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Positive Role of Ubiquitination in Cardiomyocyte Protection and

Endogenous Regeneration after Myocardial Infarction
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[ Abstract] Ubiquitination is a post-translational modification of protein with a wide range of effects,which is involved in the occurrence

and development of diseases such as myocardial infarction. Recent studies have shown that ubiquitination has a protective effect on myocardial

cell damage caused by ischemia/reperfusion,and it can also participate in the endogenous regeneration process of myocardial cells,so it may

provide a new direction for the treatment of myocardial infarction. This article reviews the protective mechanism of ubiquitination and discusses

the factors and mechanisms involved in this process.
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