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Eating disorders are characterized by disturbances in
self-regulation with regard to eating and may be accom-
panied by unhealthy compensatory behaviors designed to
control body weight. Body weights below normal (ie, less
than 85% of expected) are associated with anorexia ner-
vosa (AN), whereas body weights within 15% of normal
usually are associated with bulimia nervosa (BN). Eating
disorders result from a complex combination of psycho-
logical, cultural, and physiologic processes. These multi-
determined disorders are challenging to diagnose and
treat, and treatment is individualized.

EPIDEMIOLOGY 

PREVALENCE 

The prevalence of AN has increased dramatically over
the last 50 years, with a lifetime prevalence estimated
between 0.5% and 1% for women who meet full diagnos-
tic criteria for AN and up to 3.7% when AN is more broad-
ly defined.1,2 Although occasional binge eating can be
found in up to 80% of young women, clinical BN affects
between 1.1% and 4.2% of U.S. women.3 Binge eating dis-
order (BED) is quite common among individuals seeking
treatment for being overweight, affecting up to 70% of
those who attend Overeaters Anonymous and 30% of par-
ticipants in other types of weight loss programs.4,5

AGE AND GENDER DISTRIBUTION

The vast majority of individuals with eating disorders
report an onset between the ages of 12 and 35 years.
The mean age of onset for AN is 17 years, with onset
rarely occurring after the age of 40. BN typically begins
in late adolescence or early adulthood.6

Eating disorders generally occur among younger
women, most of whom have been previous dieters.
Female-to-male ratios range between 1:6 and 1:10.
However, 19% to 30% of younger patients presenting
with AN are male.7–9 In addition, up to 35% of those
suffering from BED are male. 

SOCIOECONOMIC AND RACIAL STATUS

Eating disorders have traditionally been encountered
in higher socioeconomic classes of industrialized and
affluent countries where being thin is equated with suc-
cess and attractiveness. Caucasian women have histori-

cally been overrepresented among those with eating dis-
orders. However, recent data indicate that middle and
lower middle class women, including non-Caucasian
women, are affected as well.10

ETIOLOGY

The etiology of eating disorders is largely unknown,
with most investigators agreeing that these illnesses
evolve from the complex interaction of multiple factors.

BIOLOGIC FACTORS
Family Studies 

First-degree female relatives of individuals with AN
have higher rates of both AN and BN.2,11 Identical twins
of patients with eating disorders also have higher rates of
these disorders, with monozygotic twins demonstrating a
higher concordance than dizygotic twins (approximate-
ly 50% versus 14%).12,13 Mood disorders are more preva-
lent in first-degree biologic relatives of individuals with
AN, especially among probands with the binge eating
and purging pattern. Compared with controls, families
of patients with BN have been found to have higher
rates of affective disorders, substance abuse (especially
alcoholism), and obesity.14,15

Neurohormonal Factors

Some investigators speculate that eating disorders
are caused by hypothalamic or suprahypothalamic dys-
function.16 This would account for the abnormalities
observed during the active phase of the disorder,16 in-
cluding changes in the levels of luteinizing hormone,
follicle-stimulating hormone, cortisol, various other
hormones, and peptides, and for abnormal opioid and
catecholamine metabolism. These biologic abnormali-
ties invariably stabilize and return to normal upon res-
olution of the eating disorder. Although academically
appealing, this theory lacks firm research support and
some, if not all, of these abnormalities may be sec-
ondary to starvation or nutritional deficits.

Other investigators theorize that those who diet and
exercise may experience a euphoric state similar to a
“runner’s high” from the release of endogenous opi-
oids. The recurring release of opioids can then lead to
auto-addiction and perpetuate starvation and exercise
to achieve an altered state via endogenous opioids.17
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