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[ Abstract] Bispecific antibody ( BsAb) is a kind of antibody with two different antigen binding arms. It has
the ability to bind two different antigens or two different epitopes of one antigen at the same time. According to
whether it contains Fc fragment, it can be divided into IgG-like BsAb and non-IgG-like BsAb. IgG-like BsAb has a
longer half-life and is less likely to elicit immune responses against IgG-like BsAb due to its molecular form closer
to that of natural antibodies. Non-IgG-like BsAb has a small molecular weight and better tumor permeability because
it does not contain the Fc fragment of natural antibody. It can significantly shorten the spacing between specific
immune cells and tumor cells and play a more significant tumor killing effect. But the disadvantage is its short half-
life. This review provides insight into the molecular structure, mechanism and clinical application of bispecific
antibody.
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Amivantamab. Fifi % AP 25+ R SR 1R B,
BsAb HUETHEA NATHLETF, AXAE 2022 SEA 6 FOW
e duiasiate b, o 4 502 4% & L _E 1) BsAb,
AR T RS, BsAb 29I R 1E 52 2k
KB 2 12 KRR
1 MFHF AN FERREIZETFYE


https://imrf.oajrc.org/

k%, SRR, 3

MR SR PUABT T

1.1 DVD-IgG
X A[AZ[X -1gG (dual variable domain IgG, DVD-
IgG)% BsAb & — 7l 1gG FERT AR AL FRXURE S M fs
Wi 7E 1gG Pifksr T EEE R AE X Cheavy chain
variable region, VH) Fl§45 1] 42 [X (light chain variable
region, VL) M N 35| A 55 —MHIARE) VH F VL 45
R g = A= — A 04 705, RS AS R BT IR & P
NG5G R IR BIPIRAS RIGT R R ALRIN 4551 H )
(B 1Al A R AN PT AR [X 2 [8] /) Linker,

DVD-1gG scFv-1gG

1gG-scFv

BRI IR BUR T H14E N 2 4E— Linker 2 [ LA 0
e By IR, ATAR D N AR Szt i o] 22 X B
(fragment variable, Fv) F#iiLim Fv 5HUE4EEH
. [FR g DVD-IgG BPifAs 1) VH Al VL
N iy, [ AT 5 RIR 1gG B RARBLRI 214544
IXFE R MUEE DVD-1gG 7E B A PR HTIALE &AL
A, FRak Al n] DU I A& S F I BUREOR A,
X g AR R B 1A (7] Py 2 R A2 [ ) e L ) R

[ B AT PR AR AR P AR RS M R s

KIH Antibody A
a4
VH VL
I
CHI1 cL
Antibody B
5 = I
WH vl
DART - ==
CH1 cL
[ ]
CH2-CH3
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1.2 scFv-1gG/1gG-scFv

HLEEHTR-TgG (single chain fragment variable IgG,
scFv-IgG) ! BsAb & —Fl 1gG FEXTFR Y i 0URs S 14
ik, EEAEEA 1gG Pk 7H VH B0 VL (9 N
Ui HE T — P SeFv B, R A AN AT
HIPT IR S A Ar A SERIURE AR AR (B 1B .
MBS 5 #7545 5 RIRI 1gG AR, Fir
MEA LK, BAG SRR RN .

TR S 1gG-HEE TR (IgG-single
chain fragment variable, IgG-scFv) iHid i{i%& Fe B,
e —Fh scFv #£ CH ) C It (& 1C) o 1997
4, Coloma 25551 7E CH (1 C %y 42 o) — FhhiAk )
scFV Ji By, DL R BT IR 45 & AL riAE 23 18] B RIAL
BN, A P A 0 S 45 o s 2 BE A B0t 45 5 A
INAEAN g VAR

