
Case Report

Clinical Research and Trials

Clin Res Trials, 2017        doi: 10.15761/CRT.1000164

ISSN: 2059-0377

 Volume 3(1): 1-3

Sagittal sinus thrombosis: An unusual presentation of 
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Abstract
We report a case of a young female who presented to us with multiple episodes of seizures with imaging revealing sagittal sinus thrombosis due to tubercular adenitis. 
To our knowledge this sagittal sinus thrombosis due to tubercular adenitis has not been reported in medical literature. 
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Case 
We report a case of 24 years old married homemaker from rural 

background with low economic status presenting to us with multiple 
episodes of abnormal body movements from past 3 days in form of 
Generalised Tonic Clonic Movements (GTCS) with last episode 
occurring 30 minutes prior to reception in Accident and Emergency 
(A&E). On examination patient was confused drowsy and responding 
poorly to commands. She was hemodynamically stable and maintaining 
oxygen saturation of 94% on room air. She was afebrile. Her husband 
gave history of similar episodes of confusion remaining for two to three 
hours every time she suffered an abnormal body movement in past 3 
days with patient regaining orientation in terms of place person and time 
in between. There was also family history of Pulmonary Tuberculosis 
and evening rise of temperature associated with constitutional 
symptoms. There was no history of trauma, contraceptive use or any 
focal neurological deficit. Rest of the exam was normal. NCCT head 
was done which revealed hypodensities in bilateral frontal region 
with hyper dense sagittal sinus raising possibility of Sagittal sinus 
thrombosis.MRI brain was done which confirmed the suspicion and 
revealed acute infarcts in bilateral frontal regions with evidence of 
sinus thrombosis (suggestive of venous infarcts) as shown in Figure 
1-3. Patient was managed with antiepileptic drug Levetiracetam and 
therapeutic anticoagulation was achieved with warfarin (Figure 1-3). 

On thorough examination, patient was found to have left cervical 

lymphadenopathy. Lymph nodes were firm to hard in consistency, 
mobile and matted. Complete blood counts revealed anaemia (Hb 
= 9 g/dl) with high ESR (52 mmhr). Rest of cell lines were normal. 
PBF revealed Normocytic Normochromic cells and did not show any 
abnormal cells. Blood chemistry was within normal limits. Thrombotic 
profile (protein S, protein C, AT III, APLA, Factor V Leiden mutation, 
G20210A mutation) and ANA were negative. Fibrinogen levels, 
coagulogram was normal. The immunologic function revealed a 
normal immunoglobulin’s (IgG: 1920 mg/dL, IgM: 495 mg/dL), 
immune complexes (15.43 U/ml) and C3 and C4 levels (C3: 78.3 mg/
dL, C4: 11.9mg/dL). Septic screen was sterile. Sputum analysis and 
chest X-ray was normal but Tuberculin skin test was positive. CSF was 
clear with an opening pressure of 260 mmHg of H2O. Cells, protein, 

Figure 1. Axial T2 image showing loss of flow void of superior sagittal sinus.

Figure 2. DWI (b value 1000) with corresponding ADC map revealing infarcts in frontal 
regions with associated vasogenic edema.
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sugar, LDH were within normal limits. Culture and Xpert MTB/RIF 
of CSF was negative. CECT chest abdomen and pelvis was normal 
however contrast imaging of neck showed multiple enlarged matted 
cervical nodes bilaterally with some showing central cystic changes. 
Excision biopsy of lymph node showed granulomas with areas of 
caseous necrosis without any visible AFB. However, Xpert MTB/RIF 
and culture from biopsied tissue was positive for tuberculosis. Patient 
was started on Anti tubercular therapy. 

Discussion 
Cerebral venous thrombosis (CVT) could be primary or secondary, 

which could be either septic or aseptic. Septic CVT is due to bacterial, 
fungal and parasitic infection. The common causes of aseptic CVT 
are pregnancy, puerperium, use of oral contraceptives, dehydration, 
cyanotic heart disease and Behcets disease. To our knowledge, 
Tuberculosis adenitis as a cause of aseptic CVT has not been reported 
before in literature. Both systemic and local factors play a role. 
Pathogenesis of aseptic CVT is either stasis of blood, as the intracranial 
sinus is a valve less low pressure system or more importantly a 
hypercoagulable state. This includes an increased number of platelets, 
[1] increase in platelets adhesiveness, [1,2] hyperfibrinogenemia 
[3-5] and decrease in fibrinolysis [1,3]. Reactive thrombocytosis 
has been reported in pulmonary tuberculosis [6-8]. Baynes, et al. 
showed in a small number of patients with pulmonary tuberculosis, 
an increased platelet count and increased platelet aggregability [7]. 
They attributed this hyperaggregability to a simultaneously increased 
reactive protein which has a proaggregating property. Sarode, et al. 
[9] found significant hyperaggregation in 88% (38/43) patients with 
intestinal tuberculosis. It has been established that severe tuberculosis 
can be responsible for a transitory hypercoagulable state [10,11]. 
Turken, et al. showed that patients with active pulmonary tuberculosis 
displayed thrombocytosis and increased fibrinogen, factor VIII, 
and plasminogen activator inhibitor 1 plasma levels, associated with 
depressed antithrombin III and protein C levels in the first month of 
treatment, resulting in activated coagulation and inhibited fibrinolysis 
[10]. All these modifications probably result from the inflammation 
cascade triggered by the chronic infection, as shown in several other 
acute infections [12-14]. Indeed, several experimental studies have 
shown that proinflammatory cytokines (interleukin 1, interleukin 
6, tumor necrosis factor α) are produced during the acute phase of 
Mycobacterium tuberculosis infection, either by peripheral blood 
mononuclear cells [15], or by lung, lymph node, and spleen macrophages 
interacting with mycobacterial products [16,17]. These cytokines 

induce the production of various acute inflammation phase proteins 
and coagulation factors by hepatocytes, resulting in a hypercoagulable 
state [18,19]. It has also been shown that, in vitro, M. tuberculosis 
induces the expression of a tissue factor in monocytes, macrophages, 
that is, a primary activator of the clotting cascade [20,21]. Local factors 
may also induce the thrombosis of vessels. Organ infection can trigger 
local thrombosis, as observed in Lemierre disease (tonsillar abscess 
complicated by jugular vein thrombosis and lung embolism), possibly 
due to endothelial cell alteration and adhesion molecule expression 
[22]. In addition, active tuberculosis may mechanically favor local 
blood stasis: venous compression by retroperitoneal lymph nodes 
may result in proximal thrombosis, as reported in patients with extra 
pulmonary tuberculosis [23]. However predominant role seems to be 
of systemic hypercoagulable state rather than local factors as studied 
by Charlotte Dentan, et al. who did not find any predominant link 
between localization of tuberculosis and thrombosis.

Conclusion 
TB causing thrombosis presenting as DVT and PE has been 

suggested by various case reports and case series however tubercular 
adenitis with CVT has not been reported in medical literature before. 
The aim of this report is to consider this entity in all patients of TB 
who present with or develop neurological manifestations during course 
of treatment. Prophylactic anticoagulation in high risk patients having 
TB is debatable and may be considered with risk benefit ratio to avoid 
thrombosis and it sequale. 
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