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EGFR Expression in Nasopharyngeal Carcinoma Cell Lines and Assesmcent of the Efficacy of Combination of Gefitinib with Rradiotherapy in
NPC. Zhu Huijun, Wang Rensheng. Department of Radiotherapy, The First Affiliated Hospital of Guangxi Medical University , Guangxi
530021, China

Abstract Objective To investigate EGFR expression in NPC cell lines and the effects of combination therapy of EGFR Inhibitor
gefitinib and radiotherapy. Methods Cell lines were divided into different groups. EGFR expressions were detected by immunofluores-
cence. Cell viabilities were detected by the cell counting kit =8 ( CCK —8) assay. The influence of gefitinib on radiosenstivity was proved
by clonogenic survival assay. Single — hit multitarget model was used to plot survival curves. Results High level EGFR was observed in

NPC cell line. Combination therapy improved NPC cell death and enhance of radiosensitivity. Conclusion Combination therapy with ge-

fitinib augment antitumor efficacy of radiotherapy to NPC.
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