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Research advances in the role and mechanism of distal ischemic preconditioning on inflammatory response in
acute ischemic stroke ZHU Yunyan, ZHANG Chuanwu, CHEN Jing, et al. (The First Clinical School of Gannan Medi-
cal University , Ganzhou 341000, China)

Abstract: Acute ischemic stroke (AIS) is a common disease that threatens human life and health, and it has high
disability and mortality rates. Ischemia-reperfusion injury (IRI) is a significant factor causing secondary injury of ischemic
brain tissue during AIS treatment. In recent years, studies on the pathophysiological mechanism of ischemic stroke believe
that IRI is the result of the combined action of multiple injury mechanisms, and the secretion of inflammatory factors and
the infiltration of inflammatory cells play an extremely important role in the process of such injury. A large number of in-
flammatory cell infiltration and inflammatory factor secretion can induce neuronal apoptosis or necrosis and lead to micro-
vascular dysfunction, secondary cerebral hemorrhage or cerebral edema, thereby causing irreversible damage to the brain.
The functional polymorphism of inflammatory genes may be an important factor affecting the incidence rate and outcome of
ischemic stroke. Studies have shown that by regulating neuroinflammation and other mechanisms, remote ischemic precon-
ditioning (RIPC) can effectively reduce IR1 in cerebral tissue after ischemia in AIS patients, exert a cerebral protection ef-
fect, and improve the prognosis of patients. This article reviews the role and mechanism of the regulation of inflammatory
response by RIPC in AIS, so as to provide a reference for clinical prevention and treatment strategies for ischemic stroke

and the research on related mechanisms.
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