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Abstract

Lung cancer is among the cancers with the highest mortality rates globally. Non-small cell lung can-
cer (NSCLC) accounts for approximately 80% of primary lung cancers, with 40% of these cases pre-
senting with brain metastases. Among the mutation sites in NSCLC, EGFR and ALK mutations are the
predominant types associated with brain metastasis, and patients with such metastases often expe-
rience a poor prognosis. Currently, the main treatment modalities for lung cancer include surgery,
chemotherapy, radiotherapy, and immunotherapy. However, these treatments are often ineffective
for patients with brain metastases. International studies have indicated that targeted therapies ex-
hibit good penetration into the central nervous system and may offer significant benefits for pa-
tients with lung cancer and brain metastases. This article aims to summarize the efficacy of inter-
national tyrosine Kinase inhibitors targeting EGFR mutations in patients with NSCLC and brain me-
tastases. The comparison is anticipated to provide valuable insights for the treatment of patients
with EGFR-mutated NSCLC and brain metastases.
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1. e

T &5 R B RN TSRS JE R, e O A ™ 3 B0 AT R B KB MR 2 — o JhE
FEABRANRESET RIS — B8 KRR, S il 2 A BRIET - SR B R RE (1] AR/ P ifiJeE (NSCLC) 2
5 JEUR T i ¥ 80% 7547, 7E NSCLC #3512 10% 1) B E BRI, 7 4Ma 30% ) &3 18 50 i )
V)2 R A o S 14 52 22 2] o

/N0 B e () R AR 7 5 B4R ALK, BRAF. KRAS. RET. ¢-MET. EGFR. TRK F1 HER2 3
R AE, H EGFR Fl ALK RAZ & NSCLC Wk A i fe It 2R, ki 4 R G0 (CNS) F 2 72 (1]
AP K B 98 T (AL K) BH A S /N 200 e it o 2 DL A 9 ORE, 2 3001 BB FE 12 T h &8 K A= 3], T
£ EGFR S8 [k /NN M it B v, 29 40% 2 R A, RAEH IR R G 1) B AMUG I R AE A7
2T, I RE BRI DI REREAG[4]. K2 BRI St £ AE 12 WS h O 22 3 IR 9 e 0 B 7
PRI, FEWCN E R AR/ N e o v, R AR RS2 R (EGFR) AR K AR % il 15%, fEdL3EE
K RFE LN 22%, /ETIM T mik 50% [5], 7£ EGFR RA8H 90% M 4h &1 19 (ex19del) f i
FrEk AR T 21 (ex21 L858R)H =& R FFE & R I EAC AT 8 [6] .

T I BRI R FEAR. AT BUTMARREIRIT7], HETRIR L NSCLC HIksitEiaIT 2
FIALTT (RABOREN BCA RFE T, RN T EEE —ERIRRBER, (B0 T MR B3 H 04 N
foicas, i Bl o BRATT 5 AL BT, &P ) 25 ) R TE G PRAFE 78 Hb tH B, 38 [ 25905 T il £
HBA RN R R A RAIBIER, ST NSCL M EFH M S, Xl iiimEt. &
SCE I G S B T - EGFR 5748 (1 =E /)N 20 B il Ao 4 B P B m) v 7 7 2 B FL I IR T 28, DAk
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LRSS 2 Ak, BITEIIR TSI SL, LU A I B 3 I R I T ) SR 55
2. EGFR R EZ51)
2.1. B—RERERAMESHI(TKI)

21.1. BigER

JEI& e 2 B — AR 2 BB A ) 77 (TKI), EZAEH T ex19del A1 ex21L858R KAL) NSCLC, fE
i Ml P A R s 2B EGFR A%, X T IPA VW 27 3% 238 3.7 ng/mL, 7E i E VR B 2 28.7 ng/mlL,
X i ¥ A R YT B — R 1 (8]

7t ARTEMIS-CTONE1509 [9]ixX 1t HH [E ML [X [ 5256 v, 45T 1 154 % F20N IV Bl i i R i 20t
BIT I PE BE JEI% B 8 150 mg/k, H: PFS 5 11.2 M H, ORR 4 84.7%, H:r ex21L858R RAFH ]
PFS 9.7 M H, ex19del RAF ) PFS Jy 125 M H, XTI 4 T e B e Wik 12 85 34T 47
AN, HPFS 1114 H, 0S N 26.8 ™MH, HeA1 20 HIR1 42.6% K455 &1 m st g, s
ALOL, JEE B JEXT NSCL 38 B Br b g vd v, 7T BAcks® NSCLC %% #% Hi 35 1) PFS F1 OS, AR
JRBEf 52 B o

