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[ ABSTRACT ] Malignant lymphoma ( ML) is a heterogeneous malignant tumor in the hematological system, the
existing treatment methods can not meet the clinical needs, and the rapid rise of new treatment schemes has improved the
survival benefits of patients with recurrent or refractory ML. Antibody-drug conjugate ( ADC ) , as a new type of highly
effective anti-tumor drug composed of monoclonal antibodies specifically targeting tumor cell surface antigens, coupled with
small molecular cytotoxic loads through chemical connectors, has attracted much attention in the application prospect of
malignant lymphoma. Several ADCs have been approved for the treatment of ML, including brentuximab vedotin, inotuzumab
ozogamicin, moxetumomab pasudotox, polatuzumab vedotinands, loncastuximab tesirine, etc. These drugs can exert

anti-tumor effects by targeting CD30, CD22, CD79b, CD19, etc. on the surface of tumor cells with good efficacy and safety.
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I A ACIB T B R BTR A, BRANRE TR AR
W7 SR GERNR T T B, BEIAARYY . SPEin T Al
EPURESZAR T 400 ( chimeric antigen receptor T cells,
CAR-T) 55— FR I 24P 7 S 78 ML 19l RIG 7
SEERTRHE T H AR MR L AT LRI
R T — R MY RO, HASA 29 10% B ML
S R AR R T TR . X B Sl T A
BEALYT , AT EUEE, URTSR AT A AR A 13 i
TN ST R R ALY O S SR, BV Nt
54725 50% BB E SR E R, JRERRTTTT R AL
PRt B PETAT T B0 5 I RS

Yo ARAE B 25 %) (antibody-drug conjugate, ADC )
YR — Tl B s AR BT 25, 72 ML S5 IR R 52
i g b I PR N H 45 2 B S, ADC F %y 341
FRATEH A, J ) e R S P [ e 200 3 T 7 g
BUREDCIAR, X iR 2 i & 45 = RO AV FH /N3 14
MoEEE AT, LR E VRS . BURSCR R e
F 170, AN T 5k DNA 5405 50 RS R A
Ry, e, DNA 5453 50 38 A 400 1) AR 20 7 DNA
G L. 55 DNA XUEE Y W 2R 13 454 T & HE BT
I IEE TG 5 IR P A A ) DU e o 0 o R A SR
&SI Bk 2 NI N i A ) IR e mey TR vias i
AN A AR A A R T Y AR, ADC 7E ML
Ryl PR g v R T A8 B B CR o AR S O B
Wy BOARHLIATT ML 19 ADC I8 58 3F JRVE — 273k, &
TEARVT ADC 78 ML (83 i im R &L 24k K
ORI R
¥B15 CD30 ) ADC  CD30 J&— 7 T #1125 JRs7 (Aol 1
M1, J& T g SR A8 I 8 215 (tumor necrosis factor
superfamily, TNFRSF) H1#y— i, CD30 FEEKIALT
FE AT 4 W (Hodgkin lymphoma, HL) FI[A] 28 &
AR, B ERIA TG LR T 40 R B 4
HAl AR TR, X2 Sk Rk ¢D30
JRA — AN BB AS TS . CD30 A M T IR
FSLAIM G Z R fE, S5 T AR s AT

A7 T BT (brentuximab vedotin, BV ) &—7Fh
F#E ) CD30 e BR B 11 (immunoglobulin, Ig) G1
BB Z AP R A ADC, 8 i 8 T S48
TR, MBS E SR — AR AT E
( monomethyl auristatin E, MMAE ), Hzhy) - Hiik e
( drug-to-antibody ratio, DAR) & 4 N

—TUOCHEPE Y TR RIS ((NCT00848926 ) 44
AT 102 1] BE A 42 22 B K T 40 2 8 1 (autologous
stem cell transplantation, ASCT ) BT G 2 K e ETE

