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[ Abstract] Diffuse large B—cell lymphoma (DLBCL) is an aggressive lymphoma usually treated with CD20 monoclonal antibodies
(mAb) , rituximab in combination with chemotherapy. However, there are still some relapsed/refractory (R/R) patients who cannot be
cured. In recent years, many novel monoclonal antibodies have been developed to treat DLBCL, which has significantly improved the
prognosis of R/R DLBCL. In this review, we systematically discuss these mAb, including traditional mAb, bispecific antibodies
(bsAb) , and antibody—drug conjugates (ADCs). Firstly, other traditional mAb rather than rituximab are introduced in this review,
mainly involving the improvement of monoclonal antibody structure and targeting more targets. Then, we elaborate the basic structure
and mechanism of bsAb, as well as various possibilities brought by various combination from different binding sites. Finally, the
mechanism and structure of ADCs are analyzed and compared in detail. The article also reviews the latest clinical trial data of these
antibodies in treatment of DLBCL, including response rates, progression—free survival and other efficacy results, as well as major ad-
verse reactions.
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A RS DUHADL B 4 i SR m0 RO R R AT TARZ 24K R
T, B T #01a) CD19 Y Tafasitamab 3815 T ASEET R, Fofth #0
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ZR R T H BT SRR S P BT AR (bispecific antibodies,
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205 B ) 20 I AR AE ), AT AE R/R DLBCL S 3697 H L
R EITR . RGN A LR LBt 25 1E -
AU 5 SEA R S AR T, LA A DLBCLIG YT i B e
Ve,

1 BwiEmis (8h)

FUF 2 BT e i 2 )5, A A% 58 B A oK 1 35 ol
DLBCL BIRYT R 57 , F % 1 Bbi /598 )& DLBCL — 4R 47 Y
Bk, HACD20 BT, {1 Obinutuzumab 3% 45 B35 DLBCL
997 3% . CD19 By Tafasitamab %I 2t # R/R DLBCL i J5 1
P, (E AR e fE R T B M AT 2E . i T a B
B R AR B £ 1% 8 BABTAE DLBCLYA YT B IR AR IR AT
BETR
1.1 CD20#4%

FIZE 4T (Rituximab ) J& T4 & 8 1gGlk HLIAR , T 1997
ARIE I FDA St ol Tk 8 i 2576 O 20 T4 )5 5 —
ALV 367 B A BT CD20 Bk, oA T JL-F i A B 41
PR I0R O 184 £ PR R I OO RN TIUS , FEBI T b LU Y S VR T
WA, O T 3 R CD20 HTR B D28, 1 B B i IR TR 4
AR K 1) B 1 R BA BT (Ofatumumab ) 198 %2 2k BT (Obinutu-
zumab) 75 DIARAL ol . B AR BRHTIE R T B A UEME CD20
BAGTAEAR P A0 LR YT TR IS TR YA, Bl
FDA it Al R/R DLBCL AT — Y7 4L, 10 5 R %
U FEBOF A s R 2 030 T AL HT MR B8 22 2R gt
£ 1 S S8R B A (2, 50 2 B ) DA T Ok
N AL AN b 1 FeyR I 52 4K A S i A 3R AL, 39 m T 4t
PRAHS P 4l i 5P (antibody dependent cell-mediated cytotox-
icity, ADCC) , NG IS B 241 B 09 5 A 350% i 24 )8 T iR
T 1gGl HTA , JRE 2L FDA #E7E . GALLIUM WF 5% 7R B 2%
YR BT A AT VA YT U8 Ik B 98 TC 08 i AE A7 (progression
free survival , PFS) FLEL A 7] (overall survival , OS) L T F1] %
BT, SR 1M IR CHOP J5 28 4KS7 75 DLBCL 83 77 h I
AT R Z 8 By, Pk, S T BE— 24 DLBCL (997
R, IF % CD20 LASM T HE s Y BT Ay 8 2 A A 5 U5 a4
LR RS CD19 JdT  CDAT ST
1.2 CD19#4%

CD19 & —Fp 5 AR L B A1 & T 5 3015t 7 4 it =5 1
Fik, IF HAEREA G AR h m BEORSY L 2 05 T HE 1Y B 41
RMbrEYZ—. EEBAIE T, CD19 /] AEZ 5 BCR Al
CDAO 57 T8 ¢ ) 1 PV L DT 2 32 B 4 ok R 1) A 28
FEIG RIS . CD194E 2 DLBCL () — > ZE 845 , 75 B-NHL
IR L CD20 T iz, 3 A R % & S BtifJ7 )5 CD20
TR EE BANL A A, Tafasitamab & —Fp A JEAL
HTLRE CD19 HLRY, B T 9k FDA HE o H 1897 AT 2
ASCT [ R/R DLBCL. Tafasitamab Y45 4% 25 R Fe K2
A, XF Fey 52 A4 38 AT, LASE 58 ADCC FIHT AR
T 20 A 5 1 WEAE H (antibody—dependent cell mediated
phagocytosis, ADCP) . L-MIND W}%¥ 87~ , £ 4% 57 Tafasitamab