FETI AN —THE AR AHE ) RELAY S25e[10]H, Jeig & JefE 170 4 NSCLC ¥ #% B i i) h AL PFS 24
125 4N, HA e Tt g 1 60 4% B AT 30 A4 HBL T TOT0M 5748, 78 b ik st v fd Y e v 5 Je
MREEA R RN, FHFHERKZESR, #UMESE, KR, e E, HEaRAEGHIA RN,

B IR SIS AT DA HEI% & Je 1 NSCL W HA G IARTT &L, 1M 4% 3 vh A 0 FE i e g v 1k
{EE %5 5 L TO70M 2% I 2540 52

212 HFiEER

T AEE: S — Rl & B L s Ik ibk, T LABHIET EGFR 5 S0@i%, S A bl b i it . %
T A2 bR 200 B AR R 1T 5 — RPN AR RO, AT I B o8 P s R A I [11]

7E T luchi B HAZIASEIG[12]9, 44F T 41 ZEEAETCIIT 10 EGFR AR I M B & 5 45 &
Jé 250 mg, A 31 N NTEFFARATEATIRTT R A e 5, 54h 10 NI 4 G YEsmiayr g L,
X 41 2 BE FE AN 19 f1 21 A, fEizsiad, B ORR Jy 87.8%, Hrh 28 fif i 31.7%,
AR 56.1%. AN T 19 RARE M TANE T 20 A8 E, B E A BOR AT, AR RN
FEN R S Z e R, " R B /E EGFR RARMIMGEE RS A, Rl s BT
19 HRRF BT RIFHImRROR . 7E GOAL [13]X W%ty BENL —HIRF 75 ip i BoR THIRI SR, (=
ZRIHARMW T luchi FIBFFRRE . 65— | WIGRBEF[14]%, W w7 & 08 B kAT TR 7, 3
BEWRRAE PFS 2.3 M H A0S N 35 AMNH, A 4 ZEEFMETRM S, HARKMNAKE
REFEWIN, HTRER Ry ix B 88 #ORE A 2 i S M sy iR YT, BRI AR,

i RS e An, B EH AR S R R PUMRIE M, BN R AR 2 AT R IR R RO AR, (ERTE
250 mg (1A 36N 3E 5 B 7R R B B IR, R 250 mg 1 AR R NI A T
e PRHEFE ) &

2.2. B ERRBLHERHNBIFI(TKI)

2.2.1. FEER
By Je & —F AR AR ErbB KA, ©REMEREM R, AnT i hHW B EGFR.
HER2/erbb2. HER3/ERBB3 # HER4/ERBB4 Z4&TE I A [F Y — BRI R/ — AR KR K15 5 [15],
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M EGFR 878 ) i 8 I 7= A

FE— T E 2l vh B AR R SEBG (161, 45T 7 BE RS B 40 mo/d $EVAYT, WaFeRe g i Ar
PFS N 921 H, TTSP N 111 4MH, & WA R KRN NIEIEF . & Victor H F Lee [F5258[17] 0K
Rk 8 e 40 mo/d FLIE B JEHHT 7o 3 Xt b,  7EA 745 Al 25 5L R Fi% % Jé ORR 5 DCR #34
Tle g e, Mt lux-long7 [18]H, MLKREE R 55 IES R, FEE e REKE T PFS FliRYT &
Wkt ], iR sag ik i 5 —4% TKI AR, Bk e o8 BAg 220 it Fe (B

IM7E lux-lung3 5 lux-lung6 [19]RF 5T HT, AR JE 5 T A LA, 25 SRR & e ot 1 58 4 1l
PRECHR, WASCIGBEATT, HA 7 lux-lung3 HEE R PFS 2058 111 M H A 5.4 AN H .

