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tient was euthymic. Three months
later, the patient signaled he felt
very good and did not need canna-
bis anymore. After 12 months of
treatment with aripiprazole the pa-
tient had not relapsed and did not
use cannabis at all (urine screen did
not reveal any THC). Moreover, his
BMI was 24 and BPRS score de-
creased to 40.

This case report highlights differ-
ent proposals about mechanism of
action and side effects.

First, the concurrence of the dimi-
nution of cannabis consumption
with the patient’s treatment with
aripiprazole suggests that aripipra-
zole contributed to the occurrence
of this diminution. Different mecha-
nisms may have played a part, such
as aripirazole’s partial agonism at
dopamine D2 receptors.2 A similar
observation was made with cocaine
dependence.3 Dopamine stimula-
tion in the nucleus accumbens has
been suggested to cause addictive
behavior and aripiprazole’s partial
dopamine agonist effect in this area
may reduce this behavior.4 In addi-
tion, aripiprazole has a number of
serotonergic actions that are not re-
lated to dopamine potentially mod-
ulating the response to THC.5,6

Other mechanisms may be involved
and Mr. A’s rapid cessation of can-
nabis use after starting aripiprazole
suggests the need to verify these
mechanisms systematically and to
plan controlled trials.

Second, several factors have to be
considered when regarding why
there may be a concomitant in-
crease in substance abuse with the
older antipsychotics. It was sug-
gested that a strong antagonist ef-
fect at the dopamine D2 receptors in
the nucleus accumbens was in-
volved in concomitant increase in
substance abuse with old antipsy-
chotics.7 Moreover, unrelated to do-
paminergic mechanisms, the use of
certain antipsychotics with substan-
tial side effects by schizophrenia

patients may actually contribute to
greater substance use in an effort to
self-medicate the side effects.8,9

Finally, there could be at least
two explanations for the weight
loss. The reduction of cannabis use
may have contributed to a reduc-
tion in eating,10 and the switch in
the antipsychotic to aripiprazole
may have been instrumental in
such a significant weight reduction,
since aripiprazole is weight neutral
and olanzapine is known to facili-
tate weight gain in patients.

To our knowledge, this is the first
reported case of aripirpazole’s effect
on cannabis use. More research is
needed to establish the benefits of
aripiprazole in regard to cannabis.
Some dual diagnosis patients may
benefit from aripiprazole, which
may reduce craving for and use of
cannabis.
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Clinical Correlates of
Personality Changes
Associated With Traumatic
Brain Injury

To the Editor: Traumatic brain injury
(TBI) is frequently complicated by
alterations in temperament and
character that have adverse conse-
quences for day-to-day living, man-
ifesting as poor decision-making,
interpersonal problems, communi-
cation problems, and often overall
poor quality of life.1 Max et al.2

have reported extensively on the
correlates and predictors of person-
ality changes after traumatic brain
injury in children, but there is scant
mention in the literature on adults.
In this report, we describe the re-
sults of a preliminary study of the
clinical correlates of personality
change following traumatic brain
injury in adults.

Analysis
Data are from a retrospective chart
review of 54 subjects with closed
head injury enrolled in an outpa-
tient neuropsychiatry brain injury
clinic. Patients with depressed skull
fractures were excluded.

Every patient was evaluated and
followed by a clinic psychiatrist.
The assignment of personality
change due to a general medical
condition (TBI) diagnosis was based
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on DSM-IV criteria. Pharmacologi-
cal treatment was the primary
mode of management. If records in-
dicated that a patient had returned
to “baseline,” or had improvement
in more than half the number of
presenting symptoms, that patient
was considered a “treatment re-
sponder.” A patient who had ab-
sent or minimal improvement in
symptoms was considered a “non-
responder.”

About a third of the sample
(n�17, 32%) was diagnosed with
personality changes.

The mean age of the sample was
41.1 years (SD�12.26; range�18–
69). Most patients were male (N�
37, 68.5%), and 81.5% were Cauca-
sians. The mean level of education
was 13.4 years (range�8–20). Forty-
four percent of the patients had suf-
fered mild traumatic brain injury,
20.4% moderate injury, and 35.2%
had a severe injury, based on the
Glasgow Coma Scale (GCS) scores
at the time of the injury. Those
with personality change were com-
pared to those without personality
change. The two groups did not
differ in number of injuries, type
of trauma, age, education, pre-
traumatic brain injury marital, em-
ployment and legal status, sub-
stance abuse, and/or pre-traumatic
brain injury history of mood disor-
der. However, those with personal-
ity change were disproportionately
non-Caucasians, had lower scores
on the Mini-Mental State Exam
(MMSE), had more severe traumatic
brain injury, were less likely to be
employed post-TBI, and were more
frequently judged to have failed
pharmacologic treatment.

Discussion
In this study personality changes
are associated primarily with severe
traumatic brain injury, as was the
case in an earlier study.3 Associa-
tion between personality change
and mild traumatic brain injury has

also been reported.4 We are not sur-
prised that our patients who had
personality change did not benefit
from pharmacological treatment
since it is well established that mul-
timodal regimens that include med-
ications and psychotherapy are the
best.5 Our patients with personality
change had worse cognitive func-
tion and were less successful in
finding employment after traumatic
brain injury but did not have a
higher rate of substance abuse, legal
problems, or mood disorder as has
been reported by others.4,6

Conclusion
Our investigation relied on a highly
selected sample and was limited in
scope by the source of the data and
the size of the sample. However,
these observations are still helpful
for guiding the development of fu-
ture prospective studies.
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Memantine in Major
Depression with Catatonic
Features

To the Editor: Catatonia is a move-
ment disorder defined primarily by
a cluster of signs including immo-
bility, mutism, and withdrawal or
refusal of food and water,1 and its
presence in the elderly patient can
lead to rapid medical decompensa-
tion necessitating rapid and effec-
tive treatment for this condition.
Catatonia may arise from GABA-A

hypoactivity, dopamine (D2) hy-
poactivity and possibly glutamate
N-methyl-D-aspartic acid (NMDA)
hyperactivity.2

Ms. A, an 80-year-old female, was
admitted to a geriatric psychiatry
residential unit presenting with de-
pressive symptoms. She had been a
widow for 3 years and was brought
to the hospital at the request of her
four sons because they felt that she
could no longer care for herself.
The patient had no prior episodes
of depression or any other psychiat-
ric disorder.

Her medical history was signifi-
cant for hypertension, pacemaker
placement, chronic renal failure,
hiatal hernia, and gastritis. She was
being treated for cognitive dysfunc-
tion. Medications prior to admis-
sion were enalapril, 20 mg/day,
memantine, 10 mg/day, zolpidem,
10 mg/day, risperidone, 0.5 mg/
day, and omeprazole, 20 mg/day.

A clinical and neurological exam
showed no additional findings.
Laboratory studies did not reveal
significant abnormalities, creatinine
was 1.2 on admission and remained
at 1.1, and BUN was 41. CT of the
brain was performed without con-




