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Pharmacotherapy of Eating Disorders
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similar patients who had been admitted over the preceding 20 years and treated in the same hospital but without
the use of chlorpromazine. They found that the patients
treated with chlorpromazine gained weight substantially
faster and left the hospital significantly sooner than the
patients who had been treated without medication.
However, on follow-up there was no advantage for the
chlorpromazine-treated group. After two years, approximately 30% of each group required readmission,
and 45% of the patients treated with chlorpromazine
had developed bulimia compared with 12% of the
patients treated without medication. Furthermore, the
chlorpromazine treatment was associated with significant side effects, including grand mal seizures in 5 of the
48 patients. In a more recent review of the treatment of
anorexia nervosa [47], Dally noted that although chlorpromazine had once been used for all patients with anorexia nervosa on his service, less than one third of such
patients received chlorpromazine in 1981 and usually
only for brief periods. The use of insulin had been abandoned entirely.
In recent years, Dutch investigators have explored
the utility of antipsychotic medication in a controlled
fashion. In 1982, Vandereycken and Pierloot reported
a study of the antipsychotic drug pimozide in 18 patients
with anorexia nervosa [3]. Patients were all hospitalized
and were also treated in a behavior modification program. Patients received three weeks of either pimozide
or placebo followed by three weeks of the alternative
drug. Unfortunately, the group that was randomized to
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norexia nervosa is a potentially life-threatening
illness that, in some cases, seems resistant to all
orms of therapeutic intervention. For this reason, virtually every type of somatic treatment known to
psychiatry has been employed at some time in the treatment of patients with anorexia nervosa and has been described as being effective. Currently, the limited number of controlled studies of pharmacological treatment
in this illness suggest that medication can play, at most,
a secondary role as one component of a comprehensive
treatment strategy. In this chapter, I will briefly review
the major approaches that have been taken in the use
of medication in anorexia nervosa, and what the outcome of such attempts has been.

Af

Antipsychotic Medication

Twenty-five years ago, soon after the introduction of
antipsychotic medication into psychiatry, British clinicians described a treatment program using chlorpromazine and insulin to produce rapid weight gain among
patients with anorexia nervosa [1]. Chlorpromazine was
given in doses of 150 to 1000 mg daily combined with
subcutaneous insulin, which was used to induce hypoglycemia in an attempt to increase appetite. In a follow-up report in 1966, these authors reviewed their experience [2]. They compared the outcome of 48 women
with anorexia nervosa who had been hospitalized and
treated with chlorpromazine and insulin to a series of 48
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begin pimozide was lower in weight at initiation of treatment than the group that started on placebo. The
patients who began on pimozide gained weight faster
than those who began on placebo, but this difference
continued after drug crossover. Overall, there was a
trend favoring weight gain on pimozide, but the difference from placebo was not statistically significant. The
staff's rating of the patients' attitudes detected no significant effect of drug treatment.
In 1984, Vandereycken reported a study of similar
design of the antipsychotic drug sulpiride [4]. Once
again, there was a slight trend favoring the drug compared with placebo, but no statistically significant effect
was demonstrated either on weight gain or on the staff's
rating of the patients' attitudes or behavior.
In summary, although there was significant enthusiasm for the possible utility of antipsychotic medication
in anorexia nervosa in the early 1960s, this enthusiasm
has not been borne out by controlled study. In addition,
the severity of potential side-effects of antipsychotic
medication, including not only the grand mal seizures
noted by Daily and his co-workers, but also hypotension
and the long-term risk of tardive dyskinesia limit the utility of neuroleptics in this syndrome. Despite these limitations, a number of experienced clinicians believe that
antipsychotic medications can be of assistance in the
management of particularly physically active or particularly compulsive patients who may respond to the
sedative properties of antipsychotic drugs. It is interesting to note that although the distortion of body image
characteristic of anorexia nervosa at times approaches
delusional proportions, there is no indication that antipsychotic medications reduce these cognitive disturbances.
Antidepressant Medication
Although some degree of mood disturbance has long
been noted among patients with anorexia nervosa, the
possibility that there is a link between anorexia nervosa
and major affective illness has attracted significant attention only in recent years and has led to a number of
attempts to explore the utility of antidepressant medication. Several case reports suggest that some patients
with anorexia nervosa obtain impressive benefit from
antidepressants [5-7]. However, other reports imply
that substantial benefit is uncommon [8,9].
