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[ Abstract] Objective To investigate diagnosis and treatment of venous cerebral infarction. Methods The
reasons, clinical findings, imaging characters, treatment methods and prognosis of 19 patients diagnosed venous
cerebral infarction were analyzed. Results The most frequent symptoms were headache, focal deficits, epilepsy,
increased CSF pressure. Among 19 cases, multiple cerebral lesions were found in 12 cases, lobes lesions inl8

cases, cerebral infarction with hemorrhage in 3 cases. After various treatments, 16 patients were discharged and
one patient died and 2 patients gave up treatment. Conclusions Venous cerebral infarction has complicated causes,
non-specific chinical manifestations and characteristic MR images. Anticoagulation and thrombolysis treatment in
early stage may have good therapeutic effect.
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Tab. 1 The laboratory test results of patients (n)

EMITE g g SRS EH T FrEE s (%)
D “E ik 19 6 13 68.4
YRR 19 9 10 526
i)Y 19 15 4 21.1
B2 18 1 17 94.4
CSF & 18 13 5 27.8
CSF 4ijif 18 17 2 11.1

B1 iz (A). RRAE (B) TIWI
Fig. 1 Axial (A) ,sagittal (B) T1WI
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thrombosis; for subacute thrombosis; Superi-
or sagittal sinus thrombosis for the acute
phase. On the right side of the thalamus see
small flake long T1 long T2 signal; The left
temporal pillow parietal lobe large tracts of

hemorrhagic infarction
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Fig. 3 MRV: did not see the veins and venous sinus
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