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Epidermal Growth Factor Receptor and Its Resistance to

Radiaotherapy in Glioblastoma Multiforme

SONG Hai-bin,CHU Qian

(Tongji Hospital,Tongji Medical College of Huazhong University of Science and Technology, Wuhan
430030, China)

Abstract: Glioblastoma multiforme(GBM) is an aggressive primary brain tumor with morphologically
heterogeneous , characterized by resistance to standard treatment modalities including surgery ,radiation
therapy and temozolomide(TMZ)-based chemotherapy. Due to its occurrence of resistance to ionizing ra-
diation(IR) and chemotherapy ,response of this therapeutic modality is limited and the median survival is
about 15 months. Approximately 40%~50% of patients with GBM are characterized by gene amplifica-
tion and overexpression of the epidermal growth factor receptor(EGFR). In this article,we discuss the EGFR
signaling and the mechanism of resistance to radiation in patients with GBM.
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