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Construction and Comparison of Two Animal Models of Cerebral Hemorrhage. Wei Chunchun, Wang Pei, Miao Chaoyu. The Second
Military Medical University, Shanghai 200433 ,China

Abstract Objective To construct two animal models of cerebral hemorrhage: tPA - induced cerebral ischemia hemorrhagic trans-
formation (MCAO - HT) model and collagenase — induced ICH ( cICH) model, and compare the similarities and differences of these two
intracerebral hemorrhage models. Methods MCAO - HT model: We built suture MCAO model by blocking of the middle cerebral artery
with suture, after five hours, we injected tissue plasminogen activator (tPA, 10mg/kg) intravenously to induce hemorrhagic transforma-
tion. cICH model: intracerebral hemorrhage model was induced by stereotaxicion of 0. 05U collagenase IV into the striatum. Results In
comparison with MCAO model mice, ipsilateral hemisphere hemoglobin and blood brain barrier (BBB) permeability in MCAO — HT model
mice increased significantly at 24 hours after surgery. Compared with sham — operated mice, neurological damage, cerebral edema, hem-
orrhage inflammation levels had increased significantly in ¢cICH model mice at 24 hours after surgery. Conclusion MCAO - HT model in-
duced bleeding functioned by tPA —induced increasing of BBB permeability, which might be better for blood — brain barrier and vascular
permeability study. Bleeding of ¢cICH model caused by collagenase induced small blood vessels rupture, which suggested to be a better
method to do the hemorrhage — induced edema, inflammation, cell death and oxidative stimulated research.
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