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The mechanism and response strategies of osimertinib resistance in non-small cell lung cancer

LI Pan, TAN Kunming, LV Xinwu, YI Yanmei
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Abstract: With the in-depth research on the pathogenesis of lung cancer, driver gene-guided molecular targeted
therapy has made breakthrough progress in the treatment of non-small cell lung cancer. Tyrosine kinase inhibitors
targeting the epidermal growth factor receptor (EGFR) have been recommended as first-line agents for EGFR mutation-
positive non-small cell lung cancer. As a third-generation tyrosine kinase inhibitor, osimertinib shows much better
clinical response and efficacy than first- and second-generation tyrosine kinase inhibitors. Despite the remarkable success
of osimertinib in both first- and second-line NSCLC treatment, the inevitable acquired resistance has become an urgent
clinical issue. This article reviews the primary resistance mechanisms of osimertinib BIM(Bcl-2 interacting mediator of
cell death) and PTEN (phosphatase and tensin homologue) deficiency and secondary resistance mechanisms (EGFR-
dependent and non-dependent resistance mechanisms) of osimertinib in non-small cell lung cancer, and the coping
strategies formulated for it, including osimertinib combined with other drug treatments, allosteric EGFR inhibitors and
multi-target inhibitors are used to provide a reference for enhancing the effect of targeted therapy for clinical non-small
cell lung cancer.
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NSCLC 3R B3 K 2 — ., EGFR &—Fh 5 2 1,
L2 5 F B4 B AN B AR5 A DX B DX R P 98
it X, e AN IE # AR K AR AT BB A . IE WL,
EGFR B85 H B AL &1 S22 R R RIS
TR B R Ak, B0 T TR 0 24 R TR AL R 1 P
(MAPK) 15 %5 38 % F85 i e AL EE 3-3% 6 (PI3K) {5
S R UEAN A K . 1%L FE EGFR AR A 1) 4
H 22 Mk 815, 24 EGFR 78 J7 , EGFR A JH i 1]
FEK T UWE(E o BRSO A KOR 2 R
il , B2 | RE & A ) B RS

e B K TR T 32 A i 2 1R A AT 1 551 (EGFR-
TKI) i# 5 5 EGFR 4 ATP 45 & 7 5 45 4, BH 1k
EGFR 5 Hox b Fe i & A8 — 467l EGFR Dy g,
WA EARYY B . 55— ZfCEGFR-TKI H T4
R 975 (DL T790M %875 o ) B & A S BUR YT 3UR
AN, B 251, B A B e AR b 8 = A% EGFR-
TKI, BEAS 1] 33 Hb % 564k EGFR i) Cys797 I 5 H:
BRAE T B HTE AL 5, A R EGFR 16 M, 31l
il T AR 3 Y SO . R AR 2 B 3 I
ot B 28 385 7 i, T Sk 2 AE 28 16 1) EGFR 28 4% FH %
NSCLC H X i £8 R Ge it e, S K s 10 R 2B A7
I7 R A A AR B AR T 5 — R AN £ — 8 EGFR-
TKE, Xt F AR 36 57 19 5 o ) 77 78 EGFR % 48 11y
NSCLC £ , B 7 B Je i Bhiayr ] g 3 e K Ak
£E A, R B8 B JE #E R 9T EGFR & 48 11y
NSCLC 35 b 8 8, (EL i 24 ] A ATkt fe, 1
fiff VL 75 5 JE 1) i 24 AL k) S o IR 24 17 G . AR S
it NSCLC B 75 85 JE i & RN 3RAS P i 24 WL B AR R
A I T 5 W A — 2, A SRy 36 38 115 R NSCLC #
AT R RS

