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The Study of PERK/elF2a Pathway and the Expression of
Caspase-3 in Ischemia-reperfusion Rats and Atorvastatin Intervention
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Abstract: Objective To study the PERK/elF2a pathways and Caspase 3 in the mechanism of action of ischemia
reperfusion injury in rats and the effect of atorvastatin. Methods Produce the ischemia reperfusion model rats by Middle
cerebral artery embolism method which were divided into the ischemia reperfusion group, control group, atorvastatin interven-
tion group and elF2a suppression group. To observe the changes of ischemic brain, specimens were treated with TTC stai-
ning,the PERK, Caspase-3 protein expression and protein phosphorylation elF2a were detected by western-blot.  Results
Compared with the control group, after ischemia reperfusion, PERK protein expression and protein phosphorylation elF2a in-
creased , the expression of Caspase 3 was enhanced,and the expression of PERK protein and phosphorylation elF2a was re-
lieved after atorvastatin intervention. The expression of Caspase-3 and phosphorylation elF2a was inhibited by inhibitor Salu-
brinal ,which had no effect no PERK. Large cerebral infarction in ischemia reperfusion group was visible by TTC staining af-
ter ischemia reperfusion. Cerebral infarction volume was significantly narrowed by atorvastatin intervention or inhibitor Salu-
brinal. Conclusion Cell apoptosis was related to the PERK/ elF2a /Caspase 3 pathways after endoplasmic reticulum
stress , atorvastatin can reduce the damage of cerebral ischemia reperfusion.
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