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TABLE 1. Catatonic Signs Rated by Day after Onset of Catatonia (day 5 of admission)

Treatment Day 1 2 3 4 5 6 7 8 9

Waxy flexibility/catalepsy � � � � � � � 0 0
Immobility/stupor � � � 0 0 0 0 0 0
Staring �� �� �� �� �� �� 0 0 0
Refusal to drink or eat � � � 0 0 0 0 0 0
Negativism/negative symptoms � � � 0 0 0 � 0 0
Mutism � � � � 0 0 0 0 0
Rigidity �� �� �� �� �� � � � �
Incontinence ��� ��� �� �� �� � � � 0
Grimacing �� ��� ��� 0 0 0 0 0 0
Posturing �� �� �� �� �� �� � � �
Total # Signs 10 10 10 6 5 5 4 3 2

trast and revealed decreased attenu-
ation consistent with chronic ische-
mic changes of the white matter.

Five days after the admission she
developed negativism, mutism, and
akinesia, made no eye contact with
others, and had perioral dyskinetic
movements, waxy flexibility, and
catalepsy (Table 1). After clinical
evaluation at 5 days after the ad-
mission, lorazepam, 2 mg i.m., and
memantine, 5 mg p.o., were given.
The patient responded quickly and
gave coherent responses to what
was asked, walked and interacted
with other patients, and was able to
take care of herself. Risperidone
and zolpidem were discontinued at
this point. However, this improve-
ment lasted for 24 hours but once
again catatonia returned. The dose
of lorazepam was changed to 2 mg
i.m. b.i.d. and memantine to 7.5 mg
p.o. b.i.d.

Gradual improvement in cata-
tonic signs was seen with reduced
severity of some signs and a 50%
reduction in catatonic signs by the
5th day of treatment (Table 1).

Two weeks after admission the
patient was free of most catatonic
signs and symptoms. In addition,
she was alert, fully oriented, and
without significant evidence of cog-
nitive dysfunction on mental status
exam. Lorazepam was converted to
3.75 mg p.o. b.i.d. and memantine
to 7.5 mg p.o. b.i.d. The patient re-
mained on this medication regimen
for 1 year without the return of sig-

nificant catatonic signs or symp-
toms.

This patient’s presentation for
major depression was complicated
by catatonia. She had cerebrovascu-
lar disease which may have contrib-
uted.3 However, the treatment of
major depression with catatonia in
this case is interesting because of
the combined use of lorazepam, a
GABAA promoter, and memantine,
an NMDA antagonist.2 We feel that
this case may suggest a useful treat-
ment approach for major depres-
sion with catatonic features.4

Camilo Munoz, M.D.
Natalia Yulan, M.D.
Victoria Achaval, M.D.

“Campo de Mayo” Military
Hospital, Buenos Aires,
Argentina

Francisco Appiani, M.D.
Cognitive Neurobiology Unit,
Department of Neuropsychia-
try, Universidad de Buenos
Aires

Brendan T. Carroll, M.D.
University of Cincinnati Col-
lege of Medicine, Cincinnati,
Ohio; VA Medical Center,
Chillicothe, Ohio

References

1. Carroll BT, Thomas C, Jayanti K, et al:
Treating persistent catatonia when ben-
zodiazepines fail. Curr Psychiatry 2005;
4:56–64

2. Northoff G: What catatonia can tell us
about “top-down modulation:” a neuro-
psychiatric hypothesis. Behav Brain Sci
2002; 25:555–604

3. Rosebush PI, Mazurek MF: Catatonia af-
ter benzodiazepine withdrawal. J Clin
Psychopharmacol 1996; 16:315–319

4. Goforth HW, Carroll BT, Holsinger T:
Amantadine in catatonia due to major
depressive disorder in a medically ill
patient. J Neuropsychiatry Clin Neu-
rosci 2007; 19:480–481

Ethnicity and Cognition:
Dangers of Biological
Determinism

To the Editor: I read with interest the
article in the August issue of this
journal1 which reported a negative
association between Mexican Amer-
ican ethnicity and cognitive func-
tion in late life, but I believe that
the findings should be considered
within a certain context.

These findings may come to form
the basis of improved screening
programs enabling early detection
and intervention as well as im-
proved allocation of resources, but
it would be remiss not to balance
such optimism with a cautionary
note.