1 REMEMZ5HLH

B A R e 1 D A PR 25 AL 5 A% R % )
A, e 48 AR 25 B A4 B JE IR 97 I NSCLC f& &%
FEFE AT WA 2 JE YU 1 EGFR R 748, BRI HI 46
By Bt X B A B e AEAE DU o AH L T4k R R it 2
BLHIAIE T, St & Vs 245 AL ] 9 AIF 5 B 47D, Ay
B e & PR 25 AL ) £ 45 BIM (Bel-2 interacting
mediator of cell death) FlI# 2 ity 5 5K ) 45 (1 [R5 4
(PTEN) R
1.1 BIM#t %

BIM J& T B 4 i ik T -2 806, 2 e T
g3, AT A T3 S R A A e A AR Y PR SE
T-o BIM 2% 25 S BOH 55 10 9o 40 L0 12 52 31
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il T = A i 2519, BIM it 2k 22 25 nl B J2 452
B JCIRIT IR NSCLC B B Hils A bs S
H A BIM #tk £ & ¥ NSCLC & # 7F # %
EGFR-TKIIf Y7 it 2 B 500 19 Tk Jre AR A7 D)
PR SL VA2 —Fh 41 8 1 & 2 AL B (HDAC) 1 il
F A W5 A e 5 AR S v A I G 1 A I PR
7RO LIRS TR Z , A AR S7 146 Al AT 38 e 41
il HDAC % 3 21 & 11 & B 4k, 34 in BIM &t 2k
NSCLC B 3 47 5% BIM #% 55 M (i £ 1k, 72 11
PRA 56 v o b 245 W 36k 5 050 FH A 97 2% I R A T B A
B AR Y, Tanaka S5 M 1 000 Fi ik &4
e 2 H A AR O T3 55 50 Aurora B IR 00
I, AW 5700 AT 3 i A E BIM LTS PUMA {2 R 41
JHL 98 T, 2 1 9B A v AR R O EGFR-TK s 19 T
2k
1.2 PTEN#:%

PTEN J2& a8 41 i 2 A1, 2 05 26 10 O e g 1k JUL
Pt 3,4, 5- MR 3- R RN XURE S 2R i TR 1
TES5 W des NSCLC (T 1 s L das - HIR e vh
PTEN AR 41 R 5 @51, PTEN A3 i 2 i 2 Ak
TR LB 45 BT 5 B8 A 35 JE T 24 4H OC 1) PI3K-AKT/
PKB {55 53 % , 8 4 il 40 B ) 300 Fn A K, 7 R T
I3 ctDNA HkG I PTEN A D) AG 25 0 £8 2 %) B
A JE B R NEPE

2 dREMETZGHLE

B8 7 JE 4k P T 24 AL 2 4R 0 Uk X B A B
Je U (BRI S, Bt 20 M 6 PR el 2 | He
EGFR R42 5 EGFR i ik , # 2 AR T EGFR 1Y
FOABE H 58 AR 45 B — RGN S A K T
S WIF S i, 5 ORI Y AR KRSz E i, i
XA e e A b . 4k & PRI 25 0] 43 EGFR K
M i 25 F EGFR AR A1 M i 25 (181 1) . EGFR K
M T 25 AL 2 FE EGFR R 48 (G719X.
E709X . DEL19, EGFR ins20. C797X . L858R % 7%
55 ) o EGFRAEM M i 24 #1110 W) 42 45 MET 973 |
HER2/3 4" ¥4 | AXL # % #1 % [A (ROS1. RET.
NTRK . ALX %) il 5, 3 #4628 75 4 38 52 T Iif¢ PI3K/
AKT/mTOR , Wnt, B-catenin , RAS/ERK/MAPK {5 5
% W) il 200 B RS R AR T 2 .
Hb , EGFR R M6 1 it 245 AL il 30 60 55 4] 202 55 A%
NSCLC % 748 Sy /|N 240 B it 0= B — 1) Jo 2 A 5 2 0
AL T REALH . m6A Fl m5C &4 T LA S Wil mRNA
AR P R B R A 3 T S A 5 T 2 A S A
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Bl 1 AR n gk & T 25 HL
EGFR: % Bz 4 K K T 5244 MET : P20 A K A 52 44 s HER2 : AR i 4 K K T 22K 2, HER3 : A% % A K A 3244k
33 AXL: &S R 1 52 44 ; SCLC « /N M 965 s EMT « b e —Ja] B4k

