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Roles of autosis in myocardial ischemia-reperfusion injury
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Abstract: Myocardial ischemia-reperfusion injury (MI/RI) is a key factor in poor prognosis of patients with

acute myocardial infarction, and the mechanisms leading to myocardial cell death involve oxidative stress,

calcium ion imbalance, inflammatory response, and energy depletion. Autosis, as a newly identified form of

autophagic cell death, is widely studied in terms of its concept, characteristics, and molecular mechanisms.

Existing research shows that autosis plays a key role in MI/RI. This work introduces the mechanism of MI/RI,

the characteristics of autophagy and autosis, the molecular participants of autosis, and their roles in MI/RI,

aiming to provide new theoretical perspectives and practical strategies for the prevention and treatment of M1/

RIL
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