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[ E] SFRMEPUAC bispecific antibody, BsAb; BRI AEHTIR bifunctional antibodies )& 8 18 1 fb I | 41 it T #2( XL
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[ kR ] AREPUA; MYy ; eb3; RIFEMA
[ HESES ] R392.12 [ SCHtkRIRAS ] A

B REDTIR TG 1R T R0R 9367 b B TR NK
ARSI, RG] R 0 =1 200 75 44 D A 240 i n /AL B
M PMN S5 Fo SZARAIMISS & 73R )7 h 52 8] — 2 R
(BRI, 3 LEAEDT CD3/BUMR DI BsAb 41 T 4TI E
33 e, AR SCHET CD3/ B MR B BsAb HESL BT
JHRE IR T AR ORGSO L B AR RIBIL R R4 T 250

1 i1 CD3/HiBEI/E BsAb v 5 T i H Mg R T2
B &R EMERR IR

HETHE CD3/ 30 35 5 BsAb i 4 4 07 vk Fe 26000 3
H AL EBERI 4 Bs F( ab”), ; 40 T8 %L i & BsleG 5
LN TR ¥ 1 45 19 BsAb, sc-BsAb, diabody , miniantibody &
ANRIZEBI BT CD3/ B MR LR BsAb FFEMELL :

Yl S5 : CD3/FBP BsF( ab’),( /R 1/ 11 # ); CD3/EG-
FR BsF( ab’ ),( I FR 1 #),CD3/MOVI8BsF( ab’ ),( IR 1/
139 ); CD3/0V-TL BsF( ab’ ), (i & T/ 1 % )*'; CD3/EP-
CAM BsF( ab’ ), IfFE T 391) 4.

FLI% 98 . CD3/p185HER2 diabody . BsF( ab’), ( Ilfi jE 1
).

¥ 9 : CD3/P-glycoprotein BsF ( ab’ ),; CD3/G250 BsF
(ab’),,CD3/EGFR BsF( ab’ ), .

HIS AR : CD3/EGP-2 diabody .BsF( ab’ ), (I FR 1 3 );
CD3/PSA BslgG BsF( ab’ ), >,

B 7R . CD3/sle( a ) BsF( ab’ ), ; LW : CD3/17-1A
minibody ,CD3/CEA diabody; 45 171 8 : CD3/c-erb2 BsF( ab’ ),
CIPR T #1); 389 : CD3/MUCH diabody ®',

‘B A & . CD3/BFA BsF ( ab’),, CD3/p97 BslgG, BsF
(‘ab’),,CD3/Wue-1 BscAb( HLEEH A ) 175 Hodgkin # E 98 «
CD3/CD30 BsF( ab’ ), ; T 14 Mt £ i Jii 98 : CD3/NCAM BsF
Cab’ )CIGR T3

MLt Z . CD3/GD2 BsF( ab’),, Bernhard H %8; CD3/
P97 BsF( ab’ ), .

AIDS:CD3/CCR5 BsF( ab’), (I FE T #1 )/ CD3/gpd1
BsF( ab’ ),( & T #3)°'; CD3/gp120 BslgG.

Z AT 2 %3 - CD3/Pgp diabody "' 3 B 4 i 31 P4 fih 3 .
CD3/CD19( CD3/Hul D10 )BslgG, BscAbC I AR T #81 )'7,

Bt CD3/PUMIER BsAb HL IR IR YT B 7 &= 200 L Bl
YEF RS0 L 55 BsAb B0 ifa (¥ 25 7 BsAb T T ik B2 41
L % e 240 L %) 235 R0 45 22 i IR 3R 9 DD AH DG, Andit CD3/4t
EGFR BsAb HJ¥REHN 4 ng/ml B, %+ EGFR BHE i) fif 728 240 Jfd
VARV TT 35 60% , 4T CD3/4 GD2 BsAb ¥k J¥ 75 15 2
1 000 ng/ml, A BEF:3X 50% 1) GD2 PR 4 Jirh Jeg 41 Ao s it , $12
7 BsAb (A0 SZ BRI R0 ) 5% s 5t CD3 /47t I B2 41
HL R B 43T Ep-CAM )EA%% BsAb 1 ng/ml RE 5 5 4% F- 1
JErRE 2B, /N T 099 355 I D R P ) B0 0 20 2, R AR 1L
FUERZ T Ik e 400 P [R5 B 7 R L JRHIESE I BsADb REH 55
RN ] B R U R S E =) AR =Ty SAIUE S U

