Journal of Chinese Oncology,2020,Vol.26.No.9

Aifi 22 2B 1) 25 4070 Ty i 8 = PO i 25 4 =

KEA 2R F2 EEE R B2
(1. K REFBEBE TLT5 F 50 210009;2. 785 B Ko7 B 24 B, 2R o o IX s P2 e
L5 At 210002)

OB ARk R R A YT U T AR KU RS, 2 Rh 4 OK B R ek 2R Ok B,
MET .Her-2 . RET . KRAS .BRAF .NTRK .MEK .TROP2 it ik FGFR i B 5 % 55 . &0 % g 4n
RO )2 R GT o B BB A A2 B ) R T — B B[R] SR A A S AN T sk A b s B 1)
AT 243 (1) 1) R8T, 4 SO il 9 R 1) 245 0 9 9 v 4RI R SR 24 4 A R — 2RA

FEBAR - MR ¥R R YT T T 2Y

FES S R734.2 XEkFRIRAG A
doi:10.11735/}.issn.1671-170X.2020.09.B015

XEHS:1671-170X(2020)09-0826-07

New Targets and Drug Resistance in Targeted Therapy of

Lung Cancer

ZHANG Tian-1i'?,ZHAN Ping®, LV Tang-feng'?,SONG Yong'~
(1. Medical School of Southeast University ,Nanjing 210009, China;2. Jinling Hospital Affiliat-
ed to Nanjing University School of Medicine ,Nanjing 210002, China)

Abstract ; Targeted therapy of lung cancer has made great progress in the past decade. Based
on the discovery of novel targets such as MET,Her-2, RET,KRAS,BRAF,NTRK ,MEK, TROP2
over-expression and abnormal FGFR pathway, new targeting drugs are emerging for lung cancer.
But drug resistance always occurs soon after the new drug developed. The mechanisms of drug
resistance includes primary resistance and secondary resistance,and re-biopsy plays an impor-
tant role in discovering the mechanisms. This article summarizes the new targets in lung cancer
and characteristics of drug resistance in targeted agents for lung cancer.
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1(ROS1)% , &1 %t ALK [ROS1 I [i1] 25 4 E2 #F A I
PRI T —E R HE R 3 JLAR 57 A9 9K 3l 2k DXL AN I
PR B, T L2 PR DB O B T BURE [ JR A B (veraf
murine sarcoma viral oncogene homolog B,BRAF)
RET. []J5t— b 5% 244 ffd 5% 1t P ¥~ (mesenchymal-epithe-
lial transition factor, MET), J5ij & K A 98 3 f A= K
Kl 73244 2 (human epidermal growth factor receptor-
2,Her-2) Kirsten 5 4 % A4 5 J5t i 5L D[R] O 4
(kirsten rat sarcoma viral oncogene homolog, KRAS),
PR 22 IR I AR P (neurotrophic tyrosine kinase,
NTRK) flf . 22%4)50% 108 RS 1 (mitogen-acti-
vated protein kinase 1,MEK1) 2 K %€ 48 55 7 fifi i &
A S R B ML 22 i I, LA sk S A R
AU )Z R TS , (EJR Bl 22 T O A T 24 [ el 41 71
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1 METERERE

MET B4 T AZE 7 5 R AR K (7q21~31),
T 21 AR AR -Met 25 F1 2 40 i A=
A F (hepatocyte growth factor, HGF) 9 i 2 i 4
fiti Z /K JHGF 5 c-Met 45 G906 AR 2 T f5 =il #%
PE SR H 3 5 AR R S A AR AL, o-MET 38 f#
S IS 2 VTR AR OG5 530 %, e 0 bR 1 2k 1R ZE
5% . MET 14 5h i FBEER 52728 J2 MET B [H 535
1y ILIE =,

