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Assessment and Treatment of Bulimia
Nervosa

BETH M. MCGILLEY, PH.D., and TAMARA L. PRYOR, PH.D.
University of Kansas School of MedicineWichita, Wichita, Kansas .

Bulimia nervosa is characterized by binge eating and inappropriate compensatory behaviors, such as
vomiting, fasting, excessive exercise and the misuse of diuretics, laxatives or enemas. Although the
etiology of this disorder is unknown, genetic and neurochemical factors have been implicated. Bulimia
nervosa is 10 times more common in females than in males and affects up to 3 percent of young
women. The condition usually becomes symptomatic between the ages of 13 and 20 years, and it has
a chronic, sometimes episodic course. The long-term outcome has not been clarified. Other psychiatric
conditions, including substance abuse, are frequently associated with bulimia nervosa and may
compromise its diagnosis and treatment. Serious medical complications of bulimia nervosa are
uncommon, but patients may suffer from dental erosion, swollen salivary glands, oral and hand frauma,
gastrointestinal irritation and electrolyte imbalances (especially of potassium, calcium, sodium and
hydrogen chioride). Treatment strategies are based on medication, psychotherapy or a combination of
these modalities.

Buiimia nervosa is a psychiatric syndrome with potentially serious consequences."”

Relatively effective treatments for this disorder have been developed, and early intervention is
more likely to facilitate eventual recovery.? Unfortunately, few health care professionals
receive training in the assessment of bulimia nervosa. Therefore, they may be unable to
identify and treat patients with the disorder.

Historically, patients with bulimia nervosa often were hospitalized until the most disruptive
symptoms ceased. In today's health care environment, hospitalization for bulimia nervosa is
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infrequent and tends to take the form of brief admissions focused on crisis management.’
Specialists in the field of eating disorders have responded to the present cost-containment
measures by developing a combination of treatment modalities, including medication and
individual and group psychotherapy, that can be used in the outpatient care of patients with
bulimia nervosa. This article discusses the assessment and treatment of bulimia nervosa and
considers how this disorder can best be handled in a managed care environment.

Definitions and Etiology

Bulimia nervosa is a multifaceted disorder with

psychologic, physiologic, developmental and cultural S -
components.'? There may be a genetic predisposition Bulimia can occur with binge
for the disorder. Other predisposing factors include eating and purging, or with
psychologic and personality factors, such as ‘ nonpurging behaviors such as

perfectionism, impaired self-concept, affective
instability, poor impulse control and an absence of
adaptive functioning to maturational tasks and

exercise.
Py e ke
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developmental stressors (e.g., puberty, peer and parental
relationships, sexuality, marriage and pregnancy).

Biologic researchers suggest that abnormalities of central nervous system neurotransmitters
may also play a role in bulimia nervosa.’ Furthermore, several familial factors may increase
the risk of developing this disorder. For example, researchers have discovered that first- and
second-degree relatives of individuals with bulimia nervosa have an increased incidence of
depression and manic-depressive illnesses, eating disorders, and alcohol and substance abuse
problems.*”

Regardless of the cause, once bulimia nervosa is present, the physiologic effects of disordered
eating appear to maintain the core features of the disorder, resulting in a self-perpetuating
cycle.

Diagnostic Criteria

The diagnostic critetia for bulimia nervosa (Table 1) now include subtypes to distinguish
patients who compensate for binge eating by purging (vomiting and/or the abuse of laxatives
and diuretics) from those who use nonpurging behaviors (e.g., fasting or excessive
exercising).!

A binge eating/purging subtype of anorexia nervosa also exists. Low body weight is the major
factor that differentiates bulimia nervosa from this subtype of anorexia nervosa. Thus,
according to the established diagnostic criteria,’ patients who are 15 percent below natural
body weight and binge eat or purge are considered to have anorexia nervosa. Patients can, and
frequently do, move between diagnostic categories as their symptom pattern and weight
change over the course of the illness.

Some patients do not meet the full criteria for bulimia nervosa or anorexia nervosa. These




patients may be classified as having an eating disorder "not otherwise specified" (Table 2).!

