D Letter to the Editor

Catatonia as a Manifestation
of Cerebral Venous Sinus Thrombosis

To the Editor: We report the case of a patient with a history
of systemic lupus erythematosus, antiphospholipid syndrome, and
deep vein thrombosis who presented with catatonia secondary to
cerebral venous sinus thrombosis (CVST). There is only one prior
case report documenting the association of catatonia with CVST.
Gangadhar et al! presented the case of an 18-year-old woman
who had initial improvement in her catatonic symptoms with
electroconvulsive therapy (ECT). However, the case had a fatal
outcome due to cerebral edema and uncal herniation; autopsy
results revealed a diagnosis of CVST.! Given that CVST may be
an underlying cause of catatonia, it may be prudent to consider
imaging techniques such as magnetic resonance imaging (MRI)
and computed tomographic (CT) venography/magnetic resonance
venography to rule out CVST in patients at high risk for thrombosis
before starting ECT. Our patient had a favorable outcome most
likely due to significant improvement in catatonic symptoms with
anticoagulation treatment alone.

Case report. Ms A is a 37-year-old white woman with a past
medical history of systemic lupus erythematosus, panic disorder
with agoraphobia, major depressive disorder, fibromyalgia,
antiphospholipid antibody syndrome, hypovitaminosis D,
migraines, and prior lower extremity deep vein thrombosis. She
presented to the hospital with subacute onset of symptoms including
confusion, new-onset headaches, and new-onset hypertension
(144/96 mm Hg) for a period of 6 weeks. She needed 24-hour
supervision due to her progressively worsening confusion after
crashing her car into an electric pole. She was found disoriented in
her neighbor’s house prior to admission to the hospital.

Ms As medications included lorazepam 2 mg twice/day as
needed for panic attacks, divalproex sodium 250 mg twice/
day, gabapentin 900 mg twice/day, baclofen 20 mg 4 times/day,
methotrexate 200 mg once/week, ranitidine 150 mg twice/day,
potassium 20 mEq 5 times/day, mycophenolate mofetil 2,000 mg
in the morning and 1,500 mg in the evening, prochlorperazine 5
mg 3 times/day, pantoprazole 40 mg/day, clopidogrel 75 mg/day,
and oxymorphone 10 mg twice/day. The patient’s primary care
physician was treating her panic disorder with lorazepam, and
her rheumatologist was treating her pain with oxymorphone. Of
note, she stopped taking her lorazepam, baclofen, methotrexate,
divalproex sodium, and gabapentin 1 to 2 weeks prior to admission
due to perceived lack of efficacy.

The medical and immunologic workup was within normal
limits except for mild anemia. The neurologic workup was negative
including cerebrospinal fluid analysis, electroencephalogram, head
CT, and an ammonia level. An MRI of the head was reportedly
within normal limits 1 month prior to admission.

The psychiatry department was consulted, and during the
mental status examination, Ms A demonstrated reduced facial
expression, lack of spontaneous speech, mild cogwheel rigidity in
upper extremities, and echopraxia as she mimicked the examiner’s
hand movements and body motions. She denied current mood or
psychotic symptoms. She endorsed an episode of severe depression
following a diagnosis of systemic lupus erythematosus several years
earlier; however, she denied prior inpatient psychiatric admissions
or past suicide attempts. She had limited insight and judgment. She
denied active suicidal or homicidal ideations.

Figure 1. CT Reconstructed Image Showing a Nonocclusive
Clot in the Right Transverse Sinus (green arrow on left) and
a Total Occlusion of the Left Transverse and Sigmoid Sinuses
(blue arrow on right)

Ms As differential diagnosis for catatonia included lupus
cerebritis, benzodiazepine withdrawal, delirium, neuroleptic
malignant syndrome, posterior reversible encephalopathy
syndrome, and CVST. A CT venogram confirmed an occlusion
of the left transverse and sigmoid sinus as well as a nonocclusive
thrombus in the right transverse sinus (Figure 1). A heparin
infusion was initiated, and significant improvement in confusion
and catatonia was seen within 24 hours.

Ms A’s catatonic symptoms were most likely due to CVST
given the negative workup for systemic lupus erythematosus
exacerbation, lack of significant mood or psychotic symptoms,
and subacute onset of confusion prior to stopping benzodiazepines
along with neuroimaging evidence for CVST and complete recovery
of catatonia following initiation of anticoagulation treatment.
An increase in blood pressure and confusion was present, but
she showed no other signs of neuroleptic malignant syndrome,
specifically hyperthermia and autonomic instability. Thus, a
creatine kinase level was not obtained given that CVST was quickly
confirmed after initial diagnostic workup.

Given that CVST may be a rare underlying cause of catatonia,
it is prudent to consider neuroimaging techniques such as CT
venogram to rule out CVST in patients at high risk for thrombosis.
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