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[ Abstract ] Patients with advanced non-small cell lung cancer (NSCLC) carrying epidermal growth factor receptor

(EGFR) activating mutations benefit from EGFR-tyrosine kinase inhibitor (TKI) treatment, however, most of TKI-treated pa-

tients eventually suffer drug resistant after 10-month treatments. Previous studies demonstrated that T790M mutation in exon

20 of EGFR gene would be the essential factor leading to EGFR-TKI resistance, leaving the mechanisms of which elucidative.

Current research identified that T790M is an independent, favorable prognostic factor for predicting survival, but whether it

is also a predictive biomarker for EGFR-TKI eflicacy is still controversial. Up to date, techniques to detect T790M mutation

in lung cancer have been greatly improved and the new therapeutic strategies emerged as well. In this review, we summarized

the newly updated data about T790M mutation in terms of its mechanisms involved in EGFR-TKI resistant, clinical value, ad-

vanced detection assays and ongoing strategies against the mutation subtype.
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VAR, AE/NIB AT ( non-small cell lung cancer,
NSCLC) 57745 AR A% =AY i 2 B 0o R B AR A T 7
ZAK (epidermal growth factor receptor, EGFR ) Jk[X 5845 [H
P A G 8 6 R FHEGFR- P 2 IR B BRHIN 1) 71 ( tyrosine ki-
nase inhibitor, TKI ) HEATIRY7 . 167 4R 00 BE KRB
PR IERE] ( progression-free survival, PFS ) fEK:, &2
% ( objective response rate, ORR ) &1, A= i & 155
WREsE . A X VIIREGFR-TKIAS 7 WA RAF, [HIGH
I3 B RIRT T 100 T J5 23 Y B 28 25 ) A it 245
AR R B, 6 FEGER-TKIIAYT i ik JEE 1 g
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W, S0%{FE7EEGERILN 205 4 3 4579047 s iy 2 7%, B
T790MAE K GEAE A Yttty T790MME K] 58748 (14 S A 14 Jirh 9
20 ATEGFR- TR 25 B 1 . B 5 B8 2 hmroe g
SRALIIE T RiRE 4 2R T790M IR 5875 J& G B EGFR-TKI
T 245 e 32 SR AILTR] o Bt 1 AR 5 ) 4 JR ARG U 52 AR e
B, BF9E & B FHEGFR-TKIFTAYNSCLCH M A7 /E—E
ELAI ) de novo T790MIERIZEAE ™, fiik 5| & TT790MIE[H
RAF AR L R R e . Ak, T790M
B[R 58 A5 2 7515 2 7 AR T A0 A A7 T3 A O LA B 7
FEEGFER-TKIAE ST 55 [n] A WA B 18 . AL ZS T
AR K T790MHIEGFR-TKIHZY J7 T (1) B EE A8 45 4,
) AR X5 T 79 OM 56 [R 8 AR 1) Ly U 4L =2 Atk

