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2.1 CNS#EE  Hhfy CNS # 2 EGFR-TKI fif
2 Ja e W SR R R 2 — o H T I 5 R A
TE , 23 I i B2 e (IS T FA AL, BRI V6 I S g
HHiAR .. XFT CNS g, FERGITRR5 R TKIs
(IARER Z2E A, LG J57 i () 24 045 125 6 J FLAE
YRR B A PR A A DA o 2 % A [ YR S 7 e B ) R 2 A
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S$1GYT (stereotactic radiotherapy, SRT) & F R Y[
KffU e FELZ T, 22 il phy i f i i 75 2 —
A ERIE TR, WAREENIETT (whole brain
radiation therapy, WBRT). #4P{Ly7 ¢ F#ie B
CNS 7 &P TKIVTKI A 385567 7 % .
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NCTO06613633 Hf 78 K [7] 20 0 3 6 97 € LN
EGFR-TKI JA 35 1 M H A SEHEf SRT; JLETK
SHAYT N EGFR-TKIA B 1 A H 2 J5 2818 Uog it
J& (progressive disease, PD) 2 [R5 ] SRT. &55
WORFERLFGIT 5 B R e 22/ (complete re-
sponse, CR) I AFEH, Toi 2 [R5 T ia I 7 ik 2 I
[ FBURHG I  Fopi N G e A2 47 1 (intracranial pro-
gression-free survival, iPFS). T#EEATEM (pro-
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=R IE B e L DU R S o R 55 il 28 G A Ak
J7 50 mg ELFF kALY 500 mg/m?, q3w) VAT, N fiE 4
T % W 22 A 2R (objective response rate, ORR) A1
P (disease control rate, DCR) 73 7 =% 60.9%F1
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6 I S T R A S R A ) A ] o T H R
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(TROP2) 3 B AR5 B 245 (antibody-drug conju-
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J7 4 (q3w, 4 S e s S 2 B2 4 ) 45 SRR,
sac-TMT 4+ f7 PFS (mPFS) L Ty 4H (8.3 4
Hvs 43 H, HR=0.49, 95%CI: 0.39 ~ 0.62, P <
0.05) ; sac-TMT 2. H 47 OS (mOS) i A IA F], MLy T
AN 17.4 N H (HR=0.60, 95%CI: 0.44 ~ 0.82,P <
0.05), FET: XU 23 AKX 40%; 7E ORR 7T, sac-
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(52D AFAE TT90M 72, AR K INH & EGFR {EFE
iR 250, HREE AN AN . XN
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(IR HH NSCLC B3 i B R A i I AR R0 22 4
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K744, BER TG R L 1 B 3R,
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(1) 2 R 259 TR, 4% GE ¥z HER-TKI Wiy % e
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Mk AH by RO G BT . BT, B A R
TKI 4% Je Mk 2 Je fil ADC Gnfs ih 22 2k 541
(trastuzumab deruxtecan, T-DXd) M| J& B 4 52004 17
R T-DXd HIETE A — 2k, A — P e
FLAE HER2 RAZ B I R IAWE HA NSCLC H (1) 5. FH Hif
§t. 5, DESTINY-Lung03 W 7 A fEHEAT, T-
DXd BE A G (3R SR RS () B R 7 17 o
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243 HLVERAL 5%~ 15%) NSCLC M iEdk
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fif1 JFASKT EGFR-TK AU g % 1) i FE AR 8 P,
1M H B IX R AL 5 B0 IR T MG —hedE, I
PR e TE ALy b 4k 42 F EGFR-TKI 86 A %
FEIRYT, DUA R ACKR B F RS . Tk
K, A4 EGFR-TKI ] B4 23K 25, U2
TS A A ] o 5 i s e 988 97 Ao A 1 S 5 o

