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Progress of the Protective Effect of Remote Ischemia Post
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ABSTRACT: Nearly 20 years,people have studied much on the protection of cerebral ischemic injury,but it's very little to take
cerebral ischemia protection from basic research to clinical application about treatment measures. Many basic researches suggest that
ischemic preconditioning on cerebral ischemia in rats have protective effect,however due to the unpredictability, researchers have turned
to the ischemic postconditioning. Remote ischemic postconditioning is refered to the effect of the non ischemic organs carry out
alternately short periods of ischemia and reperfusion on ischemic organ.Because the brain itself is sensitive to ischemia,it is difficult to
control the degree of ischemia after treatment,so the the application of remote ischemia postconditioning on cerebral ischemia protection
research has the very important clinical application value,oxygen radicals,nerve conduction,protein,endoplasmic reticulum stress,Akt ,
mitochondrial pathway and mitoKATP are involved.This article is aimeed to review the protection concept,implementation method,
protective effect and molecular mechanisms on cerebral ischemia with remote ischemia postconditioning.
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