MET14 5h . F Bk ER 58 28 £ % 4= T NSCLC, LA
I g RIS AR R R B 22 L, T R v ) K AR R
N 3%~4%"?', MET-TKI1 43 % T #4F0 1AL, 1 7Y TKI
145 7e B JE  Capmatinib . BV e FIR F & e
II %Y TKI £ 4F < 1% £ JE Foretinib Merestinib %
Paik 5% B 4 ) MET 14 4b 2 F 58728 5 9252 50
e B e 5 R e iR 9T, 1 B 58 4 92 f# (complete
remission, CR) ,3 5l #8 73 2% fi# (partial response,PR)
W58 & Bl MET14 4h . 7 % 22 5 EGFR KRAS,
BRAF ALK ZEAZH Fx , Horp 1491 i P 96 o Jis 5835 i
JH a5 JE Jim IR 4 /1N 280%™, 2016 4F- 3 [ I R
JiEE 225 (ASCO) K23l 1 e e Je il Capma-
tinib 7EVA Y7 MET 14 B ER 2 22 fifi 9 £ 5 1097 20, P
HRAEARCE (overall response rate, ORR) 433l 4
44% 31% , PR 72 1 3% (disease control rate, DCR) 43
BN 100% 81% , .78 R4 BRI IR 772> Bl
SEAHAZAE 2019 4F 3 EESEMT T M2 (American as-
sociation for cancer research,AACR) K& FiRiE T
[ 7 TKI IR JEIRYT MET 14 BRERER: 58728 1 1 401
NSCLC #6455 ,ORR 2 54.8%,DCR ik 93.5%", #X
115 EGFR i i ALK il % —FF, 4552 L [iR 77 1Y
S 23 AN AT R S B HE R . Heist 45
il T 1 ) MET 14 42 7 D1010H 5722 4 i 391 9
NG B g A, RS2 s R IR YT 8 TS
PR, PTG R & IR D1228 278, kil 1
] MET14 28 72 8 & 1k ve w3 Je i} 25 )5 % 3
D1246N %72  $7R 5 ARTHPETN 2540 5™, Ou 25 10F
FEXF L T MET 8b 2§ 14 2872 1) i 9] NSCLC %%
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% % MET-TKI 34 ¥7 Tif 25 1 /5 ctDNA Z3 #r, & 8
MET Y1230C 228 FEER 8 - Ft, wlRe S 3R 45 PRt
Z5H15¢ . 2019ASCO K £x |, Robin 55"V 5E J 3Bk
Z MET #ik 5k RAS i& 78 8 0 $2 /8 MET-TKI 38 J7
ORI, W] e R & PR 25 4 06, Hop MET Ik 3%
K4 4% 52 TKI 677 ORR & 0,KRAS R4 i ¥ ORR
ok 05 55 A, 38 2 5 1) BT 335 3 B A NGS J3 B A& 88,
A 22%(2/9) ¥ HH MET D1228N 5 HGF 4" 1 |,
PR 5 RAF R 2540 5, 38 43 43 B it 2 WS DC R 9
XFREAKE I & B, 3X B AR A5 PE i 25 5 RAS/MDM2/
EGFR & 72 #4306 A1 5¢ . Klempner %5 "2 8 T 1 {4
MET 14 275 i 40 NSCLC /i % , #EMRA T & TKI
wE R G BRI A TR RIS e )5 1
B A N R 2 S S W B N D B o U 0 E 737 N O i
TKI it 25 1) MET 4 . 7 14 2878 1 s 38 n] GEX) 11 7Y
TKI fgk, 1A TKI o] 5o fil 1% TKI (T 245,

2 Her2 EEZRT

Her-2 32 {48 i3 5 H Al ERBB 5 1% 52 1R 5 7]
P55 S I8 — R AKPOHAE , 5 3h PI3BK/AKT Fl MEK-
ERK Rl {5 5 38 B% , 76 I8 40 i 53 £k 38 58 R 78
AR R AR

Her-2 5875 7E NSCLC H & H: 2 29%~4% , LA &
PE AR A il R 9EE £ WL Her-2 20 41 T B9 4 A
R Ry FEGEAZRAIT A Her-2 PGS 14 1 4
B TR VU BE 1K Tyr776-Val777-Met778-Ala779 i A
G776 (G776 (YVMA ) ) [ HE [N 58 48 7] 5| 2 i 25 7% | iX
FEAR AR B 1 R A 1m0 i o K e ) 70 1
FH o FEG R B2 2R BT RIBT 7L B JE 697 Her-2 58
A% NSCLC J7 %% K 4 ,2018 4F NCCN 15 R HUH T34
JrafErE s — 3 I R A 5 o T-DMI (il 22
PRIAHT- R IHA B )IG ST Her-2 BH VR 987 19 SR
HREN 44% , AL PFS R 5 A H |, A r 5 2k 2%
BFE R 4 4, s R, 2019 4F NCCN f5
F L AHERE T-DM1 JH TR YT Her-2 2872 A1 NSCLC™,
2019ASCO # 3 M i 5 e i) fee B Ak o it Jee i ngs %
JE ORR 4 31.7%, Wi REL & f@mtmlhy 7 ),
i PFS o8 6.8 N H , AN RN 45 W12 56 E T
M S A N BA 25347 Her-2 20 412 F %78 NSCLC
BE BTG RN, — T A JE BT Her-2 4b
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1 20 =78 NSCLC 4 11 31l PR A 97 45 1 s |, 12
il % 8 FEIIF ORR il DCR 4351k 50% 1 83% , %
e WA R ) Her-2 A T 12591