BT e TR KT, DT 5% 1) 96 200 ik o) B8 758 e
PR 2451 o
2.1 EGFR R st &t 25 AL

EGFR {81 M4 1ief 245 AL 3 )& EGFR 9K g JE A
A% — Wk %4 T EGFR 18.19.20.21 54 &+
185 Hh i PR 578 e AL R AR, o EGFR 872
M) 5% A, | T8 R A, &R UL 58 A8 2
G719X 27 (GT19A .G719C .G719) , H: ¥k E709X
ZRAF . GT19X 2848 R 719 47 B H &R (G ) 4% N & i
(A) B R (C) 522 Z R (S) AR, 1 28 A8 X
EGFR-TKIs iA 778U, HI5 7 A S04 T L8S8R %
AF 19 54 g FHt 9 (DEL 19) . 80%~90%EGFR
LRI SR R S B 195 7 B T 2 5k L8S8R (21
SAMNE ) SR  BUX R EGFR 2848 28 J& T
LR ABAEZ GFR-TKIs 1697 I , 1 Wi Fh 28 725 1) T
o AR B 25 5, 28019 540 B T i R Y
TG T LS8R fi R AZ - o T 20 Hh i Ty 5
K 58 A8 47 A1 Y- 20 4 A %842 (EGFR ins20) .C797X
ZRAF(C797S.C797G) A1 T790M ZE 481 T790M %
A5 B EGFR JE [ _F 2 790 57 5 0 I & R (T) i
iz e (M) BT, =Xt 2 55 — AR A2 — 48 EGFR-
TKIs Tt 25 8L H1 . C797X 278 LA CT797S %8748 Hi Fi
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BZM, CT970 T ATP &5 &0, vl id it S it 5
EGFR-TKIs P A ARl i 45 G . 4k C797S 578
i, C797 5 EGFR-TKI Z [a] i 3 A S g A IR, BHL 1k
TRAE 5 EGFR G S A G, A 24
2.2 EGFR 3F R #ibk fit 25 HUAH]

