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Abstract

Lung cancer is one of the leading causes of cancer-related morbidity and mortality worldwide.
Bispecific antibodies (BsAbs), by simultaneously targeting two antigens, offer unique advantages in
overcoming tumor heterogeneity and improving treatment precision, bringing new directions to
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lung cancer treatment. This article systematically introduces the structural characteristics, mecha-
nisms of action, and classification of BsAbs, focusing on a review of their research progress in small
cell lung cancer (SCLC) and non-small cell lung cancer (NSCLC), including drug development target-
ing EGFR/MET, PD-1/VEGF, DLL3/CD3 (such as the approved Amivantamab and Tarlatamab) and
key findings from Phase III clinical trials. It analyzes the technical and clinical challenges in devel-
opment and corresponding strategies, and finally looks forward to future development directions,
providing a reference for the precision treatment of lung cancer.
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1. &

il A2 A R B WL E R, SE TSR T R AL, R FRE A F ML T 3 b R Ak IR
[11e /N8 o5 e 1K) 15%~20%, S PERE RS iy . bRtk s JE/ N ffafiie o 80%~85%, i3 .
BT RAEREE, SREEWRSN AT R, R myl. HarhiE sy FReET AR,
BOT AT BLRNEST . SEIRIT . PR - 29 RIEYI(ADC) KU PR SUIR SR, AR SHiRT (IniT) HRE
RS R, (R AR TR, X s S R A A Mg P07 AT B o P B 1) 285 5 LR 8 e i AP 7
M 24, ADC JUAFAE I #E 53 R KU o XU S PR A RN 45 5 P LR, BN ER v B A L A0 i 7 22 B
AR, B ADC HA AR BEAE e , 75 oo IR 24 P4 A0 8 57 o 1 v R LI ) o S 2024 4 12
AERCA IS 15 FOOURE S M BUASRAE BT, Horh Tarlatamab S5 78 i 50 1) A PERCHE , 2 HBUNKE
HEIR T T )

2. WEFRMEREAMERNTIS 53
2.1 ETFTNHEISFATHREEAFRN

MRS DU AR — RN TR IR R PTIE, EEAPADNAFRTURSE GO, REFIN 5 PR AN
HIPUR A — ORI DA IR AL LS G [2] 0 X FPARAF a5 (L % 2R EIRLH],  HRAT R PUAE
AL S5 R I 3

2.1.1. s R4 S5 ampe

BURE S PEPUAR I — AP S5 A 07 2500] 5 S e 40 M 3R 10 S 2 AR 45 6, 9 — AN i 5 0 A P R T 1)
e EPURSE & LARTT IR XU S SR B, B REEIR R — R, ¥ G 4 i S5 4E B RO A0 R PR
L G2 AT i B T bR A A, 9 R G A M T RN R AR IR B S R RE T . bdn Tarlatamab & — R XURE R
PET giMUZE &4 T, FI454 DLL3 Ml CD3, 51Kk T A 51 s 22 AR [3] -
2.1.2. KSR T(ESEE

U S P B AR (0 P AN B BR 45 7 1 43 S B 5o [ — A R R T PR R AN TR B2 4, Bt el 40 ff 3 T 52 A
R REECAARIN: , R 4% BEL T 8 45 45 5 0 R R P o 5 S g 4 i ) A K AT B A o 155 5 B, XL

][l
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R e VE U AT RN 25 G azoam B P PN SRR 1, PBHITE S, AT R e m AR K.
Amivantamab 5] i 45 & il 38 40 i 22 T 1) EGFR Al c-MET 2244, BT — & B ER 1L 12 R MAPK/AKT 1
SR, HEMRETUMRIER[4]. BeAh, S RURE SR VE P T I T b % 40 B AR T ) LR e RS S
TP, 38R G2 4 S 14 . 41 Cadonilimab st & 5 A1 A0 S8 456 bR oA 855 v 1 %5 2 (1) PD-1/CTLA-4,
FEUTHIHIME S, M998 T 0H0E4L, AN SE - oiss RO [5]

2.1.3. {RE4HAREFRFE ERIX

RURF PR AT T N — AN PRGSO S S AR P4 S, M s SR bR &, #
S P IR - A S et 1k A B PR, R v SR A D A B EIE o B IR AR I 1BI363 T A2 IX
— B EE I L ARER6], 1EN PD-UIL-20 A1 B WURE S E iR & R (1, H—indh & IL-2, 5—
Ui PD-1 S8 [ iR iiE T 4p, PR E R T IR OAEE IL-2 W, JEPEPEBE T 4H LI s> 5t 4 B
G BE 2N M 3k PRI, AT S SR R O BRI A B B