3 RETERART

RET JEHE A7 T 10 5 e AR KB T —Ff i
A (10q11.2), i 21 MM RFAH R, RET &2
FH RET &P G fith 1) —Fofr i R 08 it 52 4, mT oo P AR
5582 REE A 07 = M PN DO R A R AL R
A5 o A5 3l s, T A0 A A= K Angr ik . RET 3£
AL o Rl 28 Yy AR 22 R e (0 R A R e

£ NSCLC "' ,RET fil & &84 19%~2% ,
PL KIF5B-RET Filt & 5875 fie R 8 UL HoAth Rl 5 28 728 411
& CCDCO6-RET NCOA4-RET . TRIM33-RET filt &,
BEXT RET il 5 28 22 (41 1 50 22 Sy 22 88 R 2 IR VK
fiEg A 0] — 39 11 3 R BT 95 98 A 25 i RET @il &
R 715 1) GG 30 il MR R, R R TR R B9 ORR LN
28%(7/25), " {57 PFS } 5.5 4~ A , I H.ii TR 1%
JeH S % AT 20 B A R RIVE R
H 19 11 (73% ) 835 TR 25 ) A 1R B g s 9 20 1) 10
JUBE At & & — b 22 B0 o % 2 B R 1 5], — IUAE
i AT Y I RO IR 2L g A 18 5] RET %272 1
HE e ) NSCLC #55, JLiEfh )¢ ORR 24 18% ,DCR
M 65%, T; PFS k4.5 41,08 K 11.6 ~H ,H
5 5] KIFSB-RET Filt 5 8 35 o — 191 % WL 22 ik , 2 191
CCDCO-RET il 5 £ 35 Mg (R FR 45 /1N, 1 6] MYO5C-
RET 3 SDPV & H A #4719 1L LURET #F58+,
RET Z€7% NSCLC &35 X FLAE A Je iy S AR A 2% R
53% , Wi PFS & 4.7 A~ A , H.vh CCDC6-RET filt 5
X LA At JE i R A F KIFSB-RET f@f 4 (PFS 8.3
M vs 29 H) o FLEEAL S RIEH] 32 24 5 i
B% ., BE QT MUMIEK S, 67 Il ik 21%,
50% F8. 75 AR Rl w2, R R Je R LA A e
MR RCR FUR 2 W TE TR 25 HLH5], IF B RET @4
WX GI7 A —E MG, — 2RI PR AT 5% %
Wl ,RET i KIF5B (477515 5 RET ¥ 3 m
T HARFLE (41 CCDC6) 4 A7 18 W) 5 B IR A & 1Y
RET FKiAHHC  RET K3k Al GBS 52 M %t RET 414 57
B 2, 55 A Das F1 Cagan 45 7E (R SMNIF 5% HHIE
S KIFSB-RET @& 7] DL oG 45 #h e 1) 5 5 15 5
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s A, 41 RET .EGFR .SRC .FGFR, ifif %} T H:fth RET
7 HE (Bl CCDC6-RET il NCOA4-RET) ¥ 47 Wi 2% %]
RCFPELN , B AR FH A ] RET /9259978 KIFSB-RET
S AR A0 B ORISR SR R RET #0550 & v Ak
Je 5 EGFR ¢ FGFR 25 MIZ5 &, 1R
N4 7 KIFSB-RET #5284 rp 5 B AT s>, X 5
KIF5B-RET filt & &8 & 19 SR A ORI T HAl RET
A BE R AN, AWIMIR RN, 7 CCDC6-
RET Jiii 2 40 i b EGF ] 38 16 2 2 2 K 1 22 14k
(EGFR)Fi# 1 ERK 1 AKT % § 252 A7 15 15 5, 51
RAEF R e SRR e LR JE FE AR e iy it
2y, [AE A EGF 14 P9 K 4H fd w] B Ik CCDC6-RET
Jiti 958 4 B X RET 00 46 700 7y SRR 0, BRp ke 5 J2 (i
YRR JE FEIRYT RET Al NSCLC B IIfs PRI 5% 1F 76 2%
fref B RET #0550 97 20O A HOAS R Bz B
— ELWA A% RET $E A8 25, & AN 2%Ar 02,
2019ASCO K448 T RET 4 #15 BLU-667 %)
WFoT 45 1, BLU-667 J& —Fp ik £ RET #5751,
H T ¥ 0 RET %78 DL S % Wiy RET @il& . 7E7]
PEAR I Ay 48 i /8 ,ORR & 58% ,DCR ik
96% , AHHK T+ Z2 B0 410 ) 590 Sk /s 1 SR A 9T A O HL
o B R T AR 25, BB G RS L 46 /N o TRIRE
g5 — Mk B RET 0 7] LOX0-292 76 1 #i il IR
W5 2R IR A BT AT

