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[Abstract] Ischemic heart disease (IHD) is one of the diseases with the highest mortality in the world, which endangers
human health for a long term. Reperfusion, the preferred treatment strategy, can lead to myocardial deterioration and accelerate
injury, known as myocardial ischemia-reperfusion injury (MIRI), which seriously affects the clinical efficacy and prognosis of
patients. At present, the prevention and treatment of MIRI is still an unsolved clinical problem. Numerous studies have shown that
adaptor protein p66Shc plays an important regulatory role in the occurrence and development of various diseases, including MIRI.
The mechanism of adaptor protein p66Shc involved in oxidative stress, inflammatory response and vascular endothelial function
in MIR], and the relevant treatment strategies targeting p66Shc were reviewed in present paper in order to provide a reference for
further research on prevention and treatment of MIRI.
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