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Relationship between DNMT1 and EZH2 Gene Expression and Clinical Significance in Patients with Acute Myeloid Leukemia. Wu Sheng-

hao, Chen Songyan, Shi Yuejian, et al. Department of Hematology, Wenzhou Central Hospital, Zhejiang 325000, China.

Abstract Objective To investigate the relationship between DNMT1 and EZH2 gene expression and clinical significant in patients
with acute myeloid leukemia (AML). Methods The expressions of DNMT1 and EZH2 mRNA were quantified by real time — PCR in 50
cases of AML and 30 healthy controls. The relationship between DNMT1 and EZH2 and the clinicopathological factors and the prognosis
were analyzed. Results The expression of DNMT1 mRNA in AML (2.72 +0.73) was significantly increased as compared with that in
the healthy controls (0.89 £0.27, P <0.01). The expression of EZH2 mRNA in AML (4.39 +1.06) was also significantly increased
compared to that in the healthy controls (1.87 £0.33, P <0.01). The expression of DNMT1 was positively associated with EZH2 (r =
0.51, P =0.002). Moreover, the expression of DNMT1 was associated with PB% and WBC =50 x 10°/L (P <0.05). The overall sur-
vival of DNMT1 mRNA high expression group was 15 months (95% CI. 9 - 19 months) , significant shorter than DNMT1 mRNA low ex-
pression group (32 months, 95% CI: 27 —40 months, P =0.003). Conclusion The expressions of DNMT1 and EZH2 were down —

regulated and associated with poor prognosis in AML. The expression of DNMT1 was positively associated with EZH2.
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