Several recent controlled studies have attempted to
assess the utility of antidepressant medication in anorexia nervosa. In 1980 Lacey and Crisp reported a study
of the tricyclic antidepressant clomipramine in 16 hospitalized patients [10]. Clomipramine is widely used in
Europe for the treatment of depression and, in addition,
has been found in several studies to be of significant

benefit in the treatment of patients with obsessive compulsive disorder. For these reasons, clomipramine
would appear to be a particularly attractive medication
for patients with anorexia nervosa who frequently exhibit both mood disturbance and compulsive symptoms. In this trial, however, the clomipramine-treated
patients did no better than the patients receiving
placebo. The implications of this study are limited by the
small patient sample (a total of 16) and by a low dose of
drug (50 mg/day) even allowing for the lowweight of the
patients.
The two other controlled studies of antidepressant
medication in anorexia nervosa have used amitriptyline.
Beiderman et al examined the usefulness of amitriptyline in a sample of 43 patients [11]. Twenty-five of these
43 patients elected to participate in a double-blind,
placebo-controlled trial, and 11 were randomized to receive amitriptyline and 14 to receive placebo. The 18
patients who refused participation in the trial were used
as a comparison group. Patients were treated at one of
two institutions for five weeks; five were outpatients and
38 were inpatients. The mean dose of medication was
115 mg/day (2.8 mg/kg). This study was unable to detect any advantage for the amitriptyline-treated group
compared with the placebo group or with the group of
patients who had refused to participate in the study.
Like the previous study of Lacey and Crisp, this study is
limited by its small sample size and also by the fact that
two of the patients taking amitriptyline had very low
plasma levels of drug, suggesting poor compliance.
The third double-blind, placebo-controlled trial of
antidepressant medication in anorexia nervosa was conducted by Halmi et al [12]. In this study, 72 female inpatients with anorexia nervosa were treated at one of
two centers and, in addition, were randomly assigned to
receive one of three medications for up to six weeks:
placebo, amitriptyline, or cyproheptadine. There were
indications of a marginal advantage for the amitriptyline-treated group in reaching target weight faster than
patients treated with placebo. This study is notable for
its large sample size and the rigorous analysis of the
treatment response; however, plasma level data have
not yet been reported, so there is some question about
the adequacy of the pharmacological intervention.
In summary, despite the indications of significant
mood disturbances associated with the syndrome of anorexia nervosa, there are few rigorous data to suggest a
major role for antidepressant medication in this syndrome. There are several potential explanations for this
finding. First, it is possible that the depression associated
with anorexia nervosa is distinct from those forms of
major depressive illness that respond to antidepressant
medication [13]. Second, the physiological disruptions
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induced by starvation might conceivably make patients
refractory who might otherwise respond to antidepressant treatment. Third, it is possible that only a subset of
patients with anorexia nervosa are drug-responsive, and
the positive drug effect in these patients is obscured by
the results of other patients who are not drug-responsive. Finally, it should be noted that only three controlled studies involving only two antidepressant agents
have been reported.
From a clinical perspective, the role of antidepressant
medication in anorexia nervosa must, at this point, be
viewed as an adjunct to a comprehensive and multifaceted treatment approach. The relatively limited
benefits of antidepressant medication must be weighed
against the potential side-effects in this medically ill
population, including orthostatic hypotension and cardiac conduction disturbances.
Cyproheptadine
Cyproheptadine is a serotonin and histamine antagonist that is primarily used to treat allergic conditions. It
was noted that patients receiving cyproheptadine for
such problems sometimes gained weight, and several
studies have explored whether this effect might be usefully applied to underweight patients with anorexia nervosa.
The first double-blind, placebo-controlled trial of cyproheptadine in anorexia nervosa was reported by
Vigersky and Loriaux in 1977 [14]. They treated 24 outpatients with cyproheptadine, 12 mg daily, or placebo
for eight weeks and were unable to detect a significant
drug/placebo differences. They noted difficulties in interpreting this negative result because of uncertainty
about patient compliance with medication and recommended further assessment of cyproheptadine.
In 1979 Goldberg et al reported the results of a multicenter trial of cyproheptadine in hospitalized patients
with anorexia nervosa [15]. Cyproheptadine was given
in doses of 12 to 32 mg/day for 35 days. The cyproheptadine-treated patients gained slightly more weight than
the placebo-treated patients, but this difference was not
statistically significant.
In the study of Halmi et al previously described, cyproheptadine was compared with amitriptyline and
placebo in 72 patients hospitalized for anorexia nervosa.
Cyproheptadine was slightly more effective than
placebo in inducing weight gain and in relieving depression. It was of interest that there was a differential drug
effect related to the presence of bulimia, so that cyproheptadine significantly increased treatment efficiency in
the nonbulimic patients and impaired treatment efficiency in the bulimic patients. Although there have been
consistent reports of differences between bulimic and
nonbulimic subgroups of patients with anorexia ner-
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vosa, it is unclear why cyproheptadine should affect
these two subgroups differentially.