221 SHEEEETIE  BR T EGFR S, i f
b 55 B RS T A R 24, L EGER A6 1 i 245 411
il B % UL, 40 MET (cellular-mesenchymal epithelial
transition factor) , HER2 (human epidermal growth
factor receptor 2) , AXL & K] 58 48 45 |, 33X $6 58 A8 G FR
i EGFR MO T 25 HL ] . MET 2% 90 J& JF #< 6t
PR 25U A 28587 . MET AR c-MET, J& T
ik A PR I 2 16 , 5 LA I 4t i 2F K [ F- HGF
(hepatocyte growth factor) 4% & , I Iif F UiF PI3K/
AKT . RAS/ERK/MAPK 4§ {5 53 #% , £ #F IR i &
B ARG JH T4 . FE NSCLC ', c-MET 5
EGFR # H./E 435 NSCLC 9 #F )¢ . MET 4} i
T 14 ZPH 1E MET 3o J& % 5 00 SC S 5 X, 1% X
Bk R 2352 W MET £ 11 32 (R I B i, 52 30 MET 4
S T T TR RO AT 2 . X T A
MET " 34 /i 2 NSCLC M3, bR T il 5 B 3
A & Je M MET # il 57) #4730 97 41, B e
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(Capmatinib) {2 7] H] 77697 MET 9" 34 ) NSCLC /&
H GIA A WY Kk BUBURE R P METXMET i
A — 25 {815 REGN5093-M114 7775 5o Ik EGFR
ZRARHINSCLC H MET %K 30 i) EGFR TKIs 3k 5Pk
it 25 1 v 1Y, A B 5E i i MUCIL-C /& EGFR.
ERK ., AKT B 2 1k FT 0 75 19, Ho vl 7E 40 i I 5
MET . AXL .RTKJE iU G900 T U5 500 e
31 032 51 ) G N B o211 N T D e 2
WAE R IGYT G FEAE EGFR C797S . MET ¥ 14 Al H:
i1 5L T EGFR HI/a MET gk 728 i fifi s 58 3, F 9 %6
A Amivantamab I Amivantamab-lazertinib {1k J7 g
W dob i LT e 2B A3 IR i e R AT XL
Y HER2 J& — Ui 2 R, L5848 15 i i &2
K N2 MRS BYIMHE . FENSCLC 1 ,HER2 2878
Al ELH2 P0E EGFR R U 15 53 4 5 1R 1 i 24521,
HER2 /1) B 25 JE i 24 i85 v] P4 54 HER2
0 55 (5 2 2R PR PT deruxtecan) G977, Namba
SEBAIESY e IR, AXL 7E NSCLC 351 i 24 s 2
IR, H AXL 0 T2 i B R JE Tt 24 40 i 1) H
. AXL 5] —Brigatinib AMUEA 454 AXL
VIR 1 I 2 — 25 G T IiE A L B
Al B B AXL 972 AR A AXL R,
HER3 5 EGFR(HER1) [R)J& T S R Il 52 A 5%
M HER3 5 H X W BCRES &5 , v i SR
N , I PIBK/AKT .RAS/MAPK 4615 530 j#%
TR Kok . 22 SR/ I3 TR B 1 PAK2
155 Y LIS 2y 20 B SR SRR 200 B o A
YA 2GS m B R 2R, 5 B PR
S5O0 S 0 & R R B BRI D60, FE NSCLC B
7 JE T 245 40 i v, HER3/PAK2/B-catenin {5 538 4%
B3I T3 A b SOX2 (1) 2 1K 6T il s 400 it T 40
LR DT AR A JE R 245,

222 FomERHAELG FEREALEEIE 2 N E2 A
AT 3 R S 43 B A O 0 RS T B 1A
PR, 56 DRl B 5 00 0 1Y) & A & R DA 6 . ROST
fil & \RET fi &5 . ALK # HF \NTRK il & /& NSCLC
H R DL SE PR Rl A 2R R, R IR SE R h, iR
ZHIERZ ROST TKIVRYY , Hir i B e 1397 ROS1 il
A FAPE B NSCLC & 1A BUHAR A ™, 34, B
iR e o5 PR JE AR A A0 il NTRK il 55 201
it 24, 3 FLE AT 1R 10 % G PEAR AL

223 T FAF 5 B & R S (1) RAS/RAF/
MEK/ERK {5 518 34 7% . BRAF & [H 45 i A9 2 1
J& T 22 E R/ = R B ¥ RAF K%, Z & A ]
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P& MAPK /ERK {5 538 % , 52 i 4 il 4= < . BRAF
2717 3 3 RAS/RAF/MEK/ERK 15 53 % 5 005
Hovb d % UL Y & BRAF V600E %8 7% | %f T 17 78
V600E 28 7% FH 7 i NSCLC H &, Bt & ik hidE e
(Dabrafenib) 5 [l 2% JE ( Trametinib ) &7 V7 R4 I
H 22280, (2) PIBK/AKT/mTOR {5 5 i 4 1%
1 o PI3BK/AKT/mTOR {5 53 i & —Fh S5 e i 1
5% 2% V) ) AR IR S I, e N R i T
TG A5 5 3 % 22— o AT ) 0 1 e A 2 T i
B CERLR B J1 o AKT FEZJH 5 N G1 I F] S Wik 5%
A JETH AR EE S 54, Y PIK3CA %
A% AKT 15 55 38 [ 2398 S U0, 2 M 2B 4 R
PRSI /L AR T b A L 1R 2%, K AT 24 . (3) Wnt/B
-catenin {5 5 i B 1% . Wnt/B-catenin {5 538 4% G
PR T A MR AR R R B R L 1)
Fi AL (EMT) ) 25538 B . 2 Wt {5 5 85
R AZ IR FZD H R EMOUS |, T e 8K 118 & 2E
iR k. , B-catenin [ fiff 32 2| 1 1, 24 B-catenin i#F A%
W, TCF/LEF %% st A F Xk 5 R A4 G B T
T JE R A% 57 o 24 Wt 5% Wnt 38 5 A1 56 B 23 2848
DL b i i PR 28 A Bt B Wnt 388 %3800, S 25O R
i X A R JE PTG g . FI 41, SOX9 SR
2318 £ Wnt/B-catenin i % fiE i NSCLC 4 il i 58
1RZEBRAK A EMTR