BTy JE LA 40 mg BTRRT v M i, EARE T R — QBRI 259 B T 3 O B IR R 2
{EERA LR JE 548 TKI HIALE S2i6 th 5 S 350 T790M it 2558748, 3 5 SE 1697 X LLIE R, Ife A _E A ]
NI ORAE Y= T L1

222 ERER

RGeS M IR SRR AN T T I S BRI SR R /N o AR RI[20], AR 19,
AT 21 FRAF(LB58R) M T790M 4 & 5748 I E /N4 i it £ 8 #00 A o v M [ 2]

£ Toshiaki Takahashi [22]f5256 R i€ T 45 mg AHAEFERE. 5 KE ARCHER 1050 [23]524&H,
227 % EGFR RA B EHHZ T i w e 45 mg 1697, 4R BRE —ACtki #HEL, X508 e AR i3 Hh e
K T AH PFS, {HE B35 1) OS I 2 7 [24]-[26], 1Mi#E NCIC CTG BR.26 [27]ik5:H+, 522 @I,
EBPK B JE R RE G & 1 OS.

ATRER N IA e B Je Xt T a1 OS ok, 4ur B br box TR & e i 7>, HILTEHERR T
%% 7% B, XTI Dacomitinib Ff % F% 58 25 (I RIT RO Jo B, xE DLRA e RT3

2.3. B=RERRBLHERHNHIFI(TKI)

231 BAEER
BPEE e S AR D AR EGFR TKI, A& #4EiH] EGFR BU#(sAF A1 T790M [if %y, FEH
o S B AL R, RO BB R R R [28], X T EGFR A% M : % A 4 SR K I I AR T

o B
>

B JE 80 mg X T FE A T790M PBH 1 £ 1 Al 4 b ad e AU i 25 A7 FR[29], 7 LOGIK1603/WJOG9116L
[30]5L5& FF, 44T T 39 #l EGFR A5 (I fini #6 7% Hi 34 80 mg HG & JE , % 1 PFS A 7.1 H, ORR 4 40.5%,
(15 R SCR AN BRAR, (H P E 45 B E 1 /2 EGFR 19 4h e -8k 2k & [ ix % F2 AH ¢ PFS B KT 21 L858R
HME TR R

WRIERBN S22 0T B, BR4A25 80 mg A1 160 mg AT B B JE J U] T2 I 57 ¥ BE 2925 500 nm Al
1000 nm [31], DAl 77 1 B P 5 Je ] e 2 X VA T I i #% 55 2. POSITION20 [32]id%:H, 45T EGFR 4t
BT 20 FBHERPGE JE 160 mg/d, FHirh 3 i i A% F8 2 G HR 13 250 ARG, 2 490 o e o 8L X 38 o 45 £
53 RN 4%H1 40%, 3 40— B B E R I ARE o S WA R NI TE (72%) « B2 k15 (44%) R 55 (44%) -
HUE AT O, B4 %5 J8 160 mg 7E EGFRex20 AR [ i % £% 8 2 v A B 35 P MR is 1%, (HEAS B FE AR S AH
STRUN, BARBRE. 7554 G AR5 [33] 4, K 160 mg B F; Je 45T 1 80 44 4M &1 19 F1 21
AR I e 7% B, [RIRE AL 52 381 B 78 5 J& o) ik #2822 4 FR) v T T R0

EEARE RN EE T E FLAURA [34][skEe b, K BpaE)e 80 mg Sindt TKI (FAEE e, Jeis &
JE)HEAT TG, SR BRI AR Y, MEME RN EE R, BAE B4 PFS BE LK, FAE
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9255 H, AN 8.4 H, OS WRFHMGE, A0S “RikH|)” , LN 25.8 1 H .

B IR SEIRZE LRI, FEMG AR RS R G, BPEE R AT — AR TKI 259 5 T4 b g 05,
160 mg +j 80 mg FIEFEMEHI TO70M 4 HA R M HATif 52, HIT R, HAEBMNE, EAREZK
80 mg I E B R H TR ZE R, 1T B MR 5 Mg R AN [F) A O o

2.3.2. Lazertinib

Lazertinib J&—Fhofas. ASAr, AT I & M R AR IR R A S8 =K EGFR TKI, 75/ RN R4 15
R, Lazertinib 5 574 ¥ JE AH bL RE 62 TG 5 B0 0 N g AR, 5 R B IR BRI AT BRI BE /)N o X LI
PRHETEE N Z 2P e R R B T BER R4 [35]

MJE, Z/NREIMIE K, —BfEsE ) | BT [3615 RN FFIRE K Lazertinib FFUG5E5%, 745K
I 127 4 53R 108 N TI70M R4S, 45 TOT0M AR H B MR NN 57%, i T L RAEE ) 37%,
15 18 FInl B (A5 78 B, 44% G N I, 48 BlNFER BE T 10 NRA T, BH%
&%) DOR 4 152 N H, PFS N 9.5 N H, HiZSLIRv L, Lazertinib /£ T970M RAZFH# 1] NSCLC
Hh R E P EA RGPS E . ZERTEE R 1 SR [37] R AR B TUESE, 7 A TKI & 1
WIRAS A 1 15 AR, 5 805 M .

