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[ Abstract] Lymphoma is a malignancy of the immune system originating in the lymph nodes and lymphoid tissue, has seen
significant advancements in treatment through immunotherapy. There remains no relevant consensus regarding its standard clinical
application in China. To address this gap, the Tumor Immunotherapy Professional Committee of China Geriatric Health Association
mobilized experts from various fields to conduct a series of in-depth discussions on current evidence and clinical studies of
immunotherapy. All collaborative efforts have contributed to this Chinese expert consensus on immunotherapy of lymphoma (2024
version). This consensus comprehensively covers research and applications of immunotherapy for lymphoma, including monoclonal

antibodies, bispecific antibodies, immune checkpoint inhibitors, antibody-drug conjugate, immunomodulatory drugs, and cellular

therapy. This consensus will facilitate standardizing clinical practices in immunotherapy for lymphoma malignancies.
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N ER IR IT IR A VORI TT IR R IR T e —
Fod 1 EORT E B NAR R e R G, IREANUAIE R
TR IR G g8 S L, DT ¥ ok i e 2 L v oY T B
1M e PR CBUR RFRERPT) . PR PR A
(antibody-drug conjugate, ADC). X{K§ 7 14 $it 44
CRAR AR AT ik & PR 2 A T4l (chimeric
antigen receptor T cell, CAR-T) J77E$3 )@ Tkt ye
R EREE RSN

PR DRI —RE PR R R PiiE, HA
BEEER— Frr RS . 5HAbUM
ZGPIREEL, BT BRI I W] DA R M SR KRR E
PR AN . BREBGIZGAh, WHEEADCEA) . Xt
CAR-TZ5 P27 12 A o I T-Ibk ER R I PR VR 97 B
HEN G R AR EE B B ADCAZE — i bl B A 51 m) 14 )5
BRI AL AT o 25 4 M A 1 24 2 AR G T 3 ) 3 2
A, HERBA /N1 28R i 440 71
ARl s B A ) 1, DRI O o R S ie 9T
BT FE AR R R o XU B 35 20 s e M 0 i 45
S RN THARSEZGY), R e il I
BEOT T AR MR A b, SR SR AN B R A
FH 5 IR AT G ] — g 40 B b A (Rl e o DA i
ZiaRr et MMM S SERIER . HAjL
¥ IE2Z B3, mosunetuzumab N Z [ XUHLLE Ik 2
IR TT RN AR 7 . CAR-TI A2 F i
SRS 7 (R B 2 AR 5 S B AR R 5 5 T2 B R R )
A3 e A M R 4 L e e T, H R RS R RO 3%
R 3 i B BRAE N 1) 2 FRCAR-T 4% B H T IR IR,
PEAE K R METR T R SR AR T R R
s,

7 8 2 Ik E R R B O S R 2k AR 2 S
TBIT FBERAL BT, R RV ST R AT e A A
W2, RIS SR R S 18T 25 I
IRMER . fEME ST, o EEE R MR o s )%
1BIT B2 R IR L 2R L S Rk R S i
SRR ZIIE AR JT 30 A s B A5 5 T gk AT
IRANWILS, 456 BB G I 2= Sk 3 A PR S B il e
Gk IR S 67 Hh B L R 3L (20244E R0 ).

2 BREHDY
2.1 AEABLA
56 BE IR BT BT 5 45 & X 33Fab B AT 45 6 [X
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FeBMI R — Y " TE 458« FabiH i 45 & Bl S8 hx,
YL BT RRs P ERISE R J . Fel & RIE T 9% L
AR R TR FCSZ AR, DL A I H R A N T R
A (FeRn), R7E BL4T 0 G2 SN FZEHLAA N 1Y
FEH.

