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Abstract Objective:To assay expression of heme oxygenase—1 (HO-1) protein to investigate heme-mediated oxida-
tive stress following intracerebral hemorrhage (ICH).Method:Collagenase VI induced ICH rat. The fluorescent double
label was used to observe the site and cell sort of HO-1 positive cells, and western blot was employed to study
the protein expression along the time course.Result:HO-1 mostly expressed in microglia at basal ganglion of ICH
animals, while scarcely of sham animals; Western blot showed that HO-1 expression upregulated at 12h after the

onset, peaking at 2d, then lowered gradually.Conclusion:There is intensive oxidative stress mediated by heme in

collagenase VI induced-ICH rat brain, which may provide some evidence for affecting the reaction.
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