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Cerebral Venous Thrombosis
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Abstract

LEleven patients (3 males and 8 females) in the age group 19-49 ( mean 29 years). were diagnosed to '
have aseptic cerebral venous thrombosis over a period of four years. The presenting features were
headache (11). papilledema (9), vomiting (6). altered consiousness (4). hemiparesis (4), generalized
seizures (3). local seizures (2), hemianesthesia (1) and buzzing in the ears in | patient. Diagnosis
was established by cranial CT scan, MRI and MR Angiography. Predisposing factors identified in
these patients were puerperal state (5), pregnancy (1), Behcet’s syndrome (2) and sickle cell disease
(1). Anticardiolipin antibodies were present in 2 patients and another patient had familial antithrombin
1 deficiency. All patients were treated with heparin and warfarin. In addition anticonvulsants and
anticercbral edema measures were used when necessary. Eight patients completely recovered ; one
patient with Beheet's syndrome and retinal vasculitis had severe visual loss : one had residual

hemiparesis and one optic atrophy.
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Introduction

Cerebral venous sinus thrombosis (CVT) has been
recognized overacentury. With the advent of antibiotics.
aseptic CV'1 has become the predominant form. Gowers
(1888) recognized the occurrence of CVT during
puerperium (1). Numerous clinical settings are known
to favor CVT. viz. postoperative, postpartum and
hypercoagulable states, cancer. cyanotic heart disease,
sickle cell discase. antiphospholipid syndrome and
other prothrombotic states (2). The common presenting
features like headache, convulsions and altered
consciousness are nonspecific and hence diagnosis
demands high index of suspicion. CT scan may be
suggestive but definitive diagnosis requires cerebral
angiography. which is an invasive procedure. At present
MRI with- MRA is the investigation of choice for

diagnosis and follow up (3). The mainstay of therd
anticoagulation (4). The majority of patients sho
recovery with reported mortality of 10-15% andi
sequel in 15-25% (5). Here we report eleven pafi
with CVT seen at King Fahd Hospital, Madinas
discuss the approach to such patients.

Material and Methods

Eleven patients were diagnosed to have CVT g
period of 4 years. Detailed history was taken inall
reference to predisposing factors like pregia
puerperiun, hypercoagulable and hyperviscosity
and others. Complete physical and neuro,'
examination was done in all. Laboratory evalu

included routine CBC, biochemistry, rhcumatoid‘i
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ESR, ANA, C3. C4, and sickling test, in all patients.
Anticardiolipin antibodies, protein C, protein S and
mtithrombin [11 levels were done in 4 patients.
fshocardiography, CT scan brain, MRI and MRA were
srried out in all. All patients were treated with
firavenous heparin to maintain the PTT levels twice
lie control value for two weeks followed by warfarin
fr six months. In addition, symptomatic therapy was
iistituted for seizures and or increased intracranial
pessure. After discharge patients were followed every

68 weeks.

0f 11 patients, 8 were fenm]es and 3 males. The mean
ae at presentation was. 29 years (range 19-49).The
jents’ characteresties are shown in Table 1. Two
ients fulfilled the criteria for diagnosis of Behcet’s
ase. The commonest presentation was headache and
ledema (9/11). Details of clinical features at
ntation are depicted in Table I1. Of the five pa.tients
presented in puerperium, one with antithrombin [1]
ficiency had deep venous thrombosis complicated by
onary embolism. Of two patients with
mlicardiolipin antibodies, 1 had underlying Behcet’s
idrome. Mitral valve prolapse was detected in 1 patient
fiere as all others had normal echocardiograms. Cranial
g(CT scan, MRI & MRA) showed thrombosis of
ior sagittal sinus in 8; transverse sinus in 1; both
ses in 2 and cortical venous infarcts in 9 patients
emorrhagic). Eight patients (including 2 with
amorrhagic infarct) recovered completely. Of two
gients with Behcet’s syndrome. one with retinal
wsoulitis suffered severe visual loss and another had
rophy. One patient with hemorrhagic infarct had

jidual hemiparesis.
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Table 1

Patients’ characteristics

Total number 11
Female 8 (73%)
Male 3 (27%)

