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Bulimia nervosa is a psychiatric condition that
affects many adolescent and young adult women.
The disorder is characterized by bingeing and
purging behavior and can lead to medical compli-
cations. Thus, patients with bulimia nervosa com-
monly present in the primary care setting.  Physi-
cal and laboratory examinations reveal markers
of bulimia nervosa that are useful in making the
diagnosis. Treatment is beneficial, and outcomes
of early intervention are good. This article dis-
cusses the history, presentation, and tools needed
for recognizing and treating bulimia nervosa in
primary care.
(Primary Care Companion J Clin Psychiatry 2003;5:217–224)
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n the United States, eating disorders affect 5 to 10
million people, primarily young women between the

Bulimia Nervosa: A Primary Care Review

Jona M. Rushing, B.S.; Laura E. Jones, M.S.; and Caroline P. Carney, M.D., M.Sc.

I
ages of 14 and 40 years.1 Much attention has been paid to
the identification and treatment of anorexia nervosa in
this age group.2,3 However, bulimia nervosa is a more
prevalent disorder that is more difficult to identify in the
primary care setting. It is imperative that primary care
physicians are aware of the presentation and subsequent
interventions available to treat  patients with bulimia ner-
vosa, considering the relatively silent presentation of the
disease. In this article, we provide an overview of bulimia
nervosa, associated physical and laboratory examination
findings, and diagnostic strategies pertinent to primary
care practice.

Bulimia nervosa was described as an ominous variant
of anorexia nervosa by Russell in 1979.4 However, as
more research has been conducted and more patients suf-
fering from bulimia nervosa have been identified, bulimia
nervosa and anorexia nervosa are now recognized as 2
distinct syndromes. According to the Diagnostic and Sta-
tistical Manual for Mental Disorders, Fourth Edition
(DSM-IV), bulimia nervosa is characterized by recurrent
episodes of binge eating followed by 1 or more compensa-
tory behaviors to eliminate the calories (vomiting, laxa-
tives, fasting, etc.) that take place on average a minimum
of twice weekly for 3 or more months.5 Patients who do
not meet the frequency or length criteria may be diagnosed
with DSM-IV eating disorder not otherwise specified.5

Bulimia nervosa is also delineated into 2 distinct sub-
types: purging and nonpurging. With the purging subtype,
patients engage in some method to remove the binged
food from their bodies. This is most often accomplished
by self-induced vomiting but can include the misuse of
laxatives, enemas, or diuretics. Nonpurging bulimics use
fasting or excessive exercise as the primary compensation
for binges but do not regularly purge. Regardless of sub-
type, bulimic patients have negative self-evaluations,
placing inappropriate importance on weight and body
image.

EPIDEMIOLOGY

Whereas the prevalence of anorexia nervosa for women
in the United States is 0.5% to 1%, the prevalence of bu-
limia nervosa is 2% to 3% and can be as high as 10% in
vulnerable populations, such as college-aged women.6

Males are affected by eating disorders at a rate one tenth of
that of females. Demographically, most patients with bu-
limia nervosa are single, college educated, and in their
mid-20s. However, most patients begin experiencing bu-
limic symptoms during adolescence.7 Bulimia nervosa oc-
curs in 2.3% of white women but in only 0.40% of black
women.8

Risk factors for bulimia nervosa include, but are not
limited to, childhood sexual abuse, male homosexuality,
eating alone, living in a sorority house, diabetic poor gly-
cemic control, low self-esteem, dieting, involvement in
athletics, and occupations that focus on weight.9–14 Pa-
tients with these risk factors or in high-risk populations
and those who the practitioner suspects may have an eat-
ing disorder should undergo screening.
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SCREENING FOR BULIMIA NERVOSA

Many tools are available for screening in the primary
care setting, yet few tools focus on the diagnosis of bu-
limia nervosa. In the spirit of the CAGE assessment for
alcohol abuse,15 the SCOFF questionnaire screens for eat-
ing disorders using 5 simple, easy-to-remember ques-
tions.16 An eating disorder can be suspected with 84.6%
sensitivity and 89.6% specificity if a patient responds
positively to 2 or more questions.17 The negative predic-
tive value is 99.3% for the SCOFF questionnaire, which
makes this tool useful for screening in clinical practice.

