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Lentiviral-mediated silencing of xrcc3 enhances

nasopharyngeal carcinoma cells radiosensitivity
Li Wenyu et al

Yuan Xiaolong Xu Jifei
( Dept of Radiotherapy The First Affiliated Hospital of Anhui Medical University —Hefei

230022)

To investigate the effect of xrcc3 on nasopharyngeal carcinoma cells radiosensitivity. Meth—

Colony formation assay was used to calculate the survival fraction under different radiation dose and the sen—

sitization enhancement ratio( SER) was also calculated. Cell apoptosis was examined by flow cytometry and Western

blot was used to detect apoptosis proteins. DNA damage was determined by immunofluorescence. Results

The re—

sults indicated that nasopharyngeal carcinoma CNE2 cells deficient in xrec3 exhibited increased clonogenic survival

in response to ionizing radiation( IR) compared with control cells

and the SER =1.232 3. Silence of xrcc3 in
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CNE2 cells increased radiation-induced DNA damage and apoptosis. Conclusion

The fingdings show that xrec3

may increase nasopharyngeal carcinoma cells radiation sensitivity by decreasing radiation-induced DNA damage and

apoptosis. Therefore xrce3 might be a promising therapeutic gene for nasopharyngeal carcinoma.
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