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Thrombosis Labbé vein 

Venous Anatomy and Occlusions   9

(Fig. 24.19)A 23 y.o. woman with "migraine headache." First

NECT scan (left) was called normal . Note hyperdense thrombus

in left TS . CT 1 day later (right) shows vein of Labbč 

thrombosis and large hemorrhagic infarct .

(Fig. 24.20)NECT in another patient shows hyperdense

thrombus in the SS  and SSS  with bilateral edema ,

hematomas, and convexal SAH .

many affected patients have more than one predisposing

factor.

The most common acquired causes of CVT are oral con-

traceptive use and pregnancy/puerperium. Other condi-

tions includeubut are not limited toutrama, infection,

inflammation, hypercoagulable states, elevated hemo-

globin levels, dehydration, collagen-vascular disorders,

vasculitis (such as Behċet syndrome), drugs, and Crohn

disease.

Between 20-35% of all patients with CVT have an inher-

ited or acquired prothrombotic condition. Predisposing

genetic factors are common and include antithrombin III,

protein C, and protein S deficiency, as well as resistance

to activated protein C caused by factor V Leiden gene

mutation.

CEREBRAL VENOUS THROMBOSIS: CAUSES

Common

ÅOral contraceptives
ÅProthrombotic conditions

Deficiency of proteins C, S, or antithrombin III
Resistance to activated protein C/V Leiden
Prothrombin gene mutations
Antiphospholipid, anticardiolipin antibodies
Hyperhomocysteinemia

ÅPuerperium, pregnancy
ÅMetabolic (dehydration, thyrotoxicosis, etc.)

Less Common

ÅInfection
Mastoiditis, sinusitis
Meningitis

ÅTrauma

ÅNeoplasm-related

Rare but Important

ÅCollagen-vascular disorders (e.g., APLA syndrome)

ÅHematologic disorders (e.g., polycythemia)

ÅInflammatory bowel disease
ÅVasculitis (e.g., Behċet)

Pathology

When thrombus forms in a dural sinus, venous outflow is

restricted. This results in venous congestion, elevated ve-

nous pressure, and hydrostatic displacement of fluid from

capillaries into the extracellular spaces of the brain. The

result is blood-brain barrier breakdown with vasogenic

edema. If a frank venous infarct develops, cytotoxic ede-

ma ensues.
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