TABLE 1 | TABLE 2
Diagnostic Criteria for Diagnostic Criteria for

A. Recurrent episodes of binge

eating. An episode of binge
eating is characterized by
both of the following:

1. Eating, in a discrete
period of time (e.g.,
within a two-hour
period), an amount
of food that is
definitely larger than
most peaple would
eat during a similar
pericd of time and
under similar
circumstances.

2. A sense of lack of
control over eating
during the episode

_{e.g., a feeling that
one cannot stop
eating or control
what or how much
one is eating).

. Recurrent inappropriate
compensatory behavior in
order to prevent weight gain,
such as self-induced
vomiting; misuse of laxatives,
diuretics, enemas, or other
medications; fasting or
excessive exercise.

. The binge eating and
inappropriate compensatory
behaviors both ocour, on
average, at least twice a
week for three months.

. Self-evaluation is unduly
influenced by body shape
and weight.

. The disturbance does not

Bulimia Nervosa Eating Disorder Not
. - — Otherwise Specified

1. Forfemales, all of the
criteria for anorexia
nervosa are met
except that the
individual has regular
menses.

2. All of the criteria for
anorexia nervosa are
met except that,
despite significant
weight loss, the
individual's current
weight is in the normal
range.

3. Al of the criteria for
bulimia nervosa are
met, except that the
binge eating and
inappropriate
compensatory
mechanisms occur at
a frequency of less
than twice a week or
for a duration of less
than three months.

4. The regular use of
inappropriate
compensatory
behavior by an
individual of normal
body weight after
eating small amounts
of food (e.g., self-
induced vomiting after
the consumption of
fwo cookies).

5. Repeatedly chewing
and spitting out, but
not swallowing, large




oceur exclusively during amounts of food.
episodes of anorexia E 6. Binge-eating disorder:
nervosa. recurrent episodes of
binge eating in the
Specify type: absence of the regular
use of inappropriate
Purging type: during the current 1 compensatory
episode of bulimia nervosa, the behaviors
person has regularly engaged in self- characteristic of
induced vomiting or the misuse of bulimia nervosa.

laxatives, diuretics, or enemas.

Nonpurging type: during the current

episode of bulimia nervosa, the é Repru.lted with permission from ;
person has used other inappropriate American Psychiatric
compensatory behaviors, such as Association. Diagnostic and

fasting or excessive exercise, but has statistical manual of mental

not regularly engaged in self-induced | |  disorders. 4th ed. Washington,
vomiting or the misuse of laxatives, | D.C.: American Psychiatric

diuretics, or enemas. ‘ Association, 1994:550.

Reprinted with permission from
American Psychiatric Association.
Diagnostic and statistical manual of
mental disorders. 4th ed. Washington,
D.C.: American Psychiatric Association,
1994:549-50.

Prevalence and Prognosis

Bulimia nervosa appears to have become more prevalent during the past 30 years. The disorder
is 10 times more common in females than in males and affects I to 3 percent of female
adolescents and young adults.®

Both anorexia nervosa and bulimia nervosa have a peak onset between the ages of 13 and 20
years. The disorder appears to have a chronic, sometimes episodic course in which periods of
remission alternate with recurrences of binge/purge cycles. Some patients have bulimia
nervosa that persists for 30 years or more.? Recent data suggest that patients with
subsyndromal bulimia nervosa may show morbidity comparable to that in patients with the full
syndrome.

The long-term outcome of bulimia nervosa is not known. Available research indicates that 30
percent of patients with bulimia nervosa rapidly relapse and up to 40 percent remain
chronically symptomatic.”




Psychiatric Comorbidity

Clinical and research reports'®" emphasize a frequent association between bulimia nervosa and
other psychiatric conditions. Comorbid major depression is commonly noted (7able 3),
although it is not clear if the mood disturbance is a function of bulimia nervosa or a separate
phenomenon.”

