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Eating Disorders
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he past 3 decades have seen dramatic changesin our ap-

proachto eating disorders. These changesinclude marked
improvementsin therecognition and understanding of thedis-
ordersand in the reduction of the morbidity and mortality due
to anorexia nervosa (AN) and bulimia nervosa (BN). These
gains, including thoseinthelevel of knowledge and apprecia-
tion by the public, have been transmitted to the benefit of pa
tients; however, there remain significant difficulties in
treating people with eating disorders. Critical research may
address gapsin knowledge and lead to more efficacioustreat-
ments.

To highlight how care in this area has changed, Professors
Walsh (1,13) and Kaplan (2) focusin thisissue on specific as-
pects of treatment. Walsh provides a thorough review of the
pharmacologic approachesto AN, BN, and the newly emerg-
ing binge eating disorder (BED). Use of medication for AN
has been disappointing, but there are always new medications
appearing, and the recent case reports of the benefits of olan-
zapine are worth pursuing. However, to date, medications
have added little to overall management. More promising are
the relapse-prevention approaches that use medications such
as selective serotonin reuptake inhibitors (SSRIs) to prevent
weight loss and recurrence of anorexic psychopathol ogy after
weight restoration.

Much more work has been done on BN—for reasons well-
documented—and thisliterature showsvaluein the SSRIs,
especially when combined with psychotherapy. They may
be particularly useful in relapse prevention (3). Hereagain,
novel medications are being tried (for example, in the re-
cent study of the value of ondansetron [4]). The evidence
for treating BED islesswell developed, but again, thereis
an emerging literature on the benefits of antidepressant
medication, as well as on novel approaches such asthe use
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of anticonvulsant (topiramate) and weight-loss (sibutramine)
agents in obese patients with BED.

Kaplan (2) focuses his review on controlled treatment trials
for AN and concludes that this areaiis limited by the follow-
ing: few studies (though most of these have come out in the
last decade and more are under way), small sample sizes, the
life-threatening nature of the disorder, and high dropout rates.
Healso examinesdenial and treatment resistance as animpor-
tant dimension for consideration. While the controlled treat-
ment studies are few, there are enough data to point to
promising areasfor futureclinical research. At the sametime,
treatment approaches are dramatically different.

In the 1960s, it was common to have treatment for AN based
on along-term psychoanalytic model, which wasineffective,
or on combinations of potentially harmful medications. To-
day, thereisgeneral acceptance of the value of nutritional res-
toration or stabilization before people can meaningfully
benefit from psychotherapy. The types of psychotherapy that
are useful vary. Cognitive analytic therapy has been shownto
benefit in AN (5). Work from the Maudsley Hospital has
documented the val ue of family therapy for the young restrict-
ing patient with AN (6). Older patientswith AN and BN bene-
fit from cognitive-behavioural therapy, but this has been
much more carefully described for BN. The latter group has
al so been shown to benefit from interpersonal therapy (7). As
noted, the antidepressant drugs, including the SSRIs, have
also been useful for BN sufferers, although in controlled stud-
iesthey are not as useful as the psychological treatments (1).
Asaresult of these advancesin understanding andin care, AN
mortality may have been reduced, and more patients are com-
pletely well at follow-up (8). In contrast, BN hasamuch lower
mortality and a more variable course (9).

Clinical science has had a real bearing on these improve-
ments. The randomized controlled trial, first applied to

225



The Canadian Journal of Psychiatry—Guest Editorial

evaluating theefficacy of antibioticsin tubercul osisand pneu-
mococcal pneumonia, quickly led to comparative studies of
psychotropic agents in the early 1950s. Progress in psycho-
therapy research was greatly enhanced more recently (in the
late 1980s) when devel oped for studieson depression. Thisre-
search has since been adapted to treatments for BN. Con-
trolled trials for AN are rare and are much more difficult to
conduct—but are imperative for the field to advance.

Understanding the ego-syntonic nature of the primary symp-
tomsin AN issignificant in thisregard. Recent work on moti-
vational enhancement, adapted from the addictionsfield, may
provide significant benefits but requires careful evaluation
(5). Itisalsoimportant to devel op lines of research ontreating
comorbid states. Whether it isdrug dependency or depression,
the lack of demonstrable treatments—and facilities prepared
to undertake combined treatments—is a serious impediment
to enabling the more chronicaly ill to develop lives with
meaning and dignity. Further, trialsaimed at preventing com-
plications are also warranted. Studies of relapse preven-
tion—in both AN and BN— are currently under way and are
most welcome.