In sum, there are indications that cyproheptadine in
relatively large doses may have some mild effect in promoting weight gain and relieving depression in anorexia
nervosa. However, these therapeutic effects appear to
be modest. One major advantage of cyproheptadine is
that it appears to have few side-effects, even in the relatively large doses used.
Other Pharmacological Agents
A variety of other pharmacological agents have been
used in the treatment of patients with anorexia nervosa,
and some have been subjected to double-blind, placebocontrolled trials. A few open trials suggested that lithium
might be of benefit [16,17]. In 1981 Gross et al reported
a double-blind, placebo-controlled trial of lithium in the
treatment of 16 women hospitalized for anorexia nervosa [18]. Over the four-week trial, the lithium-treated
patients gained slightly more weight than the placebotreated patients. However, the difference was not statistically significant. Because of baseline differences between the drug-and placebo-treated groups, because
both groups did improve over this brief trial, and because of the small sample size, this study cannot be taken
to exclude definitively the use of lithium in patients with
anorexia nervosa. However, at present, except for the
rare patient who has both bipolar affective illness and
anorexia nervosa, there is no clear indication for the use
of lithium in anorexia nervosa.
Gross et al also conducted a controlled trial of delta9-tetrahydrocannabinol (THC), which is the active ingredient of marijuana [19]. The rationale was that since
smoking marijuana is known to increase appetite, THC
might be useful in assisting patients with anorexia nervosa to gain weight. In fact, the THC had a negative
therapeutic impact; it produced a significant amount of
dysphoria and had no detectable effect on weight.
Another avenue for the treatment of anorexia nervosa with medication has focused on a known physiological abnormality of patients with this illness, namely
that gastric emptying is slowed [20]. Because many
patients with anorexia nervosa complain of feeling
bloated after meals, it has been suggested that drugs
that increase gastric emptying may relieve symptoms
and assist in the normalization of eating. Several authors
have reported that gastric emptying is increased by the
administration of drugs such as metoclopramide,
bethanechol, and domperidon [20- 22]. In these uncontrolled trials, patients have had fewer complaints of
bloating after meals, but the overall utility of the drugs
was not clear. Furthermore, the use of metoclopramide
was associated with significant depression and with hormonal changes, potentially limiting its use in anorexia
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nervosa.
Finally, a number of other drugs and hormonal preparations have been described in case reports as being
of benefit to patients with anorexia nervosa. The drugs
used include glycerol, phenoxybenzamine, L-DOPA,
and anabolic steroids [23-26]. None of these drugs has
been evaluated by controlled trial, and there is little evidence for their utility in anorexia nervosa.
Summary
In short, despite the multitude of biological abnormalities described in patients with anorexia nervosa,
there is no compelling evidence that somatic treatments
other than weight restoration are of dramatic benefit in
this syndrome. As noted above, occasional patients, particularly agitated ones, may benefit from low doses of
antipsychotic medications, and there are suggestions
that some patients may benefit from antidepressant
medication or from the serotonin antagonist cyproheptadine. However, at the moment, medication must be
viewed as playing only a secondary role in the treatment
of anorexia nervosa.
BULIMIA
Although the syndrome of bulimia in normal-weight
individuals has only recently gained the attention of the
mental health professions, an impressive amount of effort has already been devoted to the evaluation of pharmacological methods of treatment. These pharmacological interventions have been based on one of two conceptual models. The first model is that bulimia is a
manifestation of a seizure disorder and could be treated
effectively with anticonvulsant medication. The second
model that has been explored more recently is that
bulimia is in some way linked to disturbances of mood
and can be approached through the use of antidepressant medication.
Anticonvulsant treatment
In the mid-1970s Green and Rau suggested a relationship between binge eating and seizure disorders [2730]. They noted that patients with binge eating typically
described the binges as episodic, uncontrollable, and
ego-dystonic. The episodes were also frequently
preceded by a change in mental state that could be interpreted as an aura. Green and Rau were struck by the
similarity of these features to those of patients with
seizure disorders. Over several years they obtained
EEGs in patients with "compulsive eating" and found
that a majority had abnormal EEGs, most frequently
the occurrence of 14- and 6-per-second spikes. These
findings led them to propose that "compulsive eaters

have a primary neurologic disorder similar to epilepsy."
On the basis of this formulation they treated patients
with phenytoin and described impressive results in a series of uncontrolled trials.
There has been a limited amount of additional work
pursuing this hypothesis. However, the work that has
been done generally does not suggest that bulimia is a
form of seizure disorder. In 1977 Wermuth et al reported a controlled study of phenytoin in bulimia [31].