1.3 Knobs-into-holes

Knobs-in-holes (KIH) J&=[¥] BsAb & —#f IgG
FEAERI AR (I HUA T B R Bug Pk A fidt
& B It CH3 X, 7EPUIR A b, A FARFER
AR () BFEARRER (T, BRI
fIFF (Knobs) JAREEH (T366Y) ; 7EHAB L, f#
FABRENAHRAR (T) BRI E BRI R
(Y) , FERIMIBE I F Choles) ARE5H) (Y407T) (&
1D) 6, PFAS [ b B e il i AR S )5, 78
) B R KIH &544, FI R A7 BHAR A Bh T H %
TRARIERAECXS . KIH HARf IERAT) BsAb HHESE
Be 2152 90%-95%, AHAFIX PG+ 13 AL
A=, EBOE G P S T E R E R K. TEZ
JE I ST N KITH R R R AT AL, X F
GAFEIR TR F W o R R R BORBE ML R AR, BT
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— RN AR IR, RIE— 4 EEEAE 2 X
b, AEBE KR EER (W) BHARBNITER
iz (T) (T366W) , JERL“Knobs”45#); 1EH—%4%
HEEMEE X b, X 3 ADMEIERIIRAL, 40 AR
BN Z2E R (S) « WA (A FER (V)
B A AR R (T)  (T366S) « &
g (L) (L368A) MIFEZIE (YD) (Y407V) , B
“holes”BY£5 14, i Jet 7% [R) A7 FHL EL b -5 25 44y 4k [1] i 7K
FEAERH, &5 7 Pikrtae .

1.4 CrossMab

CrossMab 0[] BsAb &3 K 28 7 /A 7] 7 KIH
SEREERE PRI —Fh 1gG REIEX AR XU 7 1
Fifk. HJEFE CL 5 CHI 2 [AlAEmHy il 7 — 5%
&, FESEKI EH AN, T CL 2 [aA CHI1 2 [a] 2 5
HHE R, @K BsAb bk A ) CL 5 CH it
ITHH#, bifk B AT, HIERE VL-CHI
BBEHE 55 VH-CL-CH2-CH3 B4EECN, 15 EH
(¥) VH-CH1-CH2-CH3 HE &M B H 7, —EfEE L
W TR E R T RASR (K 1E) o VL 5 VH H
et AT IR BB H (1, {E/ETE CrossMab 14 3 5
R, Wl R — L I =Y I, 41 CL-CHI AH
HA e AR A 1) VL-CHI 534k B ) VL-
CL fSM 4t — Rk, LR VL 5 VH A B A8 #k
2>TE % Bence-Jones Mab Fl| =) . R {7 (E1X LEFI| 7=
), FIF CrossMab A, ] LL5E e 4 11 = L Al
TEFARCXS o BhAh, AREFERIN, 25AE I AT 4kt XURF
FEHEPUAR D TIOTEE. R MRIAMCR A B
AL

1.5 DuoBody

DuoBody /& Genmab A ® L BsAb ¥ 13,
DuoBody JE3[1) BsAb 72— IgG FEAEXFRAL BT
A5y ¥, it Fab B A2 4,28 1Y), 3R 22 K K409R
F F405L FRAGAL 2353 S| AR 1eG1 Ptk 731 Fo
B CH3 X3k, VA& A H bR PR e S AR R 2R
Be R EP AT 5E R Fab B 284, PANBHAT 1gG1 $ik o1
P16y B e AN 2 [ 90570 S A 2 T R 1) SR R U S
PR 1 (B 1P B, R 1gG1-K409R Fi
IgG1-F405L XM 2H A e FEAIK Fab-arm A2 #id 2 9
[FUR —BRARKITE R, B e R — SR A 8 DL R P
1E: Fab-arm 224 56 B (AR 25 FH PR ACHe, S — 5K
PREEFETTIA 95%LA EP1, Duobody ¥ & HIMLHA T
TR, PIAPUE R 2 R =M, R

B RAR 1gGl Fe BMINRE, HEliMlt, && KM
A=, S, RE T,

1.6 BiTE

RURE M T 240 i fEr 225 (bispecific T cell engager,
BiTE) JEi) BsAb 2 —FIE IgG FEAEXTRRAL ik
I, B KBCE PR A I scFV B LR B Y
scFV FBUE (B 1G) . BiTE FRE—EFfEE E
P T scFv fuE Mk, (EHET scFv BRI, H
FHEABONR RN =HEE g, £rem—
AL AR R L. 5RIRN 1eG BLikrT
FHEE, BiTE 30U BsAb A7 Fe B, R A
INEIRERE PR (LN 60kDa) I i~ 3
0T, /N 23 o B A L B S U 1 R 2B 1,
A CAZEHE AR AT TR B, WOZ S BsAb £
ISP T PR G s VR T AU, T DA P R R PR O
s BN A THRTR R ES
YUOE B 201,

