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FBeAE et iR, B RABAT L1 700 ABE T 45 Fhds
i o TERERETRYT b, IR B8 7k () B A A o 511
(Immune Checkpoint Inhibitor, ICI) T4l & 48 (T-
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SRR PRI B A W R S S5 B e A
G3F A AT REARE I T RAORI & Ak, L AR 1+1>2

YACHR H 19 :2025-07-18; 14181 H 1. 2025-11-06

AIRCR o 3E 5 2H 5 A [R] BB B AT LIRS 232 AR JLR
2 (DR MG # . HUAREI— A SE T ENK 41
A5 G BSOS AR, 10T 53— U e A DG, S K
o7 200 Y A ) 22 e L IR SE R AR . 1A, R0
T A5 e A ) 3% A 175 A A PR 7 R 2 LA
GRE MM A ZEAE | TR X R A e Sy o (2) Fieg
FE ) G PE VR o X ST AR [F) A ] Ao S R A 2 1)
32 AR LS PR SR 5% ( Tumor Micro Environment,
TME ) 7 B 8 SORE , AT 14 5 25507 40 L ) e k2 4
Tl 4 B G BE OIS RO RIME T o (3) B S e 35 70
HEA FIAILTR ) S22 1855 ¥ i A B e LA S B i e 5l
[ AU E ] o (4) BUE R L [ LA S ADC X4
PO BIVE FHAIL A 455 30 e 8 ] S [] (Y B i R 41D
AT SR P R R IALAE A S s B 1) AN ] 4 R A S It
SR R AN [R) R 7, 5 21 1 5 P e S P sl i
i 9o S o M AR T 24 LA R A 5 SR A N A S E R
(5) HA A R IR IL 20 & R XU BE 23155 o AR SCHKE
R IR B AR R v 0 5 JR DA R dd ok 20 5 5
PR R R BT IS A AR DT 245 L B4

1 ETASBFRHOIEREREN A RE
5 AT 2 S R P IR DUR S

* ARSI 52 F ARBH TR 2 DL 2 3993 “ SUHIR TR " THE AU N A 6 B

** 11 (5% , Email ; renhong.tang@zaiming.com

China,2026,40(2):251-261.(in Chinese)

SUMRSA: IHELE, £300, BHER. 48 HARERD T2 DTS IR SRS R, hE R A4 ,2026,40(2) :251-261.

Fu YY,Wang Q,Tang RH. Progress and prospects of combined targets in macromolecular drugs. Bulletin of National Natural Science Foundation of



https://doi.org/10.3724/BNSFC-2025-0015

252

o R

¥ B & 2026 4F

PUPRTT LURT ] Z2 A0 B0AR  URE A 2540 F 22 Fhise i mT gt
W HEA ZFEFIMLR . (1) SBe 4 A e 1 i
JeA A0 AN SRR AN M, AR AR AT (1) BURE S PEdiT
RZEETAMZAK (T Cell Receptor, TCR) A4 1Li%3
(Cluster of Differentiation 3,CD3) MV Jt A% & At b3 #H
U, LA 3 7 A 240 2 A 2[R B A5 5 fisk DT 93
T TR, T4 AT R T35 2 FL 2% R 0K g > 24 i i eg 240
fflo (i) BURESPEYST HAIHEE S [F] I 455 VyovesZ 14
45 RE g #H 2P0 B ( Tumor-Associated Antigens, TAA)
DIV TN R 2 L 32 FVIBORE T 51 S A I g 448
(il ) BURE S A 2R 24007 (Natural Killer, NK) 14245
[l 4545 CD 1632 (A RS E TAA LU A NK 20 AL Rl 25
FL 2 FORE BT 24 I A0 B . (2) 308 1o 28 ARG A
(Immune Checkpoint, ICP)BUIRBFEBESL ., (1) WEICP
REL T Ay SSUARE: S P AR [ s 25 -5 T 4 L 2 T 174 9k L2 200 s
A FE 3 (Lymphocyte Activation Gene 3,LAG3 ) g
BT R A R SR TSR 1 (Programmed
Death-Ligand 1, PD-L1), 9" 8 T4/ 76 1L , B AL
MUK , 20 IR AL, FEARLAG3RIK . (i) XURF
SEPUA S 2 5 HAE 5@ B 09 4> 7 R FE R ICP .
(3) it 240 i OURES [ P 582 e R e 3 i/ XoF I 4
LA I RGEVEREME . (1) BURE SBR[ s
b &R K A FZ K (Epidermal Growth Factor
Receptor, EGFR) A1 40 it 8] 57 I f¢ %5 ¥ Kl F (cellular-
Mesenchymal epithelial transition factor,c-Met) , BHIIHC
TR S RYBERR L , P2 HEXS T W45 5 Gk ), 5 333
ZARRERR . (i) DGR SR AR LS A 7] — #0045
() AN [) 57 T S B SR TR N A

