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Abnormal DNA methylation and minimal residual disease in leukemia

SUN Weiwei ,SHAO Zewet
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Abstract: Minimal residual disease (MRD) in leukemia is the main cause of recurrence, which seriously
affects the patients’ quality of life. DNA methylation is an important epigenetic regulation mechanism, which
is closely related to the occurrence and development of leukemia. The abnormal DNA methylation changes of
tumor related genes can be used as a molecular marker for monitoring MRD, which could predict disease re-
currence, guide clinical treatment and judge prognosis. The research of abnormal DNA methylation of related
genes and MRD in leukemia are summarized in this paper.
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