4 KRAS 37T

KRAS & AZE RAS B Z W — 50, 4% GTP
[ R S B B P N A o e o A PSR uY R
F KRAS EH B, A 3 7 40 ¢, 30 RAS WG
PE GTP 45 & 1 X B BRI E 1%, 5 5 R G TR, 30T
ANEVE S AL R AR 5 T IR A0 ke A R R

FEVY 7 NHEH KRAS 748 223K 20%~25% , 161
IR X — & AR IK 10%~15% #3897 — H.
s KRAS 278 J 35 Il RIAYT B9 ME R, H HTE A 3k
HERYF ) 24, Salirasib, —#E i 58 B PEF0 T CTP 4%
A1) Ras 5 0t B & i B Ras 361, BHWT Ras {5
S B, T LR Ras IRV FH A6 40 590 28 11 R
I AT BUR ART AL, FE#E5Z Salirasib #[)IR
J7 1) KRAS 2278 1) 30 il fiti i £ & b, G 26 3k 3]
AR LB AR P, 2019ASCO R &AM T
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AMGS510 677 KRAS G12C 2875 BH M 52 1A 58 3 110
450 ,AMG 510 AT # #5747 G12C 248 1) KRAS &
FIRIEPE, DUITTARE S | AN AT 3t b 00 ) AR 34 7 7
P, HiP A 10 5l NSCLC 3% ,ORR ik 50%, ifif DCR
ik 100% , 3 IS HH A B R K202 1~2 9150,
X H e 2 AT B KRAS €748 NSCLC S #F 47 % T W
o HEIAE 2200 I 2 DL il RAS/RAF/MEK/
ERK & PI3K/AKT/mTOR & % b i F i 2 1
4.1 RAS/RAF/MEK/ERK

KRAS ¥ £k 7] 5 350 T i 2 45 5 3 0 0 300
H:rp MAPK i # (RAS/RAF/MEK/ERK 15 538 #% ) J2:
Horp— £ B % . RAS-GTP 7] 5 H R 378800 4>
T RAF 454 BERR AL IT 0% RAF, 51 RAF T IEfH
S S MAPK KGR RIEL . i — 2551 TS
Y MEK ERK A9 3405, DA I 8115 48 B 9 1 25 2 2ok
B PR, BH T MAPK 3 % B8 1697 KRAS 2848 11
— R

MEK #7 %] 7] . & — 3L 2 o pF s, 9 A
87 il KRAS €748 NSCLC £#£3 , 1k i MEK #1
il 700 7 56 B R kA 2 VU b R YT 5 S alifkyT A L,
ORR(37% vs 0%).PFS(5.3 I~ H vs 2.1 1~ H).0S(94
MR vs5240 ) HATHRRMHER B, (HZ,SE-
LECT-1 WFFE Xt L 7l 22 B e Bk & 2 VU A 38 F 20 2
Pafth €597 KRAS 5272 40 NSCLC & & ryy7 2, —
A 510 BB, I R SE e I AN gL & PFS
1 OS, THEHBEI T 3 %KLL AR KRR E ]2
I3 — R MEK #1550 it 56 2 Je 15 2] 1T 2 LA 45 21
ity 56 5 Je i 22 VG b FE AL Y A AR A A e i SR AR
TEMWTCSE T 25 5. 2019ASCO 4E 4 T £ 7
T BRI A5 h 3€ B B3R 97 KRAS 2878 NSCLC &) 1T 4
I PRAFF 5T 25 1, 25 R WoR AT Al 3%, JF A
G12C B AR R IP AU G12C S8R 4 T 4 (HF A= 7
PFS 4.1m,0S 16.3m; &7 A . PFS 3.3m,0S 8.8m),
H 2 A B 2 L 28 il SeATI R AN 11 (33% )™, MEK 417
il RO RAE AT RS2 K o 7E RAF-MEK #9155 1% &
AR — A B HLE, 2 MEK #0540 M fg
g RAF B35 PE , MAPK 15 518 i 2 Fh 52 B AL i
G . O KRAS sl i G 2 M & H 25
22 %A o A I R T, DT O T 40 R B A Ak Ll
B T 2 AN S W] U TR YT A,
] B3R 7 AN BRAR L M 45 T g it Jre . A E o e L
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MEK # #l 5 #t ERCB3 [ Myc & #i 14 5% 5% b,
ERBB3 i 3¢ WTEHL 2P, #17] EGFR #l ERBB2 (1)
25945 A ES 5 ERBB3 JE WL+ 344, nT LL3E i [
AL VA T-2E 11 BAD 1 BIM A4 317 1 1 ik 52 Ak >k 306 7
XF MEK #1061y Jc i 2 5, Kiitai 55 P 0F 58 & 81
Bz — 8] 70 5 5 AR 5 80 T #F KRAS 28 78 fili 4 MEK
) J5 32 PR 1 S TR WS 1 S RS . 7E b
FeREAN B X Rl R & i ERBB3 A S 09, BRATR
J7 T HE R M DA IR T T 25 IR R —
4.2 PI3K/AKT/mTOR

