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Role of DNA methyltransferase 3A in hematological malignancies

SHI Xiao-dong, DAI Yu-jun, WANG Yue-ying

Shanghai Institute of Hematology, Ruijin Hospital, Shanghai Jiao Tong University School of Medicine, Shanghai 200025, China

[Abstract] DNA methyltransferase 3A (DNMT3A4) is one of the critical epigenetic modifiers responsible for de novo DNA methylation. DNMT3A
mutations are identified in some kinds of hematological malignancies, especially in acute myeloid leukemia (AML) with high frequency, indicating poor

prognosis. Recent researches have shown that abnormalities of epigenetic related genes such as DNMT34 play important roles in the development and

progression of hematological malignancies, which was named as class [l mutation associated with the pathogenesis of AML. In this review, the progresses

of clinical and basic researches about DNMT3A4 mutation in hematological malignancies were summarized.
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Fig 2 DNMT34 and other frequent mutations in AML (data from TCGA)
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