Age range
Predisposing factors

19-49 (mean 29yean)

Puerperium 5 (45%)
Pregnancy | (9%)
CVT during

previous pregnancy 2 (18%)
Behcet’s syndrome 2 (18%)
Antithrombin Il deficiency 1 (9%)
Anticardiolipin antibodies 2 (18%)
Sickle cell disease 1 (9%)

Tablell
Clinical features at presentation

Symptoms & signs No. (%)

Headache 11 (100%)
2. Papilledema 9 (72%)
3. Vomiting 6 (54%0)
4. Hemiparesis 4 (36%)
5. Generalized seizures 3(7%)
6. Focal seizures 2 (18%)
7. Confusion 2 (18%)
8. Stupor 2 (18%)
9. Hemianaesthesia 1 (9%)
10.  Buzzing in the ears 1 (9%)
Discussion

Cerebral venous thrombosis presents as acute or
subacute neurological dysfunction with alteration in
consciousness, focal neurological signs, seizures or
increased intracranial pressure. [t can occur at any age
and needs to be considered in the diagnosis especially in

the presence of predisposing factors,

Puerperal state was the commonest predisposing
factor in five of our patients and one presented

during pregnancy. Two of them had CVT during
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earlier pregnancies also. Estimates of frequency of
cerebral venous thrombosis in puerperium ranges from
I in 1666-3000 pregnancies (6), and a higher incidence
of 4.5 per 1000 obstetric admissions has been reported
from India (7).

Cerebral venous thrombosis may be the first
manifestation of Behcet’s syndrome (8). Two of our
patients had underlying Behcet’s syndrome and one of

them suffered severe visual loss due to retinal vasculitis.

Deep venous thrombosis and pulmonary embolism
complicated the course of one patient with familial
antithrombin 111 deficiency and CVT. Apart from
antithrombin 111 deficiency (8.,9) Factor V Leiden
mutation (10) has also been reported to be an inherited
risk factor for CVT.

Two of our patients had anticardiolipin antibodies.
Anticardiolipin antibodies have been detected in 26%
of patients with CVT compared to 3.2% in controls (11).
Anticardiolipin antibodies may be an important factor
contributing to cerebral venous thrombosis even in
patients with other underlying disorders (12).

In the majority of patients, multiple dural sinuses are
involved with superior sagittal sinus being the most
frequent (8) as observed in ten of our patients. Two
patients had lateral sinus thrombosis in addition. Two
patients with isolated superior sagittal sinus thrombosis
had features of intracranial hypertension without focal
signs. Biousse et. al. have reported similar observation
in 37% of patients with CVT (I3). Cortical venous
thrombosis, which frequently accompanies dural sinus
thrombosis, increases the morbidity and mortality (2).
Nine of our patients had cortical venous infarcts causing

seizures, focal symptoms and signs.

Although some characteristic and highly specific
CT findings strongly suggest the diagnosis of
sinovenous thrombosis, cerebral angiography is the
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definitive method of confirmation (14, 15). Howeve
MRI with MRA, a noninvasive procedure is preferre
for diagnosis as well as demonstration of recanaliz

of the dural sinuses (31).

At present anticoagulation is the favoured modal
of therapy (16) along with anticonvulsants and measur
to reduce the intracranial pressure when indica
Recanalization of the venous system has b
demonstrated in 36 of 42 patients treated
intravenous heparin for 3 weeks followed by om
anticoagulation (17). Low dose heparin was found tob
efficacious in puerperal CVT even in patients wil
hemorrhagic infarction (18). Although there are
definite guidelines, six months of oral anticoag
seems to be appropriate.

Eight out of eleven patients in the present st
completely recovered and three had residual defig
Prognosis is generally good in majority of patients de
extensive neurological deficit at presentation (5). He
anticoagulation should be performed even in the pr
of hemorrhagic infarction. j
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