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EGFR #=FER A TAMBEIZB VT, EGFR Fr ¥ % —FHEK gefitinib {2
X LB BHF 2R 308, BE. ZhbDER SN TItEEZBET 5, MEEED
AH=ZXLMREAD—BI L LT, HEK293T HIfICBFAR (WD E/mixZERA (L858R)D
EGFR 2##A L, #FIZx L& 512 K-Rasl2V 2# A L7, EGFR-WT %5 7= 293T
IR TIZBMIRE & [Fkk, gefitinib 727E T T2 EREMBIZIRIT R A > 7223, EGFR-L858R
PRS- TIIER2BRZ M E D -, 2 EGFR-L858R & K-Rasl2V 5 & H A
L7-#ai%, gefitinib FET CHMAIRETH o7z, X BICKREE EGFR 2 REB T 5 ik
ARk PC-9 IZ K-Ras12V 2 RH S8 5 &, gefitinib (2L L7z, gefitinib & E5H& D
Erk & Akt ®V VEBM{EDOETIX K-Ras BERICE VKL=, ZhbDRERIZ. EGFR Tt
D T F NGy FDIEMLERD gefitinib Witk % 58§ 2 AREtE 2 RE 5 5,

X EERKRODERSR

AR IR IA B Gefitinib i BE M % 7+ EGFR REFERBIEME O, Gefitinib i
MEAERERNLELOTH D, AHFESE bid, HEK293 MR IC AR I L RR (L858R)
O EGFR EHE~Y # — % MAL, %EFICIIEIC Kras 12V Z¥A L THIatE AR Gefitinib
BEHEROS L 0 RURNVORN R T o7, B4R EGFR 2 R3S ¥7c HEK293 #EBE R
B & FREIT. Gefitinib 12 & 2 T E &R SRM 27223, EGFR(L858R) #RHEI ¥
W I E RS AR L, & 252, EGFR(L858R) & Kras 12V & FHIZRBELTY
Z M1 Gefitinib FE T CHLHMETETH o, & HIZ, RREEGFR ¥ R4 5 RS
Badk PC-9 Iz K-ras 12V # R BLE 5 L | Gefitinib iCEZ R T &L D iTi2 o7, & 7= . Gefitinib
BE#ZICRbN3 ERK & AKT 0 Y VEEDETIE, Kras 12V REHICLY WELE, Zh
5 DEEHN L, EGFR THOD Y 7 F A5 FOEHALS Gefitinib It 2 HHT D T REME A3 R
hi,

PLEDE 3 iz, ABIEEIE/MBIANE O Gefitinib 1233 5 ML HHIC. EGFR £ b Tt
B A EFOTLAEET B AFMITRLIELOT,. BED BHERR LB,
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