214, FIETH_RUKZEL

FAG A R T 2 AR T 4 R A BRIOE TS T IE K . DURE R B AT R S5 A AN B
NS T, FERTHREZRAURZ RN, EMBUEMENESEFIBE, 1R E R ED T RN
X HURIE T AR A AT A R b R EEAE A . HER2 XURE R 1 14K Zanidatamab 72 1%
P SRR 7], HBE R HER2 MUAMBIM AN EE B RAL, 5 FAHAE HER2 4> TR % R 5, B
T A S EAROR MR 0 (W HER3 FLAA heregulin 53 HER3 S — 584k), i id 7 (&) £z FELFH Wr HER2
5 H At ErbB SR IALE A, IERENE A2 R A0S PR, F 2SI B NE e R 40 P 448 5 ) 5 R o

2.2. BT &Nt ks

& Fo BUPXURE S E PR (U0 Amivantamab) (KR8 Fo XI, mli@id S5 NK gl FoR 4560
ADCC %N ; 1A% Fe i) BITE 284> 7-(tn Tarlatamab) B &k = 2B shfg, {H> T & /M%) 55kDa), H41%
LT, 5 R SR IR
2.2.1. B8 Fc BRIk

AT Fe XU R PUAOe —RIE S50 LB Fo IXIBH Hiik VH & VL X3 Fab B BN
Fhufk. HAKEZMAB], Bilan: RIFMHSGEEMEH S THOS SAREIAL f, R 555 5 A 208
DT AENHEF R, JF BRI AE R AZ I b R0k, BRAC TAE AR . AN, S PUIR AR A R R D
R M 22 5 AL R 1) R i WIS AL BITE (W1vR Y7 S i bk R 40 A 1 1f s £ DUAR 22 BR B 470[9]) - DART <
TandAbs 5. FEMRIAYTT A, FLRTIE I A0 5 e L A M sl SE KT E S IEBR RAEVE s AR B B S R TR
Sre, RETE T S A R D fE .

2.2.2. & Fc BRFRMEMF

o Fo B A 2 IR B Fo BUWRUDIREPUAR, 2 HH 58 BEHUAAR S 1) S0 BRE PR RS b & 70
ZEANLES Fe Bk, 7 F&E#) 150kDa, FHEALGHUARREE: 5 S 45 A e 11[10]. HAZ ORI T
Wit Fo Btl5 FeRn 45 & BB EKEEM, v SPUA M 40 M 35 14 (ADCC) . #MAR 8 1 4 i 25 14
(CDC)&E /S ThRe, Hehtfae i mi[11] [12]. (B RINAZLE R IR, i TR K FHAR FEERZE,
H&T2ES, H Fo BOTRe S| RIBAERZIRIE[13]. T ERMAFEIT Knob-in-Hole F{A 731 2k 41
PiF . #im VEGF-A fil PIGF, CrossMab 1~ & 77 iR Z R H40. 7 EpCAM 1 CD3, KX Fab &
PR RIS B, $ER HER2 XUAL pi 45 [14]. HIRM ) V2, B B 5 % 25m S ACEHI R &4
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B, WAAKME N EGFR/MET ) Amivantamab CU3R#ttH T-AE/ NIRRT [15]. 5AE Fe BIRdL
M, REALFEERSS, (AHAEEIK HSN IR, & 4aimRe R EmIrm, K249
AN m R EGSRAE ETiT,  ARSR R A5 R o

2.3. BsAb-ADC (MRt Z5@mE1D)

WURE S HUR 25 MBI 1 B B R R L 48 ADC I FRBE SR IR, @i ¥ BsAb (00 = 5 ) i
715 ADC 5N 8V BT AR S &, SEELPRRIE R AL OARIAAE T, 28—, WL RS &) i 3 ot
SRR A A AR T A AR 2, W1 SORTL x HER2 XU47t ADC A3 5% HER2 I it g 48 A 11y 1
WS FERAR16]; 55—, AT OO A ol D BT U R B R kI s 85 =, TR IR IA T AE
WHLMRFIE M BUER, HEY KIBTE. 51%45 BsAb AHLL, BSADCs FAEAUAR A G5 55 4 B T3
s TR XGRS R ) 5 AT SR BOR T, B “ RBlis + ()57 BhAMLE], A RUR kAL 4
BsAb ST RCA R & NTFEAR A 1 i) L

