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Abstract ; Disease recurrence is a major problem affecting the survival of leukemia patients, while
the minimal residual disease (MRD) is the main reason for recurrence in leukemia patients after
complete remission. Monitoring of minimal residual tumor cells in acute leukemia is of great sig-
nificance for the treatment and prognosis of leukemia. Some studies have shown that abnormal
methylation of some specific genes can be used as a biomarker for the detection of MRD to pre-
dict disease recurrence and guide the treatment. The abnormal methylation of DKK3,CDKN2A,
CTGF gene can be detected in a wide variety of malignant diseases including acute leukemia.
This article reviews the gene methylation status in disease initiation,complete response,recur-
rence of acute leukemia,and explores its clinical value for MRD monitoring.
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