224 HBUERAL (D) /Nl L . SR A
BERIRIT IR , DB & DONSCLC 55 4k hy /1N 40 it il
I, R 25 AL LR A L . I R e 19 2 3 1 6]
75 % L858R 527 FHYE 19 22 ' NSCLC /& # 7E 4 W Ay
BEJCIRITAL 64 H o st Hh B T /0N 20 e i 3 5 Ak, <o
I 43 BT RIFSE 2 BRMY C 91  TP53 Fll RB1 2875
MR A AETE SR /NN M Bl A AL B IR B PR 2R, — T
[] Jii 14 43 BT 0 3iF 5% EGFR %8 7% () NSCLC #% 1k i
SCLCIl ¥ TERE WG 11781 H &4E JFH
KL H B FAEAE RB1 . TP53 Hl PIK3CA 574507 (2)
EMT 2 A — HESA P10 52 T e 4 ok 25 i
S5 TR T 5 Ak Sk 3B B R4 2 AR D 5 Y () e 5 40
(1t % B REJE UF NSCLC (iR 285568 . A HF
FEUESE EMT 5 B4 2 (W R A Pk T 25 4 56 , 48 H
CDK7 il #1 5 77 7£ 7 ik NSCLC H EMT #H 2% 1
EGFR-TKI fiif 2545 (1) Al GEPERY

22,5 RWBLRHENR AR, RUE L R
RAZWEIE N 53 G, 3R st A% )8 45 60 45 4 2 11 1&
i . DNA &1 F RNA B . & WA & a4
B P AL S BRI AF s DNA & 4 0 4245
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DNA HIAk | 25 B AL R e €6 5 5 9 s RNA 181 f
15 B 54k (m6A .m5C 45) | Sk fb VE IEmEfb . 7
NSCLC ifit 25 HL il #F 78 45, A /D SCHR AR 36 RNA H
FAIE 5 B 758 e I 2 22 [B] A A SR, F g
I, NSCLC B 7585 Je i 245 41 it 22 RNA [ m6A 7K
S X R Y SE ARG, cire-FBXW7/Wnt/Let-7
B T moA 1B 1 1L HE NSCLC 75 85 Je i 245141,
Song ZEWHF5E 45 & WA, METTL7B 7] Ui i i &
YA GPX4 . HMOX1 #1SOD1 mRNA A m6A
etk bR AR (A P 1 4 (ROS) 1Y T
B , DA 24 i Bt 8 Xof B8 A B JE 77 AR T 24 . m6A &
T Y B L RSB METTL3 5 85 T circKRT17 A m6A
&4, 8 i EIF4A4 SR 82 15 5% YAPL By R 0E 1, 3
it B Jo Xk B A B JE AR B, S A IR AR AR ke R
m6A H 54 #4 i METTLE14 75 NSCLC 475 % J2 it
240 g PR ik, H METTL14 Al 5 o A S A2 5
I BIM & 4= moA &4 , 2 {ff BIM i) RNA £ P
S S Ol o /B VN 7oA A AT i U