P ( relapsed/refractory , R/R ) HL #3&, T35 BY 78
CD30 FHYE HL 88 Yl AR 7 ROR T 252 4x bk o BiF5E
R, A B /%% (objective response rate,
ORR) 2K 75% (95%CI1 2 64.9%~82.6% ), I ' 34%
1 2 i & ik 3] 58 & 2% f# ( complete remission, CR )
(95%CI Ay 25.32%~44.4% ) 5 H.3 B A7 o HE i 2k A
1 ( progression free survival , PF'S ) H 5.6 10 H (95%CI
H5.0~9.0), o CR G H /Y b AL 22 i £y 2k i ]
( duration of response, DOR) 4 20.5 ™A . & WLAY
VBITH A R W (treatment-related adverse events,
TRAEs ) J& J] [BE L 22 78 (42% ). 5Bl (35% )
FIPE 7 (34%) %120 BT IR 4R, BV T
2011 4F 8 A#i R E MMz E s (FDA) Hit i
FHTIRYY ASCT R, iRz 2 f UL 2254k
J7 7 S R M AN A& BEAT ASCT B9 R/R HL 8 . Bl
JE W —31 5 AEFE VIO ST R RRW] BB E AR
FITC 0k JR& A 47 3243 3 Ry 419% 1 22%, b CR B
9 R A A RN TC HE e A AT R 5090 64% H1 52%. i
BV Hi2536 797 R/R HL SEBL 1 50 B R #il, Jf:
A RE S IA A YL 2020 4E 5 1, BV IEAU3EAE TR
BE K 25 5 B & B S (National Medical Products
Administration, NMPA ) #t#E [ 77, &M IEN R/R &
4 P 1] A8 PR I AN L bk LR (systemic anaplastic large
cell lymphoma, sALCL) Fl R/R £ #iL 71 2E 2 43 ik [ %
( classical Hodgkin lymphoma, cHL ),

1AM, NCT01060904 il ECHELON-1 ( NCT01712490 )
A ORI R W, BV BES LT ME HL — 23R 77
HEE %, HReTe % gk yy Jr 5™ 15 Bl A H
ff [r) I 42 725 B A 2R A7 9T A% NCT01393717 i
NCT02280993 “Iffi RIX G 2, BV Bk & 4LI7 10—
LRIAYT I R/R HL JBEAT ASCT B RIGYY %, Wl
PATEE R CR BRI BT I H e ASCT 7,
NCT01657331 FIl NCT01990534 %1l R 55 £ W], BV
YRR Z 20607 Ja M BARYY 7%, al 3 HE R R/R
HL 3 A7 ), AETHERA (NCTO01100502)
BEFEUER, R/R HL A& 2R ASCT J5 11T BV ZEff
07 AR R BRI, BV 4L /Y PFS
WERTREGNH [42.9 DH vs. 24140 H, KK
( hazard ratio, HR ) =0.57, 95%CI & 0.40~0.81, P=
0.001 31", NCT00947856 WF55ik %W, XtF 28 BV
HeFEIRIT JE R I HL B3, FRRAT BV IRYT 1Y
ARk AR P LR EATR, BV T HL H 9 —2&
AT BRI R I PR AN 45 Fl 22 2k
$8[5 CD22 A9 ADC  CD22 2 MBI R4S A e Bk 1
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FEBEER R — b1, 0 3R35 T i B 4l Ak
ZROETE B W R, 7E B 409G sE . ik
FFNH B 400324 ( B-cell receptor, BCR) #5155 514
SHHRFEREER
1 BIPAZERAST (inotuzumab ozogamicin, InO )  InO
SRR ] CD22 Y N IEAL 1G4 TR (G544 ) it
T PR A A TR IR A B R AT WAL ADC P,
20 R M AR T R AT R R AT A W A R A Y
DNA /NARESE G, Al DNA XUBEWTSE, TS | 40
i S s A g T