1 T790ME A 3T iy A& I K i Za#/L 1
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1.1 T790MIEDE 2875 (4 & B 20054F KobayashiZ ™! 1471
% HYE. W HEGFR-TKIAYT 5 20 it FINSCLC i
FHAT ZAG R R B, IR AP BR TR TR
HREGFREE 195 4P i Bk Z 4) (19Del ) , iR3 0
T205 5B FT790MEER 245, Z B E BT 1 — 4k
HAERRIRITY, K35E 2 %f# ( complete response, CR )
2841 Je BRI R I o BFFE N DK T790 M [H] 58 4% Jiit
RFE Y IR S, 2R A BT U)o 3 AR R e T A it
2, [RI4FPao 5 PI%t 6 94 2 TRUIAYT 5 s 1 JE8 11 i 9
H W /K BR A PR EA TEGFREE R 588 K60, AH LLIBYT
i, 3fIFRA (50% ) G 7 T790MEER 845 . B f5
LSSPFA YT H IR b AR A ARG I 45 AR SE T AR AR AN TE
de novo T79OMIELR ZEAE . AARHMA LR IE L[] I #5717 EGFRL
K215 #h I L8 S8RIEL PK] 58 A8 A T790M AL K 5 4% 1y i Jed
L B X TR P TRS 247 1 i B 4851 L8 S 8RAE [R] 5 2 I g 4 i
M100f% . FET LI EPIASEEMMREE R, T790MEE %
A —BOA NS F B EGFR-TKIZE K TR 245 (1) 5 5 A,
LAUR Y R N RN D RS T EZY 1PN~ IS M S E B A UE 4
TEUERA, ARl s AN [7] o ds EGFR-T K IR 24 He 3 ) g
LR HR L AT B A T790MIEH %75 . ChenZE R
ARMSFAG 2941 [E ANSCLC (86% M fifs ) Ji A3, —
YA IR L8 T-R T 79 OMIE[H 58 25 % 4148% ; Kosaka%: ™
HRIE H A - % T790MIE R 58745 2 51 50%-70%; CostaZiz!'oM)
8 5 [ £ 35 T790MIE PR 5875 32 47 4496-86%
1.2 T790MAE [K 58 78 S BT 25 i A] GEHLH] Lynch7E
20044 & B, NSCLC A i 2 BRI X A7 7E EGFRI|
J%ZE7 (19Del FIL858R ) , EGFR-TKIA] BH K = i fig ik
T (adenosinetriphosphate, ATP ) 455 5| 40 it P 158 2 R
R ZE s, Rl 21k B SRR 2 BT N E S
Mz, gLRZIENIRER . BES K E e SCMERR
18 T EGFR-TKIX}NSCLCIAYT ST AL, 20094EIPASSII
PRI S5 1IE S EGFRZE AL ) i 7] DL NEGFR-TKIR 7 Hh 4R
t, REAHIFRHEST , EGFR-TKUAYT B H M AL B4R
FEHRA I BB, (AL N 5 4g 5, PRSIEH, A&
FATE BT U R 2 . BEJSF-SIGNAL, WJTOG3405
NEJGSG002, OPTIMALFIEURTACZ JC AL . £y .
BEHLXTRE . FTREVEIG R IR HRIESE T IPASSEYZE £
20074F SharmaZs “IPEAN 401 TEGFRAY 24 4y il I
DRI RN 25 W i 2] BE DR 9878, i A0 45 19551 i i 2k
(19Del) FI21'5HM R F-458 58 Z JE MR 1 i 5871 (L8S8R ) ,
JGH EEAR20° 55N 790 2 LR v s FR /R 2R (T)
AR AR (G) , BIT790M, JLRIZKF- R HACGZE

