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2« i Dy doe LB Z — , HAR R B4R LTS, 294 30% B/ N i 9 ( NSCLC) 5825 % A2 ik
FeR% T ER R S E I AR PR AT o R B AR T2 AR (EGER) J& T B @ FR I A 3 AR M 1 — B, 12 2 F e i
TR Th R AR IR B RS, RS RE T AR 20 I PN o R U , 2 5 IR A A3 5 A A A AR B RS HE
BLER YT ORI AT 4 Ji% , EGFR i 28 I Il 10 i 577) ( TKD) X} EGFR 278 ¥ NSCLC [ #% 4% /i B4 6 7 AR

A0 EGFR-TKI jf¥7 NSCLC Jli5% 7% T ik LA L34 o
K
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it A2 Rl R b i i DL ) R R IR, LR
FRFg LA JiE: 2% S e w51, i ¥ 2 H dm o DL Y
FERTRAL, v AR /N 40 B fifi i (non-small cell lung
cancer ,NSCLC ) & A= Jili e # OBk 3 fie sy . NSCLC figi
HRMBUGIE P HARAEAEIN 1 ~2 AT, B
BEAT A IR T, NSCLC %% 7% (8 & i v o AR A7
WL . H HDN T R I R W IR T O
WEIRST R CR T T AR AR E [ A
57 BEIRNAYT MRG0T o SRR T T BN P
FE S  (ELIR % #4502 NSCLC Ji st b IHA)—
SR o $EIRNEYT I I8 7R 531K BELWT e
A AR SR N B 1 2 5 A5 5 3 I T R AR
IR, ARk, LR B2 AR K 132 A ((epidermal
growth factor receptor, EGFR ) Ji& & W& 14 B 1 1 5
(tyrosine kinase inhibitor, TKI) >k 3% 1% 51 [iv]) 25 49 i
TR R YT, BUS T RAFIIERSOR . A3
#t EGFR-TKI 5 NSCLC fixi %6 % 1) & R i AT45 4, B
TEARDT EGFR-TKI 577 NSCLC Jigif% £% 1) n] GEAIL ] ,
i NSCLC fisi e % i 8 1 367 S A7 L

1 EGFR 5 TKIs
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INRTRE T A 2203 355 AR B O B NE T
JUURSNG 2 O B 3E 52 1R 2L i UL AR 1V |
15515 T B2 )OS TR 4 30 i IR AL, SR AT 22
Sy, AR MBS BN R AN U T EGFR-TKI
T 3E 4 PR 3 ] = 5 IR 17 ( adenosine triphosphate,
ATP) 5 EGFR % 22 B2 il 45 # B W 45 4, k5
ATP T2 PN 255 T 2B e 1) PN IX A A P 0
S50 VR R S5 AL 8, I BERR AL S, Wi EGFR 1)
N T I 2 £ RN 1] SR RS O T
KM B PR . FBE, NSCLC AR %A
HXF EGFR-TKI [ UM AR 7 — 2 R &R, W WY
EGFR 287241 19 #p (W 2 FE B 5% i 747 ~ 750 ikt
& 21 AR 1Y L8S8R %A [ TT90M JE748 %% | J&Jifi
PR E RS IE A RORYT I B R AR ) e e
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BERE) WIS T AL 5 I 114 5 A, A A% P e 40
aok 1001 o 3 A K AT 21 2R 4t i 255 R B iR B b
FR2% 28 18 T2 A0 AH EAE P, A % % 1P ke 4 i
AR bR, 335 IR 0 T i 2 R P AR R A E A
T35 T, TEN9E 5 B8 3R 3 i S EL AR I, e Jgg 240 e
Al S A AR R, I R AR K R ((vascular
endothelial growth factor, VEGF) 52 {5 fF ik 5| 2
ifvgEg I AR i, VEGE {55 % 0 Blaff o oA I 38 2F
JSCFANG % R T LY DGR RR O o 8 LA A4 S PR - 1)
WOR 77 A LA AR AR b B O R Ak ) S5 e g A
5, [F] T 004698 3 Mok va , AR 1) 5 He ) 3 e
NI AR 1T 245 W %0 b o 552 B 4 . B A K
EGFR J [K] 5 [ i % 7% 1) AH G M S BAARAL T A
WAt , HAN 251107 it — T3 ] 44 0F 5 2% B0, i R s o
EGFR 7S W R 38 fin 1T e B i kA= 32, H 5 R 7%
LRI, AW KB, EGFR A28 NSCLC %%
8 EGFR BpA: RIS 5 i 7%, H. 19 5 4h i 7k
522875 (exon 19 deletion mutation, 19-del ) B 35 ) i
R R A A H A 5 A8 AT 5y, [R] B EGFR 5878
RS EEAFRUGE M, RAL R A R H AW
94 77 i B (B — T[] B P F S % B, 7
EGFR-TKI &7 A % )5 , #54 EGFR %48 1) NSCLC
SR PRI A B e A AR i s )2 19-del AH
Fo, L858R 5 78 £ 4 M JBE e 7% 114 XU IK: W] i
U IR RSN S R, EGFR JE
PR IR0 19-del AT LA3E 25 /i 5 56 Joit 400 i 437 A= B
F-1 BOHRR 5 M 32 A 5 3 B 28 5 e Mg A= )
A7 R, EGFR {55 38 1 2l 48 A W] RS2 fili i g & 2
e B WU FE AL . (HA T &, EGFR %742 i
B RS REAR 0 LU AR v T IO AR /R H 2
FICGETT A B AR n] RE 2 N e A8 R AR R AR R
i ] Y — S BRI R R

