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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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Expression of MGMT and Survivin in esophageal squamous

cancer cell lines susceptible to chemo-radiosensitivity
Cheng Xu' Qian Liting® Zhao Yufei® et al
('Dept of Radiotherapy and Oncology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001;
*Dept of Radiotherapy and Oncology Anhui Provincial Cancer Hospital Hefei 230088)

Abstract Objective To detect the radiosensitivity and chemosensitivity in different esophageal squamous cancer
cells and compare the MGMT and Survivin protein expression. Methods MTT assay was used to detect the viabili—
ty of three cell lines in different concentrations of cisplatin and fluorouracil and ICy, value was used to evaluate the
tolerance of the cell lines to chemotherapeutic drugs. Clone formation assay was used to valuate the radiosensitivity
of three cell lines to the radiation by the radiation biological parameters of DO Dq N SF2 of the multiple target
model. Western blot and qRT-PCR was used to detect the expression of three cell lines. Results 1C,, value of TE-
1 was higher than that of KYSE-70 in cisplatin and 54luorouracil. TE- was more tolerant of radiation compared
with KYSEZ0( P <0. 05) . Western blot and qRT-PCR showed that the expression of MGMT and Survivin in TE-
were higher than that of KYSEF0( P <0. 05) . The difference was statistically significant. Conclusion The expres—
sion of MGMT and survivin in chemotherapy-resistant and radiotherapy—esistant cell lines is higher than that in the
chemotherapeutic and radiotherapy-sensitive cell lines which provide a better way to study the chemoradiation tol-
erance mechanism of esophageal squamous cell carcinoma.
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