AHATG, TENE . otk AN | B i 3 HEGFREE A
SRAF AR, 19Dl FIL8SSR 4 i 58745 B4 1190%, T790M%
H2.5% . HETHFIE & T790MIEAE B 5 H B KA EGFR
FER AL, F L 19Del B L8S8R, HFiIA WA A4z i
HRT790M A A FAE T Il A 20, ih T H B 2 R
INRPR A B K, IR RS A RE, 2028 TEGFREL
XATPH AN, FEEGFR-TKIZE/Ny T YA HEA 5L
BHTEGFRIGALAR 5, WIS 0 IrRr 4 % (i,
T EGFRJE K548 i) i 35 R FHEGFR-TKIVAYT B 3K
i, I EGFREFA: R A FHHEGFR-TKIRYT, 1
REZBEXTT79OMII G, AL B H WHEHEHFEGFR
HUESE AR IF 45 HEGFR-TKIAYT AR . X TEGFRYEFAEAY
B, T A TEGFR-TKIAYT, I EGFR-TKIZ
23 FEEGFREFA BRI & A= T790MZE AR 4K Al
H AT FUET790M L [H 58748 /& EGFR-TKIfi 24 1) 51
BLHLH Z—, HT790MHBLE I TE GRITHT) 24 (24
J7) 2N GRITTHD 212 GRYTR) 250 A41. H
HIA P FPBCE , BPARAS P A5E 2CR0 L B AR AR 00 K i R
BEIRG SRR SR A VEGFR-TKIIAY T Hif i
HHREIASLELE de novo T79OM KL 9875 | 245 F EGFR-TKIJAYT
Jo IR R R HE T T790MBEIRIZRAE , SRR PERL A IZ H de novo
T790M i A - AE T A B b Jeg A i b, 24 FHEGFR-
TKIIGYT BB WG R T X2 M BB B, T 245 24 L B
T790M HE [K 5 A5 A I A7 15 T e IF & AR HGHH, A I ik 2 58
AR M 2 2 VR FR e B o SR RAS R e
FEARYEZIBITATT790M B K 52 AR A (0-2%) , i i
iR T790M L 5 AR R m L phAh, R — B E AT R
Jiea v ARG U F T 79 OM FE [R5 AE , HIHY T fe e a2 J 11
AV TR U A R BB N TT790M LRI 248 P, S ik
PR AT — S 1 R PO A R 7 3 67 7
T790MEE[FIZE KM, /& I EGFR-TKI-naive [ iffi b5 4
de novo T79OMZE S FEARZE LM | Hge A8 ] B53K79%
S 2 [ JRR A S P 5 i 3 A9 4/ I i geE A L e T 79 0M Bk
(KI5 #4251 38% , X T ICAI: | AT S5 Fsf A 0 Ay A A A ARk
WEFE 25T 25 ML B2 %k S w2 At 1 Bt 2R Wb ot

2 T790ME [F ST 75 7%
SRR VR Jy 2 15 5 9 T790MBE IR ¢ 25 B e 45

ANHATR] o SCHRARE B9 TR T790M Ak [H 58 A2 i 75 744
TEREDN Y 4 J5 B 1% (direct sequencing, DS ) | 7%
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EAEPCRYL . P HIFHARRAE RS (amplification refractory
mutation system, ARMS ) 7% | SEJEAREHY HEPHI 928 R 40
('scorpions amplification refractory mutation system, SARM )
. BB BDBOCAE AT HL B RAT ISR BT ( matrix-assist-
ed laser desorption/ionization time of flight mass spectrometry,
MALDI-TOF MS ) . PCR-4£7574 55 ( colony hybridiza-
tion, CH ) FI'F —fUll /5L ( next-generation sequencing,
NGS) %" FERZ ik, DSHMUSHERAR (%

1)

K EHURR I, TR SR AT RAS CIE b
LSRR 420 ) T 790ME R 2878 FH MG M %
2008ﬂiMaheswaran%[l7]7F|JFHCTC-chips}J\%ﬁz‘@ﬂﬂfﬁ‘%%
B 7 E ML H 43 2 G ER R A0 A ( circulating tumor cells,
CTCs) J&, RISARMB:AGIT790MEE [ 2745, % BH B
PR 1562.5%, K FIMALDI-TOF MSEEUEFTT790M A
W, IBYTRTRAE BATE 2 A 25%-32%, %45 il idNGSHES |
THUE, A, MALDI-TOF MS. bR 38 k5B 1 X
T790MZE AL JEA T/ PEAGIN , 3B W] LAXS T790MAE X 58 15 i
Frafe B EUE AN . AR T — AU B AR AT
PLSEBUE PRI, o] DLE T RE b A 5 AR LU
ARERAKGN , ALA] PO/ IRAS | MURARAS BEA T A 5 i
AT LA B RGN

3 T790MERFE R TRyl KR EKE =

3.1 SERA ML H A MY InukaiZE KM T 2800
&, R PRU /T R T790ME PR 98 728 %640.59% , T 1
W /IVHA B T790MIEL R R AR K H8.1%, /R T790MIL A