3 RIXTREE

A 755 JE T 245 o ) SR DL 3% 1
3.1 BABHRIKEAS LG Y

24 R IR iy 58 A8 S A, R RS TR
B ) 245 9 20 1 s 3 R )& 42 1 F 1 AN [H)
S AEEAIR YT L 2 5T X EGFR A8 (T AEIGIT )5
Rz —o AU AU TKIs Y730 2 C797S
AR WS, 3K Ry v IR Al B8 A B R R AR Y

EGFR C797S fiif 25 5 A2 42 i 1 1) —FoBT i 7 5w .
it FH 28— AR B8 38 AR i 70 2% U 19 NSCLC 3%
IR FH B2 5 JE & AR T 25 3 H B T790M S8 A8 B, A
RS 58— s AR TKIs BE Al FH ok 7
R, B 4 A % 25 W) 5 EGFR-TKIs Bt H DL 4E 2%
i 245 P (B 95 ) 4 — 2R JR IFUo | B85 2 5 Pt i
R L2 ) B R Je WA I RT3 A ) c-MET/
MY C/AXL #1748 J7 NSCLC 3 1 3R 15V B 7 5 Je
it 251, 17 B T790M 28 4% 5 | i 1 Tiif 24 2 B8 7 5 Je
G YT I NSCLC ME & Z — , JEHE X T790M %
A5 55 C797S 2 A5 [l i A& Az FL 1 25 7 H ) ek o
(RARA) , TR R A — A B R =R
EGFR-TKIs {97 , A8 2x tH BRI 2518 4, {H 45 Wi 34 7
AN e Ol 2848 ), AR AR B i i B 245 4
Jin#r JE (Brigatinib) B¢ & P4 2 47 8l 16 Y7 B A i
AR A A IR YT AT AR R A TR, M
H C797S FEAERAEAE TT90M 2275 | I B C797S 5878
XoF 45 — AR A5 — A8 GEFR-TKIs #5314 BF
F7 45 & 1 PIK3CA/AKT/PTEN 2 75 %if B3 75 %5 Je
it 245 % NSCLC f8. 35, AT >k FH 98 4 % JE Fl AKT #11 ifil
7] capivasertib BX & If J7 5 48 X B A B I 1Y BEk
PEST % T DEL19/T790M/C797S = T fii 25 28 7%
HIM-561 F1 CH7233163 7] R H £ v iz b 2 A8 1Y
TBIT IS,
3.2 % # EGFR 4741 7]

75 ¥4 EGFR 0 il 551 J2& % 3% je AR K R 7 A2 4k
EGFR il A 35t X 14 28 A 45 A 7 s3I & 1 — 2

R AL TR 24 0 0 SR

fiif 25 B N7 % SR

BIM it 2k BB E + R AL 2 S B AL B3 55 Sminostat, Aurora B BRI il 571

PIK3CA/AKT/PTEN %75 WARE + AKT HI I 5] capivasertib

MET ¥ ## HZEJE + MET 457 .- &% J2 (Capmatinib) \REGN5093-M114 32 5 % Bdig
(Amivantamab )fbJ7 38T % Bdi (Amivantamab )+2 %5 JE (lazertinib ) fbJ7

HER2 ¥ 1 1t 1 22k 247t (deruxtecan)

AXL #6 AXL##15 (Brigatinib)

BRAF V600E 587 ikl 2 (Dabrafenib) | il 9% /2 ( trametinib)

C797S 575 BAEE + 55— A% EGFR-TKIs  fii #% £ )¢ ( Brigatinib) .BBT-176 .LS-106

T790M %75 BAFS R 2 + 22 % %5 JE (Anlotinib) 7 425 JE (Brigatinib)

DEL19/T790M/C797S HIM-561 .CH7233163

C797S R4S + T790M R4S (i)
C797S RAF + T790M KA ()7 3X,)
19 54N F2RAE AR L858R/CT97S %A QLH11811
ROSI . TRK ALK ffi &5
NTRK Fili &

