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lumbar puncture, and CT scan re-
vealed no abnormalities. However,
T2-weighted and fluid-attenuated
inversion recovery (FLAIR) mag-
netic resonance (MR) images
showed pontine hyperintensity.
During the first week of admission,
her blood pressure recovered to
normal. Regimens of diazepam,
10mg/day, and haloperidol, 15mg/
day, were administered intrave-
nously, but her catatonic stupor re-
mained unchanged. During the fol-
lowing month no changes were
observed, despite discontinuation of
the psychotropics. On the 43rd day
of admission, midazolam, 5mg i.v.,
was administered prior to an MRI
procedure. Shortly after the proce-
dure, stupor suddenly disappeared,
but she again fell into a stupor a
few hours later. MRI on that day
showed the disappearance of pon-
tine hyperintensity. After that epi-
sode, enteral administration of
etizolam, 3mg/day, and ethyl lofla-
zepate, 4mg/day, was started. A
month later, she was completely
recovered.

Comment
In this case, the subacute appear-
ance of catatonic stupor after child-
birth was consistent with postpar-
tum psychosis. This case was also
diagnosed as atypical PRES, based
on the reversible pontine hyperin-
tensity and the absence of other or-
ganic brain disorders. In the treat-
ment of catatonic syndrome,
benzodiazepines and antipsychotics
are the most reasonable options.3 In
the presence of the pontine lesion,
the catatonic syndrome was resis-
tant to these agents, while it re-
sponded remarkably to benzodiaze-
pines after disappearance of the
lesion. Elazar and Paz4 previously
noted a correlation between pontine
dysfunction and catalepsy. In this
case, atypical PRES could have
played a critical role in the appear-

ance and persistence of postpartum
catatonia.
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Posttraumatic Stress
Disorder-Like Symptoms
After Treatment With
Acetylcholinesterase
Inhibitors

SIR: Acetylcholinesterase inhibi-
tors are used to improve cognitive
function. They are approved for the
treatment of Alzheimer’s disease,
but have also proven useful in vas-
cular dementia.1 Although these
medications are used to improve
memory, we report a case in which
they spurred the return of memo-
ries the patient would have pre-
ferred to avoid.

Case Report
The patient is a veteran who had
served in combat with a special
forces unit in the Vietnam War.
Since retiring from military service
he had a history of avoiding com-
bat-related stimuli, but otherwise
had not had symptoms of posttrau-
matic stress disorder (PTSD). At the
age of 57, the patient suffered a
hemorrhagic, right parietofrontal
stroke. A subsequent magnetic reso-
nance image (MRI) also demon-
strated chronic cerebellar and cere-
bral infarcts with mild subcortical
and frontal atrophy. After the
stroke, he developed symptoms of
depression, anxiety, and cognitive
impairment. He was treated with
individual therapy, cognitive rehab,
and multiple psychiatric medica-
tions. This resulted in significant
improvement. At one point, he had
been on a brief trial of galantamine,
but had stopped this medication af-
ter 8 days due to the side effect of
sedation. No symptoms of PTSD
were noted in the medical record at
that time.

When we first saw the patient, at
the age of 61, his symptoms were
well controlled and his personality
was pleasant and, according to his
wife, almost back to what it had
been before the stroke. His major
ongoing problem at that point was
cognitive impairment. Neuropsy-
chological testing showed problems
in verbal memory, executive func-
tion, and fine motor abilities.

The patient was started on a regi-
men of donepezil, 5mg/day. One
month later, when no significant
changes were seen, the dose of do-
nepezil was increased to 10mg/day.
The patient himself discontinued
this medication 2 weeks later when
he developed nightmares, flash-
backs, and intrusive memories of
Vietnam. During the treatment, his
avoidance had worsened. He had
become more irritable, had in-
creased problems with sleep, and
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was more anxious and easily star-
tled. Once he stopped the donepe-
zil, these PTSD-like symptoms re-
mitted. Since he had previously not
had such symptoms when taking
galantamine, this medication was
substituted at a dose of 4mg b.i.d.
When he checked in 2 weeks later,
he reported that he had experienced
a similar recurrence of PTSD symp-
toms, although not as severe. Gal-
antamine was stopped and symp-
toms again remitted. Continuing
follow-up for a year demonstrated
no recurrence of PTSD-like prob-
lems.

Comment
Toxic acetylcholinesterase inhibi-
tors, such as organophosphates,
have previously been implicated in
the pathophysiology of Gulf War

Syndrome and possibly PTSD.2,3

Acetylcholinesterase-inhibiting
medications, however, have not
previously been reported to cause
such symptoms. Research into the
neurotransmitters involved in PTSD
has now focused more on the role
of norepinephrine, serotonin, and
glucocorticoids.4 This case illus-
trates, however, that given a precar-
ious combination of past trauma
and neurophysiological damage,
acetylcholinesterase inhibitors can
awaken PTSD-like symptoms. This
may re-spark interest in the role of
acetylcholine and PTSD.

The views expressed in this article
are those of the authors and do not re-
flect the official policy or position of the
Department of the Navy, Department
of Defense, or the United States Gov-
ernment.
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