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ABSTRACT

Bulimia nervosa is associated with
bipolar disorder, substance
dependence, attention-deficit
hyperactivity disorder, and anxiety
disorders. Few reports, however, have
addressed the treatment of patients
with all of these conditions. We
describe a young woman with bulimia
nervosa, bipolar I disorder, cocaine and
alcohol dependence, attention-deficit
hyperactivity disorder, and panic
disorder who achieved a sustained (>1
year) remission of her bulimia nervosa
symptoms and significant improvement
of her attention-deficit hyperactivity
disorder symptoms with adjunctive
methylphenidate after her bipolar,
substance use, and panic disorders
were successfully treated with
hospitalization, intensive
psychotherapy, quetiapine, and
lamotrigine. Further research into the
use of stimulants in bulimia nervosa,
including in patients with complex co-
morbidity, is required.

INTRODUCTION

Bulimia nervosa (BN) is associated
with bipolar disorder, substance
dependence, attention-deficit
hyperactivity disorder (ADHD), and
anxiety disorders."” However, there are
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no empirical data regarding the
treatment of patients with all of these
conditions.

We describe the successful
treatment of a patient with BN, bipolar
I disorder, cocaine and alcohol
dependence, ADHD, and panic
disorder. Her BN symptoms remitted
for a period of over one year and her
ADHD symptoms significantly
improved with the stimulant
medication methylphenidate, after her
bipolar, substance use, and panic
disorders were successfully treated
with hospitalization, intensive
psychotherapy, quetiapine, and
lamotrigine. Although there are case
reports of binge eating and purging
behaviors in patients with BN (with
and without ADHD) responding to
treatment with stimulants,”® to our
knowledge, no report has described the
use of a stimulant to treat BN in a
patient with bipolar disorder and/or
substance dependence.

CASE REPORT

Ms. D was a 32-year-old single,
white woman who came to our
attention when she was hospitalized for
the treatment of alcohol and cocaine
dependence and bipolar I disorder in
August of 2010. Psychiatric



assessment, which included the
Structured Clinical Interview for DSM-
IV-TR (SCID)" revealed BN, purging
type; bipolar I disorder, current episode
hypomanic; alcohol dependence, with
physiological dependence, early partial
remission; cocaine dependence, with
physiological dependence, in a
controlled environment; and panic
disorder. As a child, she had been
diagnosed with ADHD and treated
intermittently with methylphenidate.

Ms. D’s mood disorder symptoms
began when she was eight years old.
She described at least two manic
episodes and numerous depressive and
hypomanic episodes, but had only
received paroxetine and mirtazapine
for depression and anxiety. A trial of
atomoxetine made her feel worse. She
had cocaine and alcohol dependence
between ages of 18 and 21. She
sustained sobriety for more than nine
years until the summer of 2010 when
her substance dependence relapsed.
Immediately before her hospitalization
at our center she had completed a five-
day detoxification program.

Ms. D reported binge eating
episodes followed by self-induced
vomiting up to three times a day from
age 18 years until the age of 27 years,
when she entered a residential eating
disorders treatment program and her
symptoms subsequently remitted for a
period of nine months. By age 29 years,
however, she had completely slipped
back into her earlier binge-purge
routine. Six months prior to her
hospitalization with us, she was binge
eating and vomiting daily, and she had
begun to abuse laxatives. In the three
months prior to her admission, she said
she was binging and purging 50
percent of the time and abusing alcohol
and cocaine the other 50 percent of the
time.

During hospitalization, her
hypomanic and anxiety symptoms
improved with quetiapine (600mg/day)
without emergence of depression or
anxiety, and her substance use and BN
symptoms responded to intensive
psychosocial treatment. Quetiapine was
chosen because of its efficacy in mania,
bipolar depression, and anxiety.®* Upon
discharge, Ms. D received outpatient

care in our center with intensive
psychotherapy and medication
management. Her body mass index
(BMI) at that time was 19.7kg/m?
decreased from 20.5kg/m* upon
admission.

Several months into her outpatient
treatment, lamotrigine (titrated to
300mg) was added for emergent
depressive symptoms. Her mood
quickly stabilized and she remained
euthymic and alcohol and drug free for
the next 24 months. Her BN, however,
relapsed and progressed to daily binge-
purge episodes, which would increase
to 2 to 3 episodes per day under stress.
Despite continued psychotherapy and
trials with aripiprazole, topiramate,
acamprosate, and ondansteron, she
also reported ongoing impaired
concentration, inability to focus, and
difficulty maintaining attention on one
task.

In the middle of August 2011, she
was started on oral methylphenidate,
18mg/day, to target both BN and
ADHD symptoms. In September 2011,
her dose was increased to 36mg/day
and then to 54mg/day. In late
September 2011, within several days of
increasing the methylphenidate from
b4mg/day to 72mg/day, Ms.D achieved
complete remission of her BN. Her
urges to binge eat resolved, she was
able to control her food intake without
binge eating, she made healthier food
choices, and her eating habits became
regular (i.e., three meals and one snack
daily). Her BMI and vital signs
remained stable. She reported
improved sleeping habits and no side
effects. She denied any increase in
urges to use alcohol or cocaine and
remained sober. Moreover, she also
denied any return of her anxiety
symptoms. In addition, she reported
much improved concentration and
functioning, began volunteering, and
started classes.