F2E B R A =AREE M 259, 78 TKI 3R NSCL bt RIFHIRCE, SEEK 7TAEFY, £
Yingfang Fan [38] 1556 Hr 47 24 % J& 7T LARG S P 29V AR . AR NPT ORS8N Ee 18 IR M s 2 TE
RN AR R, ST 29 BCA A A o] DL R FLIR PR SOR R T IG R 8 B A 1R 08 77

2.3.3. FibER

N5 Je (EGF8L6) & — Ml Uiy A ni AR E £ EGFR HIHIF, T 1 14H% 4™ A fiif 245 L K]
1) EGFR 5¢748[39].

7 Daniel S-W Tan [40]f 1/2 s23&h, 45F 7 EGFRT790m %45 NSCLC & ghILE ey, Hrb 45
191l i 2% 7% S8 AT 7 49145 21035 (100 mg 2H 9 91 3 A 1 41(11%), 150 mg 2H 23 i A 3 4411(13%),
225mg 41 9 B FH A 3 61(33%)), 33 BIE k. BB EBINIFIRMRERE, RZ B g
e AMEF 19 TR R P H B 5E A BIGHS 43 L IR A LG AT P A HE R AR A B e TN 21 AR
#(61% VS 35%; 9.6 H VS7.2 H).

G E JRAE B M TKIL, EIBR BT R8>, TR B3 7 S FE AN AR, 7E 45 ik
HREEPRA T HEENEE, BAARMIIEIRYL T 58 2 8 S .

2.3.4. AZD3759

AZD3759 & —Ff IR 5 =X EGFR B&Z BRIBG AN 55, 77 A 28058 325 1A e e, o0 i o 5 80 v 98 4
fiih EGFR SRR 1k,  JLUlf B8 I v FE 5 i v b R BE KRB I, TS 1A 97 EGFR R4E NSCLC &
H AL RS ERI[41].

7t BLOOM [42]ix 1ji— HSEEG, 45T AZD3759 HIFImEIE I 21 5 n] VP4 HhAX #h 28 2 S0 B0 A5 1)
B, 11 FI(G2%) R4/ AR KA, 18 I KB ZIE EGFR BE S BRI B HI 716 7 [ AT VAL
HAX LS RGO AR B, 15 B IR R MR, 16 BB 23R . A RFAFFER—HM
TG R B B TE R, X SN R (1 7 R e R R 3G N TR, PR 300 mg [ ERERCK,
ff e 200 mg 2y 2 BAHERE SR &, AELH) IR LGRS 4 B £ gk R st

AZD3759 I REHE H ATE>, (HREARMSEIT, RIH T BEMPumREEtE, JCH R
B mEt, BRI T 83%IMLEMRE, s AZD3759 7E NSCL fixi#:# i hik fHE K, B H A=

DOI: 10.12677/jcpm.2025.42180 323 s RN PEAL 2 2


https://doi.org/10.12677/jcpm.2025.42180

WasEg, L RGE

2 W) SEIRUE W LT MR e PR AN S A AR A, DA 5 FIEE A IR

2.35. EER

B35 Je & Hh 25— AN 28 = AR EGFR TKI, CL3k45 i [ & i 2 it i BV B R b, X EGFR TKI
JERAPEFED RAZ TN T7T90M i 24 1 R R AR BA i Lk £ . 50 JLAR EGFR TKIs AHEL, [ 38 £ Jé f H s ng
VERGERIFERE, FHOREE IR IL S50, B E TK S0 ATP 454 605 3 85 A L IR IR 797 SRR %
PR A FH[43].