PIK3CA 247 T 3 5 Qe ik b iy e B ),
5 20 ANA i BEHE DX RO X 2 & A2 PIK3CA %
A UL IX B, Hoh R WL SR A 20 B
H1047R, 7M. 7 9 Ay E542K Fil E545K, PI3K J&—
N ZERPERA AL S PI3K B AR 7, PI3K 3 3h
A5 Akt BER ik, w5l K AR
i T VR 22 0 AR (S 5 25 1 AKT 1 mTOR
f7 F PI3K M9 T UiF, 78 NSCLC H nl WL %% 3] 36 1k 1)
Akt 2 mTOR B2 AL 380, DL K mTOR 2% & DA
SO UE R . AE NSCLC 1 % BL 4 2% ~7% 1Y
PI13KCA 2272 , Uit %9 22 W27 PIK3CA #] 5 EGFR
5, KRAS 48 Je A7 5l Bl 7 7E

BKM120 & —#f/N o3 a] iR (1 PI3K il 551
A W52 BKM120 Al 38 i #1i] EGFR #1 KRAS &
Ui PI3K A2k M KRAS 275 i NSCLC 41 il & 1
AR HATERRT PIK3CA AYHE ) 25900754k Filfs AR
5o A LY3023414 (IR ITHT) PQR309(IIEIR T ).

mTOR 7 #] 7] :mTOR J& — Pl 22 2 1R /75 2 PR I
fitf , £ T PI3K/AKT/mTOR & 12+ PI3K 4 T ¥ifF .
mTOR #1417 Ridafarolimus 7& 11 31l AR L5686 Hh H &
FEA T 8 PRSI R AR 25 5013 RO B 211
Ik PR 250408 2k 43l

5 BRAF 7%

BRAF LR F Yk 734 I, 4ihh—Fh 22
PR 90 B R I . BRAF S48 T 3#0% MAPK 2% B¢
5510 % , BN 3% RAF/MEK/ERK 15 538 8% , 4 42 40
0N R 7= A o Ao

BRAF 3 [H %€ 48 78 NSCLC ' & 4= R hy 2% ~
4% , Hrh VOOOE 7875 2 0 WL, K25 50%, 3T
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BRF113928 #5745 5 ,2017 4= 6 A 22 H FDA #t i
TishrAE R BEA MEK # i 5) iff 38 2 Je iR 97 BRAF
V600E %75 (i 48] NSCLC #%  H i BRAF V600E
SR (1 3 JE 1) NSCLC /B35 nl ik 8 m) 25 9 45 4 % 3
Je GEAR e H2 Kok AR e+t 28 e sk
Je+ith S e WA H 2597 e i , ORR 8 it 609%™,
BRAF #1 il 7 ] 3# 3% T i MEK-ERK & #% , A it
BRAF 4111 il 5 5% A MEK 1 il 751 7] % #1) ] MAPK
T PR, BRAF 1 578 NSCLC 1 1y
it 25 AL % BF 58 %20 . Rudin 25 0F 58 20,1 4
BRAF-V600E 2745 1) i 3 NSCLC 8 2 75 v 1 35 47
AEJE 8 A~ H I BB HE R, B USRI Y
KRAS 75, $&/5 KRAS A5 1] fig 5 BRAF #1171
PAFVEMT 254056  Lin L 48 438 BRAF #1041 51 4K 15
PET 25 () LI AT 20 S 2E . — 2R 4 K BRAF
(V6OOE) Yy i 5% | 4 35 MAPK 38 £2 MMy & A= 1 25 5 55
— 2 JE 3 i BRAF K c-Jun {55 #7% EGFR {5
5, EGFR JH b AU E MAPK #4205 516 5 ik n]
fRIE AKT & 7215 5 38 B 09300, I & AR 25, ]
W, BRAF #5164 MEK 070 2% EGFR 41 571
VLRI 2 B2 —

