patient with
moderate malnutrition resists resuming normal feeding, the diet can be reduced by 500-
700 kcal and be supplemented by complementary oral enteral nutrition in the same
amount, which must be administered after meals and not instead of meals (v'"Good
clinical practice). Recommendation 9.GM.04.

— In the case of severe malnutrition, extreme starvation, poor progress or lack of
cooperation of the patient in terms of eating, artificial nutrition treatment is indicated. If
possible, an oral diet with or without oral enteral nutrition is always the first step,
followed by a 3 to 6 day period to assess the degree of collaboration and medical-
nutritional evolution. (v'Good clinical practice). Recommendation 9.GM.05.

— Regarding estimated energetic requirements, it is recommended that calori¢heeds at the
beginning always be below the usual, that real weight, as opposed to ideal ‘weight, is used
to make the estimation and that in cases of severe malnutrition energetic requirements be
25 to 30 kcal/kg real weight or total kcal not higher than 1,000/day. (v'Good clinical
practice). Recommendation 9.GM.06.

4) Pharmacological interventions

— Pharmacological treatment is not recommended as.the only primary treatment of AN.
(Grade D). Recommendation 9.GPH.1.

— Caution should be exercised when prescribing pharmacological treatment for patients
with AN who have associated comorbidities such as obsessive-compulsive disorder
(OCD) or depression. (Grade D). Recomimendation 9.GPH.2.

— If drugs with adverse cardiovascuiar effects are administered, ECG monitoring of patients
should be carried out. All patients with AN must be warned of the side effects of
pharmacological treatments.(Grade D). Recommendations 9.GPH.4 and 9. GPH.5.

5) Psychological therapies

The objective of psychological treatment is to reduce risk, to encourage weight gain by means of
a healthy diet, to réduce other symptoms related with eating disorders and to facilitate physical
and psychologicai’recovery. (Grade D). Recommendation 9.GP.3.

The psychelogical therapies that should be considered for AN are: CBT, SFT, IPT, PDT and BT.
(Gradg 15). Recommendation 9.GP.1.

— The duration of psychological treatment should be of at least 6 months when performed
on an outpatient basis (with physical monitoring) and 12 months for individuals who have
been under inpatient management. (Grade D). Recommendation 9.GP.5.

— For patients with AN who have undergone outpatient psychological therapy but have not
improved or have deteriorated, the indication of more intensive treatments (combined
individual and family therapy, day or inpatient care) must be considered. (Grade D).
Recommendation 9.GP.6.
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—  Following hospital discharge, patients with AN should be offered outpatient care that
includes monitoring of normal weight restoration and psychological intervention that
focuses on eating behaviour, attitudes to weight and shape and the fear of social response
regarding weight gain, along with regular physical and psychological follow-up. Follow-up
duration must be of at least 12 months. (Grade D). Recommendation 9.GP.10.
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Algorithm 4. Treatment of BN and BED

1) It is recommended to follow the WHO’s (ICD-10) and the APA’s (DSM-IV or DSM-IV-
TR) diagnostic criteria to establish the diagnosis of BN and BED. (v'Good clinical
practice). Recommendation 7.1.

2) Nutritional counselling and dental hygiene advice

This type of intervention aims mainly to modify what the patient eats, as well as maladaptive
eating habits and attitudes, providing a model to follow (healthy diet, maintenance of a fixed
eating schedule, eating three meals a day, eating normal rations according to age, eating witii-the
family in a relaxed environment without distractions, without being the one to prepare the' meal
and resting after eating).

In the case of laxative misuse, patients with BN must be advised on how to-decrease and stop
abuse. This process must be carried out gradually. Patients must also be informed that the use
of laxatives does not decrease nutrient absorption. (Grade D). Recommendation 9.GM.8.

When electrolyte imbalance is detected, in most cases elimination 0t the behaviour that caused it
is sufficient to correct the problem. In a small number (¢ cases, oral administration of
electrolytes whose plasmatic levels are insufficient is necessary to restore normal levels, except
in cases involving gastrointestinal absorption. (Grade D) Recommendation 9.GM.7.

Patients who vomit habitually must have regular siental check-ups and be provided with dental
hygiene advice. (Grade D). Recommendation 9.GM.9.

3) Psychological therapies

— CBT-BN is a specifically adapted form of CBT and it is recommended that 16 to 20 sessions
are performed over 4 or 5 manths of treatment. (Grade A). Recommendation 9.3.2.1.1.

Patients with BN who d¢.not respond to or refuse to receive CBT treatment may be offered
alternative psychological treatment. (Grade B). Recommendation 9.3.2.1.2.

Adolescents with“BN can be treated with CBT adapted to their age, level of development, and, if
appropriate,~the family’s intervention can be incorporated. (Grade D). Recommendation
9.3.2.1.3.

Adult ‘patients with BED can be offered a specifically adapted form of CBT. (Grade A).
Jkecommendation 9.3.3.1.

— A possible first step in the treatment of BED is to encourage patients to follow a SH
programme (guided or not). (Grade B). Recommendation 9.GP.13.
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Health care professionals can consider providing BED patients with SH programmes (guided or
not) that may yield positive results. However, this treatment is only effective in a limited
number of patients with BED (Grade B). Recommendation 9.GP.14.

— If there is a lack of evidence to guide the care of patients with EDNOS or BED, health care
professionals are recommended to follow the eating disorder treatment that most resembles
the eating disorder the patient presents. (Grade D). Recommendation 9.GP.15.

— IPT should be considered an alternative to CBT although patients should be informed that i
requires 8 to 12 months to achieve results similar to those obtained with CBT. (Grade. 5).
Recommendation 9.5.2.1.

IPT-BED can be offered to patients with persistent BED. (Grade B). Recommendation
9.53.1.

4) Pharmacological interventions

— In the treatment of BN pharmacological treatments other.than antidepressants are not
recommended (Grade B). Recommendation 9.9.2.1.2.

Patients should be informed that antidepressant treatment can reduce the frequency of binge-
eating and purging but effects are not immediate. (Grade¢ B) Recommendation 9.9.2.1.1.

The dose of fluoxetine used in patients with-SN is greater than the dose used for treating
depression (60 mg/day). (Grade D). Recommendation 9.9.2.1.3.

Amongst SSRI antidepressants, fluoxetine is the first-choice drug for treatment of BN, in terms
of acceptability, tolerability and symptom reduction. (Grade D). Recommendation 9.9.2.1.4.

— SSRI antidepressant treafmient can be offered to a patient with BED, regardless of whether
he/she follows a guided’SH programme or not. (Grade B). Recommendation 9.9.3.1.1.

Patients must be informed that SSRI antidepressant treatment can reduce the frequency of binge-
eating, but thecduration of long-term effects is unknown. Antidepressant treatment may be
beneficial fora small number of patients. (Grade B). Recommendation 9.9.3.1.2.
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14.Dissemination and implementation

In order for this CPG to reach health care professionals in the NHS, its dissemination will
be carried out by means of the GuiaSalud Catalogue (www.guiasalud.es) and CAHTA’s website
(www.aatrm.net).

Once the national dissemination Plan within the general framework of GuiaSalud has been
completed, the guide’s working group and CAHTA will perform further dissemination activities
that are deemed appropriate.

The CPG consists of three versions for health care professionals: the full version, the
summary and the quick version. The first two include information for patients (Annex 3). The
CPG is edited electronically and is available on the GuiaSalud and CAHTA websites. The
summarised and quick versions are also in book and leaflet form, respectively. The book
contains the CD-ROM of all versions.

The measure of adherence or implementation of the CPG’s recommendations by means of
monitoring and/or auditing can improve its use. The manual of the AGREE instrument
addresses the importance of elaborating indicators, item 21 of the “applicability” dimension
tackling this issue®. Hence, a CPG must offer a list of clear quantifiable criteria or quality
indicators that derive from the key recommendations, i the guide. The most well known and
widely used indicator classification system in this guide is the one pertaining to Donabedian*”,
which classifies indicators into: structure, process 2hd outcome. In order to determine and assess
the performance of the most important recomtaendations, the assessment of certain intervening
process variables and the most relevant clinical outcomes is suggested.

In the clinical assessment of eating disorders it is recommended to measure key aspects
related with quality for which certain indicators are initially proposed due to their validity,
reliability and feasibility at dificrent levels of care (primary care and specialised care).

Table 1 describes e 11 proposed indicators according to clinical area, type of indicator,
the dimension of guality they address and the care level where they may be applied. It is
important to borne in mind that, in practice, available indicators are not perfect and constitute an
approximatiorof a real situation. Their objective is to provide useful information to facilitate
decision-making. They are quantitative measures, which, if obtained periodically, enable
analysisof their evolution over time (monitoring) '.

Some of the indicators included in the Mental Health Strategy of the NHS (Quality Plan) **
are common to eating disorders. Therefore, some of the indicators proposed are common to
those included in the above-mentioned plan. Others have been adopted from the Contract
Programme of the Regional Ministry of Andalusia/Andalusian Health Service*” and the NICE
CPG. Additionally, the working group has proposed others.
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Table 1. Proposed indicators

Area Type of Name of the indicator Quality Health care
indicator (standard) dimension level
susceptible to
application
1 2 3
Referral Process Proportion of patients with eating disorders Adequacy X
who have been adequately referred to a
specialised care level (See Annex 2.10.)
Referral Process Proportion of patients with eating Adequacy X X
disorders who have been adequately
referred with emergency criteria (See
Annex 2.10.)
Referral Process Average time elapsed between hospital Continuity of X X
discharge and the first outpatient (adult or care
children MHC) or day care follow-up visit
(standard <15 days)
Diagnosis Process Proportion of patients who receive Adequacy / X X X
diagnostic confirmation within two months Resolution
of the first consultation.
(see Annex 2.10.)
Treatment Process Proportion of patients diagnosed with an | Adherence to X X X
eating disorder who remain:in treatment 6 or | treatment
more months (standaia>70%)
Follow-up Process Proportion of-vatients diagnosed with an Effectiveness/ X X
eating disorder during outpatient monitoring Resolution
in day.¢are or in the adult or children MHC
who @re discharged based on the number of
months of follow-up (standard >60%)
Follow-up Process Number of interviews with family Integral X X X
members in relation to visits for patients care
diagnosed with an eating disorder
(standard 1/month)
Failow-up Outcome Percentage of readmissions to the Effectiveness/ X X
general hospital at 3, 6, 9 and 12 Continuity  of
i months. care
(See Annex 2.10.)
Diagnosis Outcome Proportion of patients seen with an eating Disease X X X
disorder diagnosis in PC, adult or children management
MHC, day hospital and general hospital.
(see Annex 2.10.)
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Integral Outcome Satisfaction index of patients and Satisfaction
care family members by the end of

treatment (see Annex 2.10.)
Integral Outcome Number of complaints (standard <5%) Satisfaction
care

In Annex 2.10.
described. The authors did not intend to design a comprehensive and detailed assessment that
entails the use of all proposed indicators. Quite the opposite, the aim is to provide clinicians and
managers who may be interested with a tool that can be useful in the specific design of¢are

assessment.

some of the indicators proposed by this guide’s working group are

Those in charge of assessing the impact of the CPG and management of {matients with
eating disorders will have to choose the most appropriate sources of information; as well as the
most convenient time frame that each indicator refers to (in some, howeyver, both aspects are

established). The standard use is provided for some, but in others it is yet to be determined.
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15. Future research recommendations

The following studies are required:

Studies that clarify the benefits, versus potential risks, of primary prevention programmes in
schools and in mass media.

Studies that describe the value of preventive interventions (screening and risk factors) in childhood
and adolescence, considered the highest risk group for developing eating disorders.

Studies that improve evidence regarding the choice of the treatment prescribed, the seicction of
other specific instruments and the expected duration and intensity of treatment in order to
achieve the best results (immediate and long-term), based on clearly defined clittical indicators
and on a more precise description of the stages of these disorders.