154 5 B B e 16 97 19 80 44 R/R DLBCL H 3% b, AT &R
(objective response rate, ORR) & 60% , 43% ¥ i 5 15 B 58 4=
2% fift (complete remission, CR) o Fr 7 PFS S 1210 A, iz
OS IR AR E, 1411 0S RN 74%, 18 4~ A 1 0S %K 64%.
MR TR R 38 , 3 2 S L b 1y v o 240 M s /D % 2
SN A8% , i I R AN R & A R R 1296, I HLAT:
W IR IR 9T L L B BETEIRIT I 25 AN R g R . 3R
I, 1% BRI A NCCN $5 76 T o H AT IS 45 A 2D Tafasitamab
B4 I PR30 TE AR AT o, v LA 44 1947 B-MIND 5T,
bb %58 2K 3K 55 H] VT BE 5 Tafasitamab 3% F 2 & B 511597 R/R
DLBCL(NCT02763319) , i 4 FISRT-MIND I b 8 5% Lt 48
R-CHOP 5}, Tafasitamab B & > AF B it — £k A 97 B-NHL
(NCT04134936) .

1.3 CD47#3#

CD47 Z—F AN BB WSS, JLFTE &R b
o M D R TS e R, T T L0 e 4 0 s A i A
i R 20 B 1 R A 10 CDAT HUR IR T AL 1eG Bt i,
A 38 5 BT CD47 5 H AR SIRPac 254, T S il o 40
B F AT v R T FDASIAE . AN, CDAT PiiRE T
W 20T s A8 e D S8 S 3 45 T A0, A7 S g T 4
SIS 5 Mg A5 . Magrolimab J&— A J5 Ak 1G4 Y
B CD47 BT, Il PR AT 278 Magrolimab 5 F) 2 & s ]
L 93 ] 84 5 15 W 40 i Y 52 A9 ADCP A FH % 3% K B-NHL 41
Ml FE—30 T b/ I 56+, Magrolimab 5 # 2 # TR A
JAYT R/R DLBCL FlJE i 4 ik 9% (follicular lymphoma, FL) ,
H:ORR 4 50% ,CR %K 36% , & B E T,

Bk LR LR LR S) , 845 — S84 X DLBCL Y BT th 75
W54, HL CD37 B se BT IA B 836826 I & it 74 L% 1
VP FIEAIAYT R/R DLBCL AR A 1Y 1 b W A 56 &2 /s
TRAF TR 52 1, 97 R0 Rt — o™, H i AL SRR s
Fa 67 B0, AR AT ADCC A (8% ADCP %5 4 38 455 vy 3% 473 i e 401
L, VE LG B — . Bl A TR R Y 2 e, AT
TR AT L b AT S A A L ASUI AR A5 T S R A S
A5 AT ) 200 AR 2R A T AT S B T bsAb ADCs S5 5T — R bt
ity

2 bsAb

bsAb [ 48 2 fe 5 4 BLAE 20 122 80 4%, Coloma MJ Al
Morrison S P S50 o0 45 7N [6] 445 S P %) Bt e 44 P 32
IR B 4 Rl s 10y s 1S — b LR R S A
HIRBEAN PR BERLAY PO H bsAb. BJR , Kufer P 21904 2 4o
2 FgEn] AR J Bt (single—chain fragment variable , scFv ) #H .
ERIE, 5@ BT LE, B IREE IR R 1 RO
KRR R R B 23 T BIOPR Dy RURE S MR T A I R AR
(bispesific T cell engager, BiTE) . BiTE fi & 2 4~ A R (Y 3T &
GEALE R R IR USRS B 0L 5 — R T
X T 40 2 10 4 F GRR 2 CD3) I RE R RS A 0. AR
PRSMIFF SR , BITE (4 VE HIBL ] 7 iRg 40 i A1 T 41 2 1]
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T AR S 2 2 fih , I3 1 CD3 s KBTS T 4RAL , Wi 0% 7
T 40 6 S ) B AR 100 P e, 7 FH BATE % 05 9k L 98
2T 00 AR e B A A S S i AR L 9 A L 3R 1 43T 19 BITE,
H 4 CD19/CD3-BiTE F1 CD20/CD3-BiTE .
2.1 CD19/CD3 BiTE