BT CD3 /4T EGFR BsAb 7 Jay & 36 97 #l 28 8 598 i
MRI A ZORIT BRI AAIE 0, BIVE A g n R348
L K9 ;s BT CD3/3T CD30 BsAb JRI7 AT & m itk CURI R, &
I BsAb ANTE CD30 FHHE ISV 245 6 &, AN FE A I
PRI, W MERE i 09 AR R =R 5T, e s M R 4E s Bt CD3/

ml ), FRI0 ] A AR REVE D AR A L 2 20 1. T HL
TE T A BAT SRRT AL IS L R L4 h IR FEVERT . et
CD3/Hi 27 M Bk 5 Z -k 2 2R 17 (. HN )BsAb i 21 1 2k
BEER 2 - 2 E B A HN )/ 3% CD28BsAb S i i -
R BEST T HN SR8 14 F1 R BL A8 22 F Iiseg 4 A, ) el A
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S¥t CD3 A4 CD28 T A A PR FIHIEL, 78 1 & BsAb 454
Jibg S 20 AN CTL, 38 SUTE Ak, TRIAF B 98 T 4 0 S A s
T e 2 4 2 T RS v EE R R, P L 2 0F L RIS B I
BT IR R R H

FkZA ABE CD3/ $T EGP-2 BsAb 1897l A BT 8916
SRR, TR AR SN R LW | W W PR SR i 4, T 52 390
495 ~8 mg/kg; Bt CD3/CDI9BsF( ab’ ), /5 T Mg X% B
AR AT, K I FE BB T TNF-o ORI, 5 K e ik
TS ~ 10 mg, 76 3 AMLIT T 32 B AR 2 A5 4 bk 1T, BERIAE
FHMLEEAT K A B I T 5

1E AIDS 3R IT , Z 80 BsAb #5800 FH, AL 46 Bt
CD3/4C pgdl; BT CD3/HL gpl20; $i CD3/HL CCR5; HL CD3/
Bt HIV env SF35E 524 B 2 A9I7 5%

2 $ CD3/Hi g 1R BsAb 4+ 5 T itk B 4 i iE 4k Hr by
H#LH

Bt CD3/HUPFEHTIR BsAb FEBLTE T bk B 41 it 38 2o Bl
NPT L E BRI K Fas/FasL 25 22 7 20 2% 43 g
AR, DA — A R S5 M 9 TCR-MHC 22 HEAE T & 15 30,
BsAb 1/ REAR FEE B A 5 CTL X $E 40 Mg 1 2L 1, 1)
Bt CD3/HLIIE BsAb 5% T 4G RE v, d 0% T 40
B A5 R g SRS L S T R AR B T 20 B
Rz MHC BRI, N K/ CTL ok 5 BsAb 454 J5 Al B 28
CTL A5 ¥ AN A B 4 5 0, BB (5 60 36 A Ak, Sk B S b
i
2.1 B T MRE Ay 7 A

FAHT CD3/4t G250 BsAb J&¥7 59, TCRaB ™ T Wk At
FATRLIEHE, TCRyS * T Ik EL 410 M & 5578 FH G AS 4k i
Hi CD3/HL MOV18 BsAb RY7 U HLE S50 % B, TCRyS ™ T ik
B 20 M EL A 5 L TR ) R A3 88

Bt CD3/4i erbB-2BsAb BEHIE CD4* Al TCRy3* T #k [
S BT CD3/ PR B I 40 M 1 L6 4 BsAb B4 5+
FRIR I 1eM ( A B-CLL % A ) A4 CD3 fric AL,
&, 3E5 LAK 40Ha i A 5400 53t CD3/4t HER2 BsF( ab’)
2, BEIIG CD8 " NKT &y i) 2i 3 2% 15 A Jed 40 g, 42 7 3 2
BsAb 424t T —Fhid 4k G e a7 R B i