ARG R E + P8 28 20b AbI7 + A4S Az B 571
AR TBI-04-125-02

B J€ Repotrectinib(PTX-0005)
J&Uih & JE (Entrectinib) . 777 % JE (Lorlatinib)
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254, A8 K a1 50 0] LA T] EGFR [ ATP 25 4 1148 4h
BN 25 A  RETEIR H1 T790M F1 C797S 5784 G 7
A ) A B R 2500, H A IS RGE R %
], HH e ELAR R G 1 AR 4 10 1 57 & EAT045,
73 5k JBJ-04-125-02 1 J2& 58 4% 1% % P EGFR 28 #4 #1j
il 7 2 — , 2 AR Ry B — 25 Wy il s, ] LA & A
il ik 20 4 L {H i T EGFR SRR =4 &2 H
STPRZ B T 5, B4 R 2 fH Y H 5 B A
Je WA 1 FHRYT EGFR A8 B, 57 2L T AT fo] — Fil
HZIRITEN,
3.3 % e Eand A

ST S — P 22 D 3R 52 2 MR s , filf B — A
29T R VAT PIRCR R, BT 25 22 1) ) AR
HAEF BCA Tt nT BE PR 259 (4 AR B4R R R A
FEH AN BN o 2o 0 05 0 1 790 R [R] B BE B 1 AR
T WA 259, AT AE I AN RO Y
(7] Fsf 4t X P i 2 J36 L () 75, EGFR T Sre A 411 il
F S — ZR 5 B S| WG A= 40, AT I 98 40 B 34
R, Olgen G I IA AL T 12 Fhahty
KT RBARB R E Y, Hh b &4 16 TERE K
TR 20 B AN TR 8 P BRI L, X Sre
F1 EGFR {4 it FL A7 RCEE H00 ] 35 14 , [] Bsf %o 1 & 240
Y FEPE AL
3.4 % wa4X EGFR 474 A

1655 =X EGFR-TKI Miif 25 HL | i S Atk I, B %
WA Ay e BT 25 ML A LB ek OF B & R — 4R
EGFR 1l 57] , J2& Y 5 8 A 5 & Tinf 24 X Rt 1) o 2y
Bz —. S50t EGFR-TKI (9 0F & iE7E #E4TH, 3
H Aoy 259 € 2 0k A IR 38 36 B 2 4R LI IR .
2022 4F- 3¢ [E £ i 24 i W B4 2R (FDA) It i ALK/
EGFR 41 i 7] 45 #% %5 JE (Brigatinib) Fi T ALK PH %
B (0 WF9EHE Brigatinib 7EAK P AR SN R =
T EAE (CT797S/TT90OM/BLE 5278 ) 1 Jiti 92 4 Jfd A 3¢
LRI RCR , H Brigatinib BEA T EGFR BT FH i
Brigatinib [ J7 2 2 W % HE 58, QLH11811 & 7
Brigatinib £ Aifi_I- il i) 5 U EGFR-TKI, H:AE 19
SHN TR AR K 4H A L858R/CTTS S A% Hh Y
PR TRAR e, Hix25 Y43 E C 233t IR
I FHEO i — X R /N o St 0 ) 50 e e
Repotrectinib (PTX-0005) T 2023 4F £ FDA it #fi: 71
FE A0 1T, R o) D e 2 A s 2 PR 1 1 ROS TS AL
BRAE 152 VR R S R 1 TRK ALK Fil 5 7 IR B8 7 %%
Je T 25020 R ) £ X C797S %75 () EGFR I
il 71l ——BBT-176 X} J. 7 85 Je i 25 HAT R 4 1) 1
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IR LS-106 & & [E B & 1) C797S # a) 25, 7F
PR N R SR 51256 vh 5 22 B 6 EGFR 19 541 i 1 it
4 \T790M 78 . C797S 5872858 B I 48 FH
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