AH LSRR R S DU A AR A R L
(1) B SR 000, 4 P 2 1) 58] SIS0 1) 9 4 L A
858 iR 53 77, 3K SR BB B B BT AR SR TR S B
() 5 (2) 38 3k 5 PRI (7] A9 40 B 28 T e J I A J& — e
JEAH AR RIS A 2 s IR 25 5 e e 5 (3) I G
SPIE T BRI 25 I A A L S it TR
A 7 I AR TR 0 A A 7 TR AR AR I HIL 2 5 (4) [A)
I BEL BT 7 A A AL ) v i 4 A o 5 ) BE A T A [
A,

PRt 38 3 G R A AR 2 5 T R SURE BT IR 245 )
TE AR D BUAT R 53 B 2540 e T I ) ) S0 Pk % 1D
R S ONR I
1.1 MRS EMERHEIRES

SRR S DT AYT IR AR T M0 3R 49 0 1 i o
HIIAYT o 202 V4RGSR s ) IR b WU Skt
I AR TP TR AL R (1), EE AR 19

(Cluster of Differentiation 19,CD19) . 4Mk#%20( Cluster of
Differentiation 20,CD20) . B4 &% 24 Hi 5 (B-Cell
Maturation Antigen, BCMA) 434k#%123 (Cluster of
Differentiation 123,CD123) f1/34k#%33 (Cluster of
Differentiation 33,CD33)%%, Ho LITAA S CD3# 5 4 A
AURESFPETCEN 3, AA B I TAANICD 16 ARE R A
KURR S 98 4% 13 40 0 7 4% 4% (Natural Killer Cell
Engager, NKCE) ,PD-1FI40 7 ME TR EL 41 AR OC 2R 14
(Cytotoxic T-Lymphocyte-Associated Protein 4, CTLA4)
S AR A5 2 A BURE S TR S il NER 4. HRT I
BOR O A ZFFHICD3 FITAAZL A AR A RURE ST
PR T AR S CD19AY £ X /NG B4 95 (Minimal
Residual Disease, MRD) 1] Kl () 15 VK 2% it S0 S &2 % 1/
B HMETE T B 4H I 2 P U B 40 I L9 ( B-cell Acute
Lymphoblastic Leukemia, B-ALL ) fYblinatumomab ; #U 45
SHBCMARJEN X 5 & /MER T2 &M B69% ¥ elranatamab
Fiteclistamab ; $E 4R S GPRCSD Y& Xt £ K& B B T8
(Multiple Myeloma, MM ) [¥Jtalquetamab ; LA N 4045 Ky
CD20 Ky &t XT 8 760 M bk 9 F1 K B 4l i bk T2 9% 19
mosunetuzumab epcoritamab#liglofitamab, %™ 5 #B
R T 441 B 2 ) SR S, i e 465 5 v 4 i i CD3
B2 A L REL ) AR A DG I

F B S E 1T 25 FHT CD38 H s b 4
5B E U T 2RV R U HEe
PRI RIS R 2 AL A AR IR 9 B8 38 XX S35 7 JE R
N o 3K SRR R RO S E MR AR AR P
22150 AR, SURESEESL VR 2B MMIAY T 4, T
HJE = AR HEMMIA T 4T i — 5 BV AT ik
J&. Teclistamab/&:—F# [ BCMAFICD3HiiAk, O 4
YA T 69T 2 L MERTEMM ). MajesTEC-115 IR %
WA 140 DA BRETTIE  fE1652 B F T,
teclistamab ¥ ELAZEf# % (Overall Response Rate, ORR)
463.0%, Hir139.4%35 5|58 2257, Talquetamab#fL[i]
GPRCSDAHMICD3, &34t ] TR I7 2 A& VB iR .
MonumenTAL-1 /Il RIREE 3 B , B JH 445 25— IR A9 R
#HORRNT4% , Horh 57%00 £ 35 35 B 0 1) B0 2 A
(Very Good Partial Response, VGPR) & 5 2518/