1.7 DART

XUSE AT E 1A (dual-affinity re-targeting, DART)
JEUH) BsAb 2 —FaE 1gG FEAEXFRESHLIA 2T
& H1 32 & MacroGenics 2~ 5] A1 Servier 23 &) H: [A]#ff &
f38 —1 BsAb #EFA . DART 30/ BsAb £ H
PR 5% 22 IRBE 45 A T B R — SR A pidd, 45452
Wik A 1 VH fil VL JF5 5804 B 1) VL 1 VH
FF B o ERE TR, (ESRIERE 1, BB RR 51N
PRk 2 IRBE N C Ui, 8 Y I SR T2 R (] — Tt
(B 1D, fFXFhpiik s Fhaetitnm. 5 BiTE
B ARANE, DART JEZUHT BsAb %t REGS 1) 1gG 4
THRBERLEER, EKANEEY, HPR
SEEIE A — R R ) PR,

2 BEFRMIMARRH &

BsAb [l £ 715 E B A RENE . AT
RAVE . RPN DR ERSE . RPN TREVE R H oAl %
BsAb M &S AR .

2.1 FABEK K

B RN T 4% BsAb HIFAR R A 2R AR IR,
HELT 1980 44X, 1985 4, Brennan 1 XFFH B4
BT BEPUIAR 1gG1 B EBT 4 A K il % BsAbIPI,
BRI S5 B R S E R 1gG B AN P A
Fr BoAst AL S AR RS B — P BsAb, & AL A2
TERAE, BRAURE SR PUERS A0, T
PRTE PR AN AT R AR B TT R 7= AR A e A M RN B0
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Al AL 2B EAE §] £ BsAb TR BA SRR 2
M

22 MERB G &

AR AN [F) P 29 5 e 240 G e 3t 4 e 5 T2 T R
IR AP, P R AT IR O e v M 4 S
HATTAAM . XUARAS TR W 8 A% 15 50k 5 A AS [ 1)
AN, RefE =4 2 PhAS [F] B L BE AR BE 5
P i H ¥ BsAb i B 5 A1 E24E LBE AL A BT
77 A, IR R EEERE RS A2 16 FhZH-GHBCRT,
Horp A 2 Bl i & I DhReME BsAb, F=AE PR AF
TEREFREAEAEEC, LA S 2 1 BsAb. fE4EHY
U2 A2 98 T3 1) 26 RURe e LR R P2 ) BsAb BT
SEFAEYNEYE, A ERRE, TER R AR
BsAb BEHLYER, IEFHECH %K. Catumaxomab 1§
Triomab V& , AN FHUAERLIE T8 AN [gG2a
KER IgG2b, H#kE Y PYA5 A 24 i s £ FH K R AT /N B
PIAF D R MRS S RN, R T RUR SRS
VR AR AR T )

23 AR TAEK

FER TRRVE S H AT a8, HIEA R
P A ik DR o i DR TR R ARG Hi A4 7y 1 AT 12 1
FoE, IWAliE H BsAb 2 . & 158 H F
J7 LI, — 2 G AL 1R A B o o AR (1) T 6 B
AR FE DR [R5 i N B SR A h, B —
i, TR (1) B A RN A2k L DR e N AT 20 oy — Pl B o
FEPUIAI 2RSS R4 N o B B R TREHOR IR R,
FIH KIH £AR, BB E5H, EPRM ARk
il 2 [A)E o 2 ) Ao BEL RGOS, S IE W2 T, ml oK
P& 15y FBE W) 1 IE AR 25 C X - Emicizumab . Faricimab.
Mosunetuzumab 1] Fc Bt i1KAH T KIH $iAK, il
IR TR ARAE — 2 EHE R CH3 XK G | A —MR
KIS FEFR IR FE T il knob”,  FERCXT ) 55 — 2% B
CH3 FIAH R XI5 N — AN 2 B PR R IS T il —
A“hole”, MITM#21E BsAb = &% ) IE#i 26 ML % .
CrossMab £ AR 7] DU 2504 iy S YR P 42 =1 1Y)
IE#fZ4E R . Faricimab it —20 K H T 25T KIH 4544
[f) CrossMab (R, “Z#—A> Fab F1EH%EE CH1 5
BHE CL, 55— Fab BAMks), #m 17 HEREEM
IE#IZERC % . Amivantamab KX DuoBody i AK, #%
K409R 1 F405L FRAZRL 153l 5 APIAS 1gG1 Hifk
HEER CH3 X8, 1RGP B Asbui e s it 5 i
IR EP A 5E % Fab B 22 # 2 B BsAb. Cadonilimab