Ohmi Y Z£ JHHt Bl CD3/4E A c-ErbB-2BsAb 15 i &
PR PE Th 8% Th2 40 & c-erbB-2-BH ¥4 21 fd( CMS7HE )
fEH, Thl 4UARRI AR K19 BsAb {6, K #E AN EEAE
JIF CMSTHE i 40 U5 T Th2 4R, Thl 48X+ CMS7THE
JiPEE 40 B AE BsAb MUK N, 774 IFN-y, IL-2 1 TNF-, 7E
BN c-erbB-2-FE 1 Bl I8 400 i A A #R U, BsAb B4 19 Thl
NPT B FERLN , F B Thi AT A5 2500 T3 4k S e e
g

L CD3/471 17-1A BsAb BLIE 4N & B CDS* T 41 Jifg A1
CD4 " T YIRS A A AN R 30 ) 2= i A g B¢ 14, CD8 * T 4
JAE 4 h IR E R K RIERON, CDA ™ T HIFEE 20 h, ik 2 [H
FEAT RO, & MPE ARSI CD28 $LiRE R AR,

U CD3 / HUph4#A BsAb ¥4 Y7 Balb/c /MR BCLL k2
I8, 2 55 EEST BsAb A CD28 FA4THMA] BsAb FH 30 # 11
i NN 1) B 28 7 N e T3 i T VA W Nl o e
SEA AT A B R M, EUR R BE 5 A B AR T Uk B AN A e
CD3/47 CD10 BsAb i3 #7iG CD4 * 1 CD8 * T 4UEFH 1L BMT
JE BRI E %, B P CD3/$HT CD22 BsAb i 5tk E 75 41
G E TR, AR PRSI S B IE 52 R 8 i LAK-T bk EL 40 B, i 3
TR E A0 ; 3 CD3/47 CA19-9 BsAb HIIAYT T, 53 Thl 7
] (45314 , R 58 MHC 348 4 9k L DR800 09 2545 4
il LAK A9 A0MEBEAE A R RE A2 B 5 IR Y e

3 3 5 PR Rl 53 R 3, o A0 A 43 W P R BsAb( HT -
CEA/#i a-CD3 F3% B7/47 o-CEA ), UFSZX Wi Fh BsAb B4
B IEOE B A T b 20 A, 3 O 4 B A R o 4 0 B R
AR T ELTE R 007 5 A/ ek o 200 i 900 61 P A 5
M RE XM EAEE MR S, (A H A RS B =440
HUFT I T —> 0 9 B BEHT PR IR S i (438 19 7 vk —38 4
He SR IR R P
2.2 AR T I L A AR A0 PR B SO L

DL EAESEHT CD3/Ht I HT I BsAb BFIBLNG T bk B 40 fifg
PSR R], 7 A= ) 40 i R T35 nE WL IR 206k . AT CD3
HIHT HER2/neu il % HY BsAb 72477 HER2/neu FH 1 Y fift
AU 3 1 2 3 IFN-y, TNF-o, GM-CSF( ¥ FE 23 51 A 1
699, 922, F13 092 pg/ml/10° 4Hi /24 h )FFE T g 2 g '+
( ¥ CD3/47L EGFR [ BsAb ZRAI{ T 433 TFN-y, TNF & GM-
CSF ); 7EH BsAb JR #5697 Pl 28 JBE B st , & BR 112 F1 TNF
By 7K T4 s JHHT CD3/4T CD19 BsAb it CD28 Hib[H] ik 43
FHUR, BAEERE T WL IME YT B bk L 40 S0k 1 i
‘B BEFRAS AT BsAb Rt CD28 L[FMEE 10 d, FCM il T ik
ELAIARAN B fiebyed 40 A6 A 2 T bR 2, RIS ARG 35 3 v 7 440 i
B IFN-y, IL-2, IL4 1 IL-12 3400 )

Pt CD3/HT CD19 BsAb fEARSNFT PBMC % P4 1k EL 41 il 3%
W, BEFE IFN-y, IL-6 , IL-8, IL-10, RJ¥ Tk CD4 .,
CD8 1 CD25 , {E41 i R (14 7K B R4 i s 0 AR R 25
SCID /NEJ# 142 PBMC il EBV, fi$i CD3/4t CD19 BsAb Al
CD28 PATTRENLAIAYY 3 d, Z5 R %, B I 598 40 M 32 24
L RS T R0 A, CD28 BARE BT Hi A I A B L 1 5
Wiy, RN B F B7-1 76 B bk B 98 40 At 09 36 3k, R R4 L
B, MUY TL-10 $&5 , JR#B Rz A4t CD3/41 AMOC-31 BsAb
TRYTIAAE , 3 AT MR T A0 R 25 T SE R, 1L-6 VTNE AT
CD8 45341 i 54k