HIAB-ALLAYRFAE 2 - BE A AP 1l H B 2 Fi A4 i
PR R B A RS T O7 R AR Tk i
K& R AFLEB-ALL B H AR A5 b, (B4
LI 10%0 B 23 K I MEIR TR | BMETTE A1) 26
G fe WAFAEAR KA 52 R XU | DR MR 8T TR 9T 0 38
ek 3 AL R IE HEMRDIF R ). Blinatumomab 2
LA CD19MCD3HIHLIAR , 76— Il R 2L E H , 78%



40 A2 M

ATHE R A5 20 A BB AE K 53 F 259 7P A B S BOIR 5 iR e 2

253

o
-
5 3 B%
S o 97
O 1 \ (S
S G " amm]
o o @ ° @
(6\0 OV Y
Uy
Qe O
Q.2
2 e \
20} \
33 S
c \
0] \
\\
BCma \
cD20
2
8

co3

Bl W RN RSB R AR A A

Fig.1 Target Combinations of Bispecific Antibodies in Hematological Malignancies

(88/113)B-ALLE #H ik F|5E &MRDJ i . 5MRDJG
N AL, 582 MRD 2 b B B A A (Overall
Survival, 0S)(38.91Hvs12.5% 1 ;p=0.002) T K1)

AR T 4 BV (Non-Hodgkin Lymphoma, NHL)
T 55 22 Pl bk B 2 0 A4 1 g | LA R R 45 AN A TR
TERZNHLAE AL A1 P8 M Ik 98 vk 18 KB 4
RELIE (Diffuse Large B-Cell Lymphoma, DLBCL) & #
21 BARBICD20 5 sE B rituximab 5 A 3
& TBAIENHLIY IS . (AR S EZNEESRERNE
e RSV , X H AT IC R D e, 7 B
HHIATT M . Epcoritamab#f [ CD20HICD3 , #5411
TR T R P v LR R K 18 DK B A b LR . — T
Epcore NHL-10YIlm JRAFFE LI, FE4E 32 1 12 T 5
epcoritamab ) AfEH  ORR N 82.0% , 5E & L& K N
62.5%. Glofitamab 247 CD20MICD3HLIA , B 244K
e FH T oRE KB I L, AE— T X 2 R sodEvA T
SR 18 KB A bk B IR (4 R 2301356 v | 285 glofitamab
TRIT B LISSHIRT  39% M B A B 58 28k . H3152%
0] E BTN o VeSS A

A MEBEME A LA (Acute Myeloid Leukemia, AML)
PR ARSI 2 A 228 1 I3 40 O 92 ) 5 4 /D i v

[3]

R o ZILTAE, AMLIAE A7 20 15 I & KR ek
S50 AT R AT R RS AR T 40 A R AML I B
I HIF L2 B A I R EoEa R T
HMIA T GBS R T — BB XY TR 25 AML
iR A0 ML T i o SR, 2 5 1 R A G
J5U, AMLA AT B & R T I Pk R L7 . AML A B AR 5
L F 0075 40 A (A 45 5 S A 1 11 I T 4 ) v s
FEIK | EAE TE 3 1 40 e A A s i 4 2R Rk
TEAMLH, FH 05 200 R L 5% 3 i 200 e S ek stk
EAAAE N EES, XS WUR & &S0 RS0 68
PR e R S O AT RS 2 4 i B A
F L MR A DA T BE R B E A A R R
H T, AML A7 i i FH AV S f2CD33HICD123,
B Ko Ao T ) T AT A R A o) SR S BT A0 T I IR
IR RAT T R B, APVO436 2415 CD123FICD3 /Y
MU SEPERUR , HATAL T Im R2 8, 76— 3005 445 SO b fl
o LA 7 356 FH i PRI v, L5 4 G2 i A R I TR 27 A
SEWI I 52 R 50%(7/14) 8
1.2 EFEFERES

