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5-FU is widely used in clinical cancer therapy. 5-FU induces DNA double-strand bre
aks (DSBs). The aim of this study was to learn more about pathways which are involved in the repair of 5-F
U-induced DSBs. Cell survival after drug treatment was examined with colony forming assays using Chinese h
amster lung fibroblast cells, or Chinese hamster ovary cell lines which are deficient in DSB repair pathwa
ys involving the homologous recombination repair-related genes BRCA2 and XRCCZ2, and the non-homologous end
joining repair-related genes DNA-PKcs and Ku80. It was found that BRCA2 was involved in such repair, and
might be effectively targeted to inhibit the repair of 5-FU damage. Observations showed that a knockdown o
f BRCA2 using small interference RNA suppression increased sensitivity to 5-FU in human oral cancer SAS an
d HSC3 cells. These findings suggest that down regulation of BRCA2 might be useful for sensitizing tumor

cells during 5-FU chemotherapy.
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