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Abstract

Objectives: Cerebral venous sinus thrombosis (CVT) is a rare type of
stroke but associated with a potential of high morbidity and mortality.
CVT mostly affects young adults especially women. The currently
available data data about the epidemiology, diagnosis, management and
prognosis of CVT were reviewed.

Findings: CVT is found to be 0.5% of all case of all stroke, but can be
challenging for diagnosis because it usually presents with headache
rather than focal neurological deficit. Magnetic resonance imaging
and venography (MRI& and MRV) of brain is the preferred imaging
modality to confirm diagnosis of CVT.Main treatment is anticoagulant.
Other methods are reserved for medical failure or CVT with complication.
Additionally, attempt to search for risk factors and correct the underlying
causes is also essential step for treatment and prevention of recurrence.
Conclusion: CVT is a rare, but treatable condition that physicians
should keep in mind in any patients who present with headache and quite

sudden focal neurological deficits. (J Thai Stroke Soc 2014; 13: 69-79.)
Keywords: cerebral venous thrombosis, CVT, anticoagulant, headache
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®15197 1 Clinical Manifestations of Cerebral Venous Thrombosis’

Clinical Presentation Frequency
Headaches 90%
Seizures 40%
Focal deficit (eg.hemiparesis, aphasia) 20%

Decreased level of consciousness

Isolated headaches

Visual loss

14%

15%

13%
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Thrombus in the right jugular vein
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Dense triangle sign

Empty delta sign

37 3 waaa iU Thrombus 14 right jugular vein uas Empty delta sign™

Modified from Bushnell C, Saposnik G. Evaluation and management of cerebral venous thrombosis.

Continuum (Minneap Minn) 2014;20(2):335-351.
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AHA EFNS ACP
Anticoagulant Therapy Class lla Level B Grade 2C
(Despite ICH)
Intrasinus Thrombolysis Class lIb* Good practice point NR
Mechnical Thrombectomy Class Ilb® NR NR
Decompressive hemicraniectomy Class IlIb* Good practice point NR

NR = not rated.

*To be considered in case of progressive neurologic deterioration despite intensive medical treatment.
Modified from Bushnell C, Saposnik G. Evaluation and management of cerebral venous thrombosis.
Continuum (Minneap Minn) 2014;20(2):335-351.

Clinical presentation consistent
with or suspicious of CVT

cTV
T2-W MRI'and MRV (if MRV not readily available)

( Confirmed diagnosis of CVT j

Y

( Initiate anticoagulant if no general contraindications )

\

t Neurologic deterioration or coma

despite medical treatment

\ /\

Neurologic improvement or stable 1

( Continue oral anticoagulant for 3-12 ( Severe mass effect or ICH No or mild mass effect
months or lifelong according to the on repeated imaging on repeated imaging
underlying etiology
- Transient reversible factor P ¢ N i N
- Low-risk thrombophilia Consider decompressive
- High-risk/inherited thrombophilia hemicraniectomy Consider endovascular therapy

(lifesaving procedure)

3‘1/77!' 4 umnwm'zfgmag”ﬂw CVT CVT = cerebral venous thrombosis; MRI = magnetic resonance imaging;

MRV = magnetic resonance venography; CTV = computed tomography

venography; ICH = intracerebral hemorrhage (Modified from Saposnik G, et al, Stroke.7 B 2011 American Heart Association, Inc.
stroke.ahajournals.org/content/42/4/1158.long.)
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Prognostic factors
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2) Thrombophilia
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Mild thrombophilias

- heterozygous factor V Leiden LR
prothrombin G20210A mutations

- dysfibrinogenemia, Severe thrombophilias

- proteinC, protein S, and antithrombin Il
deficiencies

- antiphospholipid antibodies

- homozygous factor V Leiden mutation

- multiple abnormalities

severe thrombophilias flanauiia DVT w38
PE 3nnnin 4 i Wisuiugianlail thrombophilia
e mild thrombophilias auLEeelen3LAA
%nmﬁu;jﬂmvlajﬁ thrombophilia® lunguvas
hereditary thrombophilias ﬂﬁﬁuLéﬂdmadﬂWSLﬁ@Lﬂu
%’]TQGVTES ﬁlgdﬁlq@ﬁa homozygous factor V
Leiden, antithrombin Ill, protein C, and protein S

deficiencies %’ [@137971 3]
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1151971 3 Thrombophilias: Annual Risk and Recurrence Rate of Venous Thromboembolism Among Families

With Hereditary Disorders®

Defect Grade Annual risk Risk of Recurrence
Antithrombin deficiency

Protein C deficiency High 1.52%-1.9% 40% (at 5 years)
Protein S deficiency 55% (at 10 years)
Factor V Leiden

Prothrombin 20210A Moderate 0.34-0.49% 11% (at 5 years)
mutation 25% (at 10 years)
Elevated factor VIII

® Data from Lijfering WM, et al, Blood.”” bloodjournal.hematologylibrary.org/content/113/21/5314.long.
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