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Effect of antisense KRT13 lentivirus plasmid on the
radiosensitivity of nasopharyngeal carcinoma cells

LIU Man, YU Lin-yuan, GAO Xue, SHI Ming, WANG Huan, YU Hong
( Department of Otolaryngology , the Second People’ s Hospital of Yunnan Province , Kunming , 650000, China )

Abstract: Objective To explore the effect of antisense KRT13 lentivirus plasmid on the radiosensitivity of
nasopharyngeal carcinoma cells ( HNE-1 ). Methods  The lentivirus package system carrying antisense RNA of
KRT13 was constructed , and stable expressed antisense KRT13 HNE-1 cell line was screened by G418. The cells
were randomly divided into three groups. control, lentivirus and anti-KRT13 group, and to detect the content of
KRT13 in each group. Cells were exposed to radiation of various dosage (0, 1, 2, 4, 6 and 8 Gy) , and then the
clonogenic survival and curve fitting were used for calculating the radiobiological parameters and the sensitization
enhancement ratio after radiation. The apoptosis and cell cycle changes were analyzed by flow cytometry. Results
Compared with the control cells and negative cells, anti-KRT13 cells showed obviously high values of DO, Dq, N,
and SF2 but significantly decreased o/ Bvalue and the differences were statistically significant ( P < 0.05). Anti-
KRT13 could block HNE-1 cells in G2/M phase and inhibit the apoptosis. Conclusion  Antisense KRT13 lentivirus
plasmid can reduce the radiosensitivity of HNE-1 cells in vitro.
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AR T HNE-1 40 ff i 5 5 SOt . X M o3 —
AT AE B T KRT13 A9 98 5 0] LA S i & 0H Jg
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