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WFFER SR O EE (3 3C) : To clear the direct role of mutant epidermal growth factor
receptor (EGFR) in tumorigenesis, wild and mutant EGFR expressing cells were established
using leukemic K562 cell line expressing no endogenous EGFR. These cell lines showed
gefitinib—sensitivity, however, the EGFR T790M mutants expressing cells were gefitinib
resistant. These results suggest that cells with wild or mutant EGFR are suitable for

identification of oncogenic mechanism and mutant EGFR—induced addiction.
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@ Imatinib treatment for gefitinib
resistant epidermal growth factor
receptor-mutant lung cancer
Tatsuro Fukuhara, Cezary Jan Treda,
Tomohiro Sakakibara, Akira Inoue,
Masahito Ebina, Toshihiro Nukiwa
American Association for Cancer
Reserch, Annual  Meeting 2012,
Chicago.
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