A% F Z (Blinatumomab ) J& 4 BR # 4~ 3541t () CD19/CD3
BiTE, J& T AJRAL 1gG 1 B8R S BT, & 10— 5 B 41 i
RIMFIAN CDI9LS A, 73— 5 TH MR 1) CD3 455, =
AT B ATAL A AT A TR T ARB R N . H RAT R 2 B 283k
FDA #EfE R T 2k 40 i s, i e &/ 24
S PRF 58 E DLBCL AB 4 vh T R, 26 130 T/l IR
IR R 5 R Z B 259497 R/R DLBCL ) ORR A 37%, CR
K 22%,20% (B FH 7 HHZ T ASCT. 71% W 4 H 3l
3G KL ERFETEIRN, 24% B E M3 R A RSE AR
SR o Viardot A ZE S 3300 T — T 399 AR IS AT 8 4
1, 455 278 73 44 R/R DLBCL S & H A 17 44 (23%) 16 12 )]
P35 %] CMR/CR, 3% #8355 CR A9 H 5 TP AUH 4 A (23.5% ) #
Bit 1 301 1) 522 (vl o7 Bt 7 B5F 1) 28 15.6 1~ ), 1 A (5.9% ) 38
T2, HA 12 N (70.6%) 35845 CR. 7% B E 7L CR
124 F 3 N2 T ARBM. O 1S Y
MT103-104 12t 56 1Y 38 44 f& 35 09 4 0T B 1 B 90 I Rk 3R
M BE P A UE AR, O B 5 R 25 3 0 o 2 A N B
S AL A 72 Y (median overall survival, mOS) i 4.6 4F |
M B R4 52 260 wg/m* IR 97 I BB IT A R 1 /B,
mOS 2 7.74ER0 BT BZGIRYT AN A — IR R 2 B R R
JEMIHYT R/R B-NHL % T 3858 1,7 44 R/R DLBCL 3%
25 9L 5 78 ORR 4 83%, CR X 4 50%, H 7 PFS 834 H .
T i WL 3 G R L AR Ay ik L 40 g 2 R o A R S L T
KA 3G UL B A R T R i 2R A AT (cytokine release
syndrome, CRS) .
2.2 CD20/CD3 BiTE

Mosunetuzumab J& — 1 52 2 K B | 52 4 AR AL ) 1gG1
BiTE, f 5780 1 254 B 40 i) CD20 A1 T 4 CD3, BLEL 3K
T DR R IS R GE . — 0 T/ T b 15 G029781 3
£ Mosunetuzumab #2575 97 R/R NHL 97 %G Fl 48 4=, 1F
270 24 B E T, 66.7% 17 2% M NHL (aggressive non hodgkin
lymphoma, aNHL) , £ 4% DLBCL. FL . 2 4l g #bk 2 9% (mantle
cell lymphoma, MCL) ;31.5% A1 P NHL (indolent non hodg-
kin lymphoma, iNHL) , 7 aNHL &% 7, ORR Jy 37.4%, CR
N 19.5%. TEINHLEE T, ORR 1 62.7%,CRE K 43.3%.
TESENTHEAZ 1 CAR-T 40 MLyA Y7 1 i3 h , ORR 24 38.9%, CR
R 22.2%, P CR BB H R ZORFFE BT 121> A,
T BESEREAR CRS U (2 1R 45 25 75 X iz il 4w v 9 23
FRELZ TR R 425, o iNHL 35 19 ORR J 86%, CR
4 29% , aNHL H % 19 ORR 1 CR 43 %124 60% F120% , 244X
iﬁ]jj%(pharmacokinetics,PK)%%&E%B{F?%%E—H%‘E
Y R g 23 0 e A ) P (5759% ) BT 3 7R T 13.5 mg Y
FHE T A 2B UL H CRS &AE™, B—1i 1 /11 #3856
040554 1,80 ¥ K L) 8] 60~79 % AN i&E & 16T (¥ i2

DLBCL #4252 Mosunetuzumab FRLZ5IETF , 7F 19 44 7 PEAL
FH,ORR N 58%,CR RN 429, i 55— T b/ T I R
i % (GO40515) , Mosunetuzumab B & CHOP J7 & fby7 — 2k
1697 DLBCL /82, 27 £ AL ITAL H 35 19 ORR 1 96%, CR %0
85%>', 86% HE KA 3 MM A A BT (adverse events,
AE).

