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Image characterization and classification of secondary hemorrhagic transformation after cerebral infarct

[Abstract] Objective: To study the image characterization and classification of secondary hemorrhagic transformation
(HT) after cerebral infarct. Methods: A retrospective study involving 65 HT patients detected by MR imaging was per-
formed. Enhanced T, weight imaging after Gd-DTPA injection was carried out in 23 cases. In all 65 patients,56 cases for 92
times underwent CT scan. Results:In 16 patients the infarction limited in brain lobs,in which 14 cases HT located in cortex
and 2 cases located in subcortical white matter. In 21 patients infarction limited in deep part of brain and HT located in all
cases in deep part. In 28 patients infarction with 44 hemorrhagic foci involved brain lobe and deep part,in which 22 hemor-
rhagic foci were observed in cortex and 8 in white matter under cortex and 14 in deep part. Conclusion: The image findings of

secondary HT are related to the position and extent of infarction. The HT classification by ECSASS has great value to clini-

cal treatment and outcome in stroke.
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