=1 XEIRERT790MEE M A%
Tab 1 Documented methods for T790M detection

AR TP AR G, WA R T 2 R I T 790 ML K] %8
5,
3.2 SR ETRAIHI G Oxnard%E X935 47 EGFR
LR 9878 | 5P EGFR-TKIVAYT & & INSCLC H # HE 1T
TWIERLIE R B, T790MIE K 58 AR i kA T LR 5 U R
PEARSE, e M M A R L2 e DL, TR L B
Wi B RRR L PR R RN AR AL A e A
BRI, BEAh, T790MIER AR SPER] . Fhik . WOARAR
. EGFREJURIEIN AR AR | TRIZGY)Fh 2 K37 st [a]
o3 . RosellZEP 5 T EGFR-TKIIAYT I B it i (1129
ZBE, K IASH B EIRIT HT R IME bR A TP A AET790M
FEINZAE, %RAL S B RS L EGFREYUBR R AF IS RIM G,
EGFRAIMi 11960 2K 135 Z A ERET790MAL K 58742
ArcilaZs B 7 9944 %FEGFR-TKIT 24 (1 fii #85 £8
B, ORNHER . TR, B L. FESL RN EE
49 IR R ARSI B T790MIE R 58 A% . 3 1o X 14l AR AR 1)
2R (24534 ) S A T RAR K, R AN [R]R
Kt IR EGERIG P 5 R 548 1) — % 100%, - 1T T790MEE A
RAF—FRAUHNS7%, FE/RT790MEE K T ASLEA [F] FR A7
FLA HE R g S

4 T790MERF T ZFNE G EZ

4.1 7 S5EGFRTKIF T FHMAMK 201245 Suss
K FIMALDI-TOF MS#:ll T 76 4 11Ib ] /TVEINSCLC
&, RIde novo T790MIEF S5 %8 4131.5% . HRIEEGFR
FE DR GEARAR MG FE 3 34, 4393 L8S8R/19Del |

Authors Methods

T790 mutation rate (%) Detection range (%)

Pre-treatment TKl-resistance

Sequist and Bean et a/!""¢]

Chen et al®

PCR-DS/qPCR
ARMS

Taniguchi et al! BEAMing

Oh et al?? PNA-clamping PCR
Kim et a/" Pyrosequencing
Fujita et al PCR-CH
Suetal® MALDI-TOF MS

0-0.2 40-50 10-30
0 48 1
NA 43.5 0.1-1
8.2 NA 0.01
0.5 NA 10
79 NA NA
25-32 83 0.4-2.2

PCR-DS: PCR-direct sequencing; qPCR: real-time PCR; ARMS: amplification refractory mutation system; BEAMing: beads, emulsion,

amplification and magnetic; PNA-clamping PCR: peptide nucleic acid-clamping PCR; PCR-CH: PCR-clone hybridization; MALDI-TOF MS: matrix-

assisted laser desorption/ionization time of flight mass spectrometry. TKI: tyrosine kinase inhibitor.
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L858R/19Dellfft 5 T790MEE K 5 A5 LA | 3Fh 5 AE KR AT
TEM R o TES61| 4 Rl EGFR-TKUAY T I F h, HAde
novo T79OMIL R RAR K i E (=23 ) XFEGFR-TKIf W &
I 1] B S 40 TR B T790MIE R 2675 (=33 ) (K%,

fATHIPES M 51 6.7 H #1024 A, 253 EGFR-TKIIA
Y7 1 T 4L B 3 19 HR 37 PRSERB AR F JGEGERYE 14 28 748 1) &
# . REAEBAEGR (overall survival, OS ) Jy1H —4H¥%H
25, {HEGFR-TKUAGYT B T790MBH M 8 4 1 FHEGFR-TKI
ST R, RIIZ ST I A de novo T790MSE [K 58 48
JEEGFR-TKI 7R I K . Roselle5 > 1 % BIGY 7 i
A T790MZE AL FITC 7S (B (IPES 4331y 124~ H #1184~