3. MR IE/ N BRafH & P R R R

U SR GUAAE AN B8 T 9 P A T R R, I R ) 22 M S R S TR AR LA
NEE SO T ERGHE . mRIR T IE R

3.1. WAZEEH(Amivantamab, EGFR x MET J4§F i)

B % PR AR N EGFRIMET RURERR AR, e i [ i 42 ) 3 fz A K R F- 52 14 (EGFR)
FE BT - b RFEACR - (MET), SeBil “XUEAS S ImBRPHNT + S R8s M ESiUmREEH. Haek
lgG1 Z5 IR EE Fo B, MHELImSS & 5N D68, i NSCLC #&4t | R yT i+,

MARIPOSA-2 fff 7t % 11 IR FE 4 N 657 fil4577 EGFRex19del 5% L858R 4%, H.1E A & JBiGIT
J5 33 ) R B B B A P NSCLC 3%, 14 7 Amivantamab BE & & 804097 . BES BUANEES Lazertinib
FF 345 B Je v 7 JE ik F 1) EGFR S8 7 i H1 =l /N4 o fii s 6 38 PR A5ORn 2 A k[ 17 A TR 25 R BoR, Bl
g7 4 TR A TG AR A (MPFS) A 4.2 S, Amivantamab BE 41697 40 mPFS v 6.3 >, Amivantamab-
Lazertinib BXA 1057 20 mPFS 8.3 /N H 5 alifby7 2 AH Lb, J5 P 2E 55 993 3E Jj BAE 12 JRURG: 23 31 FAEAEG 529611 56% .
TERMEMRF(ORR) L, BEAMITH N 64%, Hia Lazertinib FIALIT4N 63%, H4ifbyr4lh 36%, &
Amivantamab 77 ZEox H S R MG . b, A TN PFS, BXGfLIT4 125 MH. BEA
Lazertinib A4Ly74H 12.8 P H 5 8alifk 7 4H 8.3 4 A X B, & Amivantamab J5 % 1045 55 K 18 F 467 1 4 PFS.
AT, A B HAAE MR 3. EGFR AHXEH MET A6, b Amivantamab 56414
7 2HL IR I 22 A B S E k42 24K T Amivantamab-Lazertinib BES b7 4. 3T 54558, 2%£E FDA T
2024 £ 9 AT Amivantamab Bt & 1097 H T EGFR-TKI 97 5 it 1) EGFR ZRAFHEHA NSCLC ¥ .
MARIPOSA-2 Bt i ik WAL s bR G AT, EhBifE 1T EGFR-TKI i 24 J5 v 97 N5, LR35 1) PFS A1
PPN P IR 2 M NSCLC #24t 1m &lUs 4e g, R F 0 Ml e ag ik, (BRI v 4%, R EE
Il REGALANE -

PALOMA-3 #ff7%t: ZIDAREFT LR T 3R 75 % B0 5 RS (SC) Skt (V)R E R s e, ER
75 B e A AT i 25 1) EGFR19del/21L858R AL M I NSCLC i H [1)R IL[18]. 418 {7 4% 1:1 [l
MUrdE, @RER: Za1)%% L, SC A5 IV 4l osiRtr C2D1 IEBIKIE & AUCdL-15 #7538
RbriE . JTRLLE, 2 FVESTY ORR 4 30.1%, #ikitst4il 32.5%, &A%k, H B RS 452
ffFFEEN [E(MDoR) A 11.2 M H, KT E KA 8.3 N, Aok AN 6.1 AN A 4.3

DOI: 10.12677/acm.2025.15113293 1862 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.15113293

ZML, 2R

ANH S BT ES A BALS o 22 VR T, BN S 2R N R A2 Dy 13%, I AR T KT S 4L 66%,
H>3 Jai s B K LA 0.5%, X LRI SR 498K b KA o BT FUESE, 1R 5% AR RS AE
TRIF BN DA MU RIS A 25 T bk St f RIS, B A A A A7 3R i A 22 1k

3.2. ¥k P EHi(Ivonescimab, PD-1 x VEGF X 4$FFMEF)

