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Research progress of m7G RNA methylation in Cancer
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[ Abstract] RNA methylation has become a fundamental process of epigenetic regulation. Evidence suggests that
RNA methylation is essential for many biological functions, and its dysregulation is associated with human cancer
progression. RNA methylation has a variety of biological properties, including m6A, m6Am, m7G, etc. m7G is involved
in the regulation of variable splicing, localization, and stability of RNA in cells, affecting the fate of dynamically
modified RNA molecules, and maintaining the normal structure of RNA, protein translation, and RNA-protein
interactions. At present, the research of m7G has become a hot topic, but the understanding of its function is still
insufficient. In this paper, we summarized the latest research results on the pathological effects and potential molecular
mechanisms of m7G modification in tumor pathogenesis and drug response/resistance. At the same time, we summarize
the biological functions and mechanisms of RNA methylation.
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