The SCOFF was recently tested against a new instru-
ment, the Eating Disorder Screen for Primary Care.18  The
latter instrument performed slightly better than the
SCOFF, with 1 or no abnormal responses ruling out an
eating disorder (likelihood ratio [LR] = 0.0) compared
with the SCOFF (LR = 0.25). Both were similarly effec-
tive in ruling positive for an eating disorder (LR = 11).18

A 2-item assessment specific to bulimia nervosa may
also be an effective screening tool. For responders who
answered positively to 1 of the 2 screening questions (Do
you ever eat in secret? and Are you satisfied with your eat-
ing patterns?), the positive and negative predictive values
were 22% and 91% when based upon the gold-standard of
a clinical assessment that found a 16% prevalence of bu-
limia nervosa in the studied population.19 These 2 screen-
ing items had been previously shown to have a sensitivity
of 1.00 and specificity of 0.90 for bulimia nervosa.20

The Bulimic Investigatory Test, Edinburgh (BITE)
questionnaire is a brief test for the detection and descrip-
tion of bulimia nervosa.21 The BITE consists of a set of 33
questions (30 yes/no type and 3 graded-response) that
simultaneously assess the presence and relative severity
of a binge-eating disorder. The BITE is divided into 2 sec-
tions: the symptom scale and the severity scale. The
symptom scale consists of the 30 yes/no questions; 1 point
is assigned for every “yes” answer, and a score of 20 or
greater indicates a binge-eating disorder. The 3 graded-
response questions make up the severity scale and ask the
patient to score the frequency of their actions. A score of 5
or more on this section is considered clinically significant,
and a score of 10 or more is considered severe. The BITE
takes an average of 10 minutes to complete and can be
immediately scored by the practitioner. Although not
intended for screening in primary care, this instrument
could be used to track disease severity in patients with
known disease.

The Eating Attitudes Test has been widely used in epi-
demiologic studies, particularly to assess for symptoms of
anorexia nervosa.22–25 The instrument has been validated
for bulimia nervosa and modified for use in patients with
diabetes mellitus.26–28 We recommend starting with the
Eating Disorder Screen for Primary Care or the SCOFF
for screening purposes in primary care.

CLINICAL PRESENTATION

The diagnosis and long-term treatment of bulimia ner-
vosa require the practitioner to have insight into the
patient’s thoughts regarding weight, food, and eating ritu-
als. The cardinal symptoms of bulimia nervosa include
only inappropriate bingeing and compensatory behavior,
not low body weight. It is possible for a patient to suffer
from bulimia nervosa and be at or above normal weight.
For this reason, normal and overweight patients should not
be overlooked if other symptoms or signs of bulimia ner-
vosa are present.

It is necessary to understand the patient’s eating behav-
iors, especially those involving binge eating. The bulimic’s
idea of a binge may not be, and most likely is not, the same
as the physician’s idea of a binge. Although a binge is
loosely defined as a large consumption of calories in a
brief period of time, bulimics tend to define binges by the
type of food consumed and their mood state while consum-
ing, not necessarily by the actual caloric intake.29,30 For in-
stance, snack foods and desserts are viewed as binge foods
more often than are other foods. Some bulimics may have
an internal list of forbidden foods that, when consumed,
will constitute a binge to that patient, regardless of caloric
content. A bulimic could consume a large quantity of fruits
and vegetables of the same caloric amount as a candy bar
but not view it as a binge because fruits and vegetables are
“good” or “safe” foods.

In any case, a sense of loss of control over eating is an
important feature of bulimia nervosa. Subjective binges are
defined not by the amount of food consumed, but by an
appraisal that more food was eaten than should have been
consumed and a concomitant sense of lack of control.31,32

Further, a typical behavioral pattern may be noted around
the time of the binge episode. The bulimic may experience
pre-episode boredom, cravings, and depression followed by
post-episode depression and lack of self-control.33 Bulim-
ics commonly binge in private, and some may plan binges
and purges according to time of day and privacy issues.
They may eat normally around friends and family but then
binge at other times when alone. In more severe cases, bu-
limics may alter daily schedules to be assured of time for
bingeing and purging. They may also deprive themselves
of food for hours before the binge, and it is thought that this
deprivation plays into the ritualistic pattern of bulimic eat-
ing.34 Because regular binges may be costly, food may be
stolen from grocery and convenience stores.35 The severity
of weight and eating attitudes may fuel the frequency of
binge and purge behaviors. It is these behaviors that may
lead to serious medical and psychiatric complications.

