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Research progress on the protective mechanism of remote limb ischemic post-condictioning on cerebral ischemia
reperfusion injury

ZHANG Wen-fu', ZHONG Mao-lin>, CHEN Li*, LI Xiao-ling2 , YUAN Liu-qing2 , WANG Li-feng2 , LI Bin®, YANG
Chao' ,ZENG Ming-w:&tng1 , LIANG Wei-dongl‘z (1. Gannan Medical University, Ganzhou Jiangxi 341000, China;2. Anesthesia
Surgery Center, First Affiliated Hospital of Gannan Medical University , Ganzhou Jiangxi 341000, China)

Abstract: Ischemic stroke is a common and frequently-occurring disease , which is harmful to human health. It brings heavy burden to
the family and society because of its high morbidity, high disability rate and high fatality rate. After a certain period of ischemia,the functional
and structural damage of brain tissue will be aggravated when the blood perfusion is restored again,that is,cerebral ischemia-reperfusion (I/R)
injury. At present,some studies have shown that remote limb ischemic post-conditioning ( RIPostC ) has an endogenous neuroprotective effect
on the brain tissue after I/R injury. A large number of basic studies and clinical studies have shown that RIPostC plays an important role in
alleviating I/R injury and improving prognosis. RIPostC plays a cerebral protection role in multiple links of the pathogenesis of cerebral
infarction mainly through nerve,body fluids,immune and other ways, but its exact mechanism is still unclear. This article reviews the research
progress of the cerebral protection mechanism of RIPostC, in order to provide some reference for the clinical transformation and further
research of the mechanism of RIPostC.
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