5 R G R A L, IR T SRR 1 BURR
SRR KB Z AR AL A LA Z R E AL . B
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SRTHN I E S [7] BsADIHT R ACHE BsAbY ZEAI 5T o, {HAE
SRR PR A DR SSARRT B 2 TR A DG HT R AR A A
Z R Z R, NI — R bR (a0 N R B2 AR K 2 K2
(Human Epidermal Growth Factor Receptor 2,HER2)/
HER2 . c-Met/c-MetFl18#£ % H 3 (Delta-Like Ligand 3,
DLL3)/DLL3 (M H.AMBsAb) ) 2|} F A [a] SR A 2H &
(4IVEGF/PD-1 .PD-1/CTLA4E{EGFR/c-Met% ), x4t
BsAbAY/EFHAL ] 3222 7E 58 PR 40 (55 30, M
S8 5 OGT S e T 4 9% 400 ) 4 P 0T S 8 240 i 1 R IR
YEH . AntonarelliZE ! F202 1 4E.55 11 S A I8 MU 5
PEDUAA P S S U 1 2 7« IR 1 o 1 2 1) L AR
AELE PN 5P UUHE 1) 1 UK S B A IR b AR 3%
AR g 205 SR SR S H i 2 . b 28850
CD3FITAARE [ (1) S Al A1 42 4 (IR AL 45 /> /1 CD28 |
CD64% 5 TAARE ] 1) S g AT 2 2% ) , Hik WPD-1 |
PD-L1 CTLA-4FILAG3% 5 AR 8] LA K 5 HAl L 5 =2
[SEERENIORERLS ekl Kl bl

AmivantamabjZ&—Fh A JR{LFLEGFR/c-Met B
PEBUIAR . EGFRIE 278 iy I /NI AL A (Non-Small
Cell Lung Cancer,NSCLC ) {33 # £ [ EGFRAY #1158
75 (T790M ) FlI/55,c-Me i [ 3% 11 X6) 1 22 Ik 0 il 751
PR 24 . AL, R B ITEGFR Fllc-Met {5 53
AT UK /4 & HEEGFR 28728 Fle-Metil % | - H B —

o)
A D O
G}_\Cg,':‘.
@

R, Cadh
el/h

MUC 16
'MAGe.A4
Gucyzc

GPC3

GPA33

&
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o 5
=]
§ 3

2 ARG A AR I S A 0 A 1R Tk E R KRN 1% 1k
AKT!% . Amivantamab T Bt UE ] A A EGFR 3L
SN F200f ARINSCLCH# , 3k S8 SR E 7RI Z #1124k
I ) 2 S B (AR T
(I EGERAM A5 14 AR IE B XNSCLC % I EGFRAM B T
2078 LA A N B A0 I RGP , TiiamivantamabRE 1%
fift TR — W SR T AL I R SR 12 S FCHRYSALIS
BFFE (NCT02609776) () 445 SR 4 122, Horhg 1 44 485
HEGFRAM I 1204 A [YNSCLC £ % £ 3Z amivantamab
IRIT S5, ORRN40%(95% & 17 X [6] (Confidence Interval ,
CI),29%~51%) , T B fFFF 2L E] R 1110 H (95%CI,
6.9F TLEALIT) . TE454 amivantamab 5 R FEE R BeG
FHZY I EGFRZEAE (AM T 1965k a{ L858R %A% ) HL A 12
ZALIF FINSCLCHE &, ORRHN36%(95%C1,22%
~51%) , iz Tt e A 77 (Progress Free Survival,PFS)
HF14.9H (95%C1,3.7~9.7) 31

Zanidatamab & —Ff A JRAE XU E AN A4, AT [H] A
L5 HER2 F PR RS 4508 >4, Zanidatamab
A IEAE A58 TR 97 2 A HER2 B SEAR , 0 4% IH 16 9
(Biliary Tract Cancer, BTC), 7EHERIZON-BTC-01 1}
IIf R 56: | zanidatamab B2 7557 7 80| £y HER 2 FH
PEBTCH A RBL R AR PR IS, BIA A& 0
R A1.3%, AP RORE R e R, X =

Antibody class
B ADC
mm ICE
. (CI
N TAA

Number of instances
—1
—2
- 3
- 4
- 5
;5
m 7

B2 LABEFRIGHKREHIERMEREZEYNIMTAS SR Y, ICER %% A4S (Immune Cell Engager)

Fig.2 Chord Diagram Showing Interactions amongst BsAbs Utilized in Clinical Trials against Solid Tumors!"®), ICE Means Immune Cell

Engager
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W RIS PEAY T zanidatamab®Be S FR VS JT (Standard
of Care,SOC)Jy %5 Ml SOCYT ¥ fEHER2 P i 101 /%%
MAEBTC—Z3A) T 73 2