WRIRVE LA AR A PD-1/VEGF XURE M Bu A, T8 Ik 55y [R] B ) S 2 A 75 0 PD-1 AL A
BIR T VEGF, SEBL “Mpi s + PUmE A pe” FONE P EEH . RK T BRI R D04 it 4
AW VEGF Z5& 4 i A PD-1 Z5& 07 i, XM HAEMR AL P ERIRET &, DERTPT IO
R4 G5

HARMONI-5 i 5t: HARMONI-5 Bff & — Tt xof B B B 7 v G 28 ¥6 97 W19A /N 40 B iz 1 1b 39
g AR5, PRl T PD-1VEGF XURF S MEPU AR IR U B U4 o — 2R R R 23R 97 19T RS 2 A PE[19]
#AE 2022 4F 10 H 5 HEFE#EOER, 108 7 i NHEZRTT . MRS RER, WRIKFERPUERAAR N R
H 1] ORR 4 39.8%, Wfif# il * (DCR)IXL 86.1%. J7 445 PD-L1 FRik/KFRE: 7E PD-L1 BHIE(TPS
> 1%) % % ORR ¥ 51.4%, H:r PD-L1 &4 (TPS > 50%) A#E ORR #— iR TF & 57.1%. 24ty
M, >3 BRI HIRAR R FEAF(TRAES) R AN 22.2%, 1Y 0.9%) & K TRAEs & 113A7T, KM 21 R
UF o B FUUE SRR U BT SR 296 T 7E S8 VR YT WA I NSCLC i3 B B3 b g va i, o F
YT 3 A, NRIEIRITHITE NSCLC #2 48 T MUK R ISR 277 2, o9 NSCLC ¥ “ Ze4by7”
SRESIGUN T B IR UEIRAE -

HARMONI-A #iff7: HARMONI-A W 7L T Ivonescimab B:& 1697 F T EGFR 2845 [ & 35 i A ok
FE R VEARBRIR A E /NG e £ 7E EGFR & S R 1 R0V 7 1 J 5 197 3% [20]. 7R E 2022 4 1 H
£ 11 A M AE 55 AN g N 322 Bl &k B, 1 11 BENLO A PI4L, —2H425Z lvonescimab 20 mg/kg B
GEFEMIES R, - HBR e EABCE M RNIT TR, 4 IS 70 S RERHATT « A5 RER,
Ivonescimab A0S 2H mPFS 18 7.1 M A, BEK T 2EABE T 41 4.8 S H (AL 0.46), #p it
J BAE T XS PR AR 54% . HAE LTI WA, 46852 5 = EGFR-TKI Ja 7 MRk g 1) & & (HR
= 0.48) 1A Ml k6 F5 1) B35 (HR = 0.40), ¥JRBLH PFS 3Ra5; BB R JTH, BEA4N 50.6%, T %
BERIZHN 35.4%. 24 b, ZEAEIRTT 7 RN Z A TERHE T SZ A A & 8. 1A FTIESE T PD-1/VEGF
BURE S PR B A7 TE I 28T 24 B3 b B B IR IRIR 28, O EGFR-TKI A7 ik J5 iR /N2t i fili e
PR T BT A BURTT IR R

HARMON;-2 #ff t: HARMONI-2 #i}f 7542 — WAL F1 [H 55 Z O TF R BEHL. XS BHEXT R 11 35
IGRIRE:, BAEVPL PD-UVEGF XURF S PEHUAR MR U SRp00) H A R BR BT 50 25 — £R35 97 PD-L1 FafE
(TPS > 19%) 8 HA={E /N0 il 107 3800 5 22 Ak [21] BF TR 398 Il B, BEALEE 52 MK IR 7 51 (20 mg/kg)
BRMATE R 2R B 5T (200 mo) B 3 JHl—KiAYT . AR o, WRIRVE RGN mPFS 2y 11.14 N H, B3 T
R BRI 5.82 N H, KU EE N 0.51, it R ERAE T XS BRAK 1 49%. WZH5rHr KB, PFS 3K
TEFTE KB 35— 5, BAFEAFE PD-LL FRE K HLGERA DL K AT s 55 7% AR 78
PU4L ORR A 50%, & WA FIRR B HTLL) 38.5%, 2R/ )/ 89.9%A1 70.5%. Ak, KikTE
BAFTA A B A AEI(OS) N 21.68 AN H (P BETT 18.2 AN ), & T IR B A 17.64 A H (P Az BE
Vi 17.9 4N F), KBS EE A 0.71. 22 4P J5 18 , Ivonescimab 41 3 2% LL_EIGI7 A AN R ZAE 1 K AN 29%,
MR ER P4l R 16%, WA R RS ATE L, S5EUA 1 PD-1 4197740 . HARMONI-2 i 50 & B 4
TIE SERURE S P HT R B 25697 7E MR NSCLC — 2R 3R 77 Hry T AU AR T I R BR B 0 1 AR 72, kiR
P RHUR T PD-L1 FHEM ) NSCLC S S it 1 =55 Uik, A B SR IA 1 R S5 .
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3.3. FZ%E b (Zenocutuzumab, HER2 x HER3 X4 R4 i)