TABLE 3
Psychiatric Conditions Commonly Coexisting with Bulimia Nervosa

Mood disorders Anxiety disorders

Major depression Panic disorder

Dysthyrnic disorder Obsessive-compulsive disorder
Bipolar disorder Generalized anxiety disorder

Post-traumatic stress disorder
Substance-reiated disorders

Alcohol abuse Personality disorders
Stimulant abuse - Borderfine personality disorder
Polysubstance abuse Histrionic personality disorder

Narcissistic personality disorder
Antisocial personality disorder

[nformation concerning the comorbidity rates of bipolar disorders (e.g., manic depression,
rapid cycling mood disorder) and bulimia nervosa is somewhat limited. However, recent
epidemiologic data indicate an increased incidence of rapid cycling mood disorders in patients
with more severe, chronic bulimia nervosa.”

The association between bulimia nervosa and other anxiety and substance-related disorders has

been well documented.” For exampic substance abuse or dependence, particularly invelving
alcoho! and stimulants, occurs in one third of patients with bulimia nervosa. Thus, a comorbid
substance-related disorder must be addressed before effective treatment for bulimia nervosa
can be initiated.

Significant research has been devoted to the high frequency of personality disturbances in
patients with bulimia nervosa. Overall, between 2 and 50 percent of women with bulimia
nervosa have some type of personality disorder, most commonly borderline, antisocial,
histrionic or narcissistic personality disorder.’**'¢

To ensure that the treatment approach is properly designed and effective, the physician must
look carefully for symptoms of comorbid psychiatric illness in patients with bulimia nervosa.
Although further research is needed to determine the extent to which comorbid conditions
influence the course of bulimia nervosa, the presence of these additional problems clearly
complicates the treatment process.




Medical Compilications

The medical complications of bulimia nervosa |
range from fairly benign, transient symptoms,
such as fatigue, bloating and constipation, to
chronic or life-threatening conditions,
including hypokalemia, cathartic colon,
impaired renal function and cardiac arrest'™"
(Table 4).

Binge Eating

Binge eating alone rarely causes significant
medical complications. Gastric rupture, the
most serious complication, is uncommon.”’
More often, patients describe nausea,
abdominal pain and distention, prolonged
digestion and weight gain.

The combination of heightened anxiety,
physical discomfort and intense guilt provokes
the drive to purge the food by self-induced
vomiting, excessive exercise or the misuse of
ipecac, laxatives or diuretics. These purgative
methods are associated with the more serious
complications of bulimia nervosa.

Self-Induced Vomiting

Self-induced vomiting, the most common
means of purging, is used by more than 75
percent of patients with bulimia nervosa.”
Most patients vomit immediately or soon after |
a binge. During the binge, they commonly
drink excessive fluids to "float the food" and
facilitate regurgitation.

TABLE 4

Medical Complications of

Bulimia Nervosa

Binge eating
Gastric rupture
Nausea

Abdominal pain and
distention
Prolonged digesticn
Weight gain

Purging (most often,
self-induced vomiting)
Dental erosion
Enlarged salivary glands
Cralfhand trauma
Esophageal/pharyngeal
damage

Irritation of esophagus
and/or pharynx due to
contact with gastric
acids

Heartburn and
sore throat
Upper
gastrointestinal
tears
Perforation of
upper digestive
tract,
esophagus or
stomach*
Excessive blood
in vomitus and
gastric paint
Electrolyte
imbalances
Hypokalemniat
Fatigue
Muscle spasms
Heart
palpitations
Paresthesias§
Tetany§
Seizures§
Cardiac
arrhythmias§

*-.A rare but potentially lethal complication.
T--Should be evaluated on an urgent basis.
1--A potential medical emergency.

§--Acute care required.

Vomiting is induced by stimulation of the pharynx using a finger or a narrow object such as a
toothbrush. Some patients describe the learmned ability to vomit by pressure or contraction of
the abdominal muscles., A minority of patients develop reflux following the consumption of
virtually any amount of food or fluid. Treatment of this reflux is difficult and requires that the

patient practice relaxation during food ingestion.

Self-induced vomiting can lead to a number of serious medical complications.

Dental Erosion. Gastric acids may cause deterioration of tooth enamel (perimolysis),
particularly involving the occlusal surfaces of molars and the posterior surfaces of maxillary
incisors. Since these effects are irreversible, patients with this complication need to have




regular dental care.