Glofitamab i 5 — F CD20/CD3 BiTE, {3 & 2 4> 45 &
CD20 ) Fab X Fl— %54 CD3 () Fab X, J& T A P4k 1gG1
BiTE, T3 i FDA #E#E W FH Tk % . NP30179 j&— i iE
TEHEATHS 1/ 1 b WIS, Glofitamab 45 25 i 2~3 JE S 45 T 0.
Z-ERPAHTHUIAYT , LA o HE R TR 40 M R 1R 19 CD20 LA K T FE
HME B ANAE LA AR CRS YR . B 5T SR A 118 24 /B,
Horf 102 44 J#% f aNHL, 3X 3853 4% ORR 24 47%, CR %24
34% , Hh 232 10~25 mg 1% ORR )y 54% , CR %2 42%,
FIFRE B TIRIEA . BIAEF et m il m A4
B (n=32)1, ORR N 62.5%, CR & H 40.6% ., 414> #r
aNHL(DLBCL.MCL. Richter # %6 ) 8% , ORR & 50%, CR
FH29.2%", Tk WA R FAAFE CRS LA ME
PERVICTE AT , (A3 &4 R RSB0/ . Bar
AT Z I 5T Glofitamab B4 HoAth 254 11 1 R 30 56 1F 75 ik
Fr 30 Lofitamab 5 Polatuzumab vedotin[ — Ff1 5 L 1 3L
Auristatin E (MMAE) {3 ¢ ) A JF 46 CD79 . 47] 5% atezoli-
zumab (PD-L1 .41 ) 6 &5 i FH 697 R/R NHL. i Glofit-
amab B{ Mosunetuzumab BE-5 77 P8 /B 2 h1 28 70 F1) 41 (GemOx )
1AY7 R/R DLBCL X =5 44 31 B 40 Bk U8 o 30T 2 4k BB AIF 5%
M2 SR 2 (E E .

Odronextamab #& — P ECEE RS E L 58 2 N IR Y TG4 7Y
CD20/CD3 BiTE, & | Wiff5e, 54k [ 0.03~320 mg,
AT 127 44 R/R NHL B % (245 DLBCL . 1-3a 2 FL Al
MCL), Ho 29 £ i Z jiiid 4537 i CAR-T4lfiGyT . Hp
FL B Z TR T, 355257748 >5 mg Y FL A, ORR 9 92.9%,
CR %8 75.0%. #£ DLBCL &, ZHiR %27 CAR-TIRIT
R A2, ORR AN CR R 60% , 1525 22 B 7] (duration
of remission, DOR) V%M 10.3 1 H o TAE CAR-T 400G
J7 )R 5 % DLBCL 8 & ,ORR } 33.3%, CR R 4 23.8%",
AN EAALFE B FE SR CRS AL 7% B 5 ok A 3 0 M L)
/I CRS,2.3% B F MM A R

Epcoritamab & — F %1 1eG1 % CD20/CD3 BiTE, ¥ 1T
R 2G, BRI ARG FDASIAE . 7E [/ IR Ee 2T
S 1 mL Epcoritamab , 5 ] 4525 1 K, 8 5 & 2 A 45 24
1. H T8 o B, 67 44 B F 45 44 (67%) H
DLBCL, 18 4 4% % Epcoritamab>12 mg }4 97 1Y DLBCL 3%,
ORR 4 66.7%, CR R} 33.3%. 11 7 % %2 5| & 248 mg (1)
DLBCL # % , ORR 4 100%, CR R}y 28.6%. i #% % it
CAR-T 4 f1¥7 75 1 DLBCL [ 3 Y3k 15 T & f# , 2 44 BB 3K
18 CR, 741 2 4 #3875 PR WIS AR EA T 24 7
2.3 HALBITEs

B H R JT & B K £ 80 BITE S CD20/CD3 T CD19/
CD3 BiTE, {EATH 47 — Se H A 25 44 (1) BiTE 241X 7 FH 219k e 988
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BITH . HUNRG6076 (CD19/4-1BB BiTE) , 241 ff] 4-1BB
AR CD3 45 G JF G T4l . 154 AFM13 (CD30/CD16A
BiTE) i# 12F CD16A ¥ NK 2 M AT E Wi 2 Jitd 5 CD30" ik I )88
(W1 CD30" T 4 bk L5 AV AT A Ik LR ) 25 520