HRYE FUARFabif 1, Pk 5 H 3244 1) BLAE
M, ATRA RS & . FEPUREOS . SaBipiik A4S
e b, AT DR, B, #EAZ
AR R T LS A&, NGB E S . 4ia
BGTAa T DU TFricEEAp, AT A FoFer™= A4 1 2%
I D) REER A BB R 77 (WU A% R 2
B VTR SRR, Kb
PRV 25 B R s IR A SR, i 455 %
W, M DI, THME ST, AN 40 i AR
K. BFAMMPET . B 4H AR AL

Feiili 7% 5% Bk G (immunoglobulin G, IgG)
Iy ALK B D Re & A SRR i B AR
FelX i 1 2R EL 45 5 H AR DT (natural killer cell,
NK) 4l F[{FeyRII (CD16A) 51 & Fik ik #ifr)
A S EEEAEH  (antibody-dependent cell-
mediated cytotoxicity, ADCC). FctlgEE 45 & Ik
*MASrF (Clq), 4k B s Bt 2 54) (membrane
attack complex, MAC) 7| & #MAAK 58 (1) 40 i 75
{EH] (complement dependent cytotoxicity, CDC). 4
FelX i 5 B BE4i i A FeyRIIT (CD16A). FeyRII
(CD32A) FIFyR 1 (CD64) #54, w51 KAk
HPEA A S EVEIEA  (antibody-dependent cellu-
lar phagocytosis, ADCP).

BpikR 7 BRI S S RS PR BT AUR
A= 2 hREANIE L Fe Jr Bt/ #ADCC. CDCH5 %
RN S NEAR BT G RS IRA M S SR, BRI
G J R 0 R R S PR AR M B PETAN L 4 B VT4 A
SFAMRR S, DA AR R I B 0 ORI P B Ak
EARI I
22 ARK B BN RE B E
2.2.1 CD20H.4i
2211 FZERH FZ &R — T
JEIEIT T, ATBAERNHLIE A G % 40 T7 I AR,
R B3 197 8. M2 Bt 1 2 TR 7 CD20
FHPENHL, 6L 4 958 5 KB i ik 28 (diffuse
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large B-cell lymphoma, DLBCL). & 4 bk 2 58
(follicular lymphoma, FL). E4iu#k =S (mantle
cell lymphoma, MCL) i [X k298 (marginal
zone lymphoma, MZL) %5287,

(1) DLBCL : H#f, #% # ¥ ¥k 5 CHOP
(R-CHOP) 7% (ABERENE+ 2 R E + KB H
B+ % JEFa ) AEIRITDLBCLAR & & i F ) — 2 br
HEIRIT )7 %o Bh4h, R-mini-CHOPJS % (BRI &
IR-CHOP % ). R-CDOPJ7 % (£ % ik it + fig
ik %2 L B+ KB+ R e #). R-CEOPJS
F ORBENEIZ + R + KEH A+ R,
R-GCVPT5 5 (MG IZ + 75 DU AR + 3 bl +
Wets) FTHREIT80% . M55 EE A Kl Ok
P ) ¥ . R-DA-EPOCHT % Gl & 1 %2 () 4K
FEEE iR e R + K F B+ A e+ 2 L b
). R-HyperCVADT7 & (Rt IE + 35 ml 48+ K
W+ 2 R LR+ ZE KR R-CODOX-MJ7
% CABEMENG + K BB+ 2 R LR + I EEng) /
R-IVACT7 % CHAVBEIE i + A6 A + B B i )
SEFE R BRI T R T A MYC. BCL-271/5K
BCL-63E K 5 HE 1) 75 45 BAH bk 9% (high-grade
B-cell lymphoma, HGBL). J& & 9k KB ik 2
J& (primary mediastinal B-cell lymphoma, PMBL)
SERFIRRAL . SOR/MEIR TR B R IT AT AR R T A
2B LKA 5 CHOPIC A2 I 24 1) — 2677 32 1
Y7, GFERICET R CGRIBENEIZ + R +HIKFE
W) R-DHAPJ & (HEFEK KA + NGV + B i
). R-GDPJ5 % (35 PO Ath V5 + it ZE KR + TS D
R-ESHAPY; & CIRABIAH + Wik JE J6 + I H + Fi]
PEMET ). R-GEMOXT7 5 (3 P 5 + B FIHAD |
R2T7% ORI 2 g+ R ENZ) 5.