Enlarged Salivary Glands. Frequent vomiting has been
reported to cause swelling of the salivary glands in :

approximately 8 percent of patients with bulimia Because electrolyte

nervosa.” The exact etiology is unknown. The glandular | disturbances can occur in
enlargement is typically painless and may occur within i patients who vomit frequently,
several days of excessive vomiting. It appears to be a chemistry profiles shouid be
cosmetically distressing but medically benign condition. | obtained in these patients
Other than cessation of vomiting, no specific treatment | regularly, especially when the
has been identified. patient experiences fatigue,
muscie spasms or heart

Oral and Hand Trauma. The induction of vomiting with | palpitations.

a finger or an object can cause lacerations of the mouth || ssm
and throat. Bleeding lacerations can also occur on the o
knuckles because of repeated contact with the front

teeth. Some patients with bulimia nervosa develop a calloused, scarred area distal to their
kiuckles. Oral or hand trauma can provide evidence of vomiting even when patients deny
bulimic symptoms.

Esophageal and Pharyngeal Complications. Because of repeated contact with gastric acids, the
esophagus or pharynx may become irritated. Heartburn and sore throats may occur and are best
treated with antacids and throat lozenges, respectively.” :

Blood in the vomitus is an indication of upper gastrointestinal tears, which are a more serious
complication of purging. Most tears heal well with cessation of vomiting. Perforation of the
upper digestive tract, esophagus or stomach is an extremely rare but potentially lethal
complication, Patients with gastric pain and excessive blood in their vomitus should be
evaluated on an urgent basis."”

Electrolyte Imbalances. Serious depletions of hydrogen chloride, potassium, sodium and
magnesium can occur because of the excessive loss of fluids during vomiting. Hypokalemia
represents a potential medical emergency, and serum electrolyte levels should be measured as
part of the initial evaluation in all new patients. Patients who complain of fatigue, muscle
spasms or heart palpitations may be experiencing transient episodes of electrolyte disturbance.
Paresthesias, tetany, seizures or cardiac arrhythmias are potential metabolic complications that
require acute care.”” Chemistry profiles should be obtained regularly in patients who continue
to vomit or abuse purgatives on a regular basis.

Patient Evaluation

Physical Features :

Since bulimia nervosa has numerous medical complications, a complete physical examination
is imperative in patients with this disorder. The examination should include vital signs and an
evaluation of height and weight relative to age. The physician should also look for general hair
loss, lanugo, abdominal tenderness, acrocyanosis (cyanosis of the extremities), jaundice,




edema, parotid gland tenderness or enlargement, and scars on the dorsum of the hand.

Routine Jaboratory tests in patients with bulimia nervosa include a complete blood count with
differential, serum chemistry and thyroid profiles, and urine chemistry microscopy testing.
Depending on the results of the physical examination, additional laboratory tests, suchasa
chest radiograph and an electrocardiogram, may be indicated. Finally, patients who engage in
self-induced vomiting should be referred for a complete dental examination.

Psychiatric Assessment

Because of the multifaceted nature of bulimia nervosa, a comprehensive psychiatric
assessment is essential to developing the most appropriate treatment strategy. Patients should
be referred to a mental health professional with specific expertise in this area. Frequently,
student health programs or university medical centers have personnel who are experienced in
the evaluation and treatment of eating disorders. Referral lists can also be obtained from the
organizations listed in Table 5.

| TABLES
| National Organizations with Referral and Treatment
| Information for Eating Disorders
Academy for Eating Anorexia Nervosa and National Association of
Disorders, Related Eating Disorders, Anorexia Nervosa and
Montefiore Medical inc. Associated Disorders
School--Adolescent P.O. Box 5102 P.O. Box 7
Medicine Eugene, OR Highland Park, IL
111 E. 210th St. 97405 60035
Bronx, NY 10467 Telephone: 541- Telephone: 847-831-
Telephone; 718- 344-1144 3438
920-6782 Web site: National Eating Disorders
American Anorexia www . anred.cgm-  Organization
Bulimia Association 8655 S. Yale Ave.
165 W. 46th St. Tulsa, OK 74138
Suite 1108 : Telephone: 918-481-
New York, NY 4044
10036
Telephone: 212-
5756200

The most appropriate course of freatment can usually be determined on the basis of a thorough
evaluation of the patient's medical condition, associated eating behaviors and attitudes, body
image, personality, developmental history and interpersonal relationships.