Studies that determine predisposing and precipitating biological and‘“genetic risk factors for
eating disorders. Also determine environmental, neuropsychologica?and personality risk factors
that serve as precursors-protectors of eating disorders.

Studies that address proper methods for the treatment of osteopenia, osteoporosis and other
“diseases-sequelae” of AN.

In the case of AN, studies that assess specific treatments for your patients, who are probably
more sensitive to treatment and should be-differentiated from treatments designed for older
patients and patients with more chronic-diseases, since that the characteristics and response to
treatment, in other diseases, varies-between these groups. Large multi-centre studies with
adequate strength and required given that it is hard to recruit and retain patients with AN in
controlled treatment studies du<-io the high dropout rate.

In the case of BN, studies'that help to determine predictive factors of therapeutic success-failure
and early predictorscof change. Better studies are also required to address the treatment of
complex cases with-multiple comorbidities that are so common in health care practice.

In the case ‘ef BED, combined with obesity, studies on the best sequence of treatments (for
example; it BED treatment precedes, or not, weight management treatment) and on the long-
term bicnefits of treatment in terms of eating disorder symptoms and weight.

Studies that analyse in depth the clinical-phenomenological intrinsic characteristics of
EDNOS (clinical and personality) and the efficacy of specific therapeutic approaches.

Studies that analyse the clinical-phenomenological characteristics of less prevalent eating
disorder groups (late onset, males, etc.) and the efficacy of specific treatments.

Studies on the development and validation of SH therapeutic programmes not only in a printed
format, but also and especially using the latest technological instruments (computerised
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manuals) and remote help (online, telephone support, etc.).

Studies that analyse endophenotypes associated with eating disorders (purging cases, impulsive
subgroups, etc.) and therapeutic efficacy.

Studies that analyse cognitive styles and neuropsychological processes involved in the onset and
maintenance of eating disorders.

Studies that analyse the clinical impact of comorbidity (Axis I and II) on eating disorders and
specific therapeutic efficacy. Additionally, it would be necessary to design and analyse specific
therapeutic approaches in these patient groups.

Studies that provide an in-depth analysis of diagnosis modification and factors involvéd in
eating disorders.

Studies on the efficacy-efficiency of health care resources: structural and management
aspects.

Studies that provide an in-depth analysis of the utility of new fechnologies (telemedicine,
Internet, short mobile text messages [sms], videogames), as an additional therapeutic tool and in
specialist education and training procedures.

Studies on neuroimaging, to facilitate an understanding of the morphological and functional
involvement of certain brain areas in eating disordess (biological, environmental and personality
vulnerability, nutritional changes associated with/eating disorders, areas that regulate fullness-
hunger sensations and therapeutic efficacy).

Animal and human studies on the mechatitsms that regulate eating, versus energy expenditure.

Studies on the links between physiclogical and psychological processes of puberty and the onset
of eating disorders.

Studies on the effects of ¢Xercise, including the role of extreme exercise and eating restraint, on
the onset and development of eating disorders; and the opposite, the possible protective effect of
some healthy popular athletes on boys’ and girls’ attitudes towards exercise, diet, weight and
shape.

Studies an the impact of several comorbidities (including mood disorders, anxiety disorders,
disord¢i's related with substance abuse, personality disorders and others) frequently associated
with'the development of eating disorders and response to treatment.

Sociological studies on social values and eating disorders.

Family studies on factors associated with the onset and maintenance of eating disorders and the
impact of these disorders on other family members.
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Annex 1. Levels of Evidence and Grades of
Recommendation

SIGN Levels of Evidence and Grades of Recommendation

Levels of Evidence

1++ High quality meta-analysis, systematic reviews of clinical trials or high-quality clinical
trials with low risk of bias.
1+ Well conducted meta-analysis, systematic reviews of clinical trials, or well conducted
clinical trials with low risk of bias.
1- Meta-analysis, systematic reviews of clinical trials, or clinical trials with high risk of bias.
2++ High  quality systematic reviews of cohort- (Jor case-control  studies
Cohort or case-control studies with very low risk (¢t~ bias and high probability of
establishing a causal relationship.
2+ Well conducted cohort or case-control studies with low risk of bias and moderate
probability of establishing a causal relationship.
2- Cohort or case-control studies with high risk of bias and significant risk of non-causal
relationship.
3 Non-analytic studies such as)case reports, case series or descriptive studies.
4 Expert opinion.

Grades of Recomaendation

A Atlleast one meta-analysis, systematic review or clinical trial classified as 1++ and
directly applicable to the guide’s target population, or a body of evidence composed of
studies classified as 1+ with high consistency amongst them.

B Body of evidence composed of studies classified 2++, directly applicable to the guide’s

target population and that have been shown to have high consistency amongst them, or
evidence extrapolated from studies classified as 1++ or 1+.
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C Body of evidence composed of studies classified as 2+ directly applicable to the
guide’s target population and that have shown to have high consistency amongst
them; or evidence extrapolated from studies classified as 2-++.

D Level 3 or 4 evidence or evidence extrapolated from studies classified as 2-+.

Good clinical practice

v' * | Recommended practice based on clinical experience and the consensus of the
drafting team.

* Occasionally the working group becomes aware that there is an important practical aspect it wishes to emphasise and for which there probably is no
supporting evidence available. These cases are generally related with a certain aspect of the treatment that is considered good clinical practice and
which would rarely be questioned. These aspects are considered good clinical practice points. These messages are not an alternative to evidence-based
recommendations, and hence should be considered only when there is no other way to highlight the aspect in question. They are represented with the V
symbol.
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Annex 2. Clinical chapters

Annex 2.1. Spanish version of the SCOFF version

Reproduced with the authors’ permission (J Garcia-Campayo, 2004)'*

Name:

Sex:

Age:

1. Do you make yourself Sick because you feel uncomfortably full?

YES NO

2. Do you worry you have lost Control over how much you eat?

YES NO

3. Have you recently lost more than 6 kgin a 3 month period?

YES NO
4. Do you believe yours¢!T to be Fat when others say you are too thin?
YES NO

5. Would,you say that Food dominates your life?

YES NO
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Annex 2.2. Spanish version of the EAT-40

Reproduced with the authors’ permission (J Castro, et al., 1991)'™

1. I like to eat with other people.
. I prepare meals for others, but [ don’t eat them.
. I get nervous when meal time approaches.
. I am very scared of weighing too much.

. I try not to eat even if [ am hungry.

2

3

4

5

6. I am very preoccupied with food.

7. Sometimes | have engaged in bingeing, feeling I was unable to stop eating,
8. I cut my food in small pieces.

9. I take the calories of the food I eat into account.

10. I especially avoid eating foods high in carbohydrates (for example, bread, rice, potatoes).
11. I feel full after meals.

12. 1 feel others would like me to eat more.

13. I vomit after eating.

14. 1 feel very guilty after eating.

15. I am preoccupied with the desire to be-thinner.

16. I exercise a lot to burn calories.

17. I weigh myself several times a day.

18. I like wearing tight-fitting clothes.

19. I like eating meat.

20. I wake up early.in-the morning.

21. I eat the same foods every day.

22. I think-about burning calories when I exercise.

23. I have regular menstruation.

24. Others think I am too thin.

25. I am preoccupied with the idea of having body fat.
26. I take longer to eat than other people.

27. 1 like eating at restaurants.

28. I take laxatives (purgatives).

29. I try to eat only sugar-free food.
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30.
31.
32.
33.
34.
35.
36.
37.
38.
39.
40.

I eat diet food.

I feel food controls my life

I exert self-control during meals.

I notice others pressure me to eat.

I spend too much time thinking and worrying about food.
I have constipation.

I feel uncomfortable after eating sweets.

I commit to dieting.

I like to feel an empty stomach.

I enjoy trying new and tasty food.

I feel like vomiting after meals.

Answer categories:

Never / Rarely / Sometimes / Often / Most of the time //Aiways.
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Annex 2.3. Spanish version of the EAT-26

Reproduced with the authors’ permission (A Gandarillas, et al., 2003)"7" """,

1.

2
3
4
5
6.
7
8
9

10.
11.
12.
13.
14.
15.
16.
17.
18.
19.
20.

21

22.
23.
24,

~
b
2 S

26.

I feel anxious about the idea of being too fat.

. I try not to eat when I am hungry.
. Food is a habitual preoccupation for me.
. I have experienced bingeing episodes in which I felt I could not stop eating.

. I cut my food in small pieces.

I know the amount of calories contained in the foods I eat.

. I try not to eat foods that are high in carbohydrates (bread, rice, potatoes, etc.).
. I feel others would like to see me eat more.

. I vomit after eating.

I feel very guilty after eating.

I am obsessed with the desire to be thinner.

When I play sports I think mainly about burning calories:
Others think I am too thin.

I am worried about having fat body areas and/cr cellulite.
I take longer than others to eat.

I try to eat only sugar-free foods.

I eat diet food.

I feel my life revolves arounc-food.

I have good self-contrei-over food.

I feel others pressure’me to eat more.

. I spend too much time thinking about food.

I do not feel good after eating sweets.

[ am ¢ra diet.

I1ike to have an empty stomach.

. I like to try new food, tasty food that is high in calories.

After meals I feel compelled to vomit.

Answer categories:

Al

ways / Very often / Often / Sometimes / Rarely / Never.
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Annex 2.4. Spanish version of the ChEAT

Reproduced with the authors’ permission (M De Gracia, 2008)'”.

O 0 9 O »n B~ WD~
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97

. I'am very scared of being overweight.
. I try not to eat even if I am hungry.

. I think about food constantly.

. I have sometimes engaged in bingeing, and felt [ was unable to stop.
. I cut food in small pieces.

. I know how many calories are in the foods I eat.

. I avoid eating foods such as bread, potatoes or rice.
. I notice others would like me to eat more.

. I vomit after eating.

. I feel very guilty after eating.

. I am preoccupied with the desire to be thinner.
. I think about losing calories when I exercise.

. Others think I am too thin.

. I am worried about having body fat.

. I take longer than others to eat.

. I try to eat only sugar-free food.

. I notice others pressure me to eat:

. I spend too much time thinkitig and worrying about food.

. I feel uncomfortable after eating sweets.
. I commit to dieting,

. Ilike to feel an empty stomach.

. I enjoy trytag new and tasty foods.

. I feebiike vomiting after meals.

.Ieat diet food.

25. 1 feel food controls my life.

26.

I exert self-control during meals.

Answer categories:

Always / Most of the time / Often / Sometimes / Rarely / Never.
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Annex 2.5. Spanish version of the BULIT

Reproduced with the authors’ permission (AJ Vazquez, et al., 2007)".

Name:

Age:

Answer each of the following questions indicating the correct option with a cross. Please, respond
truthfully and remember that all information will be strictly confidential.