As was true of the patients described by Green and Rau,
the patients in the study of Wermuth et al were more
heterogeneous in terms of body weight and eating behavior than patients who have been studied with bulimia
in the last five years. Wermuth et al obtained EEGs
from 20 patients and found definite abnormalities in
only three, a far smaller fraction than that reported in
the original studies of Green and Rau. One reason for
this discrepancy is that electroencephalographers became more skeptical that the 14- and 6-per-second
spike pattern was of any significance. Wermuth et al
compared phenytoin to placebo in a double-blind crossover experiment in which patients received either
phenytoin for three weeks followed by placebo for three
weeks or the opposite sequence. The ten patients who
began on phenytoin improved in comparison to their
baseline, but when they were switched to placebo, there
was no deterioration. The nine patients who received
the placebo/phenytoin sequence did not improve on
placebo, but reduced their bingeing somewhat on
phenytoin. Overall, the difference between placebo and
phenytoin treatment was not statistically significant.
Contrary to what one would predict if bulimia were a
form of seizure disorder, there was no relationship between pretreatment EEG abnormality and the response to phenytoin, or between the plasma level of
phenytoin and the clinical response. In addition, the efficacy of treatment with phenytoin was modest even in
those patients who did obtain some benefit.
Greenway et al obtained EEGs in seven patients with
obesity associated with compulsive overeating [32]. No
significant abnormalities were detected. Four patients
were treated with phenytoin in a controlled fashion and
no evidence of therapeutic efficacy was obtained.
There is only one other study that may bear on the
idea that bulimia is a form of seizure disorder. Kaplan
et al reported that one of six normal-weight patients
with bulimia responded impressively to treatment with
carbamazepine in a double-blind, placebo-controlled
crossover trial [33]. None of the other five patients had
significant therapeutic responses. The patient who did
respond had, in addition to bulimia, a mood disturbance
that may have been a mild form of bipolar disorder. Carbamazepine is an anticonvulsant drug that is widely used
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in the treatment of seizure disorders but that also appears to be effective in the treatment of some patients
with bipolar mood disturbance. Therefore, the efficacy
of carbamazepine in this single patient with bulimia cannot be clearly interpreted as evidence of a seizure disturbance.
In sum, little compelling evidence has been gathered
to support the hypothesis of Green and Rau that
bulimia is a form of seizure disorder. There are hints
that phenytoin may be of use for the treatment of some
patients with bulimia, but additional controlled studies
of phenytoin in eating disorders will be required to
clarify its potential role.
Antidepressant Treatment
The relationship between bulimia in normal-weight
individuals and mood disturbance has generated a great
deal of interest and some controversy. There is general
agreement that patients with bulimia are more anxious,
depressed, and irritable than control subjects. Most studies that have used structured rating instruments have
also found an elevated lifetime frequency of major depression among patients with bulimia. However, it is far
from clear whether bulimia should be viewed as an unusual manifestation of an underlying affective illness or
whether the mood disturbances of bulimia are best regarded as a secondary consequence of the eating disorder.
While this controversy concerning the significance of
the mood disturbance in bulimia remains unsettled, the
recognition of depression and anxiety among patients
with bulimia has lead to a series of trials of antidepressant medications. The first clear description is that of
Rich, who in 1978 described a 21-year-old woman with
bulimia and depression who failed to respond to a tricyclic antidepressant but had an impressive response to
the monoamine oxidase inhibitor (MAOI) phenelzine
[34]. In 1982 Pope et at described a series of normalweight patients with bulimia who responded to open
treatment with tricyclic antidepressants, and our own
group published similar results using MAOIs [35,36].
These series of patients treated openly were followed by
reports of seven double-blind, placebo-controlled trials
of antidepressants in normal-weight patients with
bulimia.
The first study reported was that of Sabine et al, who
examined the use of mianserin, an antidepressant drug
available in Europe [37]. Twenty patients were randomized to receive mianserin, 60 mg per day, and 30 to
receive placebo. Both groups improved somewhat over
the eight-week trial, but there was no significant difference between the drug-and placebo-treated groups. A
major limitation of the study is that the dose of mianserin used was low compared with that sometimes re-
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quired for treatment of depression. In addition, this
study may have treated a group of patients who are less
severely ill than those who were treated in subsequent
studies.
Pope et al followed their initial report with a doubleblind, placebo-controlled trial of imipramine in 22 normal-weight patients with bulimia [38]. The placebotreated group improved minimally, while the group receiving imipramine reduced their binge frequency about
75%, a statistically significant result. Hughes et at conducted a similar study of patients with bulimia using the
tricyclic antidepressant desipramine [39]. In a dose of
200 mg daily, desipramine was strikingly superior to
placebo, and 15 of the 22 patients (68%) who received
desipramine either during the study or later during follow-up achieved symptomatic remission.