Zenocutuzumab & —FER 4 HER2 Fil HER3 [R5 G AL 4 KA BB 1 GL XURs ik . Xt
$% HER2 J, Zenocutuzumab 37 BH T HER2/HER3 — AL AI NRG1 5 HER3 (&40 HAFEH, Mifjidid
PIBK/AKT/MTOR S {7 = 18 25 01 il [ 68 40 B3t B AT A7 3

eNRGy WF7t: TEEFXT NRGL JE ARl BH 14 A /N4 il (v 77 48 %, Zenocutuzumab (MCLA-128)
YER—FpEE I HER2/HERS3 [FXURE F tEHiAA, 7ESCHETE 11 eNRGy s RIS I 74 N BB Iy7 2%
[22]. ZBEFRANT 93 I s =N . BA AT IS5 i M NRGL il & BH P NSCLC H 2 (1X 26
BEZNHEEER AR, PR 2 R RGAIGTT), 4 TR 2 FFKES 750 mg Zenocutuzumab ¥4
J7o GEREIR, SR E AL ORR i&%] 29% (95% Cl: 20~39), mDoR A 11.1 4~ H (95% Cl: 7.4~12.9),
HAr s Tt e B A7 109 6.8 4 H (95% CI: 5.5~9.1) . [HAFERAIIE, 127 RAEX 2 A ERAEVG YT (B4 afatinib
%% pan-ERBB 11| 7)) 5 W £ & rR AR AR A 22 21, 1IERH T Zenocutuzumab 7EIEXETE ATER BIVEITIE /1. %
4VEJ5 T, Zenocutuzumab iy 32 1E R 4F, WEITAHRARFML R 1~2 2, FEAFEES . EHAEL, >3
GIRTT MR R RAERIBAR . B AR i BEME VA 1 2 D0 = R i 5 0 R v S8 7 8 8 T P L )
Z5%), Zenocutuzumab y NRG1 @l FHE NSCLC B #2441t 1 S B B IR 7 ik B8, b GG M RS uEvR T
AU — I R

4. M ZSTE /N B A R P A SRR

/PN e — o LSk (IR 28 A 20 PR, 240 B B 15%,  HURRER A RORIE . R
MR 2. )R SCLC M HIGHASRAL T UK, (HRZHUEH AN E R0 A 2tk SBUATT
FAT IR FLAEAA I . GT4ER, WURE R EPUAIE N — R BIH BB T 2454, RE RIS 45 5 P AR A
] 515 i A B BT R SO, /N L e RV T R B T R R

4.1. BRIZ B (Tarlatamab, DLL3 x CD3 XK MHiiF)

Tarlatamab £ 5 AN 3RAEH T 72 81 SCLC MRV =8 T 4 fiseas, #E1a SCLC 4R 1) Delta
FERCHR 3 (DLL3)FI T 4fiffl 1) CD3, %) 85%~96%M1) SCLC 4H ik Hif DLL3 ik, i1k 4RIk
Wb

