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G-CSF enhances the cytotoxicity of arsenic trioxide against myelodysplastic syndromes cell line SKM-1
LEI Meiging ,LUO Xiansheng yWANG Zhiming” ;SUN Ling feng ,
YANG Xiaoyang ,YU Feng ,CHEN Xiaoxia
(Department o f Hematology ,Central South University Xiangya School of Medicine
A f filiated Haikou Hospital s Haikou, Hainan 570208 ,China)

[ Abstract] Objective To investigate the effect of granulocyte colony-stimulating factor (G-CSF) on ar-
senic trioxide (As, ;) induced apoptosis in myelodysplastic syndrome (MDS) cell line SKM-1. Methods Dif-
ferent concentrations of G-CSF (10,20,40 ng/ml) were co-cultured with SKM-1 cells for 48 h, with no G-
CSF as the blank control group,flow cytometry was used to determined the cell cycle combined with propidi-
um iodide staining. The cells were pretreated with 20 ng/mL G-CSF for 24 h,and no G-CSF as the control
group. Then different concentrations of As,(;(2.5,5.0,10.0 pmol/L) were added to the experimental group
and the control group for co-culture for 48 h,Cell Counting Kit (CCK-8) was used to detect cell proliferation
and Annexin V/PI kit combined with flow cytometry were used to detect apoptosis. Results 20 ng/ml. G-CSF
was a better concentration to promote SKM-1 cell cycle to S phase (P <C0. 05); CCK-8 assay showed that
As, O; +G-CSF inhibited the cell growth more significantly than that of the As,O; group (P<C0. 05) ;apopto-
sis results showed that the apoptosis rate of the As, O; +G-CSF group was significantly higher than that of the
As; O group (P<<0. 05). Conclusion G-CSF can enhance As,O;-induced apoptosis by mobilizing SKM-1 cells
into S phase.
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