i
Al
il
=:

JTDE#
T TR R, EGFR-

TKI ¥& 97 B BT ARG

Published at: March 13, 2014 2013 EE 335 E 457

B E N e
' FizEMCFHENEER S ST, Fi2300060

DOL 10117144 .155n.2092-6959.2013.04 002
He-

1 2

FEVIER] FRE EETEA (epithelial growth factor receptor EGFRBFA A EEE G OB ES[1-2). G BhE
BT PN B ER S TR B S A AR A R R S R T EGF RAE B A A A PR B B B B B T B S S M k.

Xitia-

WANG Huanhuan ', MENG Maobin !

1

Abstract

FEII0ER], FEERFEFE (epithelial growth factar receptor, EGFR) #3A BT E 8 GRS 01, R
5, EEEE i ENESD o I 4 B A TR R S i T EGF RIS B R R E BB M ESHER.
ATE IR S SRR M E I B BB BN ER (tyrosine kinase inhibitors, TKis) FEAEEMMERERNFFS R A,
BRI RS T PO LAAER BT E B RIF ISR, SafEE (nld. JEREE. o) BTLAES
FHEWMFEFRE (WEGFREQFZE, EGFRENED A NERE R HREHERE Y, E3EANTHARREGFREEZ R
BEEEZETE (mutations in the kinase domain of the EGFR, EGFR-MT) B8RS IR Ep T ERFE 14,

TEEELEGFR-MTHIER, [REERGTELFEGT (T EEERMEEE R MR BR2 IR TERET. 5
FegpiEE a7 AR M RAESE AL, RN CHEETH (progression free survival, PFS) REETFH
(overall survival, O5) HEABANEIN. EAEPFsAREERR nznr EReEEX AR, mARI—
e gtz A BN SIFEERERESR AT, BEFENOSNER FitE. FAkrstE#EErnanEER
fiEa T IE AR, Fefe. RTERITEGFR-MTAIR, 10> S 6 AfMiEs A g 7 s R Am B EN 7, FEE
F A A RE S T (B TR B M R E S E T REE G, My TRLERAATHNERE, NiHEm
EERobATESMING. ¢4 T7 « BhEassy Tl g2 T-p oridP ey 84 b - ddw e e o e o b aa pen HR A F - |- H1 B Bl

I



Bl 24 (European patients with advanced EGFR mutation-positive non-small-cell lung cancer, EURTAC)RIKERRIH L
e, 538 FRIEMAEIHEEHITERES X a7 HRgre,

FEEURTACIHSE . FHEGFR-MT B LT MEHEHE RS et EEREERLT (150 my) & EHIhHE
RMRE LT (EREMESSHEME) . AT A remSEIie it T fEENERA T, A EE eSS4 -BA8tT.
FE. BAFEEIT S EERLmEL  207F EFESzmETE, 22480 (17.6%) BEFHEGFR-MT. EH 1744
e ARENBERE o, $AHRFAME, WRETT PEEESEE40E - F5 =R EGFR
TR frEE .

FERFCHPE iR, BT REEEEFDZIAE, SZMeiRa . R IR SstrPFsd AmE, RIESERT
AEFRIPFSIE M 9.71H: MtTEEE{NME 5. 2-H(HR= 037, P<0.0001). (EFRBZEHMOSHAL.: [RiFEEA
M85 R, el AEE19.57-H.

PAMTDHTERRRT XS st e, MAMEHNETTILFEIT. RIFEREENEEENEA%, ST mELT A RERN
18%. RS RE ZaE SRS EGFR-TKHEA—4 A Eia T FHEGFR-MTHIEFEIE- M RMESS (OPTIMAL,
NEJOOZ, WIOTG3405MIPASS) MIEERMA—EL BT 7 EGFR-TKHEA—& 5 Einir A EGFR-MTHIE A RFESEH
i, (EFFREEEENFESISEGFR-TKIFEE (F1) . TERERER, EGFR-THKIgT ST EEEENEER
PFSAMMER. BileEEZN WTAZHNSRENRRESRHEGFR-MTHMZEAGN A fEERRE (Rosell
201081153: Sun, 2011411540 .

ESEEME. ArEEEM e RECFR-TKIE A—Ea T AE SR BT AEEETEFHAm, W—1
ER{HZ, BEEFECFR-MTHIMNS, R RE A A MmE. EEMERE T am T EHEGFR-TKRTEGFR-

MTHIFE- R R E FR A fe A EREGT A E. ENFR2FANFL. R T7TWITOG 3405685880, JLFE- - PimE
TR IZAE A BEHMNEEERES, BTELEEMES. B OPTMALE IPASSHIFIRSEETEFRENES

., FHEGFR-TKREFM T . BAERERE. BEX—2HTHNEEP, 85%-9%NEFNFEFEGFR-TRI &g

7, REGELEEIREESEAN ZEMETAE. SR, A TEGFREFSRESmE— £ THNEETEPFSER
THBFEGFR-TKI {57 BB 1024,

% 1 EGFR-TKI—25855 # H EGFR-MTHIE/) 4 Ha ik 5

. hf 22 /% Jof ke 7 H SR A
i B EGFR-TEI , . .
EGFR-TK] FAng EGFR-TKI {bar EGFR-TKI kT

EURTAC!™ T e e 54 15 0.7 3.2 9.0 18,0
OPTIMAL ™™ it e e 83 36 13.1 4.6
NEJ002 [+ TE 2 74 31 10.8 54 0.5 23.6
WITOG 2 | = L) gl g2 6.3 — —
IPASS 2 i A I 71 47 9.5 6.3 22.0 22.0

*IPASS i B 10 5 (8 EGFR-MT MEGFRYT 4 Rt s . (0t Ak Ecdin i o d1E H EGFR-MT Y 1 #

F1 EGPFRTKI— BT ESECFR-MT BN RS EENAFARE S

P A L % R o
i'rl':' : = st - 1 :.,I\'f' = e o -EGFR.TKIC{\.Q‘:H: PF5: ":'_."';"il
- FGFR-TKI ks EGFR-TKI tkir Uit T HIPES
EURTACHS 45 7.0 13.0 13,0 "
OPTIMALR 17 65.0 1.0 6.0 —
WITOGH 16.0 12.5
NEJooz™) 41 717 — : $

[PAS S Ia 61.0 6.9 136 a




| HPASSER L A T BRali-IVL L S B PIRSET T SR RYG A, IR AL RIS I Blda e H Blal-BL LEESE H

Lok, MWERHE R RS TR S EMAS, I EEMHREEA T EGFR-MTH T TEEME. AT
EURTACEHZER, 7 dZPI5eRk T EGFR-MTHM, EEREEFARE T, fEEEEELT M EF eGSR, &1
g RS R ST R A EANT, pEL DR A nR e Rt Rt M R RS S A T B 5 EGFR-
MTREALKTEFIR AT R E 5 F R RGN T RS, BT REFRiEFEN, BRSNS ELIBIRAIRI-17.25],
WAk, R ARG A ABHRIE- R R A 0 AT T RiEre i, HERTRT TRERGER. MLHmERS TR
SHEE LR R RN FRAER, RIFRIRETR, SN ASlECFR-MTLARALKEIREE,: EE—THREH
MEFR. RERNEEEGFR-MTHENETE, EEFfMEURTACKEEREPFSER. BililEE TRt E
BREGFR-TKIET fe B m Mt E ST E, HNEH A RS EHT R E ottt BAERNAEA
A §EEEGF R-MTHIFE- 40 R A S B B EGFR-THI—EEia 7 BT .
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