In the present managed care environment, hospitalization for patients with bulimia nervosa is
no longer readily available. It has become especially important to determine a treatment




approach that will be effective as quickly as possible.” The physician needs to know when
inpatient treatment is or is not indicated. A comprehensive evaluation provides the rationale
for this judgment and includes the following:

1. Standardized testing to document the patient's general personality features,
characterologic disturbance and attitudes about eating, body size and weight.

2. A complete history of the patient's body weight, eating patterns and attempts at weight
loss, including typical daily food intake, methods of purging and perceived ideal
weight.

3. An investigation of the patient's interpersonal history and functioning, including family
dynamics, peer relationships, and present or past physical, sexual or emotional abuse.

4. An evaluation of medical and psychiatric comorbidity, as well as documentation of
previous attempts at treatment.

Treatment

Considerable research has been devoted to identifying the most effective pharmacologic and
psychologic treatments for bulimia nervosa, including the effects of different medications (e.g.,
tricyclic antidepressants and selective serotonin reuptake inhibitors) and the benefits of
different psychotherapy approaches (e.g., behavioral treatment versus cognitive-behavioral
therapy and individual versus group therapies). In addition, a few studies have compared the
efficacies of different combinations of medications and psychotherapy.

Pharmacologic Interventions

Tricyclic Antidepressants. A number of placebo-controlled, double-blind studies®* have
examined the effectiveness of tricyclic antidepressants in patients with bulimia nervosa.
Several of these studies®*?" found that desipramine, 150 to 300 mg per day, was clearly
superior to placebo. Two parallel studies™ reported that imipramine, 176 to 300 mg per day,
was also more beneficial than placebo. Amitriptyline, 150 mg per day, was shown to be more
effective than placebo in reducing binge eating (72 percent versus 52 percent) and vomiting
(78 percent versus 53 percent).”? Overall, short-term placebo-controlled trials in patients with
bulimia nervosa have reported that tricyclic antidepressants reduce binge eating by 47 to 91
percent and vomiting by 45 to 78 percent. -

Monoamine Oxidase Inhibitors. Phenelzine, 60 to 80 mg per day, has been found to be more
effective than placebo in reducing binge eating (64 percent versus 5 percent).” Isocarboxazid,
60 mg per day, has also been superior to placebo in controlling binge eating.” However, the
monoamine oxidase inhibitors have considerable side effects and therefore are not
recommended as initial pharmacologic therapy for bulimia nervosa.

Other Antidepressants. Several atypical antidepressants have been investigated in placebo-
controlled double-blind studies. Bupropion, 25 to 450 mg per day, can effectively diminish the
frequency of binge eating, but an increased rate of seizures discourages the use of this
medication in patients with bulimia.** Binge eating has been reduced by 31 percent in patients
treated with trazodone, 400 to 650 mg per day.”




Selective Serotonin Reuptake Inhibitors. The most promising results have been reported in
studies investigating the use of fluoxetine in the treatment of bulimia nervosa.”* In the most
comprehensive drug trial to date,” 382 patients were evaluated in a multicenter study
comparing 20- and 60-mg dosage of fluoxetine with placebo. At the 20-mg dosage, fluoxetine
therapy resulted in a 45 percent reduction in binge eating, compared with a 33 percent
reduction with placebo. Vomiting was reduced by 29 percent in patients treated with fluoxetine
and by 5 percent in those who received placebo.

Notably, the patients who received fluoxetine in a dosage of 60 mg per day showed the best
treatment response, demonstrating a 67 percent reduction in binge eating and a 56 percent
reduction in vomiting.”® A smaller study™ replicated these findings, reporting a 51 percent
reduction of binge eating in patients treated with fluoxetine at 60 mg per day, compared with a
17 percent reduction in those who were given placebo. The U.S. Food and Drug
Administration has recently approved the use of fluoxetine for the treatment of bulimia
nervosa.

