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[ Abstract] N°-methyladenosine ( m°A) modification is a post-transcriptional RNA modification widely found in prokaryotes and
eukaryotes , involving many types of RNA. In messenger RNA ,m®A modification can affect the processing and metabolism of messenger RNA ,
including the secondary structure , subcellular localization , nuclear transport , translation and degradation. m®A modification have outstanding
advantages in disease diagnosis and efficacy evaluation and prognosis. This review aims to summarize the present knowledge of m°A
modification and describe its latest progress in cardiovascular diseases research.
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