DeLLphi-301 5 : BEAFFi & — I E bR Fr0 . FFBbR 2 BTG R RS, B 7EVPAY DLL3/CD3 MURE
ST 4T R% Tarlatamab 78 BEAE 3325 52 /0 2 2RiA 97 10 R R BETA M iz /N4 i il g 263 b 9T
W5 e A VE[23]. ZMF TR 222 B R, EEBENLAE L ZE 10 mg B¢ 100 mg Tarlatamab 5774,
PR 25 25— 5 oR, 10 mg 724 R I H AR MG PRIR 2 o E VP S Bt e s PR AN A A7 3R 1) SR o,
Tarlatamab 4 ¥ J& % ik 55 10 mg 71 E 41/ ORR % 40% (97.5% Cl: 29~52), DCR >N 70%; 100 mg 77| &:
201 ORR } 32% (97.5% Cl: 21~44), DCR & 63%. mPFS 7£ 10 mg 414 4.9 4~ H (95% CI: 2.9~6.7), 100
mg 214 3.9 4~ H (95% Cl: 2.6~4.4). mOS 7 10 mg 23k 14.3 AN H, H. 55% N2 34 78 HE ak 1L 4 4k RF
ZIIRAS, 68%IINEFFLLN A > 6 NH . [HAFERNE, TSI DLL3 RKik/KFILK, XIEBEAE
FEAEYT RO N R AVETTH, AMRE TR LR G AE(CRS) & i i WA R, KAEZZ)N 51%
(10 mg ), HAEKRZHON 1~2 %%, HFBRATIRITYIN, wl@e s 2a 2ds .

DeLLphi-303 #fF7t: iZBFFi & —50 1b i, 2l RS RIRES, AN TERR 4~6 A A I —2k 40
% - KFEIATEFERS PD-LL $IRva TT AREE R iz /N g0 B i (ES-SCLC) 8 %, 45 T Tarlatamab B44
W] 2% R Bk B B R R C B 4R R IB YT [24] . AR 2024 4E 5 H 31 HIZE BB R, 88 Bl i6)7 & W
mPFS 4 5.6 ™, 94 H OS ik 88.9%, DCR y 62.5%, mDoR ¥ 9.3 ™ . %MW 5 A& W2 5397 i 2 4= Pk
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H55, BHNARFENN 1-2 FAMBEH T RRLEEHE(CRS), KAEZ 53.4%. %A 714 Tarlatamab B64 4
PR A MR R E — B dERRIR YT R I SRR AL TR, SCREHAE IR it — IR

DeLLphi-304 W 5¢: ZWFFC—30 1 B, 2o, BENL. JFBR2EIR KRR, B 7E1EE Tarlatamab
5 bR UEAG ST AR B AT 2 5200 — 42 B AT S 2R R V)2 /N At PR e (ES-SCLC) & b 197 3805 e 4 1k
[25]. iZWEFTILANN 509 I, BEHLSAC A Tarlatamab 4H(n = 254) 804k I 41(n = 255). H 7 B 15 I 1] 23
B8 11.2 AN AF 117 4~ H, Tarlatamab 4147 0S13.6 4~ (95% Cl: 11.8~15.4), &3 K F1byr4ii 8.3
AN H (95% CI: 7.2~9.4), XK EL 0.60 (95% CI: 0.47~0.77; P < 0.001), AET: R F4A% 40%. B4k, Tarlatamab
I 6 AN H A 12 4~ H OS 245 58 76%F1 53%, 3% = TALIT 41K 62% 1 37%. 4, HEiis
FRTIE PR PRI A s iR ek 3 BB I TAeo7 41, B 3 R UL BVRIT MR R R R AE RN 27%, BEK
TALIT 1 62%. Tarlatamab [ 32 ZAN RS- FEA0 i R T BR i 25 &1 (CRS), H Z HUNRZ I (1~2 4),
AT I TR I A H . % ACUESE, Tarlatamab 7EAAZRIGTT RN 2 4 SCLC @Bl B35 14
PR R AR, NI —H BRI TR bR VR T IR B

4.2. PM8002 (BNT327) PD-L1 x VEGF JUFH i

2025 R K22 (ELCCY AR —T 11 #0548 1 7 PM8002 kA AR A 9 — 2yt 7 /Nt
it (1097 RS 22 4 VE[26] . WS IR oR, EREE It S T I 1, ORR 4 37%, mPFS Jy 5.4
ANH; AR RTINS E Y, ORRIEF] 50%, mPFS 554~ H, mOS ik 147 MH. M4k,
ZHE TS PM8B002 BXATAYT I T Al B2 M B MEARAE, Hoe & SEEAETF L — 8. ST X A
#i, PM8002 T ARk E /N H H T ME—E 1 HHIEIK PD-LYVEGF XL, FHAEFXF SCLC 1 11 il
AR I (NCT05740566) LT 2024 4E 55, B — B IGIEH T 3%,