Il PR IR 36 B YR IE 52 T BiTE JH T 2 43497 )5 () DLBCL
BAE VIR RAFWIT o 4e &M, Bl A 3 £ ¢ F BiTE
HIG RIS B e R IRk AT h . th TR MR 2 R G0 8
£, CD19/CD3 BiTEs 7 DLBCL [ i A8 %) T 8 Ak ik . Al
- BT Y B 45 CD20/CD3 BiTEs 7E DLBCL VAT I
AT T B AS 48 97 3L, A0 45 Odronextamab . Mosunetu-
zumab , Glofitamab il Epcoritamab ., ‘& i1 545 B 1k 5 K A0 55
FLBRACT CRS MM Bt AR . ARG £ 3K BiTEs
Al AR 1T {EE S SR i PR R v A A AN 2 [l R
LU AR B A B Gl fe fef- 4t R FH BiTEs 3697 R/R DLBCL, 1] &
fiff DLBCL B EAEWI AT h 3k 25 , LA AN BiTEs 5 HAb
ITIREE G AE I T B KA I PR 5 SR 15 I i T 3k 28 ] R
T 3T BT 2 AR 1) A T, B T RT LA R R AR RS T 4N i
PUPIRAZBONE , 3 AT AT Ik 5 240 B 5 25 0 A (EREBG | DT Ak 1%
e 0 B B M s AR R R AR, LB ADCs 25245

3 ADGs

ADCs & — U BB HL 2 25, 25 ) 4540 S s oAb 24
oW A M FEPEAL G ) SBT3, DT SR BT A5 20 M 7
PR AT ) 45 5 98 A0 A 3R T e Ak R SR D, o A R 2
TS 10 200 A, AT O 2 4 B 2 0 F 400 AR 2 2 ) 1Y) B P TR
NE o ADCs 55 AT e ged 245 9 00¢ L mT AR 30 38 gy sk e i
T S VE R, JLIUIG RS0 PRAS T e 17— 2k DL
FHRIEIT TR 25 R4 NS, than SR 25 s
5 PD-1 907 LA AL G A T 29 e B . o T i —
AR ADCs BN, 3 5B B9 BT A% 3 = ADCs I FeE
P, A 259 Bk H 3R (drug antibody ratio, DAR) ] G845 Bh T
I TE W T, i D T 760 Sk LA 3858 55 XL R0 DA T A ] HL AT [
FRIGHFe b 0 = B . H AT T DLBCL 1 — %4 ADCs
2 FL AT O AT D R G 1) 200 it 2 2 s A5 A AR
3.1 CD79b ADCs

B 41 Jitd 3% {4 (B—cell receptor, BCR) 42 H # i1 0 78 BR 26 14
M CDT9TE M E A, CDT9 J&—Fh 5 I R4k, 05 24>
WA CD79a F1CD79b, CD79bAXBR T B 4l , 7% B 41 A 1 1L
S FFILOAR L 988 %) ek 40 i 2 T 35 A Bl 35 v AR BT
AR B 38 A A AR 25 AT .

Polatuzumab Vedotin(PolaV ) s&—F#[i] CD79b By HTik -
2RI 1% 25 ) 3 A R - TSR (Val-Cit) 323k 440
i 345 28 17 2 P RL PRV T E (MMAE) 55 CD79b B {0 B¢ & 4%
PR VB, BLEL 3K FDA L) JH T R/R DLBCL. MMAE
TE AT 5 A0 P O R 2 A TR AR T, DA B Ak 22 4%
%4, MMAE H iRk B A R 50 9 32 0% , H 24 & 5 Polatuzumab ${
WAL &5 & 05, HowE v CER X F ik CD79b 1Y B 41 M .
ROMULUS #F 5 (£ .0 T 1l PR3 % ) % W], R/R DLBCL

HE B2 7 BB PolaV (R—PolaV ) IG 77 I 45 - hy
ORR 54%,CR #21%. J7 80 TR 2 B APtk & 1by7 7
A, L3 DL 1 AN B RN & AR SRR, ) — A X
R/R DLBCL .3 19 £ vt TR HLIG PRIKEE b, PolaV B A
FE IR B F] T IR 2B 2T (PolaV-BR) ZH % [ BR 20 , 2 4 4%
9 ORR(45% vs. 17.5%) .CR #(40% vs. 17.5%) . /i OS
(12440 H vs. 4740 A)FPFS(9.54 A vs. 3.7 A ) , PolaV-
BR 41 i 4 T X5 BR 4L, AE J5 T PolaV-BR 41 ) J& [l 41 255
AR MR 2 B e & A R g E ] DAz BTz 45
2R, PolaV 315 FDA HLIfEH TAY7 R/R DLBCL &% . J)—Ii
I b/ 3R 88 40 A T 57 4 R/R DLBCL £ 3% , 3% & PolaV |
Venetoclax FIFIZ 1 BB = 2515 & TCARIT 7 2 97 3R 32
. 45 F 7R ORR A1 CR %5 51k 65% 1 31%, 1 {3 DOR
9 5.8 H T EEAT 254 7 2ty NI Y AE kAR 3R Ay
TR 18% F 61%, Jii 0147 Wh B2 X i 2 A v ) 24 9 579 I Ak
—ERAREY, Ak PolaV 7E DLBCL Y —Z8 407 h LA R %,
—I5 1 b/ L BABFSEHRIE T PolaV 4 R-CHP 8, G-CHP 5 &
—23RYT DLBCL (8 %, 45484 N8 8%, ORR *H 89%, CR %Ny
771%™, BT R oR 45 R, 3 —25 19 T8 POLARIX 3
I B4 IR, LIWFSE PolaV-R-CHP J7 2 it 75 75 §-4¢ DLBCL
A U TR
3.2 CD19 ADCs

