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[Abstract] Objective To explore the effect of 7-acetyl-lushanrubescesin A (ARA) on cell poliferation and cell cycle
of HL -60 myeloid leukemia cell line, and to further investigate the mechanisn of action M ethods MTT assaywas used ©
asess the poliferation of HL-60 cells treated with ARA. After treament of HL-60 cellswith ARA of different durations,

cell cycle changes were detemined by flov cytometry The protein expression of Rb, p (phogho) -Rb ( sr795), p-Rb
(=er807/811) , cyclin D1, cyclin D3, cyclin E2, CDK4 and CDK6 were detected by W estem blot The intracellular reac-
tive oxygen gecies (ROS) level wasmeasured by flow cytometry Results ARA inhibited the proliferation of HL-60 cells
in a concentration-dependent manner, with an IC;, of (1 96 £Q 08)M mol/L at 48 h ARA induced significant G, /G,
phase arrest of HL-60 cells in a time-and concentration-dependent manner  Studies on the mechanisns underlying these
effects indicated that treament with ARA induced the rgpidly migrating band of ttal Rb protein, and reduced the pRb
phogphorylation on sr795 Furthemore, ARA markedly inhibited the protein expression of CDK4, and partially decreased ex-
pression of cyclin D3 and cyclin E2, but had no effect on cyclinD1 and CDK6 In addition, ARA significantly increased the
intracellular ROS level of HL -60 cells, whereas antioxidant NAC blocked the ROS production and cell cycle arrest induced by
ARA. Conclusion ARA can significantly inhibit proliferation and induce cell cycle arrest of leukemia cells Themechanisns
underlying these effectsmay be related o inhibition of pRb phogphorylation and down-regulation of cyclin D3, cyclin E2, and
CDK4 protein expression  Furthemore, ROS production may play an important role in the biological effects of ARA.
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