INO-VATE 5% ( NCT01564784 )& —Ii T bR |
PR 2 rpoes 1) TG RIS, R AT 326 il R/
R AT B 241 i 201 bk T 40 M (1 10996 ( precursor B-cell
acuteacute lymphoblastic leukemia, B-ALL ) BH, I8
JPAT L InO FZGIETY, XL T IAR e b1k IT .
W R R I, IR ALURE 1) CR R & 0 il
(80.7% vs. 29.4%, P<0.001), HIG¥7 418 %47 DOR
WERTXRA (4.6 7H vs. 3.1 4H, P<0.001 ) ; 167
AT IRLEL A PFS 230514 5.0 N H (95%C1 Jg 3.7~5.6)
1.8 A H (95%CI 4 1.5~2.2), &A= 47 ] (overall
survival, 0S) 7090 7.7 ™~ H (95%CI1 4 6.0~9.2) Fl
6.7 1 H (95%CI N 4.9~8.3 ), T UL M 2H £ WL
1) 3 G S UL I TRAESs J2& Mfil/IMiig 2> (37% vs. 59% )
I A R M 4R (249% vs. 49% ) 5 54T HRL
FHLE, JRI7 AR F A OCRRME R AE T i (R
fili KT 20% vs. 10%, 75 AHLT 2R MUAE 15% vs. 10%,
FFSEBHIELE BAE 1% vs. 1% ), JoHEHEZ 3 i T 20
FOAH I R R A TSR B JE LA SRR R T /5 (21% vs.
5% ) 0, BT IR ST 45 R, FDA R NMPA %8 )5
T 2017 4E 8 HF12021 4F 12 A #t#E In0 I TAI7 R/R
B-ALL fIRAE B 272 BREZHIATTAN, In0 S51Ls7
U5 EBEAIRIT RIR B-ALL B R iR g e P b, —
T 11 39911 R 56 ( NCT01371630 )45 59 5] R/R B-ALL
FE InO A K58 B A YT 77 % (mini-HCVD : FR 8%
FE i, i1 ZE KA Ik /D 509%, ANl B ER 2K 25,
FH RS ) ) 5%, BTREART 0.5 ¢ - m™ x 4), &5
FW], ORR K 78%, CR 4 59% , ##/N& BIRAE ((minimal
residual disease, MRD ) BB 1 2 fy 82%, 26 1 (44% )
BHEHAZT ASCT 5 3 9 S L) I TRAEs AL4 ifiL /)M
W (81% ). J&Ye (73% ) MR R IMAE (14% )
e BB TCE KA ( relapse-free survival, RFS ) Fi
0S 451 8 AR 114N A, 1 R TCE K AL R A
HEAEFRY 9 R 40% F1 46%., A VL, InO 7EFAZHIRYT
S AIRYT R/R B-ALL B35 38 R 80 B 4191l IR

7 ROR 28522 ek 5 44% 5B IR BEAT T BE S 1Y
ASCT, 5] InO BE4 miniHCVD &2 1t ¥ P VA 7 il —
Fhiep g
2  moxetumomab pasudotox( MP) MP E—FpHi CD22
Mg B4 ADC, m#E A CD22 (84 By A BRI
AP AME R R 38 000 Fr Bt (PE38) i@ ARG T
(IR 2H 1 BO]O PE38 Al 314 5 S AL R -2 ( elongation
factor-2, EF-2) (&R H e 5% S0k R 1 — A%
WAL, P T A Mel-1 KOF-GE R, M i
AT

— I HEE A IS (NCTO1829711) AT
80 %Il R/R T 40 it 14 1L i ( hairy cell leukemia, HCL)
B, TH A0 pg - kg MPIRYY, EEMIRA L
FECR 2 (58 SR IR 2 52 ff ¢ 22 1 1] >180 d B
= 360 d By L0 5 IV 2 28 A B SR v 1 R 2
H¥= 1.5 10° - pl7", /MR 100 % 10° - uL™,
MLLE A E = 11.0 g - L™, Joki i sk i A4 K X
F=4), BFREEREN, BELEF CRFFER]E
>180 d BYFFA CR RN 36%, FFLENTH = 360 d 1 CR
BRH33%, M CRFH 41%;27 ] (82% ) CR FBE)
MRD HFAYE 5 5 WA TRAEs &% (28% ), K
(26% ). 9 (21% ) FIk#H (20% ), J“HEA RN
AUER AR SR TEAE 2 & I MBI AS B IR A AT
TG ZE R, FDA F 2018 4F 9 A it MP
TR R AR Z L 2 M DL B RSk (LRI A%
TR ) 1F7 R R/R HOL AR 12
$0 /@ CD79b B ADC  CD79b 2 — F B 4 il 3% i 4t
J5, X BCR (9K MINAE A BT Z L Y, HlfE
90% LA IR 7 4K 29 (non-Hodgkin lymphoma,
NHL) H3kik, CD79b S54RSS G 5 9o s i A ot
WAL BRI, B CD79b J2i32% 40 i 2 AR A 1
B

