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Abstract: The spatiotemporal specific expression of genes plays an important regulatory role in organism
development and disease occurrence. N°~Methyladenosine (m°A) is the most common epigenetic modification
in eukaryotic RNAs. The m°A modification ensures timely and accurate gene expression by changing RNA
structure and the interaction between RNAs and RNA-binding proteins, and regulating RNA splicing, sub—
cellular localization, translation and stability. Recent studies have shown that m°*A not only plays an impor—
tant role in the development of organisms, but also is involved in the occurrence of various diseases by
changing cell functions. This review focused on the function and mechanism of m°A modification in mam-—
malian physiological development and disease occurrence, hoping to provide a theoretical basis for using
m°A modification in clinical treatment.
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Fig.1 Epigenetic mechanism of m°A modification regulating gene expression

m°A is catalyzed by methylation enzymes such as METTL3, METTLI14 and Wilms’ tumor 1-associating protein (WTAP). The m°A
modification is eliminated by demethylases including FTO and ALKBH5. m°A modification is recognized by m°A reading pro—
teins such as YTHDF1/2/3, YTHDC1/2, 1GF2BP1/2/3 and hnRNPC/A2B1 and regulates biological processes such as RNA

translocation, alternative splicing, translation, decay and stability.
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