1. Have you ever eaten uncontrollably to the point where you felt bloated?

Current Weight:

1. Once a month or less (or never)
2. Two or three times a month

3. Once or twice a week

4. Three to six times a week

5. Once a day or more

2. I am satisfied with my eating behaviour

3. Have you ever continued eating until.-you felt you were going to explode?

1. Agree

2. Neutral

3. Slightly disagree

4. Disagree

5. Completely disagree

1. Practically every time I eat
2. Very frequently

3. Often

4. Sometimes

5. Rarely or never

4. Would you curreritly call yourself a big eater?

1. Yes, completely
2.Yes

3. Yes, probably

4\ Yes, possible

5. No, probably not

5. I prefer eating

1. At home alone

2. At home with others
3. At a public restaurant
4. At friends’ houses

5. It does not matter
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6. Do you feel you have control over the food you eat?
1. Most of the time or all the time
2. Often
3. Occasionally
4. Rarely
5. Never

7. L use suppositories or laxatives for weight management
1. Once a day or more
2. Three to six times a week
3. Once or twice a week
4. Two or three times a month
5. Once a month or less

8. I eat until I feel too tired to continue
1. At least once a day
2. Three to six times a week
3. Once or twice a week
4. Two or three times a month
5. Once a month or less (or never)

9. How frequently do you like to eat ice-cream, smoothies duiing a binging episode?

1. Always

2. Frequently

3. Sometimes

4. Rarely or never
5. Ido not overeat

10. How concerned are you about bingeitig?
1. I do not binge
2. I'am not too concerned
3. Moderate concern
4. Intense concern
5. It is probably the biggest concern of my life

11. Most people I know would be surprised if they know how much food I eat every time I sit

down

. Absoliitely

. Vety probably
.Probably

. Possibly

. No

O, T NS T N I

12. Have you ever eaten until you felt sick?
1. Very frequently
2. Frequently
3. Often
4. Occasionally
5. Rarely or never
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13. I am afraid of eating because I am afraid I will not be able to stop
1. Always
2. Most of the time
3. Frequently
4. Sometimes
5. Rarely or never

14. 1 do not feel good about myself after eating too much
1. Always
2. Frequently
3. Sometimes
4. Rarely or never
5. I do not eat too much

15. How frequently do you vomit intentionally after eating?
1. Two or more times a week
2. Once a week
3. Two or three times a week
4. Once a month
5. Less than once a month (or never)

16. How do you feel after bingeing?
1. I do not binge
2. I feel good
3. I feel moderately disgusted with myself
4. I feel pretty disgusted with myself
5. I hate myself

17. 1 eat a lot even when I am not hungry
1. Very frequently
2. Frequently
3. Occasionally
4. Sometimes
5. Rarely or never

18. My way of eating is different from the way of eating of most people
1. Always
2. Mest of the time
3. Fiequently
4.,Sometimes
5. Rarely or never

19. I have tried to lose weight by fasting or intense dieting
1. Not in the past year
2. Once in the past year
3. Two or three times in the past year
4. Four or five times in the past year
5. More than five times in the past year
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20. I feel sad after eating more than I intended to eat
1. Always
2. Most of the time
3. Frequently
4. Sometimes
5. Rarely, never or it is not the case

21. When I binge I tend to eat foods high in carbohydrates
(sugars, starch)
1. Always
2. Most of the time
3. Frequently
4. Sometimes
5. Rarely, or I do not overeat

22. Compared to most people, my ability to control my eating behaviour seenisito be:
1. Greater than others’
2. More or less the same
3. Lesser
4. Much lesser
5. I have no control whatsoever

23. One of your best friends suddenly suggests that youwoth have dinner at a new restaurant that
evening. Although you had planned to eat lightiy at home, you go out for dinner, eat quite a
lot and feel uncomfortably full.

How would you feel about yourself on the:way home?
1. Good, happy about trying a new restadrant

2. Slightly bad about eating so much

3. Somewhat frustrated with yourself

4. Disgusted with yourself

5. Totally disgusted with wourself

24. At present I could eousider myself a “compulsive eater” (who has episodes of uncontrolled
eating)
1. Absolutely
2. Yes
3. Yes, probably
4. Yes, possible
5\ No, probably not
25. What is the most weight you have lost in a month?
1. More than 20 kg
2.12-20 kg
3.8-11kg
4.4-7kg
5. Less than 4 kg
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26. If I eat too much at night, I feel depressed the following morning
1. Always
2. Frequently
3. Sometimes
4. Rarely or never
5. I do not eat too much at night.

27. Do you think it is easier for you to vomit than for most people?
1. Yes, I do it effortlessly
2. Yes, it is easy for me
3. Yes, it is a bit easier for me
4. More or less the same
5. No, it is less easy for me

28. I feel food controls my life
1. Always
2. Most of the time
3. Frequently
4. Sometimes
5. Rarely or never

29. I feel depressed right after eating too much
1. Always
2. Frequently
3. Sometimes
4. Rarely or never
5.1 do not eat too much

30. How frequently do you vomit afier eating trying to lose weight?
1. Less than once a month: (o1 never)
2. Once a month
3. Two-three times aonth
4. Once a week
5. Twice or mare times a week

31. When you'¢at a large amount of food, how fast do you usually it eat?
1. Faster than anyone ever has

~Much faster than most people

» A bit faster than most people

. Like most people

. Slower than most people (or not applicable)

W v N

32. What is the most weight you have gained in a month?
1. More than 20 kg
2. Between 12-20 kg
3. Between 8-11 kg
4. Between 4-7 kg
5. Less than 4 kg
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33. APPLICABLE ONLY TO WOMEN. My last period was

1. One month ago

2. Two months ago

3. Four months ago

4. Six months ago

5. Over six months ago

34. T use diuretics to help manage my weight

1. Once a day or more

2. Three to six times a week

3. Once or twice a week

4. Two or three times a month

5. Once a month or less (or never)

35. What do you think of your appetite compared to that of most people you know?

1. Often bigger than most
2. Much bigger

3. A bit bigger

4. More or less the same
5. Smaller than most

36. APPLICABLE ONLY TO WOMEN. I have my period ‘once a month

PC

1. Always

2. Generally
3. Sometimes
4. Rarely

5. Never

TOTAL

Exc

Sen

Vom

Foo

Wei
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Annex 2.6. Spanish version of the BITE

Reproduced with the authors’ permission (T Rivas, et al., 2004)'®'.

Do you have a regular daily eating pattern?

Are you a strict dieter?

Do you experience feelings of failure when you break a diet,

even if you only do so once?

Do you count the calories in everything you eat, even if you are

not on a diet?
Have you ever fasted for one whole day?

... if you have responded «YES» to question 5, how frequently do

you do so?
O Alternate days
O 2-3 times a week
0 Once a week
O Occasionally

YES

YES

YES
YES

YES

—_ N W R W

NO

NO

NO

NG

NO

7. Do you use any of the following methods to lose weight? (Draw a circle around each answer

WEIGHT-LOSS PILLS 0 2
USE OF DIURETICS 0 2
USE OF LAXATIVES 0 2
SELF-INDUCED VOMITING 0 2

10.

11.

-Never

-Occasionally

-Once a weel

-2 or 3 times a week

- Daily

- 2 or-3 times per day

- 570t more times a day 7

Do your eating habits severely disrupt your life?

Do you feel that food controls your life?

Do you ever eat and eat until you are stopped by
physical discomfort?

Are there times when all you can do is think about
food?
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3

3
3
3

based on the frequency, in accordance witi:the table below).

NN N R WO

N

W L D D

AN NN &

YES
YES

YES

YES

~N 9

NO
NO

NO

NO
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12.

13.

14.

15.

16.

17.

18.

19.

20.

21.

22.

23.

24.

25.

26.

27.

28.

Do you eat reasonable amounts of food in front of
others and then binge in secret?

Are you able to stop eating when you wish?

Do you ever experience an OVERWHELMING desire
to eat and eat?

Do you tend to eat a lot when you feel anxious?

Are you TERRIFIED of the idea of becoming obese?

Do you ever eat large amounts of food (not only during
meals)?

Do you feel ashamed of your eating habits?

Do you worry that you have lost control over how
much you eat?

Do you turn to food for comfort?

Are you able to leave food on your plate at the ead of a
meal?

Do you deceive other people about how-itich you eat?

Do the amounts you eat directly depend on the hunger
you are experiencing?

Do you always binge?

... if you have answered «YES», do you despise yourself
when you bings?

If you do birige, do you only do it when you are alone?

Ifvou do binge, how often do you do so?
2-3 times a day
Daily
2-3 times a week
Once a week
Once a month
Rarely

— N Wk N

Would you do anything to satisfy the overwhelming
desire to binge?
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YES

YES

YES

YES

YES

YES

YES

YES

YES

YES

YES

YES

YES

YES

YES

YES

NO

NO

NO

NO

NO

NO

NO

NO

NO

NO

NO

NO

NO

NO

NO

NO

NO
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29.

30.

31.

32.

33.

If you binge eat, do feel very guilty?

Do you ever eat in secret?

Do you think your eating habits are normal?

Do you consider yourself a compulsive glutton?

Does your weight change more than 2.5 kg per week?
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YES

YES

YES

YES

NO

NO

NO

NO

NO
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Annex 2.7. Diagnostic Criteria for Eating Disorders

ICD-10 Diagnostic Criteria for Eating Disorders

In 1992 the WHO published the ICD (International Statistical Classification of Diseases and
Related Health Problems). The ICD is used worldwide for statistics on morbidity and mortality,
reimbursement systems and automatic decision support in medicine. This system is designed to
promote international comparison of the recollection, processing, classification and presentation
of these statistics.

At this moment, the classification currently in vigour is the tenth edition (ICD-10) aid the
WHO continues to work on it, publishing minor annual updates and bigger updates every three
years.

Anorexia nervosa (F50.0)

Disorder characterised by the presence of deliberate weight loss, indiced or sustained by the
patient. The disorder occurs most frequently in adolescent girls and-young women, although on
rare occasions it may affect adolescent boys and young men, as-well as prepubertal children or
older women up to the menopause. AN constitutes an independent syndrome, in the following
sense:

a) The syndrome’s clinical features are easily recégnized, resulting in a reliable diagnosis with
a high degree of agreement between cliniciaris.

b) Follow-up studies have demonstrated’ that, amongst patients who do not recover, a
considerable number continue to skiow the main characteristics of AN in a chronic form.

Despite the fact that the main causes of AN remain elusive, there is growing evidence suggesting
that there are a series of sociecultural and biological factors that interact and contribute to the
onset of AN, in which less:specific psychological mechanisms and personality vulnerability also
take part. The disorder-is’accompanied by malnutrition of varying severity, leading to endocrine
and metabolic disturbances and other functional disorders. It remains uncertain whether the
characteristic endoerine disorder is entirely due to malnutrition and the direct effect of the
behaviours thai’have caused it (for example, restricted dietary choice, excessive physical
exercise witivmetabolic balance disturbances, self-induced vomiting and laxative abuse, with the
resulting electrolyte imbalances) or if other yet unknown factors are involved.

Diagnostic Guidelines:
A1 the following disturbances must be present:

a) Significant weight loss (BMI<17.5 kg/cm?®). Prepubertal patients may not present the
expected weight gain corresponding to the period of growth.

b) The weight loss is self-induced by: 1) avoidance of “fattening foods”, and by one or more
of the following symptoms: 2) self-induced vomiting, 3) self-induced intestinal purging, 4)
excessive exercise and 5) use of appetite suppressants or diuretics.
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c¢) Body image distortion that consists of a specific psychopathology characterised by a dread
of fatness and flaccidity of body areas that persists as an intrusive, overvalued idea, leading
the patient to impose a low weight threshold on himself or herself.

d) A widespread endocrine disorder that affects the hypothalamic-pituitary-gonadal axis
manifesting in women as amenorrhoea and in men as loss of sexual drive and potency (An
apparent exception is the persistence of vaginal bleeds in anorexic women who are
receiving replacement hormonal therapy, most commonly taken as a birth control pill).
There may also be elevated levels of growth hormone and cortisol, changes in the
peripheral metabolism of the thyroid hormone, and insulin secretion abnormalities.

e) If onset occurs before puberty, the sequence of pubertal events is delayed or even’ stunted
(growth ceases; in girls the breasts do not develop and there is a primary amenorrhoea; in
boys the genitals remain juvenile). If recovery takes place, puberty is:oiten completed
normally, but the menarche is late.

Excludes:
Anorexia, loss of appetite (R63.0).
Psychogenic anorexia (F50.8).

Atypical Anorexia Nervosa (F50.1)

This term must be used in cases where one or more key features of AN (F50.0), such as
amenorrhoea or significant weight loss, are-iissing, but that otherwise present a rather
characteristic clinical picture. These types of patients are more frequent in consultative and
liaison psychiatry and in primary care. - Patients who present all key symptoms of AN in a mild
degree an also be included in this group. This term must not be used for eating disorders that
resemble AN but that are actually a result of a known physical ethiology.