Mitchell and Groat reported a controlled study of
amitriptyline in which both the drug- and placebotreated groups improved [40]. It is interesting that the
therapeutic effect of amitriptyline in this study was similar to the effect of the active drug in the controlled studies of Pope et al and Hughes et al. The major difference between the studies is that in the amitriptyline
study the placebo-treated patients improved substantially, while the placebo-treated groups did not improve
in the other two studies. The procedures used to treat
the patients receiving placebo were similar in all three
studies, and the reason for the discrepant outcome of
placebo treatment is not clear. While the patients in
these studies were similar in simple clinical terms such
as age, percent of ideal weight, and frequency of bulimic
behavior, it is possible that these similarities camouflage
important differences between patient groups treated
at different centers.
Agras et at recently reported the results of a controlled trial of imipramine in 20 bulimic women [48]. This
study differs from the preceding tricyclic antidepressant
trials in its longer length (16 weeks vs. 6 to 8 weeks) and
in its rigorous attempt at restricting therapeutic interventions other than medication. The imipraminetreated group obtained greater reductions in the
frequency of binge eating and of purging than the
placebo-treated group, but the differences between
drug and placebo were not as impressive as in the studies of Pope et al [38] and Hughes et al [39]. For example, in the Agras et al study, there was a 72% reduction in binge frequency in the imipramine group after 16
weeks, similar to the reduction at 6 weeks reported by
Pope et al in their imipramine group. However, at 16
weeks, the placebo-treated group of Agras et al obtained a reduction of 43% in binge eating frequency
compared to virtually no change in the placebo-group
in the study of Pope et al. In sort, the study of Agras et
al supports the efficacy of tricyclic antidepressant treat-
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ment compared to placebo, but, like the study of
Mitchell & Groat, raises questions about the reasons for
differences in outcome in different centers.
We have conducted a controlled study of the MAOI
phenelzine in the treatment of normal-weight patients
with bulimia. We embarked on this investigation several
years ago because of our impression that many bulimic
patients presented symptoms of anxiety and depression
similar to those of patients with "atypical" depression,
which has been thought to respond particularly well to
treatment with MAOIs. An analysis of the first 30
patients completing our double-blind, placebo-controlled trial indicated a significant advantage for phenelzine.
Six of 14 phenelzine-treated patients were in remission
at the completion of the study, compared with none of
the 16 placebo-treated patients (p<.01) [41]. Our data,
like those of three of the four studies using tricyclic antidepressants, suggest that antidepressant medications
are of benefit to some patients with bulimia.
We were initially concerned about the potential risks
of giving bulimic patients, who by definition cannot control their eating, MAOIs, which demand that patients
avoid certain foods or risk a hypertensive reaction. We
have carefully screened patients for their ability to
comply with a tyramine-free diet and have not had a serious hypertensive reaction because of patient noncompliance. However, we have been impressed that, in this
population, other side-effects of phenelzine such as postural hypotension and sleep disturbance caused significant difficulty and are a major impediment to the use of
MAOIs in many patients.
Kennedy et al have reported the preliminary results
of a controlled trial of another MAOI in buliomia [49].
They examined the utility of isocarboxazid in a doubleblind, placebo-controlled crossover trial in 18 patients.
As in our study of phenelzine, there was a significant
advantage for the MAOI compared to placebo.
In addition to these controlled trials, therapeutic response has been reported on the basis of open trial experience with a variety of tricyclic antidepressants,
MAOIs, trazodone, bupropion, nomifensine, and
lithium carbonate [42-46]. The data are now reasonably
convincing that, at least for some patients of normal
body weight with bulimia, antidepressant medications
have significant therapeutic effect. However, some important questions about the use of medication in such
patients remain unanswered. First, it is unclear which
patients are most likely to respond. Most of the controlled trials of antidepressant medications have studied
patients who are chronically and moderately-to-severely
ill. It is not clear if the same drug-placebo difference
would be found in less severely ill patients. Although
one could anticipate that depressed bulimic patients

would be particularly likely to respond to antidepressant
medication, the study of Hughes et al [39] explicitly excluded patients with major depressive disorder and yet
found impressive results with desipramine Similarly, in
a preliminary analysis of our patients treated with
MAOIs, nondepressed patients appear to derive benefit as well as depressed patients. Thus it appears that the
clinician cannot rely on the presence of depression to indicate which patients with bulimia will respond to antidepressant medication. Of more concern is the fact
that we know very little about the long-term outcome
of the drug treatment of bulimia or how best to combine drug treatment with other forms of therapy. It
should be noted that all of the controlled studies of antidepressant medication in bulimia are of relatively
short duration and there is no knowledge of how long
patients who respond to medication need to remain on
it or of what the relapse rate is when the drug is discontinued. Answers to these questions will demand the attention of investigators in this field for the next several
years.