Other Medications. In one placebo-controlled crossover study,* no improvement in bulimic
symptoms was noted in patients treated with naltrexone, 50 mg per day. Likewise, a brief
placebo-controlled trial of lithium® resulted in no significant differences between groups in the
reduction of binge eating frequency.

Psychotherapy

Despite differences in the application of techniques, the skill Jevel of clinicians and the
duration of the illness, controlled studies have clearly established the superiority of cognitive-
behavioral therapy for the treatment of bulimia nervosa. Based on comparative studies, this
therapy used alone or in combination with another technique has resulted in the most
significant reductions of binge eating and/or purging.

Cognitive-behavioral therapy principally involves a systematic series of interventions aimed at
addressing the cognitive aspects of bulimia nervosa, such as the preoccupation with body,
weight and food, perfectionism, dichotomous thinking and low self-esteem. This therapy also
addresses the behavioral components of the illness, such as disturbed eating habits, binge
eating, purging, dieting and ritualistic exercise.

The initial goal of cognitive-behavioral therapy is to

restore control over dietary intake. Caloric restriction o = - 3}
and dieting efforts that set patients up to binge are Cogpnitive-behavioral therapy is
avoided. Patients typically record their food intake and | the most effective treatment for -
feelings. They then receive extensive feedback | bulimia, either alone or in
concerning their meal plan, symptom triggers, caloric combination with other

intake and nutritional balance. Patients are also i therapies.

instructed in cognitive methods for challenging rigid ;

thought patterns, methods for improving self-esteem,
assertiveness training, and the identification and
appropriate expression of feelings. A thorough explanation of cognitive-behavioral therapy for
the treatment of bulimia nervosa is available elsewhere.”




The relative benefits of medications and cognitive-behavioral therapy have been assessed and
compared. Study results indicate that cognitive-behavioral therapy is superior to medication
alone and that the combination of cognitive-behavioral therapy and medication is more
effective than the use of medication alone.”

Similarly, the durable effects of cognitive-behavioral therapy have been well documented. In
contrast, there has been only one study of the long-term effectiveness of pharmacologic
treatment. In that study, six months of desipramine therapy produced lasting improvement,
even after the medication was withdrawn.”®

Although cognitive-behavioral therapy is the first-line treatment of choice for bulimia nervosa,
its effectiveness is limited. Approximately 50 percent of patients who receive this therapy stop
binge eating and purging. The remaining patients show partial improvement, but a small
pumber do not benefit at all.*” A comorbid personality disorder is associated with a poorer
response not only to cognitive-behavioral therapy but also to alternative therapies.

The approach to take when cognitive-behavioral therapy is not effective remains unclear.
Some patients may not respond to additional pharmacologic or psychologic therapy. However,
the hope is that some treatment is better than no treatment at all. Thus, no patient should be
dismissed as "chronic and untreatable."

The Authors

BETH M. MCGILLEY, PH.D,,

is a nationally recognized specialist in eating disorders and maintains a private practice. She
codirects the eating disorders clinic at the University of Kansas School of MedicineWichita, -
where she is a volunteer faculty member. Dr. McGilley is a member of the Managed Care Task
Force of the Academy of Eating Disorders.

TAMARA L. PRYOR, PH.D.,

is clinical associate professor in the Department of Psychiatry and Behavioral Sciences at the
University of Kansas School of MedicineWichita, where she founded and currently codirects
the eating disorders clinic. Dr. Pryor also developed one of the few postdoctoral internship and
fellowship programs in eating disorders accredited by the American Psychological
Association. She is a member of the Managed Care Task Force of the Academy of Ealing
Disorders.

Address correspondence to Tamara L. Pryor, Ph.D., University of Kansas School of MedicineWichita,
Department of Psychiatry and Behavioral Sciences, Eating Disorders Clinic, 1010 N. Kansas, Wichita,
KS 67214-3199. Reprints are not available from the authors.

