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ABSTRACT: Ischemia reperfusion injury is a common complication of diseases or surgeries such as myocardial infarction, organ
transplantation and stroke. It is a leading cause of death of critical patients while satisfying treatments still remains to be developed.
During ischemia and reperfusion, neutrophils release a large amount of reactive oxygen species (ROS) to contribute to oxidative stress
and recruit more neutrophils to ischemic tissue which expands the inflammatory response and results in tissue injury. Research progresses
published in foreign journals on the connection between neutrophil Nicotinamide-adenine dinucleotide phosphate (NADPH) oxidase and
tissue ischemia reperfusion injury have been reviewed in this review, so as to provide evidences for the prevention and treatment of major
diseases such as cardiovascular and cerebrovascular diseases.
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