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The roles of methylation and acetylation in tumorigenesis and development
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Abstract: The study of epigenetic regulation is the focus of biological related research worldwide, and has become
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an important theoretical basis for the design of targets for treatment of various diseases. We focused on the

epigenetic regulation of abnormal biological processes in tumor, such as DNA damage response and repair, cellular

autophagy and metabolism. Our studies reveal the roles and molecular mechanisms of methylation and acetylation,

and related regulatory enzymes in tumorigenesis and cancer development. This review attempts to summarize our

major original findings and discuss the future trends in this area.
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