BL-BO1D1/&— 4 [q] EGFR 5 HER3 1y XU 4% 7
ADCZ5Y), i1 T XTEGFRAM il 51 (14 4R AV it 24558 53 U5 T
W HER3 {5 55 18 B LUA 2281 EGFR G 2¢) . BL-
BO1D 1 7E — B XF 52 4K 988 AR 2 A9 Il IR 11913 5%
NCTO05194982r1 , 78 1 740532 P RO A 0y s & v, v s
Kt LR B 246.91~ H (P4 433 # (Interquartile Range,IQR)
4.5~8.9), 601 (34%;95%CI 27%~42% ) H % 315 % W 2%
27,

Tarlatamab /& —F# [i] DLL3 FICD3 iy WUEE T M BT
T 2024485 F] 35 [ fr i 24 i B A8 L)) o At v
tarlatamabF TIR 7 AEEAZS AT A [R) 5l 2 5 Hh B0t Je 1)
/N Bt fiides (Small Cell Lung Cancer, SCLC) &% fifi H:
B E AR FIRYT FEEARRE R TCE , WZRY7 T
ZWISCLCHY T ANATT e 28 IR F DeL Lphi-
301 Al AR I EE | 52 1022 i tarlatamabif 7 (1 2
H R IESRRNA0%(97.5%CT, 29%~52% ) , 432 1002
bitarlatamabiR ¥ 7 I EH B WL GE K N 32%(97.5%Cl,
21%~44%) o 10252 58% M1 £ 4 X tarlatamab [ 2% fif 15
226 H |, 10022 S ALX— H H61% 2

Cadonilimaby& 4K i34l [T YPD-1/CTLA-4%
FRSPEPUAETES | T20224F6 A 76 3R E AR Ti6 P RELE
B2 22 AR IT IR T R W B SR RS R S
COMPASSION- 161l R 55 5 7E ¥ flicadonilimabBk 5 —
BATEAI IR T RS (B R s R I B TR 1Y 7 AL
S5 R, cadonilimabZH A1 22 I ALY Hh A3 Jok J A A7
AR 12.70 H (95%CI 11.6~16.1)F18.14 H (7.7~9.6)
(XU H (Hazard Ratio, HR) 0.62(95%CI 0.49~0.80) ,p <
0.0001) ; cadonilimabZ (¥ H {37 S A= AE A IR 2] (27.01 H
ZIEA) , R }22.8 H (17.6~29.0) (HR 0.64
(0.48~0.86) ,p=0.0011)1"

Ivonescimab &4 [7] PD 15 VEGF i S S MEHiAA , T
202445 7 AEFR E AR FHE/ N iATfE . HARMONi-2
J&—Tlivonescimab-pembrolizumabXf [t IG5 7 PD-L1BH:
AE/INAH M8 I PR3 . AER 794 2 i A 1) R
W1, 39844 (45% ) B BEHL /3 Fic#5Z ivonescimab (n=198 ) 5%,
pembrolizumab (n=200)I577 . TEFE MBI HHr,
ivonescimabZf (1Y) 11 PFS it K T pembrolizumabZi (11.1
A vs 5.8 7)BY,

2 WETAARE[EHIE
WU TAASE 0] P AU SRR I — N2, B

A AL ALHE$RE v e S B | P DR e 4
HH R B TE B Rk e 24 DL R e kit . nIEI3A
JIE7R , AUEE TA ARE [ HUAAHE TH X6 e ged (1 e 6 . BRTAA
B 1) A4 Y G T W X 40485 4 )RR L A v 4
JiL MR R A, 3 PT RE S SO 1) JE IR EE M . R TAA
B ] BT AT AN AN [ S AR 4044 35 R 7 438 > B vl LA
SO iR R SR A TR S TR TR DG A I
Fio WEBBATR , A TAARE [ LA U Rl JE 5 BRI 5
St il N DOl S N DA g N R N1 412
(7] Fof 3080 9 79 o AN [ 70 £ 53 %, & ¥ B R VE A i 2R
TAAFR [ TR BE W2 —FP 0 S5 E . aniEI3Chr
718, XU TA AR [ 47 B AT 24 ) T 247 JXURS: - A TA AR [m)
U7 R AE S99 R e AT 5 | S T 24 1 18 XU, 4 1 2
TR SEAE T U S 7 A e ki L i SR
TAARE B ARAEFL T — A0 SUR A T 25 A 00 N o5 —
ANBE SARAR P LR HE R FE s AR A A DR B B
FIEACTT 245 KBS . AnEI3DAT /R, X TAAFE [r HT IR AL
2y 4 9% 0k sk XUBS: < iR T LAl SE PD-1/L18CD47/
SIRP-afF 738 & Wb 1% G 8 Wil , PD-1/L 1 [a] oA B 4%
T T HREA DI IR AR 25 AU 28 (A3 4 A
At ; CDATIE ARG 3% 2% 35§10 CDA7H) 245 W A7
T F B AL/ I D8 S RIAE FE A AURS: . R, AH
U B TAARE [ oA , ELA8 02 BT S e ko A i {5 5 T8 %
{14 KU TA ASE 1T T LS - i ke 38 0k 16 a2
2.1 BEETCEHYMHA L HBEHBE AR NETAA