Claims that ethnic or racial
groups possess certain biological or
cognitive characteristics have a long
history within the behavioral sci-
ences and have attracted consider-
able controversy. The negative so-
cial implications may not be readily
apparent but such claims may have
undesirable social effects.
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Prejudice along ethnic lines is of-
ten predicated on fallacious notions
of the existence of fundamental dif-
ference between groups and of uni-
formity within them. Be it IQ or
other biological or cognitive pro-
files, such markers carry the danger
of concretizing perceptions of dif-
ference between groups and of
sameness within them. In so doing
they serve to justify the perception
of difference between ethnic groups
where such difference does not ex-
ist. In the area of race or ethnicity,
this can have particular unwanted
effects of validating social inequali-
ties.

The most masterful exponent of
such ideas was the late Stephen Jay
Gould who articulated his ideas
most lucidly in The Mismeasure of
Man.2 Gould enunciated the dan-
gers of biological determinism in
the context of race.

One of Gould’s criticisms of The
Bell Curve3 was that, in champion-
ing the idea that inequality is sub-
served by innate differences, it un-
derstates the role of socio-political
factors in its perpetuation. Gould
asked, “What argument against so-
cial change could be more effective
than the claim that established or-
ders exist as an accurate reflection
of innate intellectual capacities?” 1

Heller et al.’s1 findings need to be
considered in this light. The authors
strike an encouraging note of recep-
tivity to possible explanations when
they suggest that “as yet unmeasu-
red variables” mediate the reported
association and socioeconomic dis-
advantage may be a potent “etio-
logical factor.” Neuropsychiatry is
biased toward locating the explana-
tion for particular cognitive find-
ings “in the brain.” In the absence
of an integrative model of cognition
incorporating social factors, there is
a tendency to misattribute etiology
in a manner which minimizes soci-
ogenic factors. When the message is
that social inequalities between eth-

nic groups are underpinned by in-
nate differences, the implications
may be particularly invidious.

Sociologists are at pains to stress
the complexities and ambiguities
surrounding notions of ethnicity.4 A
common error is to assume homo-
geneity within an ethnic group. The
authors fail to address these points
to a depth that their complexity
warrants. With no guarantee that
successive generations are immune
to repeating the mistakes of previ-
ous ones, it is incumbent upon new
generations of neuroscientists and
psychiatrists to be cognizant of the
issues raised by Gould.
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Lamotrigine for the
Treatment of Impulsive
Aggression and Affective
Symptoms in a Patient with
Borderline Personality
Disorder Comorbid with
Body Dysmorphic Disorder

To the Editor: Many psychiatric dis-
orders are characterized by impul-
sive auto-hetero-aggression and vi-
olence which are manifested as

suicide attempts, self-injurious be-
havior, or physician-directed vio-
lence or domestic violence. The con-
sequences of these behaviors
significantly increase costs as they
often lead to the patient’s hospitali-
zation and/or property destruction.
Borderline personality disorder and
body dysmorphic disorder share
some similarities such as impulsive
aggression, anger, hostility, and ir-
ritability associated with moderate
to severe depressive symptoms.

Pharmacological approaches to
borderline personality disorder
have focused mostly on the mood
and impulsive aggressive domains,
thus leading to the frequent use of
combination treatments, mainly se-
lective serotonin reuptake inhibitors
(SSRIs), atypical antipsychotics, and
mood stabilizers such as carbamaz-
epine or valproate.1 As for body
dysmorphic disorder, SSRIs like flu-
voxamine have proven to be benefi-
cial in reducing depressive symp-
toms, anxiety symptoms, and anger
outbursts.2

Lamotrigine is a mood stabilizer
with antidepressant properties
which has been approved for acute
treatment maintenance of bipolar
depression; as an anticonvulsant it
might possess an anti-aggressive ef-
fect.

Our patient was a 26-year-old
man diagnosed with borderline per-
sonality disorder disorder at the
age of 19. He was twice hospital-
ized mainly due to frequent epi-
sodes of inappropriate anger or
rage, aggression toward parents,
and self-injurious behavior. During
our interview we also diagnosed
presence of body dysmorphic disor-
der. His major complaints were de-
pressed mood, loss of interest, irri-
tability, impulsive behavior, and
anger outbursts. His depressive
symptoms were rated moderately
severe—18 points on Hamilton De-
pression Rating Scale (HAM-D)—
while his impulsive aggression was