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Chapter 43
Self-Help in Anorexia and Bulimia: Principles of
Organization and Practice
Feix E.F. Larocca
ciples of organization and the method of practice of selfhelp groups using the BASH format as a model.

INTRODUCTION
his chapter will cover the important aspects of
organizing self-help groups (focusing on those
T that apply to treating eating disorders). Although literature abounds with theories and hypotheses
on self-help in general [1-3], there are few theories on
how self-help groups are formed and conducted in the
treatment of anorectic and bulimic patients [4].
Bulimia Anorexia Self-Help, Inc., started in April of
1981. The idea for such a self-help organization began
when more and more patients asked to meet with the
therapist in a group rather than individually. Soon relatives and other members of the community became involved. A specific format was then designed to incorporate self-help groups with informational lectures
aimed at educating patients and families alike. After
several well-received meetings of this kind (dubbed
BASH meetings), BASH began publishing a monthly
newsletter. As BASH grew and the self-help format
evolved, a facilitator's program was started and resulted
in the publication of a formal training manual [5]. A
summary of the evolution of 'BASH has been given elsewhere [6].
The self-help format of BASH was chosen by Rubel
as a model self- help organization in structure and
philosophy [4]. Additional literature on the effectiveness
of the BASH format can be found in articles by Fauri
and Larocca [6,7]. This chapter will outline the prin-

HISTORY OF MODERN CONCEPIS OF THE
SELF-HELP GROUP
Alcoholics Anonymous (AA), the first known modern health-related self-help group was founded in 1935
[8]. Other self-help groups, each with a different purpose and founder, soon followed. Recover, Inc., was
started in 1937 by Abraham Low for former mental
patients. In 1955 Integrity Groups were founded to help
people realize a better psychological life [9]. An
Australian self-help group, GROW, was founded to
help ex-mental patients lead a more normal life [10].
Synanon, Compassionate Friends, Parents Anonymous, and Epilepsy Self-Help are only some of the many
other health-related self-help groups founded between
1950 and 1975 [11-14]. The first eating disorder selfhelp group, Anorexia Aid Society, was formed in 1974
in England.
Self-help thrived throughout the 1970s and continued to grow in this decade. Gussow and Tracey estimated that self-help groups must grow at a rate of 3%
a year to survive [15]. A successful self-help group must
generate growth in order to keep operating. AA and
Parents Anonymous (PA) both surpassed the 3% rate
of growth between 1972 and 1978 when the number of
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AA chapters doubled and PA chapters grew from 40 to
1,000 [16].
To keep pace with the necessary growth, other
aspects of the self-help group must also change. Borman was correct when he suggested that the group's organizational structure will need to take diverse forms
while continuing to reflect the stable ideology and
philosophy of the group [17]. The group's energy may
need to be redirected as it becomes more concerned
with recruitment, organizational maintenance, chapter
development, and public education [17,18].
The nature of group membership and leadership
may also change [10]. Though many members of selfhelp groups join during a time of crisis, they can remain
vital participants even after the crisis has subsided.
Some can take on group leadership or administrative
roles [4,6,19]. Others can work in community awareness
[4]. For example, the efforts of GROW members to
share their group with the community resulted in an increase in members who were not ex-mental patients but
needed GROW's kind of help [17].
Most self-help groups have had to develop mutually
beneficial relationships with affiliated professionals, institutions, and voluntary fund-raising associations. The
Heart Association, for example, donates funds to
Mended Hearts, a self-help group for heart patients.
Hospitals and detoxification centers have special ties
with AA groups. And some hospitals are now working
in tandem with eating disorder self-help groups [4,7].
Although many self-help groups benefit financially
from these relationships, a systematic means of acquiring financial support is found in all successful self-help
groups [17,20].
CHARACTERISTICS OF THE MODERN SELF-HELP
GROUP
Because self-help cannot be studied by the use of a
control group, current studies of them often prove unreliable. There are other problems, too, that make the
scientific study of self-help groups difficult: Membership cannot be denied to those in need of help; persons
afflicted with the disorder who do not seek help are impossible to detect; most members are multiple-help
seekers; and outcome studies fail to determine which
type of help was the most significant in the patient's recovery [21]. Despite these obstacles, a number of studies have attempted to answer some questions about
the characteristics of self-help groups [21-23].
Some researchers divide health-related self-help
groups into two types [17,22]. The first type (like AA)
is devoted to changing each member's behavior—group
members view their membership as permanent. The

second type is a coping group (like Parents Without
Partners), where members view membership as temporary. Members of this type of group usually join
during a time of crisis. Frane et al [23] and Levy [24]
concluded that in both types of groups the support and
mutual disclosure offered by the group often encourages members' continued participation.
