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Abstract Objective To discuss the effect of SLFN11 expression on Oxaliplatin inhibiting SW480 cell line growth. Methods The
expression of SLEN11 was downregulated by small RNA interference (siRNA) targeting at SLFN11gene. RT — qPCR and Western blot a-
nalysis were used to detect the mRNA and protein expression of SLFN11 respectively. Cell proliferation was detected by the MTT assay,
and further cell apoptosis rate and cell cycle arrest were determined by flow cytometry. Results The expression level of SLFNI1 in
SW480 cells was reduced significantly by SLFN11 siRNA. Downregulation of SLFN11 significantly decreased the Oxaliplatin — induced
anti — proliferative activity (P <0.05) , apoptosis and cell cycle arrest (P <0.01). Conclusion SLFNI1 expression could promote Ox-
aliplatin — induced anti — tumor effect in SW480 cells, suggesting that SLEN11might be used as a predictive biomarker for Oxaliplatin sen-
sitivity in colorectal cancer treatment.
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