Diagnostic Criteria for Buiimia Nervosa (F50.2)

Syndrome characterised by repeated episodes of binge-eating and excessive preoccupation with
the control of body‘weight, leading the patient to use extreme measures to mitigate the weight
gain caused by ditgested food. This term should be limited to the forms of the disorder that are
related to AN by virtue of sharing the same psychopathology.

The age and sex distribution is similar to that of AN, but the age of presentation tends to be
slightly later. The disorder may be considered a sequel to persistent AN (although the reverse
sequence may also occur). At first glance, a previously anorexic patient may appear to improve
as a result of weight gain and menstruation may even return in the case of a female, but a
harmful pattern of behaviour characterised by overeating and self-induced vomiting then
becomes established. Repeated self-induced vomiting is likely to give rise to disturbances of
electrolyte balance, physical complications (litany, epileptic seizures, cardiac arrhythmias,
muscular weakness), and greater loss of weight.

Diagnostic Guidelines:
All the disturbances listed below must be present, thus constituting strict diagnostic guidelines.
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Within each guideline some variations can be accepted, as is indicated:

a) There is a persistent preoccupation with eating, and an irresistible craving for food; the
patient succumbs to episodes of overeating in which large amounts of food are consumed in
short periods of time.

b) The patient attempts to counteract the weight gain caused by ingested food by one or more
of the following methods: self-induced vomiting; laxative abuse, alternating periods of
fasting; use of drugs such as appetite suppressants, thyroid preparations or diuretics. When
bulimia occurs in diabetic patients they may choose to neglect their insulin treatment.

¢) The psychopathology consists of a morbid dread of fatness and the patient sets heyself or
himself a sharply defined weight threshold, well below the premorbid wieight that
constitutes the optimum or healthy weight. There is often, but not always, a history of an
earlier episode of AN, the interval between the two disorders ranging froni.a few months to
several years. This earlier episode may have been fully expressed, or mdy have assumed a
minor cryptic form with a moderate loss of weight and/or a transient phase of amenorrhoea.

Include:
Bulimia NOS (not otherwise specified).
Hyperorexia nervosa.

Diagnostic criteria for atypical bulimia nervosa{F50.3)

This term must be used in cases where one or fiore key features of BN (F50.2) are missing but
that otherwise present a rather typical clini¢al picture. Patients frequently have normal weight or
are even slightly overweight, but they piesent repeated bouts of overeating followed by self-
induced vomiting or purging. Partial syndromes accompanied by depressive symptoms are not
uncommon (if these symptoms fulfii the guidelines of a depressive disorder a double diagnosis
must be made).

Includes:
Bulimia with normalweight.

Diagnostic Criteria for Other Eating Disorders (F50.8) and Unspecified
Eating Disarders (F50.9)

Other ¢ating disorders must be coded using the ICD-10 F50.8 code (other eating disorders).

Uinspecified eating disorders must be coded using the F50.9 code (Unspecified eating
disorders).

DSM-IV-TR Diagnostic Criteria for Eating Disorders

The DSM-IV (Diagnostic and Statistical Manual of Mental Disorders IV) of the APA
(American Psychiatric Association) is a classification of mental disorders that was elaborated
with the objective of providing clear descriptions of diagnostic categories, to enable clinicians
and researchers to diagnose, study and Exchange information and address different mental
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disorders. In 1994, the fourth version, the DSM-IV, was published. The latest version, the
DSM-IV-TR, which is currently in use, was published in 2000 and includes some revisions. At
present the APA is developing the upcoming DSM-V, the publication of which is expected to be
in 2011.

The DSM is an instrument based on empirical data and presenting in the form of
descriptive methodology with the aim of improving communication between clinicians
pertaining to different orientations and between clinicians in general with different researchers.
Thus, it does not try to explain different pathologies, or to propose pharmacological or
psychotherapeutic treatment guidelines or specific branches within psychology or psychiatry. i
is important to clarify that professionals with clinical experience must always use it given thiat it
is used as a guide that must be accompanied with the necessary clinical judgement, professional
knowledge and ethical criteria.

The DSM-IV is a diagnostic tool that presents a description of the currént functioning of
the patient by means of five “axes”, with the aim of providing a general’ view of different
functional areas.

Anorexia nervosa (307.1)

Diagnostic Criteria:

a) Refusal to maintain body weight at or above a minimtially normal weight for age and height:
(for example, weight loss leading to maintenaneg¢ 6f body weight <85% of that expected or
failure to make expected weight gain during deriod of growth, leading to body weight less
than 85% of that expected).

b) Intense fear of gaining weight or becgming obese, even though under weight.

c) Disturbance in the way one's. body weight or shape are experienced, undue influence of
body weight or shape on-self evaluation, or denial of the seriousness of the current low
body weight.

d) Amenorrhoea in “postmenarchal girls and women. For example, absence of three
consecutive ‘mienstrual cycles. (Amenorrhoea is defined as periods occurring only
following hormone (e.g., oestrogen) administration).

Specify type:

— “DRestricting type: During the current episode of AN, the person has not regularly engaged in
binge-eating or purging behaviour (self-induced vomiting, laxative abuse, use of diuretics,
or enemas).

—  Binge-eating—purging type: During the current episode of AN, the person has regularly
engaged in binge-eating or purging behaviour (self-induced vomiting, laxative abuse and
use of diuretics or enemas).
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Bulimia nervosa (307.51)

Diagnostic Criteria:
a) Recurrent episodes of binge eating. An episode of binge eating is characterized by:

1. Eating, in a discrete period of time (e.g., within any 2-hour period), an amount of food
that is definitely larger than most people would eat during a similar period of time and
under similar circumstances.

2. A sense of lack of control over eating during the episode (e.g., a feeling that one cannei
stop eating or control what or how much one is eating).

b) Recurrent inappropriate compensatory behaviour in order to prevent weight gats, ‘'such as
self-induced vomiting; misuse of laxatives, diuretics, enemas, or other medications; fasting;
Or excessive exercise.

c) The binge eating and inappropriate compensatory behaviours both ‘Occur, on average, at
least twice a week for 3 months.

d) Self-evaluation is unduly influenced by body shape and/weight.
e) The disturbance does not occur exclusively during episodes of AN.
Specify type:

— Purging Type: during the current episode of BN, the person has regularly engaged in self-
induced vomiting or the misuse of izaxatives, diuretics, or enemas.

— Non-purging Type: during ‘the current episode of BN, the person has used other
inappropriate compensatory-behaviours, such as fasting or excessive exercise, but has not
regularly engaged in seli-induced vomiting or the misuse of laxatives, diuretics, or
enemas

EDNOS (307.50)

The EDNOS category refers to eating disorders that do not satisfy criteria for any specific eating
disorders. Fsrexample:

»  Iwomen, all diagnostic criteria for AN are met, but menstruation is regular (EDNOS 1).

¢~ All diagnostic criteria for AN are met but despite substantial weight loss, the patient’s
weight is in the normal range (EDNOS 2).

*  All diagnostic criteria for BN are met except binges and inappropriate compensatory
behaviours occur at a frequency of less than twice a week or for a duration of less than 3
months. (EDNOS 3).

*  All diagnostic criteria for BN are met, except an individual of normal body weight engages
in the regular use of inappropriate compensatory behaviours after eating small amounts of
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food (for example, self-induced vomiting after eating two cookies) (EDNOS 4).

e Chew and spit out, but not swallow, large amounts of food.

*  Compulsive disorder: characterised by repeated episodes of binge eating in the absence of
inappropriate compensatory behaviours typical of BN.

Though the DSM-IV includes research criteria for later studies, BED remains classified in eating

disorders not otherwise specified.

Table 1. Comparison of diagnostic criteria: DSM-IV, ICD-9, ICD-10

Diagnostic Classifications

Diagnosis
DSM-IV-TR ICD-9 ICD-10
Anorexia nervosa 3071 3071 F50.0
Bulimia nervosa 307.51 307.51 F50.2
Unspecified eating disorders 307.50 307.50Q F50.9
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Annex 2.8. Spanish version of the EDE-12 semistructured
interview (R M Raich)"'

The twelfth edition of Fairburn and Cooper’s, 1993"° semistructured interview (EDE-12) is the
result of the gradual improvement of the interview originally designed by Cooper and Fairburn
in 1987. The current version can now be used for the diagnosis of eating disorders based on
DSM-IV criteria, to assess the frequency of serious behaviours present in eating disorders and
the severity of other important aspects of the psychopathological characteristics of eating
disorders. The EDE-12 consists of 62 items that assess 4 subscales: restraint, preoccupation with
food and preoccupation with shape. Each of the patient’s answers is evaluated by the
interviewer on a scale of 0 to 6 points that determine intensity or frequency. Scores caibe
obtained for items, subscales and also an overall severity score. Although it was desigried to
assess the symptoms of eating pathology in the last four weeks and focuses on them, if was later

modified so it could be used to assess the presence of these symptoms in the last thiee months >
193

Annex 2.9. Incorrect ideas about weight and health"

— Any kind of fat in food is bad.

— It is healthy to be thin.

— Fat can be lost quickly and without posing-arisk to health.

— In women there is a special kind of {at called cellulite.

— Cellulite is caused by toxins:

— The fat in a certain bod¢y area can be reduced (hips and thighs).

— Certain foods, or:combination of foods, can activate metabolism and accelerate
weight loss.

— Obese women under the age of 50 are at risk for heart disease.

— Dieting is a healthy activity.
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Annex 2.10. Description of proposed indicators

Proportion of patients with eating disorders who have been
adequately referred to a specialised level of care

Criteria for referral — When there is an established diagnosis of eating disorder.
from PC to mental — Weight loss equal to or higher than 10%-25% of weight,
health services (MHCFA without a justifiable cause.

and MHSFCA)

— Presence of regular bulimic episodes, meaning binge-eating.|
behaviour and/or persistent purging practices (self-induced
vomiting, laxative abuse and use of diuretics).

— Presence of associated psychopathological disturbatices.

— Lack of disease awareness.
— If neither weight nor bulimic behavionrimprove after
following PC guidelines.

Preferential cases (1-3 days) and gther cases (max. 1 month).

Formula: Patients with eating disorders who have been adequately
referred to a specialised level of care / patients with eating
disorders x 100.

Standard: To be determined.

Proportion of patients with eating disorders adequately referred with
emergency criteria

Criteria for referral from~ | — Weight loss >50% in the last 6 months (30% in the last 3
PC to emergency months).

hospitalisation: — Consciousness disturbances.
— Convulsions.
— Dehydration.
— Severe liver or kidney disturbances.
— Pancreatitis.
— Decreased potassium <3 mEq/l or sodium (<130 o >145).
— Serious arrhythmia or conduction disorder.
— Bradycardia of <40 bpm.
— Other ECG alterations.
— Syncopes or hypotension with SBP <70 mm Hg.
— HDH: hematemesis, rectal bleeding.
— Acute gastric dilation.

No delay.
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Formula: Patients with eating disorders adequately referred with
emergency diagnosis / patients with eating disorders referred
with emergency diagnosis x 100.

Standard: To be determined.

Proportion of patients who receive diagnostic confirmation within two months of
the first consultation

Appropriate time Except in high risk situations, all patients witii) eating
interval: disorder shall have the diagnosis and individual iferapeutic
plan established within two months of the first consultation.

Formula: Patients who have been diagnosed irthe appropriate time
frame /patients diagnosed with an gating disorder x 100.

Standard: To be determined.

Percentage of general hospital readmissions at 3, 6, 9 and 12 months

Formula: Number efipatients who are discharged from a general
hospital-due to eating disorders, at 3 months-total number of
discharges in that time frame / total number of discharges to
a general hospital in that same time frame due to mental
disorder x 100.

Definitions: All discharges classified in the ICD-10 will be included
(codes F50.0, F50.1, F50.2, F50.3; F50.8 and F50.9 of the
10th version).

