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Abstract: Renal ischemia-reperfusion injury (RIRI) is one of the major causes of acute kidney injury, which is clinically common in

scenarios such as renal transplantation and shock resuscitation. Its pathological process is complex, involving multiple injury mechanisms
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including oxidative stress, inflammatory response, and cell apoptosis. The essence of oxidative stress is an imbalance between the

production of reactive oxygen species (ROS) and the body’s antioxidant defense system, and excessive ROS can lead to DNA damage, lipid

peroxidation, protein dysfunction, and may even cause cell apoptosis and necrosis, thereby exacerbating renal injury. Taking oxidative stress

mechanisms as the entry point, this article reviews the research progress on the mechanism of oxidative stress in RIRI, aiming to provide

theoretical references for the multi-mechanism research and improvement of treatment strategies for RIRI.

Keywords: renal ischemia-reperfusion injury; reactive oxygen species; oxidative stress; mechanism
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