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Influence of venetoclax combined with decitabine and/or aclarubicin on the proliferation

and apoptosis of acute myeloid leukemia cells
YIN Jinyu, XU Ziyao,SUN Qian, LIU Wenjie, HONG Ming, QIAN Sixuan"
Department of Hematology ,the First Affiliated Hospital of Nanjing Medical University , Nanjing 210029, China

[Abstract] Objective: To investigate the effects of venetoclax(ABT-199) combined with decitabine(DAC) and/or aclarubicin(ACM)
on the proliferation and apoptosis of acute myeloid leukemia (AML) cell lines (HL60 and KG-1). Methods: HL60 and KG-1 were
treated with different concentrations of ABT-199,DAC, ACM, ABT-199+DAC, ABT-199+ACM and ABT-199+ACM+DAC. The cell
proliferation was determined by CCK-8 method. Compusyn software was used to analyze whether the drug combinations had synergistic
effect. The apoptosis and cell cycle were detected by flow cytometry (FCM). Results: ABT-199, DAC and ACM inhibited the growth of
HL60 and KG-1 respectively. The three ways of drug combinations significantly inhibited the cell proliferation of HL60 and KG-1,
compared with ABT-199 alone, and all had synergistic effect. The combinations of ABT-199 significantly induced the apoptosis of
HL60 and KG-1. The cell cycle was arrested at G2/S phase in HL60 and KG-1 cells treated by DAC, the combination of ABT-199 and
DAC, or the combination of ABT-199, ACM and DAC. Conclusion: ABT-199 combinations significantly inhibited the proliferation of
AML cell lines and had synergistic effect. ABT-199 combined with ACM and DAC promoted the apoptosis and arrested the cell cycle
of AML cells.
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Figure 1 The effects of ABT-199,DAC,ACM on the proliferation of HL60 and KG-1 cells
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Figure 2 The effects of ABT-199 combinations on the proliferation of HL60 and KG-1 cells
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3 ABT-199E:4 AZ5/EA T HL60.KG-1 2R H) CIISE0E
Figure 3 The combination index figures of ABT-199 combinations on the HL60, KG-1
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Figure 4 The effects of ABT-199 combinations on the apoptosis of HL60 and KG-1 cells
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Figure 5 The effects of ABT-199 combinations on the HL60 and KG-1 cell circle distrabution
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