HME RS

CD3RURE S P BT A IR 9 0 S vy 7 4 i) — Ao
2697 7 I A R AS A R A0 R I TAARIT
A EICD3 RN, CD3XUE SR i AE
EE 30 T o 4 L 2 AR 1 A 8 2 i, 25481 T RARTCR/ ik —
FEALMEE GRE G X R0 Gy 5 fil 1 IE AL
S ECTANMIIG Ak , DT 2300 BE A% % ZE Jofr 988 440 B 1) 2% 1k
20 e DR TN S A7 0 F o CD3 XU S B 1A B 4 34
TE TR THH ML AT LAVE MR 41, JCie TCREE 5P
il XFF X EECD3RURE PR, TCRIG 515 T A
WETCRMMEL G S S, Mt HEELCD3E
Zh34, R, CD3NURE SR AT LA A Al HI T
A, WAL PR T R v TN . A HLf R 7 %
CARBINESE (R AT — 5 FR X TCEYRYT AR ZE I 2451
(s & PR 2 ), 5E TCEYR YT R R vt B 245 1 (an
DAFVEM 25 53475 PR 24 ) o $0 ) PR 7 IE 3 4120
A 2 SO 1) —E I 7, 34 20 i PR R
I3 E H AU, TTBR 767 2 1 PRI PR AR
F5o TSRS TCEM T & 00N &2 2 At HLpk b,
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TV PR e = e e B R S e e R B v ) e S
LUK B g A TME
2.1.1 #¥@TCEZH I & P8 3] 6 Pk,

FESEAR IR b PR S P T s R AL SR
AR B MR RO I BE B R T = A . X
SO [ b 20 S A P R SRR AP R 22 57, — SR
IR AT BT, 17 55— Se 20 i D) 2 iR AR P sl %

K, NI B e e Bb R AR T 251 . AHLLZ R, AR
TV R G0 e 1) S R R, HW A 40 i 1] A e
FER H O — BRI, SAPURE I PR DL
e e 7 R Bl L R Rk B R ATEOR AT e & AR, DA TTT 52 M)
TCERULABHE ] S8y Pk 7k . FEAR & (A A
G ) S PR BT R B E LS X R AL
R A EOERTEB-ALLEYIAYT I 5 , X blinatumomabf
i 25— I PRk K, I HLIE R 5 CD19BT R ek i it
R MES G RO RAA K, X117 blinatumomabif
75 58 A I A AR S A B, 7 CD 9B,
TECDI9BAEREA KL T 81 CD 195748 | fudhi B i
N (n=4) TE X FAE (n=1) BIHEAL S SNV (n=2) Fl1 i
THEPBIE (n=1) . A, CD19F B 2093 ok e 2 2
RPN A9 256 X ), 5 2 blinatumomab AN F-L 5]
CD191%¢,

CD20F 3k Bk 2K 2 B AH LW I Jgg R0 5 422 52 0L 1)
CD20MTCERYT IS B 25 AL 2 —. 4520
AR 7R , #EH:5% mosunetuzumab 7+3%) odronextamab** !l
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Progress and Prospects of Combined Targets in Macromolecular Drugs
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Abstract Bispecific antibodies with combined targets can recognize two or more epitopes on the same or different targets.
This field has undergone a gradual evolution from initial attention to bispecific antibodies to the approval of BiTE
(bispecific T-cell engager) therapy by the U.S. Food and Drug Administration (FDA) ,achieving significant progress over
the past two decades. Owing to advancements in protein engineering technologies and great efforts in preclinical research,
bispecific antibodies have been continuously developed and optimized to improve their efficacy and to reduce toxicity. This
article focuses on the current development challenges, potential solutions,and future directions of bispecific antibodies in
anticancer therapy.
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