(2) FL : JASHRYT CRIFRET ) Hefil bon A
M) 2z BT B 24 BB S AT AT 5 T~ 1L HIFLEY
TR M A TE (failure-free survival, FFS) i [8] 1T
HEREEAE (progression-free survival, PFS) K [d],
M~ IV IRITRIAE R 5, 28 RS T
[R-CVPJ5 %8 (3 Wk B e + K B il + IR JE 42 )
R-CHOPJj %8 \BRVj 5 (CRIE S AT + A 2 HLiD]
ST IR HEIR T 77 . R2ITCALTT J7 A2 1]
WEFEHIRIT T7 5o M2 8 BT 50 24 BB & e AL 771

o TEGHEAHIR o TI

(R T REAIT HBEMIZ H T 25 Mk &
o Kt R 9 A BUFL S PR 7 F6 2X Cinternational
prognostic index, IPD mfG#, —Z4IAITIEIREM,
FFIZ 8 B4 RpiayT (8 ~ 128 1K, RRER24E)
AE G PFSIN [A], (HANBERE K OSIT [a] . #J9a A 2%
HRZNaYT (BERUR, B840, RS HATIR
WEEEYT, PTEKTHMAELF (event-free survival,
EFS) )™, XBRJ; R —LiRIT 5 R 5240 T
N (complete molecular response, CMR) B4/
% B 9% 4% (minimal residual disease, MRD) [H 4
(i3,  H BTFOLLI2AF 5t PHiE 41 [F] £ 3¢ Rr2 4 1) 7
T BHUAERRR T BENS 45 FR A A R B AR (U PFSIN A
YT RRMEEYEFLE R, RS B G2 it 18] L e —
LIRIT TR, PLIEHENZERYE S — LT R
A X 25T 77 58 KRB FEEZ LA J 1697 DLBCLAY
TR ZE BPAEN LTS —&IGIT a2 LA
R B AR R G, BENZE BT
(R S eI 7 7 SR AT BT A, (HAN RN
HBRTT %

(3) MCL : MCLIJ—£3R 77 ZAR 4 & & 2
B D2 R AT 0 =, & G ) B R DA
HZ 8 BB & G BT I H 7 %2 (WR-DHAP)
5R-CHOPZZ #, R-A 7 B CHOP5R-K 5 & ] H
M52 %, R-HyperCVAD% 17 %) BN FIRIT,
BB 5E 425 (complete response, CR) B R4 2%
fi# (partial response, PR) J#tAT HAAT-4Hu M,
Aottt — DI A AR EKAEAFR R, MAREEZ
MR B A S5 H) &, BRJT%. R-CHOPTS %
VR-CAPT7 5¢ CHfj B e K + H %2 5 B 50 + A0 1t
e+ 2 FZ R +IRE ). R-BAC5007 & (K&
SEAYT + FTHEME D TR Al i Ry arfE
R FIEIT Ja B A AR IE T4 Cautologous stem
cell transplantation) F&1H /5 4EFFIGIT . ER/MEE T
BEZNHPAE . dEitw. RIBEIRIEA R
T BHUIT FIRIT BE CAR-TIRYT .

(4) MZL : X5 T 1/ILEAMZL, T80T 2
HIRIT T8, 3 A& S T80T 1 83 v LB SR
ZERYURZNRIT . N R R H AR R
A MR R 3 B L2 T BB AN G IR, 22
PR 2 R HIGIEIT T B MBI R AR AR i
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ROBI7 F B XTIV a3 48 5 38 807 2R )
MZL, ARG EREBEER I, 48~ FE.
KA SR P R S L, R SRS L
I 2w TR T AR (H B AT = S IR TT T R
XT—BIRTT R MR SRR B, W] DA R 2
PU2 A WO I 6T« 0 T BRAE & Fl 2
B BT RIATT R IMZL, SRR VAT A kLR
fRRIA> 245 ] LUK A4S R 7 iR YT (IR KWk
Bh)e T BT RIRTT RIE — 2T R RN R
B, mTLAR A A AT A BEA HTICD20 B