VA ZER HPT ( polatuzumab vedotin, Pola) J&—
Tt 1 ¥ 17] CD79b 11 1gG1 B4t (SN8) i i 25 11 fiff v]
S8 () 3 1 B EE MMAE 1741 5 ADC, H: DAR °F
P h 3~4 0 —TTFHORRAE . L i T I PR
% (NCT01290549 ) 25 H £ B, 2.4 mg - kg™ Y Pola
BAZGYA 97 X NHL A5 280000 % 18 1 bk B 490 i 1 1 55 97
Bk 227, ROMULUS ®F 58 & — T 11 399 1 IR ik 36
(NCT01691898 ), ZWFFRAIA T 39 fil 45 32 FIl Z
HLHE A Pola YA YT I K1 £ K B 40 MLtk 09 ( diffuse
large B-cell lymphoma, DLBCL ) HB#E . H ORR N 54%,
8B (21% ) HF KA CR 5 7R H 2 & Rpi B A
Pola {647 1 20 B8 AW L (follicular lymphoma,
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FL) % d, H ORR N 70%, 9 1 (45% ) H & 3k
7% CR. 7E DLBCL BA %1 H1, 35 % UL 9 TRAEs J&
PR R 48 B 9k 2> (23% ). Ll (8% ) FNIETE (8% ) ;
TE FL BRI A, e % UL (9 TRAEs J2& H 1 br 40 it v 2>
(15%) FIIETE (10%) %, —1i Tb/ 1T 11l K it 46
(NCT02257567 ) PF4h T Pola+ Ak ELE]TT + B Z-ER I
Pt (Pola-BG ) LUK Pola+ FI| 2 BB A ol RERA 75
K5 H]YT (Pola-BR mf BR) A7 RUMIZ 4k, 4558,
Pola-BG BAFIfY CR 4 29.6%, OS>~ 10.8 ~H ; 5 BR
TR AH L, Pola-BR J7 & A] It 3 #2 /5 DLBCL [ & 1Y
CR (40% vs. 17% ), $#EHK PFS (9.5 4 H vs. 3.74H)
FOS (124 1H vs. 4741 ), IFATFEAL 58% MIFET:
R —IIFRobR s . AERENLALY T/ T3 R
K EE (NCT01992653 ) AL T Pola+ 1 ik e + P B¢
2+ RS + B2 s B Z Bk 4T ( Pola-R-CHP
5 Pola-G-CHP ) K507 7 A BRI R 36 32 iR JT
() DLBCL & & i 22 e RAT 2k, 4598, H ORR
H89%, CR K 77% ; Fe'i WY 3 94 )¢ LA I+ TRAEs /&
rRPE R A0 MU > (30% ) i RGP AR e AT A s b
(18% )", POLARIX BF5¥( NCT03274492 Y& — TR |
BRI B TG RIS, ISR AT 879 HlRE
AEARBEZIIAIF 1 DLBCL 3, FREHBEHL Y MIB)T
RN RRZL, BITALBE (n=440) $%3Z Pola+ F|Z
BT + FRBEEEE + PTEE R + #R A9 (Pola-R-CHP) A
57, XTI R (n=439) 2 F Z & b0 + A
M e + Bl 85 2 + K B0+ SR (W A% (R-CHOP) i
I7. 45, mFrh BT 1E] S 28.2 4 H, Pola-R-
CHP it . & kol Bt 19 KU B {5+ R-CHOP
41 (HR=0.73, 95%CI & 0.57~0.95, P=0.02), Pola-
R-CHP 411y 2 4F Jo ik JE A7 1% % I % = T R-CHOP 41
(76.7% vs. 70.2%, P<0.05), [P 2 4 BATE R
T FEES (88.7% vs. 88.6%, P>0.05), HZt4tkd
HL S