MEDICAL COMPLICATIONS

Whereas amenorrhea is required for a DSM-IV classifi-
cation of anorexia nervosa in women, only one half of
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patients with bulimia nervosa experience menstrual distur-
bances, including amenorrhea or oligomenorrhea.36 Men-
strual disturbances occurring in women with eating dis-
orders may be secondary to a decrease in the pulsatility of
gonadotropin-releasing hormone and possibly to the hor-
monal mechanisms of leptin, which decreases with de-
creasing weight.37,38 Since a threshold level of weight or
body fat is believed to be necessary for normal reproduc-
tive functioning, normal or overweight bulimics are less
likely to experience amenorrhea.39

Gastrointestinal (GI) tract abnormalities may occur in
bulimics and typically are secondary to purging behaviors.
The most commonly reported GI symptoms are bloating,
flatulence, and constipation.40 Gastric emptying and motil-
ity may be delayed.41 The patient also may develop gas-
troesophageal reflux disease and Mallory-Weiss tears
from excessive vomiting. Rectal prolapse has been de-
scribed, and when it occurs in a young woman, the clini-
cian should include bulimia nervosa in the differential
diagnosis.42

Ipecac, an over-the-counter emetic agent, is often used
by bulimics to induce vomiting. Nearly 8% of women with
eating disorders may experiment with ipecac, while 1% to
2% regularly abuse the medication.43 Ipecac has been as-
sociated with serious cardiac toxicity, including cardiomy-
opathy with left ventricular dysfunction. Whether or not
this dysfunction is reversible remains controversial.44 Pa-
tients with a history of ipecac abuse may be candidates for
echocardiography, especially if symptoms of heart failure
are present.

Due to excessive vomiting, patients may exhibit
enamel erosion, especially on the lingual surface of the
teeth; calluses on middle phalanges from using fingers
to induce vomiting (Russell’s sign); and sialadenosis, a
noninflammatory enlargement of the salivary glands.45,46

Parotid gland swelling is commonly found. Sialadenosis
is almost always associated with an underlying systemic
disorder, including diabetes, alcoholism, malnutrition, an-
orexia nervosa, and bulimia nervosa. In bulimics, the inci-
dence of sialadenosis ranges from 10% to 66%. The clini-
cian should suspect bulimia nervosa in a young woman
with sialadenosis who has no underlying medical condi-
tions.47,48 It is thought that the various causes of sialad-
enosis all result in a common pathogenic effect in that they
produce a peripheral autonomic neuropathy responsible
for disordered metabolism and secretion, resulting in aci-
nar enlargement.46,49 Although the condition may reverse
once vomiting ceases, in cases of refractory swelling, pa-
rotidectomy may be considered as a last resort to improve
facial aesthetics.46

Unlike patients with anorexia nervosa, bulimic patients
generally do not have disturbances in bone mineral den-
sity, especially when weight-bearing exercise is used as a
compensatory mechanism.50 Risk factors for decreased
bone mineral density include total duration of amenorrhea,

age at first menarche, time since last menstrual period, and
low body weight.51 Therefore, early-onset osteopenia is
not a major concern for normal or overweight bulimic pa-
tients, unless a history of anorexia nervosa with a period of
greater than 5 months spent below normal weight is also
present.

PSYCHIATRIC COMORBIDITY

The psychiatric comorbidity associated with bulimia
nervosa is striking. Bulimic patients are characterized as
extroverted perfectionists who are self-critical, impulsive,
and emotionally undercontrolled.52 High prevalence rates
of any affective disorder (75%), major depressive disorder
(63%), and anxiety disorders (36%) have been reported.53

The majority of patients report that the initial presentation
of the depression or anxiety disorder occurred prior to the
presentation of bulimic symptoms.53 Thus, positive early
identification of an affective or anxiety disorder may pro-
vide an opportunity to prevent development of eating
symptoms and disorders, especially in high-risk popula-
tions. Studies describing the incidence of comorbidities in
bulimia nervosa may suffer from sampling bias, referral
bias, and lack of appropriate control groups.

