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[ Abstract] MicroRNA (miRNA) is small non-coding RNA that can regulate the signaling pathway of target genes by recognizing
homologous sequences and interfering with transcription and translation processes, thus affecting the occurrence and development of
cardiovascular disease. MicroRNA-21 (miR-21) is one of the earliest discovered mammalian miRNAs and is highly expressed in heart tissue,
especially in myocardial fibroblasts. Therefore, the homeostasis of miR-21 is particularly important for cardiovascular diseases. This article
reviewes the role and mechanism of miR-21 in myocardial infarction, heart failure and myocardial ischemia-reperfusion injury, and further
explores the feasibility of miR-21 as a biomarker and therapeutic target for cardiovascular disease.
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