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Synergistic Effect of Decitabine and Valproic Acid on Differentiation and Apoptosis of Stem Cells of an AML - M, Patient in vitro. Chen
Qiongna ,Wang Yekai,Zhou Jihang,Li Yiwei,Zeng Fang,Liu Xiaoguang. Zhoushan Hospital , Zhejiang 316004 ,China

Abstract Objective To investigate the synergistic effect of decitabine( DCA) and valproic acid( VPA) on differentiation and ap-
optosis of stem cells of an AML — M, patient in vitro. Methods The stem cells in the bone marrow of the AML - M, patient were sorted
by flow cytometry. The groups were set as follows: control group; DCA alone group A(1l.0wmol/L); DCA alone group B(4.0pmol/L) ;
VPA alone group(2.0mmol/L) ;combination group A(DCA 1.0wmol/L + VPA 2.0mmol/L) ; combination group B(DCA 4.0wmol/L +
VPA 2.0mmol/L). The cells were treated by drug for 48 hours. Then the apoptosis rates,CD117 and CD14 expressions were detected by
flow cytometry. Results Compared with corresponding concentration single drug group,the apoptosis rates and CD14 expressions of the

combination group A and B were significantly higher( P <0.01) and CD117 expressions of the combination group A and B were signifi-

cantly lower(P <0.01). Conclusion There was an enhanced antileukemia activity of combinations of DCA and VPA.
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