Substance abuse is an additional common comorbidity.
The National Center on Addiction and Substance Abuse at
Columbia University reported that 30% to 70% of bulim-
ics have a substance abuse problem.54 Substances of abuse
include tobacco, alcohol, and prescription and over-the-
counter medications, such as diet pills and stimulants. Al-
coholism has been reported to affect 31% of bulimics and
is often found with major depressive disorder and post-
traumatic stress disorder.55 Strong familial relationships
have also been observed between bulimia nervosa and
alcoholism.56

A controlled community sample study compared
women with bulimia nervosa with normal controls and
controls with other psychiatric disorders. Although current
alcoholism was similar among the groups, bulimics had
higher rates of deliberate self-harm than both control
groups and more illicit drug use than the normal controls.57

Self-injury is a concern for patients with bulimia
nervosa. In one study, 34% of bulimic patients reported
having injured themselves at sometime in their lives, and
21.3% reported having injured themselves in the last 5
months.58 Patients most often injure themselves by cutting
or scratching their arms, hands, legs, or face, and many
of these injuries result in bleeding and scarring. Patients
with borderline personality disorder who injure them-
selves are more likely to also suffer from bulimia nervosa
than are those who do not injure themselves. Comorbid
diagnoses of bulimia nervosa and borderline personality
disorder have been shown to increase risk of frequent self-
mutilation, which may influence rates of attempted and
completed suicide in these patients.59
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Bulimic patients are more likely to have experienced
parental alcoholism, low parental contact, and high paren-
tal expectations.60 Although the core symptoms of this dis-
order are disturbed eating habits and self-perception, the
significant comorbidities complicate the identification
and treatment of bulimia nervosa.

LABORATORY ABNORMALITIES

The normal-weight or overweight bulimic may or may
not have significant laboratory abnormalities. Laboratory
abnormalities become more common with decreasing
weight and increasing severity of purging behaviors. The
electrolyte levels are most likely to be affected.

Hypokalemia, hypochloremia, hyperphosphatemia,
and metabolic alkalosis are common, especially in lower-
weight bulimics. The severity of hypokalemia and hypo-
chloremia is directly related to the number of purging epi-
sodes the patient experiences, especially those involving
diuretics, laxatives, and repetitive vomiting.61 A recent
case-control study62 suggested that the ratio of urine so-
dium to urine chloride is the best predictor of bulimic be-
havior. A ratio of > 1.16 identified nearly 52% of cases,
and the false-positive rate was 5%.62 Additionally, the
presence of metabolic alkalosis and elevated phosphorus
levels should also raise clinical suspicion for surreptitious
vomiting.63–65 Although serum potassium levels have been
considered a good marker for bulimic behavior, the rela-
tive infrequency (4.1% to 13.7%) of clinically significant
hypokalemia among bulimics lowers its sensitivity as a
screening test.61,62,64,66

Importantly, the patient’s overall laboratory picture is
dependent on the compensatory mechanisms. Patients
who purge by vomiting may present with metabolic alka-
losis (elevated serum bicarbonate levels) due to volume
contraction. However, patients who primarily abuse laxa-
tives may present with metabolic acidosis (decreased se-
rum bicarbonate levels) due to loss of alkaline fluid from
the bowel.63 Patients using more than one purging mecha-
nism may display mixed acid-base findings. These elec-
trolyte imbalances contribute to weakness, fatigue, and, in
severe cases, may predispose the patient to cardiac ar-
rhythmias and sudden death.

Serum amylase determination may help to diagnose
and monitor bulimia nervosa. An elevated amylase level
may suggest that a patient has been vomiting. In some
cases, it will be necessary to rule out an organic cause of
elevated amylase levels or vomiting, such as pancreatitis.
When fractionated into serum and salivary components,
elevations are usually disproportionate, with elevated
salivary amylase exceeding pancreatic amylase in pa-
tients who have been vomiting. The fractionated test,
therefore, may be helpful to use as a diagnostic aid in
cases where vomiting is denied and to monitor continued
vomiting in patients undergoing treatment.67

PHYSICAL AND LABORATORY ASSESSMENT

Unlike anorexia nervosa, which is easily discernible
given low body weight, the variance in weight presenta-
tion among bulimics makes this condition more difficult
to diagnose. A baseline assessment for patients suspected
of eating disorders includes several elements. Historical
information, including prior episodes of electrolyte ab-
normalities, menstrual irregularities, or GI symptoms
such as constipation, provide important clues if these are
otherwise unexplained.

Given time constraints in the primary care clinic, the
clinician may choose to use either the 2-question assess-
ment discussed previously or the Eating Disorder Screen
for Primary Care.18 Negative scores on these instruments
do not rule out the possibility of an eating disorder, as
patients who wish to keep the condition secret may not
answer the questions in a positive fashion. The physical
examination may provide important clues suggesting the
presence of bulimia nervosa, particularly the purging sub-
type of the disorder. On examination, the clinician may
look for signs of the medical complications mentioned
previously, including dental erosion, scarring or abrasion
on the knuckles, and swollen parotid glands.