Levels of disaggregation: Per autonomous community.
Sourzes of information: Registry of hospital discharges (MBDS)-MSC (Ministry of
Health and Consumer Affairs).
1 Periodicity: 3, 6,9, 12 months (to be determined).
Clarifications: Discharges from general hospitals will be counted. The

numerator is currently biased by not being able to identify
patients who have been discharged from different hospitals
until all databases of the individual health care card of
autonomous communities of the NHS are integrated.
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Proportion of patients seen with the diagnosis of eating disorder in PC, adult
and children’s MHC (MHCFA —-MHCFCA), day hospital and general hospital

Formula: Number of patients diagnosed with an eating disorder/total
population x 100.

Definitions: Prior agreement of the autonomous communities on register
and coding criteria of cases managed on an outpatient level
by mental health specialised services is required. All
admissions classified in the ICD-10 will be included (codes !
F50.0, F50.1, F50.2, F50.3; F50.8 and F50.9 of the 1@"
version).

Levels of disaggregation: According to type of eating disorder, level of care (PC,
MHC, day hospital and general hospital), autGnomous
community, age and sex.

Sources of information: Death statistics and population projections. NSI.
Periodicity: Annual.
Observations: At present there are‘tio data for the entire NHS. It requires

the previous agreement of normalised registry criteria and
subsequent sharing of information by the MSC.

Satisfaction index of patients.and family members by the end of treatment

Formula: Number of surveyed individuals who deemed all aspects
to be adequate / total number of surveyed individuals x
; 100.
Definition: All patients treated in primary and specialised care for

eating disorders will be included at the end of treatment.

Levels of disaggregation: According to type of eating disorder, autonomous community
and age and sex groups.

7, Periodicity: Annual.

Clarifications: Only those individuals who refuse to complete the
questionnaire will be excluded. Returned questionnaires and
the characteristics of those who answered and those who did
not will have to be reported. Expected response rate is 50%.
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Annex 3. Information for patients with eating disorders
and their families

Annex 3.1. Patient Information

Eating Disorders. What should you know?

This information will help you gain deeper knowledge on eating disorders and understandthe
importance of becoming involved in treatment and in the recovery process. The aspects
addressed are the definition of these disorders, their symptoms and course and recoinmended
treatments based on available research results.

Eating Disorders
What are eating disorders?

People with eating disorders are characterised by adopting maladaptive eating behaviours as a
response to personal body image dissatisfaction. They frequeiitly present distorted thoughts on
weight (they feel inferior to others, and believe they are sivgatively judged due to their physical
appearance) and health (fat in food is harmful, it is heaiitiy to be thin, weight can be lost quickly
without posing any risks to health, dieting is a healthy activity, etc). People with these disorders
suffer nutritional, physical, psychological andsocial consequences. If left untreated, these
disorders can be life-threatening.

These eating problems can affect all‘people, regardless of their socio-economic or cultural
situation. Eating disorders are morg)common in females (90-95%), but lately there has been a
growing incidence in men. Thesec disorders can occur at any age, but most commonly develop in
adolescence due to the vital ¢hanges that take place during this time and the search for self-
identity it entails. In the past few years earlier and earlier ages of onset of eating disorders have
been observed. It is a pracess that can initiate very subtly and remain initially undetected.

In general,opeople with anorexia nervosa (AN) and bulimia nervosa (BN) share an
excessive preoccupation with losing weight, even if they have normal weight or even if their
weight is weil below the healthy standard. Food becomes the main focus of their concern and
other aspiccts of life are gradually neglected.

AN and BN differ in the way people react to food and the different physical consequences
that result. If adequate treatment is not followed, one disorder may lead to another.

What is anorexia nervosa®?

AN is characterised by excessive dread of becoming fat and by a distortion of body image
that leads patients to feel and view themselves as fat when in fact they are not. They refuse to
maintain their weight within a normal range and to this end they impose dietary restrictions on
themselves to lose weight. Their self-evaluation is determined by how they see their body and
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shape. Perfectionism and low self-esteem are common. Often depression and obsessive
thoughts are also part of the disorder. Individuals with AN rarely seek help and hide their
symptoms for as long as they can.

What is bulimia nervosa?

In the case of BN, individuals engage in bouts of eating large amounts of food (bingeing)
and subsequently carry out activities to maintain their weight. This behaviour can take over their
daily life and hamper social relations and interactions. Individuals with BN usually hide their
behaviour and rarely seek help. They may have a normal weight, or, paradoxically, become
overweight as a result of their inadequate eating behaviours. The fear of gaining weight'and
sense of lack of control over eating determine their mood and mental state, which can gsult in
depressive processes.

What are atypical eating disorders?

These eating disorders are called atypical because they do not entirély fit into the clinical
definition of AN or BN due to the absence of one of the key symptoms of these disorders.
Individuals with these disorders may present a combination of ANyand BN symptoms that may
vary over time. Many people with atypical eating disorders have suffered AN or BN in the past
or will develop in the future.

The most well known atypical eating disorder-is“vinge-eating disorder. In this disorder,
patients engage in bingeing episodes, but do not try. to control their weight by means of purging
practices. They may feel anxious, tense and dcpressed, with the resulting impairment of their
social life and relationships.

Atypical disorders, included birge-eating disorder, account for more than half the cases of
eating disorders.

What is the origin of eatiiyg disorders?

There are many predisposing factors in the development of eating disorders: biological
predisposition whith includes genes, society (pressure to be thin as a symbol of beauty and
success), family'‘environment (tense, distant, cold, overprotective, uncommunicative climate,
high family gxpectations, parents’ excessive preoccupation with weight and diet,, obesity in the
family) and personal character (maturity fears, perfectionism and self-control or low self-esteem
and personal dissatisfaction).

Experiencing certain situations can trigger the disorder. For example, puberty, stressful
situations (physical or psychological abuse, loss of a family member, separation or divorce,
relocation, adaptation difficulties, exams, etc.), comments and pressure to lose weight, low-
calorie diets, succumbing to the cultural stereotype and adherence to mass media messages,
including Internet, which promote an abnormal image of thinness, excessive exercise, etc.

Once the disorder has been triggered, some of its consequences serve its maintenance and
lead to further deterioration (for example, the biological consequences of malnutrition, social
alienation and mood problems).
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Alert Signs

What signs can alert us to a possible eating disorder?

There are several changes that help detect the presence of the disorder, of which the following
should be highlighted:

In relation to eating

Feeling of guilt for eating or not eating; preferring to eat alone, eating reduced amounts of food.
presence of bingeing in the last few weeks, the feeling of not being able to stop eating,
continuous avoidance of certain foods (for example, sweets), consumption of low-calorie ‘and
high-fibre foods, use of diuretics and laxative abuse, self-induced vomiting and dietary@estraint
or fasting.

In relation to body image

Excessive preoccupation with body or shape, the belief that physical appearaiice is very valuable
as a conduit to gain success in any aspect of life, excessive adherence te cultural stereotypes and
depending on certain magazines for their advice on dieting, weight ot tigure.

In relation with physical exercise
Excessive physical exercise and restlessness if it is not perfairned, use of exercise to lose weight.

In relation with behaviour

Constant personal dissatisfaction, depressive and irritable state, frequent mood changes;
decreased social relations with increasing aliemation, apparent increase of study hours, difficulty
concentrating and regular visits to websités) blogs or chats that preach thinness and give out
advice on losing weight or purging.

What are the consequences«t inadequate eating behaviour?

The adoption of inadequate <ating behaviours lead to physical disturbances in the patient, which
are different in the case o' AN versus BN:

In anorexia nervosa

Unexplainable. v/eight loss or stunted weight (in children), delayed menarche or loss of
menstruatiosi; paleness, hair loss, feeling cold, blue fingers, appearance of lanugo, low blood
pressure; arrthythmia, weakness and dizziness.

In culimia nervosa
frregular periods, muscle pain and fatigue, chronic throat irritation or loss of teeth due to
repeated self-induced vomiting and inflammation of salivary glands.

Where can we seek professional help?

If you think you may be suffering from an eating disorder, it is very important that you seek
help. Management of this type of disease begins in your primary care centre, where the general
practitioner or paediatrician will advise you and assess your case. In certain circumstances, the

240

CLINICAL PRACTICE GUIDELINE FOR EATING DISORDERS



team of psychiatrists, psychologists, etc. of the mental health centre/unit in your area will undertake
your management to resolve the problem. There are also hospitalisation units (reference) to
manage those patients who, due to the severity of their situation, require day care or inpatient care.
Do not worry about confidentiality. All specific details that you share with health care
professionals are personal and private information and will not be disclosed.

Treatment

The family’s collaboration is essential in the treatment of these diseases. Treatment must
be carried out by multidisciplinary teams of specialised professionals who can manage the
medical, psychological, social and family complications that may arise. Medical care is aimed at
eliminating physical complications, restoring normal weight and learning about folleying a
healthy diet.

Once the necessary physical balance has been achieved, psychic probléms linked to the
disease are addressed. Psychologists or psychiatrists will be in charge of these therapies. Thus,
proper treatment of these disorders should take the following aspects into, consideration:

Psychological treatment: aimed at modifying distorted thoughts-and negative feelings regarding
weight, shape and body size in the patient’s systems of valu€s,io help construct or recover an
identity that aids the person in coping with life’s challenges 2ad difficulties.

This treatment can be delivered individually o1 it group sessions with other patients who
are experiencing the same problems and, in some <ases, with family members (parents, siblings,
spouse, etc.).

Nutritional treatment: its main objectivcois to provide counselling on healthy eating habits and
to provide information on the dangess of following unnecessary diets that, although justifiable,
are not prescribed or managed by a.competent health care professionals.

The social dimension.©t food, understood in terms of how eating provides a pleasant
opportunity for family ifiteraction, is emphasised more than food’s nutritional value. It is
important to receive nuiritional counselling from the beginning of treatment to prevent relapses.

Pharmacologicai’ treatment: aimed at patients who require drugs in combination with
psychologicai- treatment, especially in cases of BN and BED, or to resolve associated
symptomaivlogy such as depression, anxiety or impulsiveness.

Not all patients are the same or require the same treatments. That is why it is important for
i'you to follow your health practitioner’s advice and to get involved in your own treatment.

Eating disorders have varying degrees of severity. Treatment can be performed on an
outpatient basis, although in very severe cases temporary hospitalisation (inpatient or day care)
may be necessary.

National associations of individuals with eating disorders

Aside from the resources available in the NHS to address these diseases, patients and family
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members can seek support and guidance in associations (share experiences, listen to other
testimonials, obtain support and professional counselling thanks to experts who collaborate with
these associations, etc). Some of these associations are:

* Association in Defence of Anorexia Nervosa and Bulimia Management [Asociacion en
Defensa de la Atencion de la Anorexia Nerviosa y Bulimia (ADANER)]
http://www.adaner.org

* Spanish Federation of Support Associations for Anorexia and Bulimia (FEACAB)
http://www.feacab.org

Annex 3.2. Support associations for patients with eating disorders
and their family members

Association in Defence of Anorexia Nervosa and Bulimia
Management (ADANER)]

ADANER is an association of patients with eating disorders and their families. Its activity is
carried out all over the country by its delegations and supportgroups. Its objectives are based on
improving the care and quality of life of patients and<their family members, disseminating
information and making society aware of all aspects relaied to these diseases, and preventing and
supporting research in this field.

e-mail: info@adaner.org web: http://www.adaqer.org
Telephone Number: 915 77 02 61

Spanish Federation of Support Associations for Anorexia and
Bulimia
(FEACAB)

FEACAB is composéd of associations from different Spanish provinces or autonomous
communities and wiore than 20,000 people with AN and BN and their families. Its objectives are
based on promeiing the existence of sociosanitary and educational solutions that are adequate
and sufficient for the prevention and treatment of these diseases, promoting good practice
standards,“for both associations and other groups —mass media, commerce, etc.- and adding
preveniion efforts that are already being carried out by each association.

e-mail: arbada@arbada.org web: http://www.feacab.org

Telephone number: 976 38 95 75
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Annex 4. Glossary

Counselling

Performance of several personal interviews with patients and family members which serve to
inform and educate on the disease and its main sanitary, family and social consequences, and to
provide insight on the current situation of health care, legal, economic and social resources with
the aim of reassuring and assisting the patient and/or family.

