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Abstract

Organ acquisition and transplantation inevitably face ischemia-reperfusion injury, causing intra-
cellular environment changes, inflammatory response, reactive oxygen species accumulation, etc.,
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affecting the delayed recovery of graft function and long-term outcomes of transplanted organs. Al-
though there are many studies at present to improve the 1-year survival rate of organ transplanta-
tion after ischemia reperfusion injury, the long-term survival rate of grafts has not changed signif-
icantly in recent years. Since the discovery by Murry et al. in 1986 of the potential benefits of
ischaemic preconditioning (IPC) for organ transplantation with significant results in cardio pro-
tection, and other evidence has shown that it also has significant effects in kidney transplantation,
ischemic preconditioning protects the organism from potentially lethal ischemia of longer dura-
tion by activating a transient nonlethal hypoxic environment, humoral communication, neuronal
stimulation, systemic modification of circulating immune cells, and activation of hypoxia inducible
genes. This review focuses on the mechanisms involved in ischemic preconditioning.
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T L FR) PR3 T £ o JUE TSR AR IE B ER A AN “ & 107 o, WA ORGP JUIAE TI0E N2 R0 SZ R H B FFf
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