In February 2012, Ms.D was
switched to a daily 20mg
methylphenidate transdermal patch in
order to help further improve her
concentration, which she said
fluctuated throughout the day. In
March 2012, her methylphenidate dose
was increased to the 30mg daily patch.

Her BN symptoms remained in
complete remission and she reported
improved ability to focus, stay on track,
and complete tasks. At her last visit in
September 2012, she had been
euthymic and sober for over two years
and in complete sustained remission
from her BN for over one year. She
reported not being “codependent” on
her boyfriend or parents for the first
time in her life. She had gained 3.6kg
since her discharge from the hospital a
little over two years ago and had
maintained a stable BMI of 21kg/m* in
the last eight months.

DISCUSSION

We present the case of a 32-year old
woman with BN in conjunction with
bipolar I disorder, cocaine and alcohol
dependence, ADHD, and panic
disorder, which all remitted on the
combination of quetiapine, lamotrigine
and methylphenidate administered in
conjunction with psychosocial
treatment. While the first two
medications controlled the patient’s
mood and anxiety symptoms, the
adjunctive stimulant resulted in a
greater than 12- month remission of
BN symptoms along with improved
concentration and focus without
causing increased urges to use
substances or in mood instability or
anxiety. Of note, in this particular case,
we chose methylphenidate rather than
amphetamine because the former
might be associated with reduced
abuse liability. Although no control data
are available to support this notion in
humans, preclinical research has
suggested that in ADHD rat models,
methylphenidate administration is
associated with less “liking” of the drug
as compared to amphetamines.’

Methylphenidate is a
psychostimulant drug approved by the
United States Food and Drug
Administration (FDA) for treatment of
ADHD." It acts as a norepinephrine
and dopamine reuptake inhibitor, thus
increasing the level of the dopamine in
the brain."* Preliminary data suggest
that methylphenidate might also affect
serotonin metabolism."” While the
neurobiology of BN is not completely
understood, dysregulation of both
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dopamine and serotonin
neurotransmitter systems has been
implicated in BN pathogenesis.™**
Dopamine transmission abnormalities,
in particular, have been well
documented in the literature in
subjects with BN in genetic'™* and
imaging studies,”* and thus we
hypothesized that by exerting its
dopamine-modulating properties
methylphenidate might improve BN
symptoms in Mr.D’s case. Furthermore,
our case report is consistent with
others describing reduction of binge
eating and purging behaviors in
patients with BN when treated with
methylphenidate and other
stimulants.*®

Despite extensive data on the co-
morbidity between BN and both bipolar
disorder and substance dependence,**
to our knowledge, only one previous
report has described the
pharmacotherapeutic treatment of a
patient with all three conditions. In this
case report, a 57-year-old woman with
severe BN, bipolar II depression, and a
past history of alcohol abuse responded
to combination therapy with olanzepine
(bmg/day) and topiramate
(400mg/day).* Ms. D was given a trial
of topiramate 100mg/day in the early
stages of her outpatient treatment with
us, but she discontinued the drug
because of sedation and cognitive
impairment.

Randomized, placebo-controlled
trials have shown that stimulants can
improve ADHD symptoms in children
and adolescents with bipolar disorder
when added to mood-stabilizing
agents.” Additionally, stimulant
augmentation was not associated with
worsening of mood symptoms. Studies
of stimulants for cocaine dependence,
however, have been mixed.” Of two
controlled trials of methylphenidate in
the treatment of cocaine dependence
co-occurring with ADHD,*™ one
showed a significantly greater
reduction in ADHD symptoms in the
methylphenidate group but no group
differences in cocaine use outcomes,*
while the other found no significant
between-group differences in ADHD
symptom response but that ADHD
treatment responders were more likely

to have a reduction in cocaine use
compared with non-ADHD
responders.”!

In adults with bipolar disorder,
ADHD is best confirmed when typical
symptoms occur during periods of
sustained euthymia.* It has been
suggested that individuals with bipolar
disorder and ADHD, particularly those
with bipolar I disorder, might be at risk
for mood destabilization with stimulant
monotherapy, and thus should be
prescribed mood-stabilizing
medications before initiating ADHD
therapies. Moreover, antidepressant
monotherapy is generally not
recommended for bipolar I disorder, as
it may cause worsening of mood
symptomatology.” Effective mood
stabilization with quetiapine and
lamotrigine prior to methylphenidade
augmentation appeared critical for
Ms.D, because her BN and ADHD
symptoms had not responded to earlier
trials of antidepressants,
methylphenidate, or atomoxetine when
given alone.

To our knowledge, this is the first
scientific report of a stimulant being
successfully used to treat BN in a
patient with co-occurring bipolar I
disorder and substance dependence. It
illustrates the potential benefit of
methylphenidate in treating BN,
including when it co-occurs with
bipolar disorder and substance
dependence. Further research
exploring various therapeutic options
for such patients is called for. Also,
randomized, placebo-controlled studies
of stimulants in BN may be warranted.

CONSENT

Ms.D signed a document allowing,
her treatment team to use her de-
identified data to prepare this scientific
report.
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