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Dear Editor,
Polycythemia vera (PCV) is a chronic clonal myelo-

proliferative disorder characterized by increased red-cell
mass; elevated white-cell and platelet counts are also com-
mon (1). Thrombotic events are the presenting symptoms
in 20% of patients with PCV and the major cause of mor-
bidity and mortality in untreated patients. Thrombosis in
PCV is attributed to several factors including hyperviscos-
ity of the blood causing cerebral blood flow disturbance
and platelet marginalization with increased contact to ves-
sel and subsequent platelet activation. Approximately 70
% of these thrombotic events are cerebrovascular (1, 2). In-
travenous recombinant tissue plasminogen activator (IV
rtPA) is the only FDA-approved pharmacological therapy
for acute ischemic stroke (AIS) (3). To the best of our knowl-
edge, there is no report in the literature on intravenous
thrombolysis (IVT) for AIS caused by PCV.

We present the case of a 55 year-old gentleman with
known diagnosis of PCV and no other significant medical
history who presented to the emergency department (ED)
with acute onset left facial droop , slurred speech and left
arm weakness and was treated with IV rtPA (0.9 mg/kg)
within 3 hours of symptom onset. His national institutes
of health stroke scale (NIHSS) was 6 on admission. His ini-
tial evaluation in the ED included a EKG which showed nor-
mal sinus rhythm with no ischemic change, a non-contrast
head CT which was unremarkable for any acute abnormal-
ity, CT angiogram of head and neck which did not show any
significant vascular stenosis or intracranial proximal large
vessel occlusion, blood glucose of 108 mg/dL and blood
pressure of 138/85 mmHg. A complete blood count was ob-
tained which showed WBC: 28,100 cells/mcL, Hemoglobin:
14.4 g/dL, hematocrit: 49.4 % and Platelet count: 1,794,000
cells/mcL. Post IVT, he was admitted to neuro intensive

care unit with frequent neuro and vital sign checks for 24
hours. Head CT was repeated in 24 hour post IVT which
showed no intracranial hemorrhage. Stroke work up was
performed to evaluate for any potential cause for AIS be-
sides PCV. Transthoracic echocardiogram and cardiac mag-
netic resonance imaging (MRI) with contrast (4) did not
show any cardiac source for emboli. 48 hours cardiac mon-
itoring during the hospital course did not show any parox-
ysmal atrial fibrillation or flutter. Given no other potential
cause for AIS was discovered during our extensive work up,
it is reasonable to consider PCV as the mechanism for AIS in
our patient. Brain MRI Diffusion weighted image done on
the 2nd day of admission shows acute infarct in the right
MCA territory (Figure 1). Patient was discharged on day 3
after admission with NIHSS of 0 and intact neurological
exam on aspirin 81 mg p.o daily.

Figure 1. Brain MRI Diffusion Weighted Image Shows Diffusion Restriction in the
Right MCA Territory Consistent with Acute to Subacute Infarct

In conclusion, IV rtPA for AIS caused by PCV might be
safe and effective and needs to be considered in such pa-
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tients. To the best of our knowledge, we report herein the
first case in the literature describing the use of IVT for AIS
caused by PCV.
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