6 NTRK g&&

NTRK K Fifih TRK 2% 8E F : TRKA (HINTRK1
%ifi% ), TRKB(F NTRK2 %ifi%) il TRKC (fH NTRK3
it ,FEAPE R AR 2 RGN K F Pl A A
YEH . NTRK1 NTRK2 NTRK3 3K & $58 3 4
TRK 5% {445 #4 1% 1k & T IiF RAS/ MAPK F1/5% PI3K/
AKT {5515 T A2 030G , DO 2 o Breg 1 & 2

NTRK il & 2825 75 NSCLC 5 0.1%~3% A%
L B e S —FPAE X NTRK fl& 697 3% TRK 310451
I, X AN [ AT 1 AN (7] ol 25 o 92 22 72 1) 4000 < e 98 A=
Ko . BFE3GE 7 2% 8 )2 1697 55 i) NTRK
Al PEE B IR STAE 0L, BRI R AT IR 75% %),
L% e B F 2018 4F 11 H 3545 FDA it v I T
NTRK il & H B A 3R A5 M B rE i e N FL 2 R
AN, B JEAE IR YT NTRK B4 06 390 it g v -t B
5 TR, AACR 8 T Bl #2697 10 11
NTRK A iy 6 30 A /I 41 i il s 28 2 i i | ek 2%
fit R M 70% ,PFS [ ik 12 4~ H ,08 1l ik 20 4~ 7 ),

830

B R e R A AN FDA LA ] T8 97 NTRK
fli A B 1 1 1 P e 8 2 1% TRK #0457, A48 TRK
PR HAS T R A r i RIT R, AR 25 B AN AT
WEGL Y [A) T, 3 3 X TPM3-NTRK1 Ba/F3 40 g #E47
PR O L , Fuse S5 S 5¢ & I, NTRK Filt -5 Jifi s 119
LT 245 98 75 J& NTRK1 G595R K NTRK1 G667S %
A%, 2019 AACR i T % —18 TRK #74fi #] LOXO-
195 WG R B R e | LR e it 25 )5 S AR R A Y
JPRL, AR R RN 349%(10/29), #E78 LOXO-195 AJ
X4 —A% TRK 49151 50 i 2651477

7 H i

7.1 TROP2 T Fix

TROP2 Ji A i 5% 2 40 i 2 10 % 35 P 2, /&
A e R 1p32 XY Tacstd2 3 P 4 % 2 1k 1) 40
JiL 2 10 W% 2 1 . TROP2 FE{E /N A it g 45 - iz 98 v
m R, H SR AGF B, B s T
TROP2 M 48 & Y WF 598 - 45 e IF , DS-1062a J& — it
RZG YR 13697 TROP2 13 36 1k iy Iifs PR i 56 v
B T8I 25 3 2019 ASCO iRiE T DS-1062a I6
I i 24 XA BRIV A Y T 0 R e 45 2R %
WEZZ B % (ORR) K 40% , %9 12 il % (DCR) 2l 80%,
HANR O AT TR 3290, ST 5 SL4iE .
7.2 FGFR BHRRE

BT AE A0 A K B F 32 K (fibroblast growth
factor receptor, FGFR) il i 57 & 22 UL T ifi 6% J&% , LA
FGFR #"3% £ WL, FGFR #I#{3] Rogaratinib .BGJ398
AZDA547 “EFEIR Y7 FGFR i % 5% % NSCLC Ui
T ik J 0

Bt 2 il 95 ML P R AR5, R B 22 1) BIK 2y ik
PRIk & 30, 3 T F 7 22 1) 00 o) 285 40 8F I R (H 2
AN sk G b B 1) 24 W it 24 T T, T DA
A3 ) FH P VR TG G VB0 T A 45 AR IE 9 T 2 L, R
T R S SRS 2 IR R 25, A i A
FAEE
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