4.3. 1za-Bren (BL-B01D1): EGFR x HER3 M43 S Hiik - Z54{BH4

1E 2025 4 [H I R8T 2% 25 (ASCO) 2 F (252 3002), Hih K2R B i O3 #d% 11 3k dik
7 1za-Bren YAIT R BRI B S M /N0 B RS (SCLC) B | SIHIT 98 e 45 [ 271 WAL T 58 151 B
R 2GR 7 Hit I SCLC B3, XU HBAZ T 1za-Bren 2.5 mg/kg (D1, D8, Q3W)il & 77 Z ik
J7. BRI, fEFTHEEZIRITH SCLC &+, ORR AN 55.2%, kK% MM R (CORR)N 44.8%,
DCR 4 81%, mPFS 4 4.0 ™/, mOS ik 12.0 M H . FealfEfFd s, AR T —4% PD-(L)1
HOHIFBE A S 41097 (PBC) ) SCLC H#FH W4 (n = 20), 1za-Bren JEFL 7 I RR YT 2. cORR ik
75.0%, ORR 4 80.0%, DCR >4 90.0%, mDoR A 5.6 ~H, mPFS N 6.9 1NH, mOSik#| 1 15.0 MH.
RV, FEAR RS EBEEE, AW B ™ E i, 5 ESEUR R ADC 5
PERE— 3. AT FEUESE T XURE % ADC £ SCLC H RIlm R 77, $&7r EGFRIHER3 L& IA AT BE AN HT I
VIR EY), NZ EIN 2B AR T AR T IR R .

5. RFREMFAMM A EIEIRESBRE R

RURE S IR 29 R AT TG A6 VR 2 Bkl ERPREORZ I, A4 gt # v i A2 e ME R U A R H .
HMATREAAN 2 FEBEIURTEERRAS, L] e hn e Bk, Sy A sk Mz etk . iR,
LR A0 pHy 2B AL . B0 RE . B 10U R Ak S 0 XURE S ME LA (JL L A2 Fab-seFv & 20) 1)
FasEtE R 4 A R BRI B BEEW[27). FN, HAEMTEES, REEHR T ESRA, 4
PP R A 72 AN S KBRS o TR AR R A, Bk (AR AN A, 7 P A 750 (R ik 2R AT
KB AN . 70, Tarlatamab A7 SCLC 4 1 AR 7L o, Hoy7 %05 s DLL3 FRiIA/K VTR (L i DLL3
FMEERIE, ORR $404 40%75 A7), A% GuaE s kil oy X 43 3 as NBE[25]. MhAh, 299k nrae 51 A8 A R
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SN, NZR I R 5 R TR 4 A A (CRS) A I At 7 22 ) 58 A R0 0T S A F s S8 10 22 4o B XTI e i
FERAR ErNE A TR S M B R T RS eV, IR R A R A TEPRRMA . Ingavat 55 A [28]H]
WEFONHIFRIR T MAL TZ IR S ARG 7 =S, BlnmEEar pH Mg FompE&rr, L
FrEdE 5% BsAb AR M. AEImPR DT T, AN s Y bs S RIRT 7T CLE R T R AR, RIS S 58 A
RSN DRI AR BE A %, AT HE SN XU 3t 1k B4 2410 5 it 7 FH Tl R

6. RE

AR BURS S M HUARALE Mt 16 7 Hh T AR SR A T AN R Y e AR A, e PD-LL x TIGIT 5
DLL3 x CD47 & AL e 04 PD-L1 x TIGIT @id [ 25 BT NSCLC it 8 il A 453 i 3 26 A%
O MbIEES, R W m AL RE RO HAE PD-1 #0265 N SEEL B RIB0E T 405 NK 41
MIDIRE, R AT 0 UE 5L LA B RE 2 AR B RS e S 2 e, BN JIm RS SR LE ICIs it
2 B B RS2 AN £ 1) 280R [29] [30]; DLL3 x CDA7 JU%ts%f SCLC s ML DLL3 Kik
5w AFLER) CDAT “Alzik” 55, BE “T AR/ + BERApEm” SENLH, % SCLC
o PR N EE, FET DLL3 BT I RIR R Tk S8 HAE 2 4R 97 R SCLC i w3973, A
AR s A IR IR AR it 7 IR SRR [31] . AR TR — il A T RTHR TR S A A Rt S
ZRBN IR, G5 A KRFEARIG RIS I TR FIRARIC AR IZ Wi BOARRS T e 38 o A BF, TRE 51k
J7~ JBUT S TVE NG SRS, FREdh it BsAb 7l ks v6 7 A (1 S 1 5
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