3 EGFR-TKI 2446 fr 5 izt 7%

%5 1 4R EGFR-TKI 44575 dE & Je (IR 2 & Je Ml
JEARHERJE ,aaad ] 0 e 5 A2 R P R 25 A de 4
Ml EGFR, FHAER e BB R C oA %, B
iy EGFR 2878 [ P iy NSCLC B8 & a7 i) — & ik
F° 0 16 LT EGFR-TKI 55 NSCLC iR ]
RAEIWTTE AT 0 B B, 464 151 i e #2958 A6,
HHh 102 f14 EGFR 878 . S B LN B2 2
51.8% , N B F2E ) 280y 75. 7% , A T i i A=
T3 (progression free survival ,PFS) i 7.4 > A | &
He 1A (overall survival,0S) & 11.9 /4> A, X #8387

1 EGFR 578 B Y J8 385 v BE A D0 34, % WL 22 il ¢
(objective response rate, ORR) iy 85. 0% , %5 i 5 1l
# (disease control rate, DCR) 4 94. 6% ,PFS 2}y 12.3
AHL08 Ay 16.2 AR —IBA BB 5T % B Bk
g 2477 T IS e JE Xt EGFR 9872 i v
X128 2 45 ( central nervous system ,CNS) {1315,
H 150 mg (L85 JE 4 2 X CNS 9B E AR,
M4 JE 1 500 mg 18 57 i JE ¥ 8 e 45 25 5l 245 )
8 6 V& ( cerebrospinal fluid , CSF') ¥ B #8 13 2 04
Ve B, X P 44 245 7 AT LU AE 9% CNS e ik 2, (1
b 2507 SR LR R e PRSI L BASE 1
A EGFR-TKI 254 & 7E NSCLC figi ¥ #% W36 97 L it
PR BEAL , (HL oh T 225 i i e P R 8 0 AT BIR , LA
BAFAEAFAFYET 245 14 [0 R, e ZATI AN W] 3l S 5 9 114
RN K