25 I, Pola 7E DLBCL &35 BYIRYT H s H L)
SRR 222k, VR 3 M CD79b 1 ADC,
2019 4E 6 H FDA It #i Pola-BR B4 5 & 1l Hl T4 )T
A& AT ASCT B R/R DLBCL AR . LAk, B
AT 2022 4F 5 ] #t#E Pola-R-CHP 865 7 &l I T—
1697 DLBCL BAEHH
£0[5 CD19 B ADC  CD19 24 PR IAF B ik L 40
JiL K g A S AR A L R R T A 1, 8 T eIk
FWE L. CD19 Al 38 1+ BCR A A A AR a7 203
B 4fAEAL . SEAE SAE T 0

loncastuximab tesirine & — Ff {1 # [1] CD19 AY A

DR A BT T S A P T A 3 A A DR i s R
TR (pyrrolobenzodiazepine, PBD ) — B{A& 40t
% SG3199 ifii 41 ALY ADC ', — T hk sk 1
PR T W R (NCT02669017 ) 45 2R KW,
loncastuximab tesirine J&J7 R/R DLBCL A9 IT 1] #E %% 7
O3 LK, BRR 150 pg - ke, HELE 2 AJEHB
2R3 LK, AR 75 pg - kg T P LOTIS-2
J¢ (NCT03589469 ) & — Tl HLEf | 2wt 9 11 30 il
PRARIS, 145 #1]3£5Z loncastuximab tesirine 577 1 R/R
DLBCL i 2 1 #4135 ] 8 # 15 3] CR F1EB 7 22 fi
(partical response, PR ), ORR & 48.3% (95%CI K
39.9%~56.7% ) 5 FcH UL 3 9K LA 1L TRAESs J2& o
R (26% ). /MR (18% ) Fil y- 2324 1t
SRS ETI R (17% ), R K HEIBITARSAESET 0,
HE T I PRI B U SCR, FDA T 2021 4F 4 A
HLYE loncastuximab tesirine J IRV 7 REA 255205 2 4k I
PLEIBITHY R/R R B M0 R AR R, Pl g
DLBCL. H{RZ 5 5 HER DLBCL LK 451 B
2 bk L

loncastuximab tesirine +& FDA HEAE B 2 7] CD19
ff9 ADC 7, BOIABFFERM, #E1R CD19 i HAlb ADC
Al coltuximab ravtansine ( SAR3419 ). denintuzumab
mafodotin ( SGN-CD19A ) “5-t1 76 1 i 1Ifs AR X 56 2R 3
5 BB I PE R 252 A, (H B A IR PR 52
BEATY T i — A B S
598 ADC RERF S PR ) iR 4 M 3R T PO T
AN AN RS, SEBL TN TR R LT
3R )36 7 LA S A0 H R R s I, S
ML FRHEIR YT IR T — R B i Ae . ML 23R
KZ MR SR AN R ARG, BR BSOSO R 2 A
AN, HoAb— R FHL ) ML BS54 CD25 .
CD37. CD70 %) ) ADC 1 7 Ifi PR 5 1F 5% sl pR
. SR, ADC 37 fE i im0 % . DAR A
It AR R 2R LA AN B4 24 B~ R AR AR 1) 2L
Bz, H ADC iy 34 8 72 TE DA RN O 45 5 FE P
B, 2 FBESFE, JEMAEREHRE R T M E
AR, BRI ADC TR, B/ T 2B ADC 454
B LA B At ML 259 T¢I PT REAT 1) T 06
BRI, ki), HET ADC BT E ST
AN WA A AT R R Y 8 45 AR voi 488 1o S5 1 ) R 5
P, PR A 0T 200 M 5 2R A A SR R 5 1
WEGR G B R SRR, ARGk A R LR
41— DAR, 42 = 2459 1 B2 P O f4 It R e
BEAR. WA, BEE ADC BEAIRYT T E AW,
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