KH 1gG-scFv HiAR, 5 —FPiikLL scFv B
HEAELE 1gG 1Y C ¥, IR 5 R BUA Fab Bt
[EAZFERN. . A& BsAb 1] LUK F A4 BB HLiR i)
77 XAl 2%, Wi — A H BITE AR 471
Blinatumomab s&i@id B4 DNA H AR PYANATAR X
415 =A linker 741 flA T2 ) BsAbU4,

3 WFF MBI ER S

KR S PEBURAE AR N IR B AR L A 52 4
IR, BN AN BsAb FAEH ML 9 4E
[Fa) R b AN [ 70 i P AN [E] BT SR 3 Ao, AT AR
IR PR AR FBLEEIT,  andh 3 Sy A L
SRS G, AP A AR G o B (R X
Z MG TR AT BT BRI, AT 328 1) 5 2 7 e
JEAMHEIER, 8= A i 25 1051,

3.1 A~F &R A AP HR GG tm e 25 A

BsAb B — MUl 45 G XA T4 111 i i e 2
M BRI, T — AN PR S S XU T X S
RSP b BT, AT 0 X A i 2 A5 i
I FH T 0 G2 40 B SR A IR A R i B . E
NARBI SR s an o, T 40 fE4u i S . %A
R P AR AR B T By TR FEE EEAEA . EHAS
RS2, CD3+CD8+4HMI R T 41 2 XURF =k
PUARTETT e i A% e A ) ) B S 2

Catumaxomab F Blinatumomab #8585 T 4l
KIM) CD3 ARG &, [RS4SR 50 e 4 g
TR AL, 38 S L ) o o e A ) A R 400
R ZAA WA IR 4l ), Catumaxomab & H 5 |
B AR R IETUAZ5Y), & —F CD3/EpCAM XL
R MEPUA, EpCAM FEAE R 2 4051 B EIE K 1)
b RmARIE, TR Mg OtH2 B 33
FIEMEREK U7, %) EpCAM+E & EAENLRIR I
B 1D e 28 B I B Y 25 T Catumaxomab 3
HH 1R T 52 14 AR S e e i A O IR SIS SR B
Catumaxomab ] LAFEAA AR % KR 24 = [ 4 L e 240
ffd. Blinatumomab & BiTE JE3Uff) CD3/CD19 XU4F
FEPEPUR, BT RS B 40 K&K 1E CD19,
Blinatumomab BE# [ 5 B 4HE ) CD19 A1 T 4f
ffl 1 CD3 454, /% T 4048 ) Mo A2 1 B 41
M, FH 67N B 0 S s Ak R . 1gG FE
BsAb [¥] Fe BRI LAY Fe ZAARFR)M EAEH], 1XFh
FHELAE FAS NK 2 it B8 e 20 PR A ) JRg 4, S
5] ADCC R4 . MesobsFab & —7F# mesothelin/CD16
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RURE S EPUAR, = 931 2L e 40 i v 3R AA 1) i R
(mesothelin) , MesobsFab 1] /)5 NK 4 i ¥ [ %
A5 = B 1 2L e 4 D
3.2 THBfRGH & 5%

VF2 A5 5 I B S IO S BUH R R

RIEFMCEACK) FER A, il Wi iig (5 58
P IRTT IR A R 7182 — o BsAb RERSHE [ [H]
— MR I PRI AS RS2 4, B R BE T 2 FiE
5308 % A A BT A L AR AR, BEE (S S
B, AT G RGP BOR 1 R G iR 20 A = A=
XHYETT VEUAR P2 100,

EGFR (HER1) H1 HER3 #/& A\ % K FH T
AR (HER) FIEH A 2 — . EGFR J {2 41 T FL
Y R A BT AR R TTAR AR Ao 4 e A
YHMIER T, EGFR 15 5@ B0 40 B i A= S8 5E A0 7
A R R E B EH . 5 HER KA
ANIE], HER3 5l = i 28 BRI A ZE 35 1 o Bt 90 B,
HER3 Gt 59400 H ) EGFR 8¢ HER2 ik Ik
SRR RS T @ AT LA E A, B
EGFR/HER2-TKI % 5% 2597 280, Toidimi s s 4 i A
Ko [FIE, HER3 155 (W 305 th g IE SLRE e (i 2k i m
HAEK . BZEMERZRY, Izalontamab & B B4 BRME
——FHENIGIRY EGFR/HER3 XU TR, XF
EGFR/HER3 5 — R HA ik, [HIEr HER3 ¥
7% PIBK/AKT M1 SRC 15 ‘Fil#s, HTaIT 2R MR
R SK B IR 20 Mg LA S e # M EGFR/ALK BY
A R/ i i 21