55 2 A EGFR-TKI Bl % Je i it 5 32 1A i At
i B T AN RT3 S 40 A R R R T e X
EGER {14 417 il i} 1] A1 1 R A0 T 55 1 AL EGFR-
TKI*, 4 3$ MBIV EGFR fH % NSCLC %
A RELTT ik BE AL L 48 1 R 3036 lux-Lung3 (A4
KM 2E) A1 lux-Lungd (MH5H-35 P A7) oA 1 H Rk
BIILER 2 40 mg - d ™" S AR ERI SRR AL 2E TR T 1Y
YERT 2 WO B 48 7R BT VA JE e PFS 24 5 B
FATORBE™  lux-Lung3 41 345 {5 i % v, 42 4
KA  lux-Lung6 2 364 4] 5,49 ] kA=
%% %% 5 lux-Lung3 245 Hh IUEA-35 55 i 2 20 5 B i
BIRHBE WA AL 535 5.4 111 A H
lux-Lung6 {050 H ITURA- 5 P4 At 75 20 5 Bl vk 35 Je 20 A8
HH R AL A 5.4 8.2 AN A Y AT RE R
DA FEA R /N, 4 ] e 22 S o e it 2 3 Lo 7 2
TR (I G A3 e, BT Je X NSCLC Jili e #% H.
EGFR 78 W RCR AL TR 21097, OF BBk
JEXT 19-del By EGFR RAZ B FIRYT R s Ak LA =3k
SR, Bk e i oL PFS 9 9.5 A K7
BITHN 4.7 A H AR R 7 08 O 22.4 4>
A AT H N 25.0 M, HER TSI ¥ E
ST g% NSCLC il 5% %% #5576 163 1
FERHIFSE 7,35 % HNFe A% £ 2 I Bk e I 2%
fift , ZH AR R AE CNS P HA WM, H 2 i BlA
5 IR I o 7 B T AL 227 — TR 2 4 A 306
{1l NSCLC g3, Horp 116 75 (115 {51 35 43 il 4 52 75
e e R R MBTEE JRIRYT 45 R B, B
JEALLC AR SR 4LEAT A1) PFS I O™

%5 3 X EGFR-TKI B P45 Je & 4 ik W] °] A 250 41K
H2 TT90M fif 2558725 . T790M 22725 H i EGFR-TKI
TRYT IR R W T 2155 2 5848 . — T PRBEDL
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FECrE BRI AR I K 419 5] —28 EGFR-TKI j&397
Jei B Y TT90M BH M B NSCLC £ 35 %
201 LA A3 TE 3 SRV R e A RIS + 85 S5 i %€
2, 1E 144 Bl kBB R B T 2 B EIR
J7RRE AL PFS B8 + SR e i AL R E K
RPGR AR A 3 R EHPONA RFFBER L
BE TAA2E + JE i 2641 0 78 2 D TPAG B PG %5
JeXt T790M BHPEHE 4% NSCLC %% 8% iE 7 s
I AR B0 (B 2 BT aura ZEK IS F aura2 2t
o)L S g3t , 411 5] EGFR 58 48 BH % L 7E — £k
EGFR-TKI j&¥7 3eaih T % A i J& H W] 3¢ 35 T790M
AR F 45T 80 mg - d T LPE R B R
IBIT, B IR TVPAE T 192 i E R CT s mf ek
BGKMGEMG, & B 128 i J A I 7% 5 XPI Y
BAEIEAT AT, X 128 Bl 4 4% B E AR 1 4L
AT A k) SO B R R T PEAS  UESE T BTG
B e R #8835 B — o DIRICH RO B[] G
BETEE PRSI (6 JAP) B4 [, CNS ORR
CNS DCR 43518 54% 92% , 1£ {57 B 17 B 5] Ky
11.2 A H AR BB 7 CNS PFS (B 5256 20 5 5 i
TEVRIT , R BLZAE) 78 6 .12 > H B} ) CNS PFS
I3 T2% (56% , H. 584 To i 5 Hif J& A 47 I #id ik
SHAST , AT Mg CNS Fp 0% — T B 5 g
LN LA i Ak 5360 97 T 216 9T NSCLC il %
R H B B xt ELBF oS b A 16 BB RE T Al & Y
S g e, BB X L A T A P B vy 2 v TR
SEVRTT I B SR PSR 8 R AR AR S TC i e
M EEM I i