Primary care providers should consider the use of
laboratory tests in both the diagnostic and follow-up
evaluation. For underweight patients, patients in whom
bulimia nervosa is suspected but denied, and patients in
whom physical symptoms and signs are present, labora-
tory tests may be useful to rule out other disorders or to
positively diagnose bulimia nervosa. Although no stan-
dard panel of tests is described, serum and urine electro-
lyte counts, acid-base assessments, and phosphorus levels
should be obtained from the underweight patient at both
diagnosis and follow-up. Fractionated amylase testing
may be beneficial in evaluating for vomiting in patients
suspected of having bulimia nervosa and in patients un-
dergoing treatment for the disorder. Electrocardiogram
monitoring should be performed in bulimic patients with
electrolyte abnormalities, palpitations, chest pain, or low
body weight. The bulimic patient with at least a 5-month
history of low body weight or anorexia should have a
bone density assessment. Other testing, such as upper or
lower GI endoscopy, should be considered, depending on
the constellation of symptoms and signs. For instance,
other conditions that can manifest with GI symptoms in-
clude inflammatory bowel diseases, celiac sprue, and irri-
table bowel syndrome.

TREATMENT

Most patients with bulimia nervosa do not require hos-
pitalization, and the preferred method of treatment is
outpatient-based.68 Cognitive-behavioral therapy (CBT)
is the standard and preferred psychological method of
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treatment for these patients. In multiple studies, CBT has
been demonstrated superior to other forms of psychologi-
cal treatment, such as interpersonal psychotherapy.59,69

This method of treatment for bulimia nervosa was first de-
scribed by Fairburn in 1981 and has 2 goals: (1) to stop the
vicious circle of overeating and vomiting and (2) to
modify the abnormal attitudes toward food.70 The CBT
method has 3 phases that overlap in a 20-week course of
therapy.71 During the first phase, patients are taught about
bulimia nervosa and actions that perpetuate the disease.
The patient keeps detailed food records, including the fre-
quency of bingeing or purging, which are used in therapy
sessions. The second phase consists of teaching the pa-
tient to broaden food choices, and additional time is spent
on correcting dysfunctional food and body thoughts. The
final 3 therapy sessions comprise the third stage and focus
on maintenance and relapse prevention. Upon completion
of CBT, 45% of patients stopped bingeing and purging
and 35% no longer met diagnostic criteria for bulimia
nervosa.71

Relapse primarily occurs during the first 4 months after
CBT and affects 31% to 44% of patients.72 Relapse has
been attributed to low motivation during treatment and
overly ritualized eating and high frequency of vomiting
before treatment.72,73 Rapid and sustained response to CBT
has been found to be dependent upon frequency of binge-
ing before treatment and a self-directed personality.74

Pharmacologic treatment may be a primary or adjunct
therapy for bulimia nervosa. Fluoxetine has been shown
to be effective in the treatment of bulimia nervosa. One
16-week and 2 double-blind 8-week clinical trials con-
ducted in the early to mid-1990s all found fluoxetine, 60
mg/day, to significantly decrease overall binge eating and
vomiting.41–43,75–77 Fluoxetine also has been reported to
significantly decrease vomiting and binge eating in as
little as 4 weeks of therapy.78 Bulimic patients followed
for up to 1 year on fluoxetine therapy were found to have a
significantly decreased likelihood of relapse and im-
proved overall outcome when compared with placebo.79 A
case series of 5 underweight patients with binge-eating
and purging reported sertraline to be effective in weight
restoration and reduction of core eating disorder behav-
iors.80 Although citalopram81 was effective in treating
binge-eating disorder, no differences were noted between
cases and controls for fluvoxamine.82 Milnacipran, an an-
tidepressant with both serotonergic and noradrenergic
function, was effective for the reduction of bulimic symp-
toms in an uncontrolled case series.83 To date, fluoxetine
remains the only medication approved by the U.S. Food
and Drug Administration for the treatment of bulimia
nervosa.

The combination of CBT with fluoxetine therapy has
been shown to be superior to medication or CBT alone.84

Frequency and severity of vomiting and binge eating were
decreased in patients on both therapies. Also, in a recent

study, patients reported better social adjustment up to 10
years after receiving CBT, fluoxetine, or both therapies
for treatment of bulimia nervosa compared with that
of women who had been randomized to placebo.85 For
bulimic patients who do not respond to CBT, fluoxetine
has been shown to be effective in decreasing bulimic fea-
tures.86 In light of this research, the current treatment for
bulimia nervosa consists of outpatient-based CBT and
fluoxetine therapy.