TE—T0 | #32 H0 i PRI GRS (NCT0298110) [44]H R B3 B Je X F-A97 T790M PHME, &y i A sl #%
Fe AR/ N it AT I PR SCR . 52K Yuhan Zhang K 6~8 JEIRE 1) /)N BRI L RS A 03 AR RNIRIT 20, 47
45 TR 25 JE (10 B, 25 mg/kg) TP £ 2 (10 A1 25 mg/kg), S2i6 4k B BoR b 25 % JE X T790M HISEA )
ARG M T BIG & B, 352 25 mg/kg 4L EE RS /N R I ThAE i B0 . 781 Seie ihidsh
T T —% 67 & A5 EGFR 19del 775 84 fili i A 4 7% ¥ 0 2o M 110 mg B SE & R AE A —RIGIT TR,
YEIT 8 JH 5, B TN R A SR Ak . AL ORFERE, 7E 5 ORI APOLLO [45]5256 1, 45F 1 23 il EGFR
T790M 57451 CNS #4238 110 mg BI3E & 2, HE 1 1IC-ORR Al IC-DCR 43724 60.9%F1 91.3%,
£z IC-DOR. PFS #1 0S 73l 125 M H . 11.8 M HM 16.2 N H, BB e RILH 1075 1t A Hfih 8
.

1E AENEAS [46]HF 7t A UK 56 85 Je Al AR B Je b AT T XF b, 45 R BonBir e B e A -8 e 411
mPFS 7r514 15.3 NMHAI 8.2 NMH, BIEFRAMA R KM RAEFMETEFESE, FEIARRN A
. M. AST/IALT JhE, AMET 19 RAFMT B TA4MNE T 21 A,

HH_FRSEEG W] R, BT 36 Je 0T T970 it 245 (M i 5% 7 (o B RAF iy 2, BAR T & g M R &
J8, HHHXTF EGFR G719X/L861Q 28745 i i 4% # A5 VA IT HIiE: J1[47].

2.3.6. REER

fRIEF JE A& — P E P RIS =X EGFR TKI, J&—FhdE T =4 £ L A il i EGFR-TKI, AT
P T790M B IS L858R AIAh T 19 B ZRAE

BEAT B B4 S 36 st K i AR 36 B JB IR FE v T IR, 72 BGJEA B Yuankai Shi 45 7 i %% #% (1) NSCL &
B E R SER BT SZI0 /M, 45 B R UL 80 mg = AT X, ORR IAF] T 100%, A
ORR #iI DCR #4°4 70.6%, {7 DOR #11 PFS &y 8.4 A~ H #19.9 ™~ H[48]. fEbE )5 AW 5E+, Yuankai
Shi [49]# 80 mg FHT- EGFR T790M RAZ K AE/ N0 M fifides J 3, S35 1 ORR N 66%, il Zik 2 1
100%, Hfz PFS 4y 11.6 MH, FEARKBONHRE, HAMEEDH QT MBI EK, AT EINL,
— 2 EE I T 3 Gn a4

7t FURLONG [S0]WFFir, KGtR3EE e fs AR 8 e 2 BIPE T Wi 4% (1 s g AT s b, 45 R Sl
BTHEIEEE RER R EREEK B A IM(PFS: 20.8 N H VS 9.8 /1 ), BA B i 1 % WM 2% 2 (ORR:
91% VS 65%), H7EHE:s2 BpG & e 1697 Ja 1 TP A &L [51].

RS BN TARSE R B T AR R B A RE R MR MR ZR AR 2, HHA R SR,
M 2Pk R 4F, AHAEN TKIIRIT G I T970M RAS B & f2 it 1 3 HF . (HAREE Je AR 2@t CYP3A4
BEAT, FoP= AR S 1 25 F AR ASTB902 A ARAR U . DRI, ZEIRG IR RLkE S f R 52 8 5 CYP3A4 1)
HIFAS SR A 3 [52]