Alprazolam

Benzodiazepine that produces its effect by binding stereospecific receptors located in theaXNCS.
The following therapeutic indications have been approved in Spain: generalised anxicty and
depression-related anxiety, and anxiety disorders with or without agoraphobia.

Benzodiazepines are only indicated in the treatment of an intense disorder that limits the patient’s
activity or subjects him/her to significant stress.

Amitriptyline

Tricyclic antidepressant. The following therapeutic indicaiions have been approved in Spain:
treatment of depression and chronic neuropathic pain,

Atomoxetine

Psychostimulant drug. The following therapeutic indications have been approved in Spain:
treatment of attention deficit disorder'with hyperactivity (ADDH) in children >6 years and
adolescents as part of a complete ‘1zatment programme.

“Pure” Self-Help (SH)

Intervention that eniploys a clear model and treatment structure and includes all necessary
instructions on4i5w the user can improve his/her skills to assess and manage difficulties. Material
can be found’in any format, including books, CD-ROM, Internet packages, etc.; it can be
individuai, or group-based; psychoeducational material can be included depending on its
objectives, that is, to alleviate symptoms vs. improving knowledge.

Guided Self-Help (GSH)

It is the previously defined self-help (SH) and contact with a “therapist” who may be a mental
health professional or a non-specialised individual. This intervention does not include:
exclusively educational prevention material;, pure support groups (since it does not consider
improved clinical outcome a direct objective); groups that do not focus their sessions on one
recognisable tool, for example: book, CD-ROM, video; sessions where the emphasis lies on the
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therapist who guides the sessions and is present in most of the “action”. The number of hours of
guidance can vary.

Brofamine

Antidepressant belonging to the group of monoaminooxidase inhibitors (MAOI). It does not
appear in the Vademecum or in the AGEMED (Spanish Drug Agency). It has been used in the
control group of several RCTs

Cyproheptadine

It belongs to the group of antihistamines (which block histamine HI receptors). Aside’ from
blocking the action of histamine H1 receptors in the brain, alleviating allergic reaction-Syraptoms,
cyproheptadine can also block serotonin receptors in the brain, thus stimulating appetite. The
following therapeutic indications have been approved in Spain: anorexia; prevention and
symptomatic treatment of nutrient-deficient states in convalescent periods er-inadequate dietary
intake. Appetite and development stimulant.

Citalopram

Antidepressant belonging to the group of SSRIs. The following therapeutic indications have been
approved in Spain: major depressive episodes, prevention i depression relapse/recurrence, anxiety
disorder with or without agoraphobia and OCD.

Clomipramine

Tricyclic antidepressant. The following ilierapeutic indications have been approved in Spain: any
kind of depression, symptomatology arid severity, obsessive syndromes, phobias, panic attacks,
narcoleptic syndromes with cataplexy crises, nocturnal enuresis (only after 5 years of age and after
ruling out organic causes).

Nutritional Counselling
Dietary or nutritiong! counselling or nutritional therapy

Type of treatment in which the main objective is to modify what the patient eats, and his/her
habits and attitudes towards food. It is not a clearly defined intervention and it is applied in
several rmiodalities. It consists of providing a model which involves following a series of
indications such as eating a healthy diet, maintaining fixed eating schedules, eating 3 meals a day,
eating normal rations depending on age, eating while sitting down with the family, in a relaxed
ervironment without distractions, without preparing the meal and resting after eating. Weight
restoration requires a normocaloric, healthy diet, except in cases in which it is contraindicated due
to the patient’s condition.

Media literacy

Primary prevention interventions based on cognitive behaviour and inoculation theories that aim
to reduce risk factors of eating disorders by means of learning activities that enable the acquisition
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of skills to fend off social persuasion. The approach aims to prepare participants to adopt a
critical assessment of media content so they can identify, analyse, challenge and propose
alternatives to cultural ideals presented in the mass media. Videos are played and then discussed
to broaden knowledge and stimulate critical analysis of the group participants.

Desipramine

Tricyclic antidepressant. It is not included in the Vademecum or in the AGEMED (Spanish Drug
Agency). It has been identified as treatment in the control group of some RCTs

Phenelzine

Antidepressant belonging to the MAOI group, which has been withdrawn from the ‘Spanish
market.

Fluoxetine

Antidepressant belonging to the group of SSRIs. The following therapeutic indications have
been approved in Spain: major depression, OCD and BN.

Fluvoxamine

Antidepressant belonging to the group of SSRIs. The follewing therapeutic indications have been
approved in Spain: depression and OCD.

Mutual help groups (MHGS)

Groups of people who meet voluntarily with the aim of helping each other. They are generally
comprised of individuals who share«thi¢ same problem or who find themselves in a similar
difficult situation. The MHG emphasises personal interaction and each member’s capacity to
assume responsibilities. It tends: te’provide emotional help and promote values that help members
strengthen their own sense. of self. These groups provide assistance and emotional support to
families and patients, facilitating the success of the corresponding therapy. Groups are guided by
facilitators (people who have experienced the same problem or situation as the participants) and
are periodically aided by a professional who supervises the intervention and provides instruments
to improve group ynamics.

Imipraiine

T1icyclic antidepressant. The following therapeutic indications have been approved in Spain:
depression and nocturnal enuresis in children.

Interventions aimed at eliminating risk factors of the disorder (in this case, eating disorders)

Primary prevention interventions that can be specific or non-specific depending on the
issue/aspect that is being addressed, providing participants with certain skills to cope with
problems (management skills). Specific interventions are focused on: age of onset, child obesity,
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negative attitudes towards weight and shape, irrational beliefs on the benefits of being on a diet,
social pressure to manage weight, dieting, amongst others. Non-specific interventions address:
risk exposure, psychopathology of parents, lack of parental bond, physical and/or psychological
abuse by family members, amongst others. Discussions/debates are carried out in classrooms,
programmed sessions, etc.

Interventions aimed at making the patient stronger to tackle the disease (in this case, eating disorders)

Primary prevention interventions. Protection is achieved by providing the patient (host) with
different skills (life skills, skills to deal with social pressure, to solve problems, etc.) and
performing activities to develop coping skills. Discussions/debates are carried out in classroems,
programmed sessions, etc.

Psychoeducational interventions

Primary prevention interventions that consist of communicating informati¢n on a certain matter
(in this case, on eating disorders), which will later be the central tapic of debate/discussion
between group participants.

Lithium

Mood stabilising psychoactive drug. The following therapeutic indications have been approved in
Spain: prophylaxis and treatment of manic-depressive psychosis, recurrent unipolar depression,
endogenous depression resistant to standard treaiment, neutropenia following treatment with
cytostatics, medullary aplasia and Felty’s syndrome.

Lorazepam

Benzodiazepine that binds with specific receptors in several locations of the NCS, boosting the
effects of synaptic or presyraptic inhibition mediated by GABA or directly affecting the potential
action of generation mechanisms. The following therapeutic indications have been approved in
Spain: short-term tregatment of all states of anxiety or tension, associated or not to functional or
organic disorders,(psychic disturbances, psychosomatic diseases, organic diseases, sleep disorders,
insomnia, hyperemotivity, neurosis. Benzodiazepines are only indicated in the treatment of an
intense disorder that limits the patient’s activity or subjects him/her to significant stress.

Mianserine

Antidepressant that blocks peripheral alpha-adrenoreceptors increasing the exchange of
noradrenaline in the brain. It has slightly sedative, H1 antihistaminic and scarcely anticolinergic
activity. The following therapeutic indications have been approved in Spain: improvement of
depressive symptoms in depression cases where pharmacological treatment is indicated. It is one
of the interventions in the control group of the RCTs studied in this CPG.
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Moclobemide

MAOI antidepressant, mainly of the A subtype; decreases metabolism of noradrenaline, dopamine
and serotonin, leading to greater extracellular concentrations of these transmitters. Its approved
therapeutic indication in Spain is major depression.

Advocacy

In a social context, this technique is based on the influence on a person’s or group’s attitudes
towards a specific matter.

Naloxone

Antagonist of exogenously administered opioids. The following therapeutic indications have been
approved in Spain: to totally or partially counteract respiratory depression caused-by overdose of
narcotics and dextropropoxifen or pentazocine, and also respiratory depressicsi-in the newborn
caused by administration of opioids to the mother during delivery. Diagnosis when there is
suspicion of acute narcotic intoxication.

Naltrexone

Antagonist of exogenously administered opioids. The followiiig therapeutic indications have been
approved in Spain: alcoholism, opioid withdrawal, accorpanied by other therapeutic measures.

Olanzapine

Antipsychotic, antimanic and mood stabiliser-with an affinity for serotonin, dopamine, cholinergic
muscarinic, alpha-1l-adrenergic and histamine receptors. The following therapeutic indications
have been approved in Spain: schizophrenia, moderate or severe manic episode, relapse
prevention of bipolar disorder whose manic episode has responded to olanzapine treatment,
intramuscular administration foi-immediate management of agitation and disordered behaviours
in schizophrenia or manic episode, when oral administration is not recommended.

Ondasentron

Potent antiemetic-antagonist that is highly selective of 5-HT3 receptors located in peripheral
neurones anda¥ithin the NCS. The following therapeutic indications have been approved in Spain:
management of nausea and vomiting caused by chemotherapy and cytotoxic radiation therapy and
post-op&rative nausea and vomiting.

‘Orlistat

Peripherally acting drug designed to treat obesity.

Pimozide

Antipsychotic drug that selectively blocks dopaminergic central receptors and has neuroleptic
properties. The following therapeutic indications have been approved in Spain: acute and chronic
psychosis and anxiety disorders.
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Pizotifen

This drug belongs to the group of antihistamines (whose effect is to block histamine H1 receptors).
Aside from blocking the action of histamine H1 receptors in the brain, alleviating allergic reaction
symptoms, pizotifen is capable of blocking serotonin receptors in the brain, stimulating appetite.
The following therapeutic indications have been approved in Spain: anorexia, thinness conditioned
by psychic or “nervous” factors, weight deficit or loss, in puberty and senile patients.

Sibutramine

Antidepressant. The following therapeutic indications have been approved in Spain:
complementary therapy within a comprehensive weight management programme for patienis-with
obesity (whose BMI is 30 kg/m’ or more) and patients with overweight (whose BMI is 27 Kg/m’or
more), who present other risk factors associated with obesity such as type 2-diabetes or
dyslipidemia. It will be prescribed only to those patients who have not responded satisfactorily to
an appropriate regimen that aims exclusively to tackle ponderal loss; that is, for patients who
present difficulties in achieving or maintaining weight loss >5% in 3 montlis.

Refeeding syndrome

Metabolic disturbances and liquid and electrolyte imbalaince with hypophosphatemia, cardiac
insufficiency, muscular weakness, immune and haematological dysfunction, digestive and
nervous system disorders. It occurs when sudden refeeding is administered, with normal or
excessive caloric content, consisting mainly ¢f-carbohydrates. The best treatment for this
syndrome is to be aware of its existence and ;Keep it in mind when refeeding a patient with an
eating disorder. To tackle this syndrome; appropriate treatment will be based on the apparatus or
system involved, modifying the route  or load of deficitary micronutrients that are being
administered (oral to parenteral, etc.).

Sulpiride

Specific dopamine P2’ and D3 receptor antagonist anntipsychotic. The following therapeutic
indications have - been approved in Spain: diverse psychopathological pictures: neurosis,
depression, neuistic somatizations, functional psychological disorders, psychosomatic syndromes,
psychoastheniz, psychic involution of old age, gastrointestinal somatizations, vertigo. In
psychiatry:. “acute psychotic, confusional, hallucinatory and delirious state, depressive state,
schizoplirenia, chronic delirium, autism, serious behavioural disorders, neurotic state with
inhitition and depression and different cenestopathies.

