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Silencing RNF8 by siRNA enhances the radiation sensitivity of NPC transplantation tumor in nude mice
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[Abstract ] Objective To explore the role of RNF8 in radioresistance ofnasopharyngeal cancer (NPC) and the irradiation
enhancement effect and mechanism to NPC when RNF8 was silenced. Methods CNE-1 cells and CNE-1 cells in which RNF8 was
stably silenced by siRNA were injected to the back of nude mice subcutaneously, respectively. The model of NPC transplantation tumor
in nude mice was established. Thirty nude mice with 8-10 mm transplanted tumor were divided to two groups; RNF8+ Group (RNF8
not silenced) and RNF8-Group ( RNF8 silenced). Each group was divided to 4 sub-groups and 1 control group. Each sub-group had 3
mice. Tumor of mice in sub-groups received 4 Gy, 8 Gy, 12 Gy and 16 Gy irradiation, respectively. Mice in control groups were re-
ceived 0 Gy. Local fractional irradiation was used for mice with 2 Gy each time. Mice were killed 10 days after irradiation, then tumors

were taken out and weighed. Tumor inhibition rate was calculated. Tumors in 8 Gy sub-group of RNF8+ Group and 8 Gy sub-group of

RNF8-Group were made to cell suspension. The apoptosis rate

HESTE HEE B AEEE4 (2015]01485) were detected by flow cytometry. The expression of RNF8,
VB BAL:350025 M, 5B R B BA S5 L O O B e B S Ml nfi 3k 251 DNA-PKcs and ATM was detected in the cell suspension by

OBHCE TSR BRI SRR BT LBR ) flow cytometry.  Results RNF8 was higher expressed in
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RNF8+ Group (1.18+0.23) than that in RNF8-Group (0. 11+0. 03, P<0.01). Tumor inhibition rate was the highest when they re-

ceived 16 Gy radiation in both groups. Tumor inhibition rate in RNF8-Group at every dose point was higher than that in RNF8+ Group,

the largest gap was at 8 Gy dose point (P<0.01). The detection index of 8 Gy sub-group of RNF8+ Group was compared to that of 8

Gy sub-group of RNF8-Group. The apoptosis rate in 8 Gy sub-group of RNF8-Group was higher than that in 8 Gy sub-group of RNF8+
Group (P<0.05). The expression of ATM in 8 Gy sub-group of RNF8+ Group (49.3+5.3) was significantly higher than that in 8 Gy
sub-group of RNF8-Group [ (23.4+2.6), P<0.01]. The expression of DNA-PKcs had no significant differences between both groups

(P>0.05). Conclusion RNF8, which can activate homologous recombination (HR) way to repair impaired DNA of cancer cells,

mediates the radioresistance of NPC cells. Silencing RNF8 can enhance radiation sensitivity of NPC.
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WS, o 0 Gy S xd BRIV 2H o 2R R0 40 1) 1R 45
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4 Gy 8 Gy 12 Gy 16 Gy

RNF8+41 29.4+4.6
RNF8-4 35.5+4.8
tE 1. 589
P 0. 187

43.0%5.5

59.2+4.7
3.878
0. 008

51.6£5.9 63.7+5.6

63.6+4.5 74.3x8.7
2.801 1.774
0. 048 0. 151

2.3 MUTIR2 AHMKS Gy FIETARBTEHLL
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8 Gy FIE W41 (P<0.05), WK 3,
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ATM . DNA-PKes B RIiE L% (x5, %)

205 ATM DNA-PKes
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(18 6.234 2.430
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