Regardless of clinical trial benefits, therewill be asignificant
group of people suffering from these disorders who will con-
tinue to display the complications of chronic illness. Eating
disorders disrupt the individual at many levels. Recognizing
these complications in both the psychosocial and physiologi-
cal domains and developing interventions to minimize them
will require significant treatment and research efforts in the
coming years. For example, recent epidemiologic work has
described the high frequency of comorbidity for affectivedis-
orders, anxiety disorders, and alcoholism (10,11). This may
account for some proportion of the psychosocial impairment.
Understanding the nature of these associated conditions and
decreasing their impact will have an important effect on pa-
tients with eating disorders. A second examplerelatesto im-
proved understanding of the osteoporosis that is frequently a
complication of AN. Two characteristic features of AN—Iow
body weight and amenorrhea—serve asimportant risk factors
for developing osteoporosis. In recent years, with the in-
creased frequency of eating disorders and their not infrequent
chronicity, attention has been given to the problem of bone
demineralization. Several alarming reports have documented
the presence of severe osteoporosis and pathologic fractures
inthese patients (12). Thereremains, however, arelative lack
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of understanding about the mechanisms responsible for the
demineralization of bone. Several factors may contribute, in-
cluding low body weight, repeated vomiting and purging, low
estrogen levels and amenorrhea, high levels of cortisol and
growth hormone, as well as alterations in somatomedin. The
approach to treating osteoporosis in eating disorders has not
been worked out well.

For patients who have been continuously ill for 10 or more
years, coercive hospital treatment with overly ambitiousgoals
israrely helpful and may precipitate depression and suicide. A
more realistic approach to managing this type of patient in-
volvesbrief, time-limited admissionsto hospital to help work
on continuing weight loss or metabolic complications. This
should be associated with supportive psychotherapy, either
individually or in a group. In the future, much more thought
must be given to the ongoing care of this particular patient
group, with respect to both brief hospital stays and ongoing
management, so that these patients can lead lives of dignity
with minimal sequelae and intrusion by theillness.

References

1. Garfinkel PE, Walsh T. Drug therapies for the eating disorders. In: Garner DM,
Garfinkel PE, editors. Treatments for the eating disorders. New Y ork: Guilford
Press; 1997. p 372-82.

2. Kaplan AS. Psychological treatments for anorexia nervosa: areview of published
studies and promising new directions. Can J Psychiatry 2002;47:235-42.

3. Romano J, Halmi KA, Sarkar NP, Koke SC, Lee JS. A placebo controlled study
of fluoxetine in continued treatment of bulimia nervosa after successful acute
fluoxetine treatment. Am J Psychiatry 2002;159:69-102.

4. FerisPL, Kim SW, Meller WH, Goodale RL, Oakman SA, Hofbauer RD. Effect
of decreasing afferent vagal activity with ondansetron on symptoms of bulimia
nervosa: arandomized, double-blind trial. Lancet 2000;355:792-97.

5. Treasure J, Ward A. Cognitive analytical therapy in the treatment of anorexia
nervosain the practitioner. Journal of Clinical Psychology and Psychotherapy
1997;4:62—71.

6. Russell GFM, Dare C, Eidler I, LeGrange D. Controlled trials of family treat-
ments in anorexia nervosa. In: Hami KA, editor. Psychobiology and treatment of
anorexia nervosa and bulimia nervosa. Washington: American Psychiatric Press;
1992. p 329-40.

7. Fairburn CG, Welch Norman PA, Welch SL, O’ Connor ME, Doll HA, Peveler
RC. A prospective study of outcomein bulimia nervosa and the long-term effects
of three psychological treatments. Arch Gen Psychiatry 1995;52:304—-12.

8. Fichter M, Quadfleig N. Six-year course and outcome of anorexia nervosa. Int J
Eat Disord 1999;26:359-85.

9. Keele PK, Mitchell JE. Outcomein bulimia nervosa. Am J Psychiatry
1997;154:313-21.

10. Garfinkel PE, Lin B, Goering P, Spegg C, Goldbloom D, Kennedy S. Bulimia
nervosain a Canadian community sample: prevalence and co-morbidity. Am J
Psychiatry 1995;152:1052-8.

11. Garfinkel PE, Lin B, Goering P, Spegg C, Goldbloom D, Kennedy S. Should
amenorrhea be necessary for the diagnosis of anorexia nervosa? Evidence from a
Canadian community sample. Br J Psychiatry 1996;168:500-6.

12. Brotman AW, Rigotti N, Herzog DB. Medical complications of eating disorders:
outpatient evaluation and management. Compr Psychiatry 1985;26:258—72.

13. Zhu AJ, Walsh BT. Pharmacologic treatment of eating disorders. Can J Psychia-
try 2002;47:227-34.

W Can J Psychiatry, Vol 47, No 3, April 2002



