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Summary MicroRNAs (miRNAs) are small noncoding RNAs which could regulate gene expression by trans-
lation or induce degradation of mRNA. Myocardial infarction is a common cardiovascular disease that results in
cardiac remodeling and leads to the development of heart failure. Several miRNAs have been shown to control im-
portant processes of the pathophysiological of myocardial infarction. MiRNAs can promote or inhibit cardiomyo-
cyte cell death, control cardiomyocyte proliferation, and regulate neovascularization. Moreover, miRNAs also in-
volve in the reprogramming of cardiac fibroblasts into cardiomyocytes. In this review, we focus on the current re-
search progress of the role of miRNAs and discuss the therapeutic potential of miRNAs in myocardial infarction.
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