Loncastuximab tesirine (LT) J&—F L[] CD19 By PLik-24
YR IEY) , e T A vE T R/R DLBCL BB 3%, & 40 & 40 1
CD19 [ N IEAL BT, BT 430 Y B Sk Ak i % — 5
# (pyrrolobenzodiazepine , PBD) 34K . %2459 45+ v A 4
JHL 53 2847 S PBD A&, 45 I HE 1) DNA /s RS, 5350
DNA i34k

e T WFE Y R sE b, 390 A 183 4 R/R NHL 35 4%
Z LT 3259677 , Hodh 137 4 R/R DLBCL 3 19 45 1 R
ORR H 46% , CR %K 27% , "h 3 DOR Hy 5.4 4~ A, 20 43
M4k 278 , DLBCL . MCL il FL £ %% 1) ORR 43 %1}y 42%
47% F79% , T &4F DLBCL f2 4 (275 %/ ) W41 ORR 20 56% ,
XA RAEAT CTE . BB XRYT W SR 32 R4, AE 32
BRI AR, AT DA i R S 2ok i LW T R/R
DLBCL &% LT A7 AR T He AL 1.5 4 A5, 59— 11 13
TR i 45 S B, 145 & v WAL %) o/r DLBCL H 4 B9 ORR
H 48% , CR %K 24% , 'h 4 DOR K 103 H , % AE K h
L 20 i D 2 61 (3 G K LA b Y Ok A SR A3 R 269 Al
17%) . T HAE 4% %33 CD19 CAR-T iR JT R LI 5 vp
ORR YA 46% . 1EXFT i 8k =#T i DLBCL 534 i g5 5]
A N 2 B9I7 R, ORR A CR 23424 33%, H1{ DOR iy 13.4
AH o MAE, & F LTHCA HAL G 241897 MG R AT 7%
FEHEAT AR A R 22 BT s BTK 410 4 57 - 57 A7 B e
(NCT04384484) .
3.3 CD22 ADCs

CD22 X35 T ALY B 4T , 2 5 20 5 5318 I 10 7
A5, R L CD22 th B] LAAE A B 41 itk LR A9 IR T RS o Inotu-
zumab Ozogamicin (In0) i AJRALIT CD22 1gG4 ¥ud7t , il i ik
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72 3 0 0 0 745 28407 1R % 25 3 (Calicheamicin) 77T 45 #) 5 42
K, BT 2021 43R5 FDA AiLHE . TnO AR 78 10 i — s
Wi RBIFFE T R AR HH— B 730, AR I T RFEA ) 5 22l
RIS P AR PR LS SR . TR 25 R 8w , In0 B4 F %
B (In0-R) 5 | 2 H BB A 435 5 w7T (bendamus-
tine, BR) B¢ 7 V4 fll 5% (gemcitabine, GR) b # , 2 4 2 7] {4
ORR \PFS } OS &£ 22 %™, Jj—Fh CD22 ADC 24§ Pinatu-
zumab Vedotin (PinaV) 25 {2l F PolaV, H: 4 it 5 25 ff L S
MMAE, 7£4 %} R/R DLBCL % () 1T ] ROMULUS Bf 5%
PinaV Bt A I ZH BLB0iR YT IR AN HE T 2L (ORR 57%, CR
Z24%) , 5 PolaV-R AY7 &MY . SRTAT, PinaV 4119 5 9% AE
BAEREIR 21% ,— 2 LA o B BRI TR 2 it — 25
fdi RO, 3T, — T CD22 ADC (Trph—222) A] LIAS %
#In) CD22 FR1H 32 4, 4548 35 1 25 9 4 M-S A= 3509 240
JFET . X RE—AEEMERE, B el TR, I
W T AR RN . AL, B AR AUy KPR FR AL, 1
bl M. HANM R AT R PiA 2 MR —R B K,
X AF A Trph—222 J A — Fh FEAR AR YT e 85, B A e ml LS
Pl KRB A R e . T 39T s 8 4% nT TEAG B9 R/R
DLBCL B3 15 1WA 1 £ 3K 48 CRY. BT & 4 Jey7 44T
55 H 240 CD22 ADC I R
3.4 CD30 ADCs