3 BAthFhIeTriE

3.1 ADC HHi, B TR ADC 25980 &3
34045 HER-2.HER-3,TROP-2 }% c-Met. 7 HER-
THENA-Lung01 7% ", HER3-DXd £ Bf{F %2
it ZFiGI7 B EGFR 2878 NSCLC 3% BorH
ZHIPUMRE T, H ORR N 29.8%, mPFS i 5.5 4>
H, mOS A 11.91MH . Br 7 ER$ZF| 1 sac-TMT,
#1117 TROP2 4 1A 1 2 H45t (Dato-DXd) LA S #E )
c-Met [FJ45 37 Z ¥k BT (Teliso-V) .3 B oR H B IF 1)
PR A 5
3.2 XURFR MDA (bispecific antibody, BsAb)
BsAb & — ] LL[A] I 858 o Ry 4 S AN P JE
B RAL I B S AU M 25, e 0% A HE P il
By EIEM o 5% BT R £ EGFR Al
MET W5/ 5, ZE111 MARIPOSA-2 Bf 5t 1, %
2 WA JeVRIT e Rt R i R U
¥y 5 Hafifb sy FHEL B2 203 T mPFS (6.3 NMH vs
42 H,P < 0.05, I H WA ERME RSN
fif Z5HL5] (EGFR/MET i1 . EGFR/MET JEAK i
PESCRAD , 157 ZRPUBA AT 72 — M 47 1 —
IRIR P S0 5 —Fh PD-1/VEGF XURE R 1471
I, e R R T SPULE A R B L S, SR
T 1+ > 27 W EAU MR 2R . HARMONG-A fiff
TR R B, 5 AT AR LG, IR TP SR
H ST EGFR-TKI i 24 J5 4255 1) mPFS M 4.8 4~
HEEKE 7.1 D (HR=0.46,95%CI: 0.34 ~ 0.62, P

< 0.05). i HIX A3k i 75 25 A S8 W 2H A 5 R FF
— B, R AR TE A I B 1 A v, U A il
60% (HR=0.40) ; 7 T790M ZE A5 BF 14 () £ 3 o, KUK
FRIEILT 78% (HR=0.22), F£WIRIK I BT S
g7 e R B3 HLAH AR fE 3k aa, IR 2
BET A AR IR T T &R
3.3 R S (immune checkpoint inhibi-
tor, ICD  TII}H PACIFIC 1056 "85 57 1 [R5 1tk y7
Je B AR G BT ILIE A T /R AN AT U] BRI
NSCLC & MbnitE—&inr T . REwik, PA-
CIFIC {56 1 5 J5 Y 4H 93 B & I EGFR AR &35 %
Z ARG RS 2B LG, PFS 1 OS 2 % L4t
T E ™ BT KEYNOTE-789 #il CheckMate722
SRR R T SISy % LT 78 EGFR-
TKI fiif 24 5 B85 A E B e 35 B P 2 R
KT, B iR yr 49N EGFR %848 NSCLC H&1
BT —B&ZF W

IMPOWERI50 44N | 1 202 {514 16 5% 4% 1t Ak
R NSCLC 5%, Al 14 B ML/ o 2 ABCP (B & 4
R P+ DR ER BT+ R AT ERAZED  ACP (B % 1| 2R
B+ RAIHEED 5L BCP (TR BRBAFi+ R AH+48
W) 4™, RN TEREAEL TKI VAT B4
# v, ABCP.ACP.BCP 41 f) mOS 458 27.8 ™ A
149 4N FH L 18.1 4N H, ABCP 41177 dedE. SR,
b i 17 B 1) PR 2B, S R R ME OS 20T o,
ABCP 5 BCP 1] OS ik aia®h, (AL EE#H
Giitep 2z R P ERHTH I IMpowerl 51 A7, 78
EGFR 2454171, ABCP #H%% BCP 41& 7Rk 1 OS 1)
R HE ARG 2 5, Z PR ICLEA L
Sy R/ A A B2 Va7 (A 75 B — 0 B

4 RE

I 4 o 0 250 i A P AN DT 2 L 1) 24 P ) A e
#5, EGFR-TKI L[y # 4EK T EGFR 5848
R NSCLC [IAA7 1 o SR, i 2444 170 S8 1) L 301
N I JE BHRTT R TRk IR R OR B & X
NSCLC BRzh 3 F SR N IR, 8 2 54 201 H0 )
ZyRNIGTT 7 RAWHRIL, NSCLC B H GEH E £ 1)
BITIERE.
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