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Abstract This paper reviewed the mechanism and protective mechanism of renal ischemic reperfusion injury ( RIRT) over the past
5 years. Renal ischemia-reperfusion injury is mainly divided into 2 stages :ischemia and reperfusion. The main pathological mecha-
nisms are known to be related to free radicals, intracellular calcium overload , inflammatory reaction and apoptosis. Most of them are
due to the excessive enrichment of free radicals in the early stage of RIRI,and the accumulation of free radicals further causes the
release of inflammatory factors and causes apoptosis. Some emerging research drugs such as octreotide and osthole can reduce the
production of reactive oxygen species, inhibit the expression of inflammatory factors and inhibit apoptosis to reduce renal ischemia-
reperfusion injury ,thereby protecting the kidneys. The combination of modern medicine and traditional medicine has shown certain

advantages in the prevention and treatment of RIRI. It has certain hints and reference significance for the protection of kidney in

clinical kidney transplantation and acute kidney injury.
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