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Experimental study on effect of TNF-a on reversing radioresistance in laryngeal squamous carcinoma cell”
ZHU Sheng-ming , SONG Shi-mao, WU Feng, et al.
(Department of Oncology, Taihe Hospital Af filiated to Yunyang Medical College, Shiyan, Hubei 442000, China)

Abstract: Objective To investigate the effects of TNF-a on the proliferation.apoptosis and reversing radioresistance in laryn-
geal squamous carcinoma cells. Methods (1) The proliferation impacts by TNF-a on the radioresistant laryngeal squamous carcino-
ma cell line Hep-2R, which was established in previous study,was determined by MTT method; (2) TUNEL assay and flow cy-
tometry were performed to investigate the apoptotic rates of Hep-2R cells; (3) Real-time polymerase chain reaction (RT-PCR) was
used to detect the expression level of apoptosis associated gene baxa mRNA in Hep-2R cells treated with TNF-a, TNF-a-radiation
combination respectively and in their blank control; (4) Clone formation assay was carried out to investigate the radiosensitivity
changes in Hep-2R cells when TNF-a was used; (5) Transplantation tumor experiment in nude mouse was employed to determine
the impacts on radiosensitivity of Hep-2R cells by TNF-a. Results (1) TNF-a suppressed the proliferation of Hep-2R cells signifi-
cantly and the effect was dependent on the drug concentration and 400U/ml. was the preferential drug concentration. (2) The re-
sults from TUNEL revealed that the apoptosis rates of Hep-2R cells treated by TNF-a alone and TNF-a radiation combination were
increased significantly comparing with their blank control cells,and consistent with these results, the data from FCM displayed that
the apoptosis index of the blank control cells,the TNF-a treating cells and the combination treating cells were 1.24-0.3,3.640.5
and 6. 6+0. 7, respectively,and the corresponding apoptosis rates were 10% +1.3%,30% +2.2% and 55% £2. 7% ,respectively.
These data from apoptosis rates and apoptosis index were different significantly among three group cells ( P<Z0. 05). (3) The ex-
pression of apoptosis associated gene bax was more up-regulation in Hep-2R cells treated by TNF-a alone and TNF-a radiation
combination than in blank control cells. (4) Clone formation experiment results indicated the radiosensitivity of Hep-2R cells was
dramatically enhanced by TNF-« and clone formation rates from blank control cells, TNF-« treating cells, radiation treating cells and
TNF-e-radiation combination treating cells were 100% ,80% 43% ,58% +2% and 39% £ 2% , respectively. The statistical differ-
ence were significant ( P<Z0. 05). (5) Transplantation tumor experiment showed that the tumor inhibition rates of Hep-2R by TNF-
a treating, radiation treating and TNF-a combined with radiation treating were 15. 2% +1. 9% ,35. 4% +2.1% and 55. 1% *+2.
99%4. There were significant differences among them (P<C0. 05). Conclusion TNF-o may greatly enhance the radiosensitivity of
Hep-2R cells via inducing cell apoptosis and inhibiting cell proliferation.
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DO OSBRI AR . A S 6 ] R 8 ML S0 S R P A
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