REFERENCES

1. American Psychiatric Association. Diagnostic and statistical manual of mental disorders. 4th ed.
Washington, D.C.: American Psychiatric Association, 1994:539-50.




B w

American Psychiatric Association. Practice guidelines for eating disorders, Am J Psychiatry 1993;
150:212-28.

Kaye W. Can we manage managed care? Eating Disord Rev 1995;6(1):1-4.

Kaye WH. Neuropeptide abnormalities. In: Halmi KA, ed. Psychobiology and treatment of anorexia
nervosa and bulimia nervosa. Washington, D.C.: American Psychiatric Press, 1992,

Lilenfeld LR, Strober M, Kaye WH. Genetics and family studies of anorexia nervosa and bulimia
nervosa. In: Kaye WH, Jimerson DC, eds. Eating disorders. London: Balliére's Tindal (In press).

Herzog D, Agras WS, Marcus MD, Mitchell §, Walsh BT. Eating disorders: recent advances.
Symposium of the American Psychiatric Association, May 20, 1995,

Holderness CC, Brooks-Gunn J, Warren MP. Co-morbidity of eating disorders and substance abuse:
review of the literature. Int J Eating Disord 1994;16:1-34.

Agras WS. Disorders of eating: anorexia nervosa, bulimia nervosa and binge eating disorder. In: Shader
RI, ed. Manual of psychiatric therapeutics. 2d ed. Boston: Little, Brown, 1994,

Ferbe KJ, Marsh SR, Coyne L. Comorbidity in an inpatient eating disordered population: clinical

. characteristics and treatment implications. Psychiatr Hosp 1993;24(1/2):3-8.

10.
11.

12.
13.
14.

15.
16.
17.

18.

19.
20.

21.
22,
23.
24.
25.
26.
27,

Gartner AF, Marcus RN, Halmi K, Loranger AW. DSM-III-R personality disorders in patients with
eating disorders. Am J Psychiatry 1989;146:1585-91.

Strober M, Katz JL. Depression in the eating disorders: a review and analysis of descriptive, family, and
biological findings. In: Garner DM, Garfinkel PE, eds. Diagnostic issues in anorexia nervosa. New York:
Brunner/Mazel, 1988.

Yeary JR, Heck CL. Dual diagnosis: eating disorders and psychoactive substance dependence. J
Psychoactive Drugs 1989;21:239-49.

Mury M, Verdoux H, Bourgeois M. Comorbidity of bipolar and eating disorders. Epidemiologic and
therapeutic aspects [French]. Encephale 1995;21: 545-53.

Ames-Frankel J, Devlin MJ, Walsh BT, Strasser TJ, Sadik C, Oldham JM, et al. Personality disorder
diagnoses in patients with bulimia nervosa: clinical correlates and changes with treatment. J Clin
Psychiatry 1992;53:90-6.

Herzog DB, Keller MB, Lavori PW, Kenny GM, Sacks NR. The prevaience of personality disorders in
210 women with eating disorders. J Clin Psychiatry 1992;53:147-52. ,
Wonderlich SA, Swift WJ, Slotnick HB, Goodman S. DSM-III-R personality disorders in eating disorder
subtypes. Int J Eating Disord 1990;9:607-16.

Sansone RA, Sansone LA. Bulimia nervosa: medical complications. In: Alexander-Mott L, Lumsden
DB, eds. Understanding eating disorders: anorexia nervosa, bulimia nervosa, and obesity. Washington,
D.C.: Taylor & Francis, 1994:181-201.

Kaplan AS, Garfinkel PE, eds. Medical issues and the eating disorders: the interface. New York:
Brunner/Mazel, 1993. :

Fairburn CG. Overcoming binge eating. New York: Guilford, 1995.

Jacobs MB, Schneider JA. Medical complications of bulimia: a prospective evaluation. Q J Med 1985,
54:177-82.

Pope HG Jr, Hudson J1, Jonas JM, Yurgelun-Todd D. Bulimia treated with imipramine: a placebo-
controlled, double-blind study. Am J Psychiatry 1983; 140:554-8.

Mitchell JE, Groat R. A placebo-controlled, double-blind trial of amitriptyline in bulimia. J Clin
Psychopharmacol 1984;4:186-93.