AZD3579 J&— B & BT 3l I Jeg 455 A0 v iy 2L
A =B E M) EGFR-TKI, v] DUAG 8505 &2 1M s
J R BEL L g 8, A AR AP . — TN A 67
Bl A FFEIRGE T AZD3579 3397 NSCLC fisét %
FRAN L R 1 T 3R PR 36 25 51 i F 5 40k 71
SR BB (29 1)) FHFR R B B (38 4])2 AN
g3, e b TR S B B i) 29 91 252 EGFR 4L
[l 25 YNRYT 5 v 1 0F S I B, 43 il 451 50,100
200 300 500 mg AZD3759 %5 H 2 Wk, MR ¥ 4
i 32 1 B 7 AL R 200 mg, B H 2 R FI300 mg, &}
H 2 W7 T 3R a4 i B B ik — 20 1E Al 5 )
P IRBY B 38 151 Ay H B S i e B HON R A 73
EGFR § [a] 2513697 & sk BE A 4 %2 2 EGFR-TKI
TRYT SR A IR A% 8 A6 7 o 1S B B A mT AT
i B BB k5 21 ), Hodr 11 511 (52. 4% ) g 4 /)
3B (14.3% ) B 7T 53 S fie 5 R s 9 sk By B A vl o
i i B g k2 18 4], ORR 4y 83.3% (15 /18) ,DCR
J188.9% (16 /18)1) | ix#ezt BB AZD3579

1RYT NSCLC fixif% 4% B A 50 . H A& F ik A
ARG LA 7% R B 1 T AF AT A T v

YH25448 J&—F A R | i B 58748 e P L 1l
I B n] 95 AN AT 5 3 A EGFR-TKI, H Fif H
FEIG R TG EGFR 58 A8 il S AU 5% i AR B th — 22 1Y
P IRE DAL, 6 1t 240 e 2 R0 U5 g S o B AR A
R 55 ) v RE AH AF Y BRPE B JE A L,
YH25448 {7 X6 s B s A e PR PR AN LT, 2
125 LG 57 e 4 16 0 O e, L B2 R ME T 55, YH25448
REA RN EGFR T i#{5 5% i@ 42, e fff i 20
MIJE T, AT RESE —FI A R SAYEE 3 A8 EGFR-TKI,

4 4ZHiE

i SF # £ 9 BF 5% 3E W1, EGFR-TKI 1£ VA J7
NSCLC b HAFBURITRL, B& i Al EGFR 8748
H PRI BT R NSCLC R 6 o A & Ji 1) o 2 T
PF. i, HEON %) Wig< 7 100 5] EGFR %7%
{3 NSCLC 83, Hirp % EGFR-TKI #7477
J5 2 HE TG % 1 XU ) AU T R e B TR T 11 AR
# . BT RREIE ] T ¥ H% EGFR-TKI 4
JTI) EGFR Z8 A8 Wi ] NSCLC fili %% 7% H 3 i 4% 7% it
JE& R BAR TR AR AL S 107 T 70% ~
80% 1 £ % 2 EGFR-TKI 3657 5 191 A o k- 8 i 155 10
HH 3 5 Tt A 7 4 B2 IB Y 7 R I TR T SRR U
1B97 J7 % . SR, BERGER 2% B 58 & BH, &
EGFR-TKI 497 1) i s F 25 1) IR 6 % % 2k R O 7
BT 27 A H G IS 4 R ik 43% , HfE
JR R AT fiE & EGFR-TKI X /i 405 kb i) 4 il % 0
58 FE 2 A A S O, DT {6 25 2 I 6 114 LR 7
BB, fE EGFR-TKI A7 W1 A, £ 1/3 # EGFR
AR R A RS L Az, HRETX T EGFR %€
5 55 I % B =2 1) 9 55 2 i TG W1 %2 18, EGFR-TKI
1 LA (B 75 2 AL L B 5 EGFR 28738 )R 2 1k
PATHE )R TG R IR YT (FARBUSSHAYTY) ,
MAEAEA G

zg R, T NSCLC k%% #1047 HLE ] g
A By T NSCLC fii#E 719 % 4 . EGFR-TKI JF B
T X NSCLC il # 5% #8334 J7 (9 35 1B 8%, b %5
EGFR-TKI {4 4 3, 52 9 25 A7 390 B A 0 ok B 3%
i (At B 5 7 EGFR-TKI 4534347 NSCLC /i
Ak i R BB S B , 5 NSCLC K54 7% &
FHAE EGFR-TKI Y47 A %45 T B 175 Jgg . %o
F NSCLC [ B 7 5 g B R0 13RI T 2 e
BT FRIT I AT #E— 458, EGFR-TKI
& HAU R DA T T-BEsl & 3 e 3 X TKI A 3R
2y NSCLC 5 A Jo kb 5 25 1) 7 BV 7 S
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