(P=0.05) ,

Fujita % MKl de novo T79OMIER S 757 58 A5 A Hi il
EGFR-TKIVAYTIF AL, (H 5878 5 B Xy 7 &40 SO 7E .
TEIZA T AR R v A 52 1 07 20OF T790MABE R 58 742
Ay SR PR . Hr R BRI IS T790MIE R S8 75 4, 45 5 ik
N, R R R AT RIS R S A AET790M AL A
KA E, R BH AL RIRYT RGN TE (time to
treatment failure, TTF ) “H9 A M ILE LT BEFHE 7,
THRZMEG 2R MR A
T790MME A 58 A8 i B | v B8 B A TG 98 248 f K I TTF
GER4 S AL 7 A7 (P=0.001,9)

B — /N FE AR A i T8 D0 R T T e 1 R
T790MAE R 7878 S EGFR-TKY TR FR o ook A 36 [
1 Oxnard % 3 2251 LI - LI fif gt 2 40 2 R A 55 15
SURIE R JE A TR D SOR 5 B BRYT . R IIXTEGER-
TKIAYT S A BFINSCLC R ( TKUR YT 45 05 B
RAEMIEF ) T79OMIERIZEAR AL (0% ) , i i Bsf 1]
FIRINSCLC ( TKIGYT il A8 s K A= ke # ) T790M
JEIR GAR AR EIR67% o] % i Becker 2 AR T 144511 b
EGFR-TKIGYT 5 RGP 1 il i 8, X Se i 28
W RHEAST G PR R A s il g, )5 28R FHEGFR-TKLIR
ITIG, T RGREN 722 f# ( partial response, PR) | %Y
1€ (stable disease, SD ) FlEiEE ( progressive disease,
PD ) 55 ksl . 7HIFM], FHAT790MEL R 5848 ¥
GRS L RIS XA R TERI IR EGFR-TKIR YT A
AR E T, PR FEGFR-TKUAYT & A it 245 F B IF:
AJRBRTT790MEE R 58748, AT REA HH Z N 25416 2 5
Hrp,

4.2 RS REELAE A ILT790MEE K 574 5NSCLC
PG M SE R IR 45 Fe 5 — 5. Oxnard %™ % BLS8 4]
EGFR-TKIVAYT M 24 J PR 395 A6 114 28 3 v o TR 28 48 £

HAH H A5 T790M I [R 58 45 1) £ o 1 8 J 1 LB A7 B
(] B 3B (194 vs 1245, P=0.036), UramotoZ i
%2 1 1919 EGFR-TKIN 2] (8 F LEAAE DL, KIAFAET790M
FER AR (n=8) MSAELEAFARN86.7%, 1fiJCT790M
FEH AR H A4 R13.3% . EGFR-TKIYRYT 5 B it
SRR, M rh A5 T790MSE AR 35 AR XTI 4 1) Ji
AT g 5 Z R R ARG . O#EAF T790M 1 EGFRAE [K 58
AR ML A ;. @TET790MEE R 58 4% (14 g vh £ 4F 3L
B 2P (METY 1% ) | A RRRIRATE 2808 &
ikt 25 F A B IR RN R 52 s QJE 2aRYT 25 fE
H (T790MIE R 2845 F 3 7 R FHEGFR-TKIEC 5 4L I T 25 4)
WOR G EA0YT , TZAST 25 I] 5 X6 i 24 e o 7 &4
i) B,

5 — T 6T RAR B i 25 A6 0 2 B R, 61461
ST Im PRI A2 AU BGERIE AR (1) 4 vh 14 E 245 T R I
(TKU52Y ) WA R Ak (et he R ) o if
98 R I P 2 R G Y R R AL FE EGFR-TKIVAYT i R
o 1 FEE IS (] AT S 7 o S IR A A A E % 7%, (H S I iR
HUR A A T790MIE K J8 AR JOAH DG, BB 52 R
55 IO 2 S TTOOMBE R SR AR 443 51| Ry SS% F1S9% %
ST I A ) - A2t FEGFR-TKIZ Wi 24 )5 3 2
(R I SR IR AT T T S U B i JiE AR X R R
50T PR kR AT RE 5 T790ME [K 28748 T K