Membership in a self-help group extends the size and
depth of the members' social network. Lieberman
studied help-seeking behavior in members of self-help
groups and in individuals who enter psychotherapy [25].
He hypothesized that social networks:
Buffer the experience of stress,
Decrease the need for professional help by replacing it with instrumental and affective support,
Act as screening and referral agents for professional services, and
Transmit positive attitudes, values, and norms
about help-seeking.
Sidel and Sidel believe the growth of self-help groups
is a response to inadequate and unequal distribution of
professional resources [26]. The view self-help groups
as products of "cop-out" by professionals who blame
the victim instead of working to change the deeper problems in society that contribute to members' frustrations.
They write, "The groups can exacerbate the very symptoms which caused members to seek help... [and] we
now speak of coping to refer to what was once called
living" [26].
Katz and Bender agree that proliferation of self-help
groups is a response to inadequate resources, but they
view this as a positive response [2]. They see the growth
of self-help groups as a "grass-roots" consumer response consistent with the spirit of change and adaptation throughout American history. Reissman also
agrees. He believes that on a micro-level self-help
groups encourage members to live effectively, and on
macro-level they shift members' attitudes to a "consumer-based approach." Reissman believes that participating as an equal member of a group instead of
seeking help alone is a major benefit of self- help groups
[27]. Levy is correct when he writes, "Self-help represents an effective and inexpensive alternative to the purchased friendship of psychotherapy" [28].
Mutual need, commitment, and sharing are often not
enough, however, to sustain a self-help group. Strong
leadership is required. Eating disorder self-help groups
are no exception.
Rubel suggests the dynamics of anorexia and bulimia
prevent long- term commitment to self-help groups
and, unless some of those involved have above-average
interpersonal skills, the groups usually disband [4].
What then are the mechanisms and interactions in self-
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help groups that allow leaders to arise and members to
be helped?
PROCESSES AT WORK IN SELF-HELP GROUPS
Levy divides the processes that take place in self-help
groups into two types: behavior-oriented and cognitiveoriented [29]. Behavior of members of self-help groups
is changed by group participation in various ways, such
as social reinforcement of desirable behaviors, training
in self-control, modeling of coping methods, and devising a program of action.
Cognitive processes serve to remove members' mystification of their experience, increase their expectancy
of change, and provide a rationale for their problem.
Normative and practical information is shared among
participants. Most importantly, the "range of alternative
perceptions of members' problems and circumstances
and the actions they may take to cope with them
broadens" [29]. Members essentially learn to discriminate for themselves between what works and what does
not.
There are many similarities between self-help groups
and psychotherapy groups. However, certain features
distinguish them from each other. Hurvitz [30] concluded that mutual-aid groups use more subjective,
peer-initiated approaches than orthodox psychotherapy. Instead of the private disclosures of psychotherapy,
experiences are shared in group therapy. Where the psychotherapist is trained to use distance and objectivity,
group participants are more judgemental with each
other. In psychotherapy, objectivity is the goal. This objectivity has limitations—the patient may come to rely
on the therapist instead of assuming more responsibility
for himself or herself. Self-help groups can counterbalance the limitations of psychotherapy [30].
Thus, it can be seen that the professional is an important part of a successful self-help group, but is just
that—a part. A balance is needed between professional
and member responsibility. BASH is one example of a
self-help organization with a balanced format. Along
with psychotherapy, facilitator training and supervision
is used to ensure that the quality of group interaction is
high. Because the facilitators are chosen from among
membership, the self-help premise of "equal status" relationships is preserved.
Health professionals also can contribute to the evaluative, educational, organizational, and community
outreach components of self-help groups. Larocca and
Kolodny write, "In the area of self-help such partnership
and colleague complementarity can be particularly effective" [31].
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RESEARCH ISSUES AND CURRENT HYPOTHESES
The use of self-help groups in the treatment of eating disorders is a recent innovation. The newness of this
approach is reflected in the lack of significant study and
research on the effectiveness of self-help in the treatment of eating disorders [13]. The use of self-help
groups in general, however, has matured to the point of
instigating serious research [17,31]. In this section four
major issues in general self-help research will be discussed that could be applied to self-help groups for eating disorders.
The first and most important issue is evaluating the
impact of self-help groups on group members. Devices
must be developed to measure the effectiveness of a
chosen self-help group. This is problematic, however,
because certain factors inherent in the self-help group
format make it difficult to study outcome. These problems can be summarized as follows:
Many participants in self-help groups are multiple help-seekers, making it difficult to determine the effect on their well-being of the selfhelp group experience alone [21,25].
