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Introduction

Cerebral venous/sinus thrombosis (CVT/CST) is
characterized by intravascular clotting in the venous system
of the brain, including the dural sinuses, cortical veins,
and galenic system of deep veins 1. CVT carries a high
mortality and may result in neurological sequelae 2. Seventy
percent of the cases result from a hypercoagulable state 3.
Oral contraceptives,  even in low dose estrogen
formulations induce a hypercoagulable state and thereby
predispose to the development of CVT 4,5. We present a
case of CVT occurring in association with the use of oral
contraceptives.

Case report

A 43 year old housewife presented with sudden throbbing
headache with projectile vomitting for last 3 days. A day
before admission she developed blurring of vision and
diplopia with slurring of speech, followed by two episodes
of generalized tonic-clonic seizures. There was no history
of fever, trauma, or motor weakness. There was no past
history of diabetes, hypertension, tuberculosis, ear
discharge, head injury, or episodes of seizures in the past.
Her menstrual history revealed polymenorrhea for which
she had been prescribed a popular oral hormonal
contraceptive MALA-D (Levonorgestryl 0.15 mg + ethynyl
estradiol 0.03 mg). She had been taking this oral hormonal

contraceptive regularly for the last 2 years without medical
supervision. On examination, she was drowsy and irritable,
though responding to verbal commands. Central nervous
system (CNS) examination showed neck rigidity with
absent Kernig’s sign and the presence of left lateral rectus
weakness. Fundus examination showed bilateral
papilledema. Rest of the CNS examination and that of the
other systems were unremarkable except that her blood
pressure was 190/110 mmHg.  Hemoglobin was 9.3 g/dL,
while white cell counts and ESR were normal. Kidney and
liver function tests, bleeding time, clotting time, and
prothrombin time were normal. Except for low density
lipoprotein level of 159.4 mg/dL her lipid profile was also
normal. CT scan showed multiple hyperdensities in the
left parietal cortex, suggestive of hemorrhagic infarct. MRI
angiography was normal while MRI venography revealed
thrombosis within the left transverse and sigmoid sinuses
with hemorrhagic venous infarcts in the left temporo-
occipital region (Figures 1 and 2). Antinucleoar antibody,
LE cell, antiphotipid antibody, antiphospholipid antibody
and VDRL were negative. Patient could not afford the tests
for familial hypercoagulable states. She was treated with
antiepileptics, antihypertensives and low molecular weight
heparin. She recovered completely and was discharged on
oral anticoagulants. At 6 months followup, she was
normotensive without antihypertensives and was free of
convulsions.

Discussion

The association of oral contraceptives with CVT suggests
that it would be worthwhile to take a personal and family
history of venous thrombosis (CVT/DVT) when
prescribing oral contraceptives and for patients with such
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a history counseling about alternative methods of
contraception should be considered 4,6. Regular followup
of the patient on oral contraceptive for drug induced
hypertension, deep vein thrombosis,  and other
cardiovascular or cerebrovascular complaints may go a
long way in preventing such complications.
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