CD30 J& — Fh %5 B A% 2 11, J& F I Jeg 2K 46 B F (tumor
necrosis factor, TNF) 52 A8 Z % , £ — /NS4 16 LAY B itk 2
AUALA TR ELANA 23k . i CD30 7 AN b Be el
ik, CD30 1R R 2 FHUIR BT A 5 45 % )G o Brentuximab
Vedotin (BV) 2 — F#L [i] CD30 B ADC, 245+ 55 PolaV 2
o1, 3 3k B AR R A TG 1 A Mb i T2 B A 25 9 o Y IR I
T B REVEIT, MR 3575 FDA L. BV 7082 47 4 bk 0 8
(hodgkin lymphoma , HL) F CD30" Y T 4 g bk 298 7 FH AR £
I HLERUAS T RS YT 80550, SR, A A 508% BV B
F| R/R DLBCL B 193Gy . — 3 [ #3080 i Bl o
37 %4 AR R/R DLBCL /B35 1252 BV IK G R AR IR YT L B
ORR 4 57%, CD30 PHH: 41 ¥ ORR Ky 73% . [RIZ &5 54
NE B, I T BV IS R2 ORI e+ F) 2 H B 50 ) X L
R2 77 2 19 T4 1 PRI 36 (NCT04404283 ) o A7 IF5E 7w BV 1Bk
B RTE KA SN A T REAR ST AL, BV B Nivo (PD-1
) I 2R IT B R METR TR YAE B 40 i bk LU (R/R
PMBCL) 3 7 208 3, ELOB T 5 8 Nivo 2k BVHY, 11k
Ah, BV kA R-CHP 5 % —43R 77 CD30 P B 4t it
ELIR 6 N JE B S AT IEAL 29 44 5B 3 (AL 45 PMBCL 22 A |
DLBCL 5 A .GZL 2 A\)J7 343 #1 , ORR 24 100%, CR #h
86% , 2 4F- PFS 1 OS K53 51°0 85% M1 100% ., Jr3 {65 H &,
X522 AR R Y E BT BV R ik AT B A A R B2
SIIRYT R
3.5 Htwde s ADCs

B L8 ADCs &1, 3845 £ X6 AS [ 0 4 1 HAth ADCs 2% 180
H ¥ DLBCL (YR YT , 47 L2 B Ry 7 AU HE B R R AR K HE
PLitE—25 I R A5 2§ T BB 4L T IR R ATHF S B B o

& CD19 ADCs H7#9 Coltuximab Ravtansine £l Denintuzumab
Mafodotin, 7E £ %} R/R DLBCL 2 4 16 PR BIF 5% o R 4R 45 8
FHR T RORIR I AES, T CD20 ADC 254 sMT-3724
TESZVAYY 3E R 9] R/R DLBCL 1Y 1 311 At 46 v i th —
FEST A, ORR 2 30% , i — 25 FTIR B B G A 3R 97 A I IR
It AR A7 P, HoAl A A §L7] CD70.,CD74 . ROR1 45 £
it ADCs 1E A & NG PRI T MG A AR S E 2
ADCs it DLBCL B #% 4%,

4 BERRE

Wi 45 % DLBCL &3 B i) B Jir I8 G 3 i A S ik 5 1) AS I
A FPEIFEEME T R/R DLBCL AVAYT R . BLIREZ
YA g2y T i I S B A B o, MGG R 21 B R R 3
BiTEs .ADCs 45 B & 2 (BRI 25 W) o IZSUIIAS T 28 etk
HER BARAFE A 2P % AL S TR 25 1 R AT J T (4 T R

LG 25 JU AR R R R, DAl 28 T 25 30 PR L FH#48
A IR, 258 2 AP L T X AR 4 40 BEAL AR B,
X TR Z 50 DLBCL /& 1 —ZR36 )T, i S LAk B A% 40 o
ik F . (RSS2 BR T A5 TR 2 e A H
FRE. HiEEY TR AL bsAb ADCs S5 — 18 Hi
MRG58 o JL R 02 2 (O S5 R T4, DT & 5 1 SRR ) e
PEA AT 1f 40 AR A o

