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Abstract

Post partum cerebra venoussinusthrombosis (CVT) inahighrisk predisposed individual and its management
particularly after amajor surgical interventioni.e. lower segment caesarean section (LSCS) is debatable.
Guidelines are thereto treat after 72 hours of mgjor surgical intervention. We report acase of CVT with
generalised tonic clonic seizures asalifethreatening complication in whom anti coagul ation was started at
48 hours post L SCS without any complications of anticoagul ation. We recommend early anticoagulation
despite major surgical intervention, so asto avoid theimpending life threatening complicationsfollowing

cerebral venousthrombosisin predisposedindividuals.
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Introduction

Cerebrd venoussinusthromboss, arare conditionwith
variable clinical presentation especially in high risk
predisposed individuals like hypercoaguable states,
dehydration, oral contraceptives, hormone replacement
therapy, pregnancy and puerperium (1). The clinical
scenario can be in the form of headache (95%), focal
seizureswith or without secondary generalization (47%),
unilateral or bilateral paresis(43%) and papilledema(41%)
(2,3). Wereport acase of CV T presenting in puerperium,
36 hours post lower segment caesarean section (LSCYS)
as generalized tonic-clonic seizures in whom anti-
coagulation therapy was initiated earliest possible (48
hours), despite the major surgical intervention.

Case Report

Twenty nine year femal e presented to us with history
of two episodes of generalized tonic-clonic seizures,
occurring 36 hours post L SCS half an hour apart. There
was no preceding history of any fever, headache or
trauma. Her obstetric history included two previous
spontaneous abortions; first one at 10 weeks of gestation
and the second one at 14 weeks of gestation. Ante-partum
period of current pregnancy was uneventful and the peri-
partum period including LSCSwasuneventful  Initial
evaluation reveal ed normal genera physical and systemic
examination. Laboratory investigations revealed normal
serum electrolytes, normal kidney and liver functiontests.
Magnetic resonance imaging of brain revealed focal

cortical and subcortical hyperintensitiesin both cerebral
hemispheres predominantly in parieto-occipital regions
with MR venogram revealing compl ete occlusion of | eft
jugular and transverse sinuses, giving diagnosisof cerebral
venous thrombosis (Fig-1).

Patient's bleeding time, clotting time and prothrombin
timeindex was normal. Patient's FDP and d-dimer levels
were raised; Anti Nuclear Antibodies and Anti
Phospholipid Antibody were within normal ranges. Her
protein C levels were normal but protein S activity, as
happens normally during pregnancy and puerperium, was
reduced. Protein S quantitative assay also revealed
reduced levels of protein S (45 U/dl) in serum (Normal -
greater than 63 U/dl).

Subcutaneous|ow molecular weight heparin (LMWH)
was started 48 hours after her LSCS overlapped with
oral Vitamin K Antagonist (VKA)- warfarin. Patient
remai ned asymptomatic and wasdischarged on ora VKA
with adviceregarding regular INR monitoring.
Discussion

Thrombosis of the dural sinus and/or cerebral veins
(CVT) isan uncommon form of stroke usually affecting
young individuals (2). Despiteadvancesin therecognition
of CVT inrecent years, diagnosis and management can
be difficult because of the diversity of underlying risk
factorsand the absence of auniform treatment approach.
CVT represents 0.5% to 1% of all strokes (3). Multiple
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Fig.1 MR Venogram showing Occlusion of left Jugular (Red) and Transverse Venous Sinuses (Yellow)

factors have been associated with CVT, but only some
of them are reversible.

Traditionally, themost frequently postul ated mechanism
involvedin CV T in obstetric patientsisahypercoaguable
state (4) associated with dehydration and anaemia.
However, other factors may play animportant role, such
as protein S deficiency, which is common during
pregnancy and puerperium (5,6). Deficiency of protein S
has been reported in previous cases of CV T in obstetric
patients(7,8).

According to the guidelines of the European Federation
of Neurological Societies(9), thefirst linetreatment for
cerebral venous and dural sinus thrombosis is
anticoagulation. The rationale for its use is to favour
spontaneous thrombus resol ution and to re-canalize the
occluded vein or sinus, to avoid thrombus propagation, to
treat underlying prothrombotic condition and to prevent
complications such as pulmonary thromboembolism.
Treatment is usually started with dose-adjusted
intravenous heparin between 3000 and 5000 international
units or body-weight-adjusted subcutaneous |ow-
molecular weight heparin, until the patient stabilizes.
Treatment for this acute phase is followed by oral
anti coagul ation with warfarin to prevent recurrence and
thrombosisin other parts of the body.

Our patient was treated with anti-coagulation with
LMWH within 48 hoursof the magjor surgica intervention
(LSCYS), though usual recommendation is to start anti-
coagulation after 72 hours after amajor surgery for use
of LMWH as per ACCP (American College of Chest
Physicians) guidelines (10), overlapped with oral VKA
(Vitamin K antagonist).

We recommend early anticoagulation despite major
surgical intervention, so as to avoid the impending life

threatening complications following cerebral venous
thrombaosisin predisposedindividuals.
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