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#  FDACIAE=  2lAFe s ATHA7I 712 real-time PCR test <1
therascreen EGFR RGQ PCR Kit(Qiagen Manchester, Ltd.)& 3]7}3tslom,
AARFE] A PAAE T AT HA T EE AFEF AR, erlotinibe]
7d§- FDA°I A cobas EGFR Mutation Test(Roche Molecular Systems, Inc.)
7b 7

o AAHFE F7F Ao Faddd pemetrexed/msplatm Hlal JAHLUX-Lung 3)l
A, AHFLS AL ‘%l wA/ol =g o] WANIETL pemetrexed/cisplatin &%
il A GERH (A 95% vs. 15/0, 89% vs. 6%).

- A HEFE Y A<E< EGFR TKl(erlotinib, gefitinib) A2} 2 Hvw Ak 7
go )ol

2] W, #@A A EF gefitinibrhe] FH¥ A 224 44 (Lux Lung 7)
P, AFFS  Fao 3 I AFerms UE Y
(pemetrexed/cisplatin, gemcitabine/cisplatine)#}¢] 23 H]al 174<l LUX-lung 3,
LUX-lung 67} 9o, a3 d7dolA AHFe 71% Fetsistay div Fa94
E7NE FosA AFAAL.

i3

e [LUX-Lung 39 o] A&EE wx & EGFR %A stage MB/AV A%t 344
(n=345, ECOG PS 0-1)& thdo® Fa¥ RCTIAM 71& Fesistamiel
pemetrexed/cisplatin®}e] 213 Wl Aol Al, 124 H7FA] EQl PFSOlA f9 gk
MNAE& HEbW(median 11171€ vs. 6.971€, HR 058, 95% CI 0.43-0.78;
p=0.001). 22} H7}A %<2 OS+ data cutoff A% Al median @t =934 &9k
56, 7bg Ed Az B o] 4wES afatinibwell Al AL, LR, IR - Hu) .
£5e Az w Aol o, pemetrexed/cisplatin woll A= A&7 4 )
2, QA/TE, FFdANS. A8 #E grade 3 ©]/Fe] o] dNkE-2 afatinib
ol A 49%, pem/cis ol A 48% A

e [LUX-Lung 6]7 ol A&& WA ¢ EGFR 474 stage HB/IV A dhak
(n=364, ECOG PS 0-1, ofAel)E wdez Fad¥ 34 RCTE,
gemcitabine/cisplatin £ ¥ 7 2 7 1] 5 9] 4Fol A] } H7FAES PESolA 9
g NS e (median 11712 vs. 56719, HR 0.28, 95% CI 0.20 - 0.39;
p<0.0001). 22+ H7FAEQl OSE= data cutoff AlF Al 42.6%9] A7t Abdsk
JEE bdsA e oy, afatinib ¢ median 22.171€(95% CI 20.0 - not
estimable), gemcitabine/cisplatin w* median 22.27]1€2(18.0 - not estimable) ©] %}l

+(HR, 095, 95% CI 0-68-1-33; p=0.76). 7}& &3 As #& o] Jurg

afatinib ol A} AAL LR =5, T, Hepgollon,
gemcitabine/cisplatin ol A& QLA/TE, EF AT, NI FEAETOIUS.
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Wl o=, gAokAe] L& 10)2 Y 0
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