Generally, treatment of physical symptoms is depen-
dent upon severity of the problem (e.g., hypokalemia) and
whether or not reversal is expected at cessation of purging
behaviors (e.g., dysphagia).

Primary care physicians should consider referring pa-
tients for specialty care in situations where eating disorder
symptoms are persistent, comorbid psychopathology is
present, or self-injurious behaviors or suicidal ideation
is encountered. Specialty clinics directed at the care of
patients with eating disorders may be most beneficial.87,88

Primary care physicians, patients, and families may
benefit from reading about eating disorders or researching
community or college campus resources. The American
Psychiatric Association issued practice guidelines for the
assessment and treatment of anorexia nervosa and bulimia
nervosa. These guidelines include an overview of the
clinical characteristics and evidence-based treatments.1

Online resources are plentiful, but among the most com-
prehensive Web sites are http://www.mentalhealth.com
and http://www.besttreatments.org/bulimianervosa.89,90

The former provides links to the American Psychiatric
Association and National Institute of Mental Health
guidelines, as well as recent articles and research ad-
vances. The latter source was produced in affiliation with
the Clinical Evidence Program of the British Medical
Journal. This site is designed for the lay public and pro-
vides descriptions of the clinical features of and treatment
options for bulimia nervosa.

OUTCOMES

Although bulimia nervosa is more common than ano-
rexia nervosa, the mortality rate is lower and the recovery
rate higher than that of anorexia nervosa.91 Mortality from
bulimia nervosa is approximated at 0% to 3% but may be
underestimated due to few long-term follow-up studies
involving bulimic patients. Approximately 50% of pa-
tients are free from all bulimic symptoms 5 years after
treatment.91 Although outcomes research on bulimia ner-
vosa is sparse, with limited statistical estimates, it has
been shown that mortality and recovery are directly
related to early intervention and treatment.88

Patients who suffer from anorexia nervosa and exhibit
bulimic features have more difficulty reaching normal
body weight and tend to be at lower body weights, even
after treatment.92 Anorexics are also prone to developing
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binge eating after treatment for anorexia nervosa. A 1997
study reported that 30% of treated anorexics developed
binge-eating behavior up to 5 years posthospitalization.87

When assessing a normal or overweight patient with
bulimia nervosa, it is important to gather historical infor-
mation about the presence and duration of past anorexia
nervosa. Anorexia nervosa complicated by bulimic symp-
toms is associated with higher mortality rates than those
from bulimia nervosa alone.93 However, mortality rates
and comorbidity rates for all eating disorders may be over-
estimated due to the fact that most studies take place in
academic or specialty research settings. These patients are
often more severely ill than patients in outpatient, commu-
nity-based settings. The actual recovery rates for eating
disorders are probably greater, and the overall outcome
picture not so bleak.94 Yet, it is important for primary care
physicians to be familiar with the presenting symptoms
of bulimia nervosa or anorexia nervosa complicated by
bulimia and to intervene early in the disease course. Un-
fortunately, in a study conducted nearly 10 years ago,
approximately 1 in 10 patients with bulimia nervosa were
in treatment.95

CONCLUSIONS

Bulimia nervosa is a common and treatable condition
that often presents in the primary care setting. The hall-
mark sign for bulimia nervosa is a distorted view of food
and eating. Patients with this condition often maintain a
normal or above-normal weight. Purging can present out-
wardly via sialadenosis, dental enamel erosion, and cal-
loused middle phalanges. Patients with bulimia nervosa
may have electrolyte and acid-base abnormalities. Bu-
limia nervosa is also often associated with depression,
borderline personality disorder, substance abuse, self-
injury, and a troubled family life.

Bulimia nervosa is a treatable disease, especially when
diagnosed early. The majority of patients are successfully
treated with fluoxetine and CBT. However, better out-
comes are associated with prevention and early detection
of abnormal eating patterns. It is important that primary
care physicians consider this disease in patients with eat-
ing or weight symptoms, especially in the most at-risk
population: single, white, educated, college-aged women.
Early treatment and specialty referral for these patients is
indicated.

Drug names: citalopram (Celexa), fluoxetine (Prozac and others),
sertraline (Zoloft).
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