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Abstract: The cause of acute myeloid leukemia (AML) has not yet been fully elucidated. Studies have

found that it is closely related to abnormal epigenetic changes. DNA methylation is an epigenetic process medi-
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ated by DNA methyltransferase (DNMT). DNMT is composed of DNMT1,DNMT3A and DNMT3B. It is a

highly conservative DNA modification enzyme that plays an important role in epigenetic regulation and is

closely related to the clinical characteristics and therapeutic effects of AML. An in-depth understanding of the

role of DNMT in AML will help clarify the mechanism of AML and provide potential targets for its clinical

treatment.
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