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Research progress on mechanism of NADPH oxidase 2 in cerebral ischemia reperfusion

injury
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Abstract: Oxygen free radicals generated from different ways play a significant role in the pathogenesis of cerebral ischemia

reperfusion injury (CIRI) according to available literatures. As a key factor in the production of peroxides in many cells, NADPH

oxidase is closely related to the pathogenesis of oxygen free radicals. Recent studies have shown that the expression of NADPH oxidase
2 (NOX2), a subtype of NADPH oxidase, which plays an important role in the development of CIRI. The mechanism of NOX2 in CIRI

is reviewed in this paper.
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