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Experimental Study of the Effect of CXCL12/CXCR4 on the Radiation Sensitivity of Colorectal Cancer Cells. Meng Xiangyu, Wang Da-
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China

Abstract Objective To test the hypothesis that CXCL12/CXCR4 axis is closely related to the sensitivity to radiotherapy in color-
ectal cancer cells. Methods CT116 cell lines were cultured and treated with exogenous CXCL12, AMD3100 and CXCLI2 + siSurvivin.
The cell Survival fractions, LDH, Caspase3 and Caspase9 were detected under the radiation therapy. Results We found that decreased
cell Survival fractions and the increase of cell death induced by radiotherapy were attenuated by CXCL12 treatment, and inhibition of CX-
CR4 promoted colorectal cancers cell more sensitive to radiotherapy. We also examined the critical roles of CXCL12/CXCR4 in cell sur-
vival and found that radiotherapy facilitated the expression of Bax and activation of caspase —3 and caspase — 9, which was reversed by
CXCL12 treatment. Cell apoptosis was enhanced by inhibition of CXCR4 under conditions of radiotherapy. Furthermore, treatment with
CXCL12 resulted in the increased expression of survivin and the inhibitory effects of CXCLI2 on radiotherapy — induced apoptosis were
mitigated by survivin knockdown. Conclusion These results indicate that CXCL12/CXCR4 protects colorectal cancer cells against radio-
therapy via survivin, implying an important underlying mechanism of resistance to radiotherapy in the treatment of colorectal cancer.

Key words CXCL12; Apoptosis; Colorectal cancer; Radioresistance; Survivin
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