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[Abstract] Objective To investigate the relationship among the expressions of heme-oxygenase-1
(HO - 1), glial fibrillary acidic protein (GFAP) and cyclinD1 in the perihematomal tissues in human
intracerebral hemorrhage (ICH) and brain renovation following ICH. Methods Paraffin-embedded brain
tissues of 32 human fatal cases of ICH from the perihematomal tissues. The tissues from the hemorrhagic
lesion side, as well as tissues from the corresponding area at the opposite side as controls, were stained with
HE and immunohistochemistry staining. The expressions of HO - 1, GFAP and cyclinD1 in the
perihematomal tissues were analysed with SPSS 11.5 software. Results Expression of HO-1 could be
detected in the specimens of the 2 h group [(5.30 = 1.00)/HP]. The GFAP and cyclinD1 positive astrocytes
in the perihematomal tissues were also identified at 2 h group [(22.60 + 1.40)/HP, (11.50 + 1.20)/HP,
respectively]. All of their levels decreased gradually after the peak. The positive astrocytes of hemorrhagic
lesion side at different time points were higher than contralateral expression in normal brain tissues. The
difference was statistically significant. Conclusion Expressions of HO-1, GFAP and cyclinD1 in the
perihematomal tissues were "parabola". The increased expressions of HO-1 and cyclinD1 after ICH provide
a potential protection or destruction mechanism after ICH in human.
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#EL AP myeloperoxidase(MPO)
BEWEILTES A myelin basic protein(MBP)
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glutathione S transferase of placental type(GST-P)
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receptor for advanced glycation end products(RAGE)
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Asymptomatic Carotid Atherosclerosis Study(ACAS)
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plasminogen activator inhibitor-1(PAI-1)
LB A K T fibroblast growth factor(FGF)
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fibroblast growth factor receptor( FGFR)
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percutaneous angioplasty and stenting( PTAS)