Induction-Dissonance Techniques

Primary prevention psychosocial interventions that consist of performing exercises where each
participant targets one of his/her strongly-held belief and argues against this belief, to find
discrepancies between both attitudes and promote effective change towards a new, better
standpoint.
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Cognitive-Behavioural Therapy
(CBT)

Psychological therapy designed to enable people to establish links between thoughts, feelings or
actions and current or past actions and reassess their perceptions, beliefs or reasoning on them.

The interventions should include at least one of the following aspects: 1) control of thoughts,
feelings or actions in relation to behaviour, 2) help in using alternative ways of addressing
behaviour, 3) reduce stress. A specific form of CBT has been developed for BN (CBT-BN) which,
in general, involves 16-20 hours of individual sessions over four or five months. Its aim is not just
to help patients modify eating habits, but also to cope with their patterns of thought (especially
regarding the excessive value bestowed upon body shape and weight). CBT for patients with'BE
(CBT-BED) has been derived from CBT-BN.

Behavioural Therapy (BT)

Therapy that emphasises behavioural modification especially and not coguitive aspects as much.

Systemic Family Therapy (SFT)

FT is a form of psychotherapy that focuses on improving/relationships and behavioural patterns
within the family as a whole, as well as between individual members and groups or subsystems in
the family. Systemic FT emphasises present relatioaships within the family and reassesses the role
of the designated patient, of the symbolic value.aind the secondary gain of the symptom for the
family system. Another key feature of this aprroach is the contextualisation in the family of any
event, action or judgement, where most thitigs or events do not have an intrinsic value, but rather
are granted one depending on the function if fulfils within the system.

Interpersonal Therapy (IPT)

IPT was originally developed by Klerman, 1984, with the aim of being applied as maintenance
treatment after depresSion, although it was later used as independent treatment and, at present, its
use has been extended to several different disorders. IPT mainly addresses current interpersonal
relationships aqd” is focused on the patient’s immediate social contest: grief, interpersonal
disputes, role transition and interpersonal deficits. It has been adapted to BN treatment (IPT-BN;
Fairburn,71997). IPT-BN does not attempt to directly modify eating habits. Instead, it waits for
them te ,change by improving interpersonal behaviour. In the case of BED IPT-BN is adapted to
patients with BED (IPT-BED).

Psychodynamic Therapy (PDT)

Type of psychotherapy based on psychoanalytical principles that consists of performing regular
individual therapy sessions with a trained psychotherapist, or under his/her supervision. A wide
range of strategies is used, such as interventions aimed at understanding, support interventions or
directive activity.
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Topiramate

Anticonvulsant psychoactive drug that blocks state-dependent sodium channels in neurones and
boosts the potency of GABA activity. The following therapeutic indications have been approved
in Spain: epilepsy and migraine prophylaxis.

Trazodone

Antidepressant. The following therapeutic indications have been approved in Spain: organic,
psychogenic, symptomatic and involutive, combined states of depression and anxiety, atypical or
masked depressions (psychosomatic disorders), shakes, dyskinesia, mood/affective and behaviour
disorders (irritability, aggressiveness, emotional lability, apathy, tendency toward alicnation,
decreased sleep duration), preanesthetic, preendoscopic and postoperative medication.
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Annex 5. Abbreviations

ABOS Anorectic Behaviour Observation Scale for parents/spouse

ACTA Attitude Towards Change in Eating Disorders (acronym in Spanish)

ADANER Association in Defence of Anorexia Nervosa and Bulimia Management (acronym in

Spanish)

ADDH Attention Deficit Disorder with Hyperactivity
AGEMED Spanish Drug Agency (acronym in Spanish)

AHRQ Agency for Healthcare Research and Quality

AN Anorexia nervosa
APA American Psychiatric Association
AR Assessment Report

BAT Body Attitude Test

BED Binge eating disorder

BDI or Beck Depression Inventory

BES Body-Esteem Scale

BET Branched Eating Disorders Test

BIA Body Image Assessment

BIS-11 Barratt Impulsiveness Scale

BITE Ralimia Investigatory Test Edinburgh

BMIi Body Mass Index
BN Bulimia nervosa

BPD Borderline Personality Disorder

BSQ Body Shape Questionnaire

BT Behavioural Therapy
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BULIT Bulimia Test

BULIT-R Revised version of the BULIT

BWC Behavioural Weight Control

BWLT Behavioural Weight Loss Treatment

CAHTA Catalan Agency for Health Technology Assessment

CBT Cognitive-behavioural therapy

CBT-BN Cognitive-behavioural therapy in bulimia nervosa

CBT-BED Cognitive-behavioural therapy in binge-eating disorder

CDI Children Depression Inventory

CETA Assessment of Anxiety Disorders in Children and Adolescents:{acronym in Spanish)
ChEAT Children Eating Attitude Test

ChEDE-12 Children’s version of the EDE-12

CI Confidence Interval

CIMEC Questionnaire on Influences of the Aesthetic Body Model (acronym in Spanish)
CPG Clinical Practice Guidelines

CY-BOCS Children and Adolescent version of the Y-BOCS

DH Department of Health, Day Hospital

DM Diabetes mellitus

DSM-IV-TR Diagnostic and Statistical Manual of Mental Disorders, fourth Edition, revised
text

EAT (EAT-40) Eating Attitudes Test

EAT=26 Short version of the EAT-40
£CG Electrocardiogram

ED Eating Disorder
EDDS Eating Disorder Diagnostic Scale

EDE-12 Semistructured interview, 12th edition (Eating Disorders Examination-/2)
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EDE-Q Eating Disorders Examination-questionnaire
EDI Eating Disorder Inventory
EDNOS Eating Disorder Not Otherwise Specified (un-specific ED)
ERP Exposure with response prevention
ES Effect size
EU European Union
FEACAB Spanish Federation of Support Associations for Anorexia and Bulimia (from-is
acronym in Spanish for Federacion Espafola de Asociaciones de Ayuda y Lucha contia’la
Anorexia y la Bulimia)
FT Non-specific Family Therapy
GDG Guidelines Development Group
GM General recommendations for medical measures
GP General recommendations for psychological therapies
GPH General recommendations for pharmacological treatment
GSH Guided Self-Help
HAM-D Hamilton Depression Rating Scale
HARS Hamilton Anxiety RatingScale
HIV Human Immunodeficiency Virus
HRF Health Care Research Fund (the acronym in Spanish is FIS)
IAS Health CareZinstitute (from its acronym in Catalan for Institut d’ Assisténcia Sanitaria)

ICD-9 International Statistical Classification of Diseases and Related Health Problems, 9th
edition

I1C3-10 International Statistical Classification of Diseases and Related Health Problems, 10th
adition

INSALUD National Institute of Health (acronym in Spanish)

IPDE International Personality Disorder Examination

IPT-BN Interpersonal Therapy for bulimia nervosa

IPT Interpersonal Therapy
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ISCIII Carlos IIT Health Institute

ITP Individualised Treatment Plan

kcal Kilocalories

kg Kilograms

MA Metaanalysis or quantitive review

MACI Millon Adolescent Clinical Inventory
MCMI-III Millon Multiaxial Clinical Inventory-III
MHC Mental Health Centre
MHCFA Mental Health Centre for Adults
MHCFCA Mental Health Centre for Children and Adolescents
MHGs Mutual Help Groups
MSC Ministry of Health and Consumer Affairs

NC Nutritional counselling

NCCMH National Collaborating Centre for Mental Health

NHS National Health System

NICE National Institute for Clinical Excellence

NNT Number needed to.ireat

NPV Negative Predictive Value

NSCM Nonzspecific Supportive Clinical Management
OCD @bsessive-Compulsive Disorder

FC Primary Care

PDT Psychodynamic Therapy

PPV Positive Predictive Value

Q-RCT Quasi-experimental RCT

RCT Randomised controlled trial
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r correlation coefficient r
RR Relative Risk

SCOFF Sick, Control, One, Fat, Food questionnaire
SD Standard Deviation

SED Survey for Eating Disorders

semFYC Spanish Society of Family and Community Medicine (from its acronym in Spanish for

Sociedad Espafiola de Medicina de Familia y Comunitaria)
SFP Supportive Focal Psychotherapy
SFT Systemic Family Therapy
SH Self-Help
SMD Standard Mean Difference
SSRI Selective Serotonin Reuptake Inhibibitors

SRSE Systematic Review Scientific Evidence

STAI State-Trait Anxiety Inventory

STAIC STATI’s version for children

TCI-R Temperament and Character Inventory. revised

UB University of Barcelona

UK United Kingdom
USA United States of America
vs. Versus

Y-BOCS Yale-Brown Gbsessive-Compulsive Scale for OCD
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Annex 6. Others

Annex 6.1. Protocols, recommendations, therapeutic orientations
and guides on eating disorders

NATIONAL

Central Catalonia Health Care Region. Catalan Health Service. Department of Health:
Generalitat de Catalunya. Guia per a l'abordatge dels trastorns de la conducta alimentaria a
Osona; 2008".

semFYC. Working Group for the Prevention of Mental Health Disorders of the group for
Preventive and Health Promotion Activities (PAPPS). Fernandez Alonso MC, ¢t al., Programa
de prevencion en salud mental en atencion primaria (fichas resumen). Primary Care; 2007".
Working Group for the Prevention of Mental Health Disorders of the PAPPS (approved
programmes). Fernandez Alonso MC, ef al., Programa de prevencion-én salud mental en
atencion primaria. Primary Care; 2005". The complete text of the programmes is available on
the semFYC website (PAPPS): http://www.papps.org/upload/fii¢/zecomendaciones/2007/88-

108 salud mental.pdf

Evidencia cientifica en soporte nutricional especializads. Intervention Manual of the Ministry of
Health and Consumer Affairs. Madrid; 2006)". Sotdado M.

Prevencion primaria en TCA 4. Sevilla; 20064

Primary Care and Mental Health Netwiark of the Health Care Region of Girona. Department of
Health. Catalan Health Service. Piiot plan for the management of eating disorders. Protocol
d’atencio integrat i especific en T'CA. Girona; 2006,

Board of Graduate Studies. Spanish Physicians Association. Deteccio i orientacions
terapeutiques en els trasiorns del comportament alimentari. Good practice manuals. Barcelona;
2005".

General Subdirectorate for Mental Health. Murcia Health Service. Guia practica clinica de los
trastornos.de conducta alimentaria. Murcia; 2005,

Hospital Universitario Principe de Asturias. Fernandez Liria A, Diéguez Porres M. Guia
liiica para la atencién a los TCA en el Area 3 de Madrid, 2005'.

Consensus Committee of Catalonia on mental disorder therapeutics. Soler Insa PA, Gascon
Barrachina J. Recomendaciones terapéuticas en los trastornos mentales (RTMIII). Barcelona;
20054,
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General Directorate for Public Health. Department of Health. Generalitat of Catalunya. Prats R,
Prats B, Actuacions preventives a [’adolescencia. Guia per a [’atencio primaria de salut.
Barcelona; 2004,

CatSalut. Department of Health. Generalitat of Catalunya. Serra J. Trastorns del comportament
alimentari. Guia per a [’atencio primaria de salut. Barcelona; 2003"'.

CatSalut. Department of Health. Generalitat of Catalunya. Recomanacions per a [’atencié als
problemes de salut mental més freqiients en [’atencio primaria de salut. Health Plas.“Book
number. 11. Barcelona; 2000*".

Ayuso Gutiérrez JL TCA. Psiquiatria en Atencion Primaria [educational material |. Madrid,
2000

INSALUD. MSC. Moral Iglesias L. Trastornos del comportamients alimentario. Criterios de
ordenacion de recursos y actividades. Madrid; 2000",

MSC. Gonzalez Briones E, Merino Merino B. Nutricicn saludable y prevencion de los
trastornos alimentarios. Madrid; 2000,

INSALUD. MSC. Protocolo de trastornos del comportamiento alimentario. Madrid;
1995%.