AR LA AR SR R 3 IR e A R SR AN A AL 1
FER A, BELT R 1) 107 AR R R 5 A s e A=
KARHF . A N A K R F A(VEGF-A)FfL AR
% 2 (angiopoietin-2, Ang-2) BEASAE ALt iR
I8 1 AE Ji - Vanucizumab 72 —#f VEGF-A/Ang-2 X
FeSrEPUAR, AR A 0 ) R R A 1M A
TR, AT peboe AR RN R, 7 — el YA 1
(1) S A SR R RN H VR AE IR 2K

33 WAREa LAW

I R &5 A A R PR AL & BsAb A B T
EWMARRKEAS T, KEEAESYIAD)
fit. A I AW 2 IR 7 VIIT (FVIID $t= 5%
DyRekens 5| r e R . $'IK (Roche) FFK I
Emicizumab & — i Ml Kl IX o(FIX o)/ 58 ML AT X
FEX)FIAEXFR A 1gG £ BsAb, RE[RINT 454 FIXa 1

FX, #3 FVIL, %5 FVII f2EFThAE, (2
BgJR A=, RIFEEMAE P, Emicizumab &
FTX0E A B A 3 TR G 97 12300 R F A
MR IYEIT, a0 B B A I /MR ek 4%
JEEE . X7 Emicizumab AL TE AU NXT007 I H
B R b I 1R,
4 WEFFMEIARIGRR A
4.1 BRAFE D
2022 4 1 H, FAD {it# Tebentafusp (744 :
Kimmtrak) £l Faricimab (Ffh#: Vabysmo) Pk
P2 1. Tebentafusp #&H Immunocore F &
() — g BUEE ) gpl00/CD3 HIET AL T 40032 14
(TCR) Muyriz, FTIHIT HLA-A*02:01 BHH: A%
N R 80 25 S B € 3R 125, — UK 84 451 e 1 2 £
FIH B B2 tebentafusp 5T IR PRIRIG S5 SRR B,
RV R R e R A A MR A R A R —
SRR AT RIE R 65%120), ) — il Tebentafusp V477 #%
1 7 S B BRI I I YA PR R BG4 R 2
Tebentafusp ZH 1 H A7 A A7 8 21.7 S H (95% CI,
18.6-28.6) , X HEZH N 16.0 A~ H (95%CI, 9.7-18.4)
(P<<0.001) . fEN—ZRJTV%, Tebentafusp AJF#{E
RS 1 T PR R R R 49% BB T KU 1271,
Faricimab +& %' [X (Roche) JF & J#E[H Ang-
2/VEGF-A BT, FH T8 97 8 A I 1 B
W4 FH % Tk B BT AR MR B PR BT K il (281
Faricimab t9 42 55 — AN 4tk v FH T HR 385009 VR 97 FE 8L
FESVEPUA, prESE BsAb [ MIE AN F R R 7E I
VO 98 R SR K B S 7 THT o AR TIT I R 4
B, Faricimab 7E VA 77 PRI A0 X 15543 52 i ik PH 2&
(BRVO) Al g fikBlZE (CRVO) FlHIBEBRIK
B, XA 12038 5 Aflibercept (B ffi 44 : Eylea)
EIT A B R HAES 8, H Faricimab J597 1888
AR DR R P Tl k2>, S AR 52 1 5 22 4 P R B0,
Ak, B A WA 24T VEGF/Ang-2 W
R PR R, #E 2023 4E4 A, £ 2 K%M
HENTHIGIR, 252518 W) 1BI324 FlIBLFE R
] ASKG712. IBI324 T 2022 4 6 HIHFMRIR KRR
5%, AT ISR — I A v AN 52 VG R AT
B S W PR 95 P B B I M ) 52 K AT B s v
IBI324 . ASKG712 ¥ i ¥ A& B 48 FR A R 1) —
VEGF/Ang-2 XURE s EPUA, B ARSI 5 L8 A B
A T AR LA P A R R O B B AR 1 1 i PR
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T 2022 4F 1 AHFFJE.