5 EGFR-TKIfi{ 248438 77 SR B

H Fi A Vs S o i TRl U, AT AR A 8 A8 2 U A
FRAPFRE, AT B ] L PRIE G 0 N EA T A BT Xk
HI9ATT o Yang 5RO 7o il i 1) L g £ 7 4y ke 2
Al RAE R 55 D 20K EGFR-TKIR Y7 2 W A 2 i) i e
e R o3 PR i | 2 i SR ARy i e, A A
[ R IEARIBUL YT 4k 2L TRUA YT M TR G R G
TN FIIRYT SR M Ak, S FHLEIIT &, EGFR-TKI
it 245 02 Z2 A R R LRIV A R 455, X SN Z U FFT790M
FENZ A METH 1Y | IFAIEAE R A (hepatocyte growth
factor, HGF) ki, G AKX Z /A (G-protein-coupled re-
ceptor, GCPR) ik Ko /NI i 4 AL 2 & L
il Z AR AFAE S UG, [ AFEGFR-TKIT 25 Ll S
grid e, DGR 32 S 25 AL Al R R 2, RIS
AIRTT AN, S IREGFR-TKIf 2}

IETEZIRA P IR T RN AL 45 A T EGFR-TKIR YT |
EGFR-TKI 5 EGFRYUAIK GIRYT . o FHAE S T790MA1 ]
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FRNFNR AR S 0 0] S 1 it

5.1 AR EGER-TKI T790MILK %75 fH A% TEGFR 5 EGFR-
TKIFZS G ECH I TEGFR Y HALARATPHEFT), Fe2
TG BHLTE GERIEFR L B/ (015 5 4% i S it 250
PR A AP 0 I EGFR T BB v AR 4K A& i 25 1) 7 A= . HL T
We s Z A P8 J¢ . Dacomitinib . Neratinib, XL647
S BTy e SEEGFRAFIErbB2 [ AN AT i TKI, —Jipif ik
B L RANGYT H AR R sUmig B e fl— . —4kdb
JEIRTTRIUNSCLC | KA . 1T/ TTL I PRI 36 445 SR ) i
TN, GRS VAR I (BT R HPFS 3.3 1, e B
1A T ORRAER I e 2 £ R 41 43 31 Sk 7%
F11%; PFSFIORRIEMAL A1 A G142 5%, (HOSKA
BH & 2% % . Dacomitinibj&—F A 1] I EGFR . HER2
FIHER4YTKI®Y . —JfiDacomitinibiG 7 Z B2 1> 1
UALTT I HJE & 2 Je 69T R I NS CLC i 35 Y TLI I K
WEE s, el Al PR R E T, 3ICAPR, 354
SD, Neratinib/&7> ErbB ( EGFR, ErbB2f{IErbB3 ) A ]
TKI, —IRILIG ARG 3 A 2 1670 B INSCLC
Y945 Neratinib [T IR G977, H P AL & BE A 32 2 EGER-
TKIARYY HAFFEEGFREAEE , B M2 EGFR-TKI
BT HIJCEGFRIEALF , CHL N A K432 EGFR-TKIIR
7R R A, AR BIRRI R 3%, XL647HEAN AT
PRI EGER . HER2 . VEGFR-2HIEphB4" | G5y 45
J AR RXL647REHNTHI L8 S8RIK 5 T790MAE PR 5742 11 g A=
Ko —TETFXL647 ALY PRI, 12334175
B s e g B R iR TT 34 R R AR i SR
NSCLCHEH T, 126 (67% ) fFIET790MIEH Z4E, H
XL647 (300 mg/d) JAy7)a, (BRI, ZEHEA
W, EGFRAPMEF1961 , I3 JCT790MME K 577 5
I T790MEER 58 BHVE ) £ 35 T — 2, R a2~ H
WHERE ., 25 BTk, Br— R R EGFR-TKIZ )47 5
HAL2%-79%7 5] BGFR-TKIAH HL I35 A5 1 R B i
I R 3R 4 o