University Clinic. School of Medicine. Ugiversity of Navarra. Cervera S, Gual MP, Lasa L, Prat
0O, Zandio M, Hernandez C., et al:, “‘Frotocolo de atencion a pacientes con TCA. Navarra,
19958,

Clinical Guide AT. De enfermeria a pacientes con TCA. Abordaje interdisciplinario de los
TCA en atencion primarid-de salud [Internet monograph] (2008)*".

Primary Care Man#gement. Hospital Universitario “Lozano Blesa” Sector Zaragoza III. Aragon
Health Service. Cobos A, Flordelis F, Gaston M, Pinilla M, Velilla M. TCA. Zaragoza (2008)*".

INTERNATIONAL

Offige’ of School Food Services and Nutrition, South Carolina Department of Education,
Columbia, SC, USA. Pilant VB. Position of the American Dietetic Association: local support for
nutrition integrity in schools. 2006,

Royal College of Psychiatrists. York A, Lamb C, Editors. Building and sustaining specialist
child and adolescent mental health services. London; 2006*2.

NHS Quality Improvement Scotland. Eating disorders in Scotland: recommendations for
healthcare professionals. Consultation draft. Edinburgh; 2006**.
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National Collaborating Centre for Mental Health. Obsessive-compulsive disorder: core
interventions in the treatment of obsessive-compulsive disorder and body dysmorphic disorder.
Leicester / London; 2006*.

American Psychiatric Association. Work Group on Eating Disorders. Practice guideline for the
treatment of patients with eating disorders, third edition. Steering Committee on Practice
Guidelines, US; 2006™.

Royal College of Psychiatrist. Guidelines for the nutritional management of anorexia nervosa.
London; 2005*,

American Academy of paediatrics. Promotion of healthy weight-control practices i young
athletes. Paediatrics. USA; 2005%.

Finnish Medical Society Duodecim. “Eating disorders among children and adolescents” In: EBM
Guidelines. Evidence-Based Medicine. Helsinki (Finland); 2004

Royal Australian and New Zealand College of Psychiatrist Beumont P, Hay P, Beumont D,
Birmingham L, Derham H, Jordan A, et al., Australian and Neww Zealand clinical practice
guidelines for the treatment of anorexia nervosa. New Zealand; 29048,

American Academy of Paediatrics. Identifying and treating eating disorders. Paediatrics.2003**,

Unit for Child Psychiatry, University of Oulu, University Hospital of Oulu. Ebeling H,
Tapanainen P, Joutsenoja A, Koskinen M, Moriti-Papunen L, Jarvi L, et al., A practice gui-
deline for treatment of eating disorders in chijdren and adolescents. Finland; 2003*”.

Council for Nutritional Strategies i1t Long-Term Care. Thomas DR, Ashmen W, Morley JE,
Evans WI. Nutritional managemeni in long-term care: development of a clinical guideline.
Missouri US; 2000*°,

Annex 6.2. Restiits of the search, selection and quality
assessment of the evidence based on the stages performed

1) 115 decuments were identified: guidelines, reviews and ARs. After applying selection
criteria,(to the title and/or abstract), 73 were excluded. The complete document of all 42
retrieved documents (14 were potential guidelines) was requested. After review, 28 more were
excluded (11 of them for not being considered guidelines”'*') and 15 were included (3
guidelines and 12 reviews). After assessing the quality with specific instruments, 2 CPGs'* '
and 11 reviews were excluded. Only two documents met quality criteria: one NICE CPG* and
one AHRQ SRSE®. The evidence tables in the different chapters state the quality of each SRSE.
That is not the case in the only quality CPG, which is described solely as CPG.
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2) We identified 20 documents elaborated in our setting relating to protocols, recommendations,
therapeutic orientations and guidelines on eating disorders developed by institutions of the health
administration, scientific societies, hospitals and other organizations in our setting. None of
these documents met the quality criteria established by the working group and were thus
excludedIO—IS, 15-17, 19, 20, 146-151, 416-420, .

3) Of the documents retrieved, 12 RCTs ' 145 205 238, 253, 234, 274, 316, 318, 319, 31 432 wwere included, their
quality being 1++ (9) and 1+ (3). The rest were excluded due to topic, language or
methodology. One quality 1++ RCT was manually identified*™.

4) Of the documents identified in the CPG/SRSE/AR, 14 SRSE were included based onxiitle
and/or summary. After reviewing the entire document, 7 "

202,211, 245,308, 397433 were included and the other 7**° were excluded for not being considered SRSE.
The quality of all 7 SRSE included is 1+-+"7720%211.243.308.397.43 No guidelines were iderititied.

5) Of the documents identified on primary prevention, 14 SRSE, 103 RCTs and 1 guideline,
which was excluded due to its low quality, were retrieved. 8 SRSE"*"* %" were preliminarily
selected based on their title and/or summary. Excluded SRSE incitided one that had been
identified and included in the previous search'’. After reviewing thecentire document, four*'****
were excluded (one due to its date and three due to low quality), .3 were included (quality 1++)"*
2% and the original version** of an already included SRSE""=was excluded. Of the identified
RCT, 51 RCTs were excluded (language or topic) and 52.4were preliminarily included, of which
38 are included in one of the quality SRSE included”!-and two were repetitions. The entire
document of the remaining 12 RCTs and 2 manualiy identified ones was reviewed, resulting in
the inclusion of 8§ RCTs"*'*.

6) Different reviews and articles on the topic have been identified, on which the prognosis
chapter is based.

7) In the consultation of these different sources, one SRSE of the Cochrane Collaboration on SH
and GSH in eating disorders®*was identified. Another Cochrane Collaboration was excluded
due to its date*.

Annex 6.3, Description of the NICE CPG (January, 2004)*

Title: Eating disorders. Core interventions in the treatment and management of anorexia
nervosg, bulimia nervosa and related eating disorders.

Developed by: National Collaborating Centre for Mental Health (NCCMH). The development
group of the CPG (GDG) was selected by the ¢ NCCMH. The GDG is composed by:
psychiatrists, clinical psychologists, nurses, social workers, general physicians, an eating
disorder association representative and a patient. The GDG received technical support from staff
members of the NCCMH in the search and summarising of the scientific evidence. NICE staff
advised the GDG on the development process of the CPG.
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Commissioned and Published by: National Institute for Clinical Excellence (NICE) and The
British Psychological Society and The Royal College of Psychiatrists, respectively, January
2004.

Target population: Eating disorders (AN, BN and BED).

Scope: aimed at all patients with AN, BN and related eating disorders, who are aged 8 years and
older. The CPG does not include all mental health or physical pathologies in which an eating
disorder is a symptom.

Potential users: scientific associations, health care professionals, researchers, planners,tamily
members and educators.

Funding: NICE.
Methodological Aspects:
1) Search for evidence

SRSE in English published or updated after 1995. The search was completed with RCT and
other designs. The quality of the SRSE was determined by parallel independent assessment. The
selection and assessment of quality was tested in a répresentative group of documents. The
guide includes the general and specific search filters developed by the reviewer group.
Electronic searches were carried out in the main dibliographic databases: MEDLINE, EMBASE,
CINAHL and PSYCINFO. Also in the Coctirane Database of Systematic Reviews, the NHS
R&D Health Technology Assessment database, Evidence-Based Mental Health and Clinical
Evidence (Issue 5). In order to include-¢vidence published after search dates, evidence identified
by experts was reviewed, including reference lists and recent summaries of selected journals.
When no SRSE were found, new searches were performed in compliance with the GDG’s
decision.

2) Quality and Strength-of the Evidence

Intervention studies were classified in accordance with the accepted hierarchy of evidence: Level
of evidence (I{ iia, IIb, III and IV) and grade of recommendation (A, B and C) depending on the
type and level of respectively associated evidence.

The ievels of evidence of the NICE guide scale correspond to the following levels of the SIGN
scale: [=1++; Ila=1+; IIb=1-; III=2 (-, +, ++) and IV=3, 4. A and B grades of recommendation
coincide in both the NICE scales and the SIGN scale used in this CPG. The C grade of the
NICE scale could be extrapolated to the D grade of the SIGN scale.

When statistically significant results were obtained after controlling heterogeneity, the GDG
assessed whether these findings were clinically significant (for example, if benefit for patients
was probable) taking the RCT population, the nature of the outcome and effect size (ES) into
account. On this basis, effect size was considered clinically significant or not. The next step
was to assess the strength of the evidence, by examining the confidence intervals of the effect
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estimator, establishing the following categories: S1= strong evidence (clinically significant ES
and CI with a range of clinical relevance (level of evidence I); S2= limited evidence (not a level
of evidence I or situations where one of the CI extremes is not clinically significant); S3=
unlikely that it is clinically significant, if it is not a level of evidence I or if ES is statistically but
not clinically significant, and the CI excludes clinically important values; S4= when the ES is
not statistically significant: if the CI is narrow and excludes a clinically significant ES, the
difference is not considered to be clinically significant; S5= but if the CI is wide, it is considered
insufficient evidence to determine if there was a clinically significant difference or not. S6=if
the CI includes clinically important values, it is considered insufficient to determine clinical
signification.

3) Method to formulate recommendations

The importance of acknowledging that the grade of recommendations does not-always reflect
their clinical significance or relevance is emphasised.

Annex 6.4. Description of the AHRQ’S SRSE ¢April, 2006)*

Title: Management of Eating Disorders.

Developed by: RTI-UNC Evidence-Based Practice Centre, Research Triangle Park, NC (centre
ascribed to the AHRQ). The GDG of this guide wag advised by and received feedback from a
technical experts panel (TEP) comprised of 1L people, mainly psychiatrics from different
settings and one family representative. 23-~external reviewers, some from the TEP, also
participated.

Commissioned and Published By: Agency for Healthcare Research and Quality (AHRQ),
USA. AHRQ Publication N° 06-E810, April 2006.

Target Population: AN, RN and EDNOS.

Scope: treatment of eating disorders (efficacy, adverse effects, factors associated with treatment
efficacy, sex-, ages, race-, ethnic group- or cultural group-related differences in treatment
efficacy, factors associated with outcomes and sex-, age-, race-, ethnic group- or cultural group-

related outcome differences).

Resul{z' of Interest: eating-related behaviours, psychiatric or psychological outcomes and
biomarkers.

Potential Users: scientific associations, health care professionals, researchers and planners.

Funding: Office of Research on Women’s Health (NIH).

Methodological Aspects:

1) Search for Evidence
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Consulted bibliographic databases: MEDLINE, Cumulative Index to Nursing and Applied
Health (CINAHL), PSYCHINFO, Educational Resources Information Centre (ERIC), National
Agricultural Library (AGRICOLA) and Cochrane Collaboration Libraries. The guide includes
the search performed. Study inclusion criteria: published in all languages, between 19080 and
September 2005, in humans aged 10 years and older, of both sexes, diagnosed mainly with AN,
BN or BED and informing on at least one of the relevant results.

2) Selection of the Evidence

A reviewer carried out the application of selection criteria to titles and/or summaries. Excluded
summaries were assessed by another expert reviewer, and reasons for exclusion were classitied.

3) Quality Assessment and Synthesis of the Evidence

Evidence tables were elaborated; an external reviewer extracted data on treatments and results;
another reviewer confirmed that they were exact, complete and consiStent; both reconciled
disagreements. Each reviewer assessed the quality of the studies. The analysis was focused on
studies qualified as moderate (1+) or high (1++) quality.

4) Quality and Strength of the Evidence according to West, <7al. (2002)*

2 forms were developed to assess the quality of the stiidies about treatment (25 items) and results
(17 items) that enabled the classification of quality as low, moderate or high. The body of
evidence was graded for each key question basd-on three dimensions: study quality, results and
consistency of findings. After consensus(oi three expert researchers, the following levels of
evidence were defined: [=strong, [[=mod¢iate, [II=weak and [V=no evidence.
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