4.2 dnig FRER

2022 4 6 F , Mosunetuzumab( 7 i % : Lunsumio)
$EE FAD #Hi#E 7. Mosunetuzumab #& H %' K
(Roche) & 4= BR U [ 4 /Y B 7K CD20/CD3 AUFF
FEPEPURBY, T =4 L AR R R O
B (R/R) JEEMEMESE (FL) 7 AMIRITE.
Mosunetuzumab HFEIGRIRIE H BILHSL /7, Bl
CAR-T HMITVEIIA 1 5e5eE . WHEi K, 1&
BEAE B2 PR R DA 9897 I8 FL B TR IF R
I AR, A HE o gt o DX A e B R A YR 97 M v
I, FEREES Mosunetuzumab 1897 )5, HENE
WEMFERILR] 80%, TEARMEN 60%13233],

2022 4% 8 H, #AEAFMIXILZY) Teclistamab
(B4 Tecvayli) TERCEZRAL BT, X2HA L
H—AME [ BCMA/CD3 L2549, F-F 97 R
FREMEEME (RIR) Z KB (MM) B4,
Teclistamab #& % Genmab DuoBody 7 A AE 7= [F]—
Pl 1gG4 XURF S B, mTR 5 MM 41 L #) BCMA
AT 40 ff L) CD3. Teclistamab —i 454 T 4iff b
1) CD3, —il4s4& MM AR 1) BCMA, 41
BPE T WREEYHM (CTL) S54E 2R 40 fe BT bk
R KRN IER . —T44 8 MajesTEC-1 )
VII IR RIS 45 IR B, A 39.4% 38 1T B 8%
it 23.6% 1 B IRIFI o R, L BfRHILE] 63%.
BE AR AL (FPS) N 11.3 MH (95%
CI, 88-17.1) , Hi &Y (0S) KN 184 ANH
(95% CI, 14.9 -not estimable) [35-3¢],

4.3 FARMIG

2022 4F 6 H, Cadonilimab (Ff§h4: FFIHJE,
RS AK104) fEH EFRE ETiT. Cadonilimab
& 5 AR R ) PD-1/CTLA-4 XU 25%, T
BT 2P, B EIUE. B/ E .
EE BRI . TR A S 0T, X2t
B AN ) PD-1/CTLA-4 X254, 2 EE A
H EHF R B 25% . Cadonilimab J& —Fh AJ5PU
KR 1gG1 Bk, KA 1gG-scFv JE, HBE T
Fc BtHIZNIhEE (ADCC. ADCP. CDC % A4
MR RS o BEFLRI, Fo RN SRR )
AETl B FERIL PD-1 Al CTLA-4 FMRES 40, AT
PRGBS, R e 1 s BT PR 5 2 1 S
JEAHRAN R M. (irAEs) S50 Fo 52K %% 4

Ji ) S 454 <181, [t Cadonilimab #2543 Fe %2
IR G TSI IIRE, o8 T PUIRZ myT RO 22 4
PEBOY, M ELIBE A6 TT , PD-1/CTLA-4 XUPTRCR F 4,
AR E . — 4% HER-2 BRI B & 548 e &
FH3Z Cadonilimab JRITHRA T, 1A% 1 E4a8%
fif, Ny HER-2 BHPEMPR B 52 4L T8 dl. =R =
PEV TR R UF R TT IR B0,

2023 4, FEJ7AEYIHE) Ivonescimab (i AR S -
AK112) & EHHiE, 4T 8 H 1 HIRE XY
R, AK112 Z223KE A1 PD-1 M1 VEGF
NI 1gG1 XWURs SPEPUMR, X PD-1 4 3 5 s
B SR, LB i 8 oA 35 v £ e g o
AR — I G ARIRIG45 R, AK112 B ik
JYAEMIY NSCLC S rh R R At i 11
Mz At iz B E BRSO 8 B9 AT
TRITIEFEH, B NSCLC 4, AK112 S HAth sz
JA Tz N AR,

44 B H %IZ IR

2023 £ 9 H, IMBiologics B A7 AT XURE = 14
FUAZEYIH (IMB—101) 3K#335E FDA IR
IS kU . IMB-101 /& —F OX40L/TNF XU 24, H
IR W 25 R 40 R T A e i, BT
H 5 S MR VAT T IR AR REH T 2023
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