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Molecular mechanism of SETD2-regulated histone methyltransferase and its relationship with

tumor
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Abstract: SET domain containing 2 (SETD2) protein, an only known molecule to participate in histone H3 lysine 36

trimethylation (H3K36me3), is mainly involved in histone methylation modification in human tissue. It is abnormally

expressed in many human tumors, and its mutation is associated with tumor occurrence, development, and prognosis. This

article aims to summarize the regulation mechanism of SETD2 on H3K36me3 and its relationship with tumors, which

provides the theoretical basis for subsequent SETD2/H3K36me3-targeted anti-tumor therapy.
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