It is difficult to establish an effective control
group against which the self-help group can be
measured. Should the controls be persons who
chose another type of therapy for their problem: Or should the control group be composed
of persons who have chosen no method of
treatment [32]?
Many participants of self-help groups attend
intermittently. When assessing the group's impact on a person's recovery, how should attendance be figured into the research protocol? A
person may attend one of every three meetings
but be more involved in those meetings than
the person who attends every time [32].
The issue of participant involvement is complex and difficult to measure. One would hypothesize that the person who is more involved
in the self-help process would receive more
benefits, but factors that make up involvement
are hard to pinpoint. Involvement could be
measured by persistence of attendance, support of the organization, the volunteering of
services, or any number of other outward signs
of interest in and devotion to the group
process.
Another issue in need of further research is how selfhelp groups are started. What set of circumstances in
the initial organization of the group will give that group
the best chance for survival? Leadership, group charter,
recruitment of members, frequency of meetings and affiliation with other organizations are some of the specific
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characteristics of the group that need to be researched
and delineated.
And still another issue needing to be researched is
who participates in self-help groups. By finding patterns
in the types of people who are likely to be attracted to
these groups, one might be able to better assess who
would most benefit from this approach.
A final issue also needs to be researched: How do
self-help groups work to aid their members? What are
the specific change mechanisms in the group process?
How important is an ideology in giving the group a
character and personality that can help its members?
What activities does the group support? What training
and supervision should group leaders undergo? This research should try to pinpoint the major, dynamic factors
that give the group its life and its salutary power [28]. If
these factors can be determined and the other research
issues settled, new and existing self-help groups would
have a successful model after which to pattern their own
organization.
FUTURE DIRECTIONS
After a successful campaign that was launched in the
summer of 1984 by BASH in St. Louis, the St. Louis
community was the beneficiary of the by-products of a
$300,000 significant grant for the purpose of community awareness and education and the formation of the
Mary Anne Richardson Memorial BASH Assistance
and Information Center.
The prediction was that with the community's
greater awareness of the significance and importance of
early detection and intervention on eating disorders a
substantially greater number of individuals would seek
assistance and find treatment resources early in the
development of the eating disorder. Categorically, the
BASH organization has moved in this direction and the
number of its meetings have been augmented fivefold,
reaching approximately 30,000 persons a year.
BASH has also developed a network of further community resources emphasizing transgenerational efforts, including the older (gentry) adult generation and
children. In addition, BASH has instigated the development of groups for support of family members who do
not necessarily suffer from an eating disorder.
The rising costs of medical treatment and hospitalization are forcing many people to consider alternative
forms of therapy [7,33]. This cooperation should enhance the efficacy of self-help as an adjunct to medical
treatment.
This efficacy would also enhance another trend that
is developing: the greater emphasis on scientific and research material in self-help. Self-help organization,

when structured on the BASH format, can provide
needed services to the general public by translating
complex technical information into easily understood
articles and presentations. Thus, self-help groups can
educate the public and gain credibility in the eyes of the
community [34].
Finally, a development yet to take place: a national
registry of self-help groups, which should evolve in the
next few years. Just as persons seeking medical or psychiatric care have the benefit of several types of referral
services, those seeking self-help therapy deserve information on the kinds of help available. This registry
should include evaluation of the type of care, perhaps
by a national board yet to be created [35], numbers of
years in existence, fees, curriculum for training group
leaders, format of meetings, and other pertinent information.
However, as Larocca [36] lamented in his editorial
on the Tower of Babel, the issues confronting the
development of such a therapist registry are dwarfed by
the obstacles arising from such undertaking. As in any
new or growing field, the quality of services can vary
drastically. A national referral service would help ensure, if properly monitored by supervising agencies, that
every person who seeks self-help will find the best program for his or her needs.
Finally, with the instigation of National Eating Disorders Awareness Week by BASH in 1981, and with the
mailings of many thousands of packages of free information to every state of the union, its possessions and
other countries, BASH has helped insure the realization
this year by the American Psychiatric Association, for
the first time, of its observation of a Mental Illness
Awareness Week, with all its important derivations.
CONCLUSION
In this chapter the present state of self-help has been
summarized in relation to the study of a model self-help
group. Historically, the self-help movement for anorexia and bulimia is relatively new. But because of its effectiveness in treating eating disorders, it has grown by
quantum leaps. The time has come for a more systematic and scientific point of view to be taken in the study
of self-help for the treatment of eating disorders. As
Rubel asserts, the success and survival of self-help
groups for eating disorders depends on systematic
structuring and direction by a professional committed
to the group's continuance [7]. BASH has been fortunate enough to have evolved in this manner, resulting
in its current position as a thriving self-help organization
[4].
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