3 #i CD3/#i PG /R BsAb Al & 3T Fas/FasL., & 7L & Bk
B F S FENRIEN SHMEMERERE

Pt CD3/ BsAb il i L HETE 4 B AR T 3k E 40 R T b
SRR Rk EURE B 4 CD95 BY/K -, R4S HT CD95 #Y
Pt K BB A S ok LR 40 A A T, (R R B8 FE WA BT cD3/4t
CD19 BsAb 4319 B-CLL 4l U3 T 2 /A7 — 03 J2 38 2o
TR R SCIUAY ' R A OC B L 40 TALs , ZE(AR SN
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RSN, FHT CD3/4t HEA125 BsAb FL[RIfEM], TALs %
KR WIIFR S CD69 (B CD95 [, HA —/NIEEIfAY CD4 *
TALs ik CD25, {HXF [ Bf il g 9 35 i, 00 0 55 AN SR8 19
TALs V& X5, BCARF I 32 436 T — 3B 119 S8 3 3 97 D0 L 988 A
LRI , TS HIMON AT Y PBMCs RERS WA 35 30310 TALs A1
BsAb SR [l a7 prUt 7

Ht CD3 Ht CD30 / BsAb JBYTHE A 4 i bk LI B, e 3 T
I AR 7= A R K B AR R, AN 4y NS AL &R,
2 HEBREAEE A A B A mRNA (Y5R35, P CD3/$T BCL1
TAFRL BsAb 5 A ANMIFET A ML - BT A9 LAK T 400874
IT AL RBRIE FasL SR04 /N R, G5 £ 00, 78 BsAb At 5
LAK T #EL 4055 BCL1 40 HepYad b, & Fas 421 R
FALE B

oAl —2ERF5T & I, BB 4> T S AE BT CD3/ B s i
BsAb HUIMREI &3 —EMEM . Azuma A B 55 K TG 44
DA IFN-r BE$2 7 BsAb 035 LAK ZH0, i@ 1< b 38 ICAM-1 7 i
PR AN M1 22 3, B VR0 G 8 400 Ko i 98 4 e ) R e, B 0
LAK 20 B2 it /N0 Bt g o 9 2o 0k G 28 Y8 97 4 s B CD3 /4t
NCAM ( OE-1 )BsAb, 88435133 CCR7 * b Y12 CD4 ™ il
CDS* T 4H( /NE 43 CCRT N 32 Bh % B 4 i )5 4-1BB B {4
(4-1BBL ) TNF JE[X #8 55 A1 4-1BB ( CDw137 )35 T #i%
BT RELAIHE , £ 328 T 9k B0 400 B 380 395 0 38 1< %) B T o 3k £
5 HEF % SR BT MUCL/$L CD3BsAb ##7% LAK 4 ig fl PB-
MC S5 T 4000, 74 IFN-y, 1L-2, GM-CSF,E5¢ 4-1BBL %
DRI SRR P TT R 1500

S22, 0 CD3/UM PR BsAb il 45 7 vk 20, HRYT
F B RIVEH S LR 2R B 2 A5 (1 )BsAb 545
Ji 20 LD T 98k L AT AR A 355 A0 7 5( 2 )BsAb 43 T & il 4% T
2053 )BsAb RN 2R3 Ty 5= 5. L CD3/4t b g P J
BsAb 80 T Wk AN BT AR RO MLHI & 24, B (1 )R8
% TCRyS* , TCRaB * T kLA ARLIY , [5] I B80S TCRaB *
AR 2, HE BB rE AL B BiASBR S0 5 ( 2 DEE /1) T ik
ELANA IR T R, HRTARFRRIIEE (3 )30 T ke 4i i
B B A 35 SHLH R E W B B0 T 40 3% 4k 5 R A FR R
(4)BE T IREIAY MHC FREMER S (5 575 H % H il
A S8 AR
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