3. 458

B BAD TR R i DORREE R, AR/ E EFGR RAZMFLR 25t g 2, AR —
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RIE IR R 22 =TT & B | F3E & B 55, L 29 METRA T RIIE IR TAE P M S e R 2 M2,
H T IR0 B B AR TE R 22 B Tk N v A FE AR S RVAE A VIR 40 % A L i B e 1) e B e 22 52 3
Ji R PR B A M B R B 5, (R SRR 4 & BT IT AR I EAEEAE,, X AT AR BT A R v A
PRI M I firb 98 5 i w5 AR 9 [53],  [] Fos _E F 70 S 0L ) 245 LA S 2 (070 b g 3 1 R A5 A 97 25 (L 38
1), o FHELAAYT B OB T AR /NN B il i 7% R iR T A . R S — AR E AEE JE 250 mg FJE
7% )8 150 mg 7E3E /N2 i fiti e 28 2 o RO TG R OR 22 57, AERAE SRR P 91 T8 T 1B X I 5 7 J 3 1)
WHIT, Wi He g A 2 15 20 AE AR /NG M s S2 i N2, AU AR A 70, BAEIRIT IR & 5
L TI70M Z8745, M T8 24, 165200t R Agksl, Rk, PR b RGE F RIS i A F )
BT HE - 1R AR TKI R LS JE 40 mg fEA A7 45 AR SE 5 ORR 55 DCR ¥k F e & e, (H
A5 TOTOM M2, 3% 2 M A T PR I — e o 1 35 = A TKI ZER A I R & _EAS i A 12
F P AR A 1 S R AT R A2 R R IR BN R TS, —ARATER A LTI IR - C i e iR T
HRAEB IR, T8 NSCLC 17 F Sl VEAEIR KFRRE b Rgma 7 2997 2%, i 56 R 0 o e 3t Ak ]
(22 () (Ji A i e A0 2 A 2 (D) AN (] (V5 97 R RS ) 51 AN RN 2 T 0748, T B2 S 800 11 2L (1 7=,
DA G AE A AF O 1 s BT BE 2R TR PRAREE M 254, (HRAE L TTID0 EU A 78 525 ml DUE B =X TKI
TR B3 HP USRS AR 4R TKI [50], H =AR TKI 7EFXF 1 TO70M i 25 (1) 8 # e R AR, 28
AR 25 E EEE TG IR B4R TO70M T2 N, 7E5E =X TKI MG AR EE Gort ol DUE TR
AR TKI A DUER 3L 8 e AR 56 2 Je I PR A S i, — 3 IR R WS 3 22 e AN K, FLJG B & JE A I PR 25 )
TER, fE =AY B3 8 SR AR 24 e 5 AT 250k A mT DA 5 I PRUS &3 [54], IX AT B2 S iy
AT L DB DX gk B 45 0 L Ath 2 B w3 i 2 30 4 R bk B2 4 T [ B B A 7 A, 3 T 0T R T R R
RO H 88 5 7 7807 W S e I E F o [RIRY, T RER T I B R A N B, (e T AR R R TR
H LT T 408N S 0% N AT PD-L1 Rk, St st 7 %% a7 178 20 [55]

Table 1. Tyrosine kinase inhibitor efficacy

= 1 BRRERAEHIEIFT AL

TKIFZE 2% bl X SEIO Y B ZREE ORR PFS 0S
JEE e 150 mg rh = i Wi EE 47T A 8470% 1117 268 H
JuigE e 150 mg e IESES] = NSCL 3 76.40% 124 H AR
JBikE e 150 mg KT =1 NSCL #3170 A 7410% 125 73  Fp#

—fR TKI B NSCL % 84 A
HIER B 250 mg Z —iH WEE RS 7 10 N 67.00% 109 H 231 A
HAER B 250 mg HA i ik ESE 41 N 87.80% 145 H 219 A7
FHAEEJE 750 mg/1000 mg  E[H —3 NSCL &% 7 N £4it 234 35 H

. _ NSCL H# 412 A .

RiTy: %5 Je 40 mg 2l —i IR RS I 2 84 59.10% 9.2 H Kgiit

NSCL &% 25 A

e FEER 0TOMY hm 2000% 41H 10344

30 mg IR 2 LN
kil % JE 40 mg H = WikkRsEE 27 A 8210% 111 H 198 A
Ry e 40 mg H = iR % 30 A 60.00% 82 H 224 H
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L i 80 mg JERK —# iR RE 2T A 7.00% 397 A K&t
L iy 80 mg Z s —# iR % 39 A 4050% 71 H 198 8B
Loy 160 mg L — NfCL B3 25\ 28.00% 6.8 H 152 H
i B 3 A

N . . BM #3540 A 5500% 76H 169 H
7< = 160 mg L i

£ TKI LM 53 40 A NA 80H 133 A

=5}

EAZS A 240 mg i 1/2 #8 ?@Sg%g%i? ))\\ 42.00% 111 H k&t
Fir 6% Jé 110 mg i 1/2 1 iR g 23 A 6090% 118 3 162 H
REBR [ OIS ) WEBEE LA T060% 997 it
RER G 80 mg i i Wi 106 A 66.00% 116 H  R&it

ORR: ZMZEMH; PFS: PAILHERAELM: OS: MALMM: LM: BMNEHER: BM: %%,

Table 2. Efficacy by genotype
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