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The experimental study about proteinase activated receptor-1 and apoptotic cell in rats after cerebral hemorrhage”

Zhang Dechou s Bai Xue” ,Yang Yunfang ,Luo Gang
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Hospital of Luzhou Medical College s Luzhou,Sichuan 646000 ,China)
Abstract: Objective To observe the expression of proteinase activated receptor-1(PAR-1) ,neuronal apoptotic cell in rats after
cerebral hemorrhage. Methods 60 SD rats were randomly divided into 2 groups, which were sham operation group(n=30),ICH
group(n=230). Autologous blood was injected into the caudate nucleus of rat that produced cerebral hemorrhage model by using
stereotaxis instrument technique. Decapitation was conducted at 6 h,1 d,2 d,3 d.5 d and 7 d after the model was produced. Immu-
nohistochemistry was used to detect PAR-1 positive cell, TUNEL cell and Microglia in intracerebral hemorrhage group. Results
There was only a few PAR-1 expression in sham operation group and few apoptotic cell TUNEL positive cell) ,and there was no
Microglia. Expression of PAR-1 positive cell, TUNEL cell and Microglias in intracerebral hemorrhage group greatly increased from
6 h,and reached a high level on the 3 d. PAR-1 positive cell descented to normal level at 7 d,but TUNEL cell and microglias were

expressed a higher level at 7 d, there were statistical significance compared with sham operation(P<C0. 05). Conclusion PAR-1,ap-

optotic cell and microglia in the brian hematoma perienchyma markedly increased after ICH.
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