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Effect of Sulforaphane on Decrease of Drug Resistance of Colon Cancer Cells to 5-FU via Regulating Bax Expression
GU Wen-yan, LI Li, WU Min"
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[Abstract]  Objective: To study the chemotherapy resistance reversal in colon cancer cells with 5-FU, screen the
target gene Bax associated with the above reversal process and study its mechanism. Methods: SW-480 cells were cultured in
vitro, the cell viability was determined by CCKS8 assay. The impact of SFN on the apoptosis of 5-FU-based colon cancer cells
was measured by Annexin V-FITC/PI method. The expression levels of Bax, Suvivin, Bel-2, p53 and caspase-3 genes in SW-
480 cells were determined by using RT-PCR. The expression level of Bax protein was analyzed by Western Blot method. The
down-expression of Bax in SW-480 cells was performed by the transfection of pcDFNA-Bax plasmid. Results: SFN could signif-
icantly induce the inhibitory effects of 5-FU on the proliferation of SW-480 cells. The apoptosis experiment displayed that the
apoptotic rates of SW-480 cells in 5-FU group and SFN + 5-FU group were (36.76 +4.29)% and(51.10 +6.34)% , and
there was a significant difference among them( P <0.05). A RT-PCR experiment results displayed that Bax might mediate SFN
in promoting the apoptosis of colon cancer cells. Western Blot results showed that the Bax expression in SW-480 cells treated
with the combination of SFN and 5-FU was greatly increased compared with 5-FU alone( P <0. 05). The trasfection of pcDFNA-
Bax plasmid could greatly down-regulate the Bax expression in SW-480 cells, and significantly increase the inhibitory effects of
the combination of SFN and 5-FU on the proliferation of SW480 cells. Conclusion: SFN by down-regulated the Bax gene
expression enhanced ability of the resistance of 5-FU to colon cancer cells to chemotherapy, and promote the colon cancer cells
apoptosis.
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S5lpE 20 b Bax ik, KB Bax LR IKFFEANT
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