BiTEs il i 8544 b (1 55 ib 3, Ml He A g s n 1 4>
PUIRLE A A, )25 G P 08 40 R 2 498 S R A0 R 11
TANAG , o 5 3 Sz A= 3sicAe Mk, DA T S 00 200 A S P i 08 1
o BiTEs 5 CAR-T AUAEIAYT AEAE FALHI BAT BT 28l (A i
I Z AR RS AR HAA 2 . BiTEs 3, —
A JE . BiTEs S Bl A o] LU 049 505 245, 17 CART 38
T ERERE A GRS A TH 4, — AR ILR . —
RN, H CRS HIAh 2 8 P30 2 /N F CAR-T 4.
M EH AR T CAR-T 20 B v if ik e 22 pilAb ¥RALYT , 1 40 i
AR ] 804 . BiTEs FLA2 4 7E , B 0 XU 5/ . HR
AN ETET A A BT R 22 R T Tz T 5O R A2
1M CAR-T 20 i — i S AB— WA v, iy HLAR 43 28 o A2
CAR-TIAYTJ& 1l AR W TeHs A 47, B BRI R IA A, o
Ab MG AR SRR R 38 B9 I PRI , BiTEs 20265 FHk A Hofth 24
YI1E R/R DLBCLYAYT IR H A N JKE Y728, H T BiTEs
FEMATEEHRAZEIRIT RN EE . BiTEs [ AE 51
i Al 2 My 2 (L8 A S8 bt S ADCs) AR R AR, EEAL
$5 CRS ARG 1B AH 22 i 28 B 25 B (immune effector
cell associated neurotoxis syndrome, ICANS) #RJFE 2 N 55 | IIfe
PREE A=A fp itk — 3 0K CRS AR B 0 R A B X FEA fiE
T MK BITEs W #) 72 MR IR SE B . Dbdbh, 788U Y
Sl b K i H A B A 2 9 DU BT GNC-038, 3% 25 1 L[]
CD19.CD3 . PD-L1 Ml 4-1BB 4 405, AT 36 T 41 ) 55—
HS RIS A5, $ CD19 . PD-L1 47 B 41 Mg s , idh) B
PR REOE L S AR (EWN DM N TR A CIE s A NG SPE N (37 3
I (NCT04606433) IETEHEATH
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ADCs £ I (1 D34 ol oM L Gy 2 403 N4 1] 240t 74
FH 76 LR BA SR ek e A0 1) ) ol ik B T B ik 199 4 B0y 7 7
M, PRCRE BISE & F T 47 3 B AR 0 R BE T 32 A v 5 B 1k
ITHIER S o BT & AU ADCs K PR Ak 2 3 S R4 i 75 2%
o 45 AR A3 AR T T2 T, 10— 20 et L e e S
IR0 25 P RN AT AR AL T, AR SF ADCs 44476 DLBCL HI6YT
PR INTE EAVE A . ROk ADCs A Rk ak B BE &
R i 245, A2 ML 1 40 B 5 1 245 0 e 1 ok LA 5,
B BE IR IT 2500, TRV A T2 B et L B A BRI
ADCs 2 A7, 3 3k TC 4 I 28 11 B A TR 7R 1A S AR 1Y
PG ST, A B TIF & g R AN
KA ADCs™,

DLCBL /2 — & B 55 ik i 2 0 , LA AR [R] 114 I PR %
BUAIATT R o SRV A R O 4R R LR 1 4 1 AR
RRGE AR 10 R T4 SRR (Y X s
53 AR B A B RGP S B vh 45 LR FH R4 IR T IR A
R BB B5E . AT R % PR DLBCL 45— B 5K 5l 56 [K g B
AR DRI I G2 18 /70N 3~ L i 00 ) 390 ke R 33t A B W 25400
H 2G5BT AT BEIA @ DLBCL Y . T JC R 140 5 AN
53 e S0 G YT I R IR YT R/R DLBCL Y ZE AN 7T .
WAL 33X BT TR YT i N2 S M 4 A5 7 — T K 2 4k
SRR PR, 5 Gn 7 16 FLA TR TE D [RIAE FH R 254
AT BTS2 RIR AR . Bbah, 24 E5A AR R VR HIBL
il P9 7 24— R Al P 07 2% BB A 0 B R R T
DLBCL (1R 2 $0 [in) 24 %05 52 PEAS T, FLAF- 76 e LAk G 1) Jid 40
WOV . IR A AT (19 DLBCLAT T it , (H B 5 K
I AR Bt A 2, — 2 FEAR R b — PR 34
7, HA R BE BT o FRE AT L B AR G Ay 25 i fe R
445 e DLBCL B3 (RS HEVAYT .
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