5.2 EGFRINIFI YRS ATl EGFR-TKIZ) ) 177880 2%
SN, AN A B 45 3 S X EGERAI AR P 14 71N 43— 41 il
R ISR I SR YT 2 75 AT LA ST IRT790MIfif 245 7
201 TAF S [H 1l R 8 244> ( American Society of Clinical
Oncology, ASCO ) Rl T Py R &0 28 R biiG T
EGFREE[R 5878 () 75 AR Je sl Jei& B e ia 7 i Ji I 1 e 1
NSCLC (2011 ASCO Annual Meeting, Abstract 7525 ) A{%%
B, TE3FIAFAET790MIE K 545 1y £ vh al PFAN YT ALY
A3, FHA3341 (94% ) Beia BIFER, ARCEEHRS1%

(18/35) . 18I T790MZEAE (VLMY £ 3 el PRI T ALY
166, Hro4% s 2, AR NS6%., RLER
/N, 90%L) FAYEGFR-TKIH 24 5 BEME B v 45 e B
PO ERHIRYT e, ATy Se IR 25 R iy
PR, (BT S R o 45 SR A e — 29T UFE 5K .
5.3 TKISMETHIHIFIEES 20074F % BIMETY 18 2 5
EGFR-TKIFAGYET 2540 5 19 55— HLik . wFgete™" %k
i, EGFR-TKIfi 25 fNSCLCH K 24 5%-33% [E] I 17 7E
T790MAE K 288 FIMETY 3, [F] I {i FJEGFRFIMET )
IR AT 2 Ht w5 v IR TN Z5NSCLC YT . X 5 3 i
T /N BRUBEARL (e 0 L A T790 M [K] 58 48 FIMET 4™
) UESZ AN I T790M I K] 5 A8 s A i METH™ 4 I A
R g B @ 4 /N, IS 400 ol 38 AT LA fof o ) I8 44
/o BRTAESE H A AT METS 5 540 i 70 G046 /N o410
HIFIAARQI97 . SGX-523, XL-880, XL-184FI4HLMETHL
P& ( 4nPF2341066, FiclatuzumabffIRilotumumab ) , Sequist
SRR R, JEIR R B4 ARQIO7ZL B 1) Hh 3, PES
H38H, B REBG LR A 2.6 A (fElki T
HR=0.81, P=0.24, #$1FHR=0.68, P<0.05) . J5%i34flJE
B IRTT R £ 28 R & B R B ARQII7IRYT
4, TE2MFIFTIEM 700 8 BE2f5IPR, 9fISD . 2
BIPRIE FH A METY 3, Ui EGFR-TKIsjfA Y7 2k I £
FHHIMET/N il AR G B 5 . MetMAbJE REFRF
PEGE G METSZ AR B SN B FC EDTUIR, 20114EASCO4ES 2>
Al TOAM4SS8g i 75 45 5 (2011 ASCO, Abstract 7505) ,
MetMAbEK & 42 L n] ] 1B $2 M MET KA FHYENSCLCH
HIYPESHIOS, i i I B E T KU FRARIE 345, AT WL TKI
EIMETHIHIA G A B —Fa R

5.4 T790M4FSEPETKI 24 K A 33 EGFR-TKIH: 1% 45 36 3| 7
W ROE, EEE T R R AN M I T790M A
28 A8 AT A7, H TR 0T 790 M3 PR 53 45 45 S 1y 410 )
FI4NCO-1686, AP26113 FIWZ40021F 7 #E47 I R i AL
W/ IR SE . CO-1686 & —Fh I . M. N+
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