Hughes PL, Wells LA, Cunningham CJ, Ilstrup DM. Treating bulimia with desipramine. A double-blind,
placebo-controlled study. Arch Gen Psychiatry 1986;43:182-6.

Agras W, Dorian B, Kirkely B, Amow B, Bachman J. Imipramine in the treatment of bulimia: a double-
blind controlled study. Int J Eating Disord 1987, 6:29-38.

Barlow I, Blouin J, Blouin A, Perez E. Treatment of bulimia with desipramine: a double-blind crossover
study. Can J Psychiatry 1988,;33:129-33.

Blouin AG, Blouin JH, Perez EL, Bushnik T, Zuro C, Mulder E. Treatment of bulimia with fenfluramine
and desipramine. J Clin Psychopharmacol 1988;8: 261-9.

Walsh BT, Hadigan CM, Devlin MJ, Gladis M, Roose SP. Long-term outcome of antidepressant




28.
29,

treatment for bulimia nervosa. Am J Psychiatry 1991;148:1206-12.
Walsh BT, Gladis M, Roose SP, Stewart JW, Stetner F, Glassman AH. Phenclzine vs placebo in 50
patients with bulimia. Arch Gen Psychiafry 1988; 45:471-5.

Kennedy SH, Piran N, Warsh JJ, Prendergast P, Mainprize E, Whynot C, et al. A trial of isocarboxazid
in the treatment of bulimia nervosa, J Clin Psychopharmacol 1988;8:391-6 [Published erratum appears in

" J Clin Psychopharmacol 1989;9:3].

30.
31.
32.
33.
34.

35.
36.

37.
38.

Horne RL, Ferguson JM, Pope HG Ir, Hudson JI, Lineberry CG, Ascher I, et al. Treatment of bulimia
with bupropion: a multicenter controlled frial. J Clin Psychiatry 1988,49:262-6.

Pope HG Jr, Keck PE Jr, McElroy SL, Hudson JI. A placebo-controlled study of trazodone in bulimia
nervosa. ] Clin Psychopharmacol 1989;9:254-9.

Goldstein DJ, Wilson MG, Thompson VL, Potvin JH, Rampey AH Ir. Long-ierm fluoxetine treatment of
bulimia nervosa. Br J Psychiatry 1995;166:660-6.

Fluoxetine Bulimia Nervosa Collaborative Study Group. Fluoxetine in the treatment of bulimia nervosa.
A multicenter, placebo-controlled, double-blind trial. Arch Gen Psychiatry 1992;49:139-47.

Mitchell JE, Christenson G, Jennings J, Huber M, Thomas B, Pomeroy C, et al. A placebo-controlled,
double-blind crossover study of naltrexone hydrochloride in outpatients with normal weight bulimia. J
Clin Psychopharmacol 1989,9:94-7,

Hsu LK, Clement L, Santhouse R, Ju ES. Treatment of bulimia nervosa with lithium carbonate. A
controlled study. J Nerv Ment Dis 1991;179:351-5.

Fairburn C, Marcus M, Wilson G. Cognitive behavior therapy for binge eating and bulimia nervosa: a
treatment manual. In: Fairburn CG, Wilson GT, eds. Binge eating: nature, assessment, and treatment.
New York: Guilford, 1993.

Wilsont GT. Treatment of bulimia nervosa: when CBT fails. Behav Res Ther 1996;34:197-212.

Agras WS, Telch CF, Amow B, Eldredge K, Wilfley D, Raeburn SD, et al. Weight loss, cognitive-
behavioral, and desipramine treatments in binge eating disorder: an additive design. Behav Ther 1994;
25:225-38.

Copyright © 1998 by the American Academy of Family Physicians.

This content is owned by the AAFP. A person viewing it online may make one printout of the material and may
use that printout only for his or her personal, non-cominercial reference. This material may not otherwise be
downloaded, copied, printed, stored, transmitted or reproduced in any medium, whether now known or later
invented, except as authorized in writing by the AAFP.

June 1998 Contents | Subscribe | Search | AFP Home Page