(5) fAZEFF MRS (Burkitt lymphoma, BL) :
RABLK H # MUFR-CHOP 7 297 JUR M, HEIE
WA RIEFICRECE K IBLEE H, ff AR % H
BYLEEI. 2240, FIESRAIIT 7 RECA
WA RGATT, P9 7AW RITRL K &
A LARKHAAEAT

(6) SET IR LG40 iy BUHL - %A bR
Y MICD20K A BH M, LA R AT, Fl%E 5
PLEBOTIRYT, WITHREHABVDE R (25
FORE + R R+ KB+ A REB), CHOP
FE. CVPH R REEMIE R HEAE AT A
DAHEBR G AR 2B MR R AT B, BRI R R
B 3 AT S R 2 ¥ B R 25907, Ak Tz T
W2 E RS R RO RiRIT . N
DLBCL & & 597 2% DLBCLIIAYT 7%

HPHEFE W - OFZ & BHiESITiRIT
WAME R MEIBTEDLBCLIEH ; FIZ & AP S
7 o AR K AR TTY 77 RIBIT HEAMYC, BCL-2
/s BCL-63E R EHETHGBL, PMBLIERF# IR
BN VR, @0y Fhi b R 22 5 sl Al
ZE PRSI FH T PHECD20RH M T ~ ITHAFL
B 2B RS I7TECE M H THIERICD20
FH T~ IV HAFLAE 3 ; IXBICREPRSG B FH A 2
HEPGIAERIG)T, FIZERGIRE S —&IT R
R XS 75 28 T8 & BT 29 FL,
OFIZE P H T HREMCLEHE % SI6TT A4ER
BIY, SRMERTERENHEIET. @FIZE ¥l
HZHETT M TAREETROTI T ~ THISAMZLE
Ho NI~ IVHIsEZREOT RMIMZL, WRE
WREVRIBAEIR, I, IZAAf RRE, KA Ra iR
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PudRENEN, RANZERHRET, —%
BT Ia IR 2 fide i) B8, A 228 B T4E R T
GOfZERISRE. 24, MERtrt TR
AR AR, RIREICREE LK BLEE, ©M
PRI Z2 & BT S 0 T BT 716 7457 R bk EL At
NERIHL ; 8IS R BR# A] A 2 5 i
BAZHETT, kT2 AR TS Tk
BROTRIBIT

2212 BZBREHT WRZEBREBHUE R A 1T
B EAHTICD20 .47, A58 34RCD20 A 4 i b
BABMUAFC T B, SE5R TSNS ), 5RI%
HHP ML, H A HIRADCC. ADCPHIYN iy 5 Pk
fEM, MCDCHES. AT, BRZERAPIAIE
AR LA T 5 AR T 2UPTCD20 i 2 « (D%
Bk PLA T ADCCH! [ L 2 B A T i 4l i st T 1
M. QFZERhiET 1 24k, 5CD20%i)R
SEAEHENNRES, S S A AN R T TR A
D 5 T B2 R LR T 1T A s FEHLC D204
&, HCD2045& Ja AN, A5 #CD20M 1t
HEE R kb . @R Z & B HTE T 5 ECD20 />
Joi, BLZEREPUATI A S S CD20. @R % E 5
PLEEEIS CDCRIEIER, T B2 Bk i/ am it
CDC, [FCDCHIFLH: A M B2 Bk g £,

H Ay B2 2k g £ EH FFLIGIT « G-chemo /7
X (BRZBRPHEEGIT) fEFL— BT R
W3R a8, WAL TFL—2RIGTT MARE T . X HIE
I~ IVIAFL &35, R A B2 2k g & 4T (CVP.
CHOP. ZRiXFEH]TT) AHXEFF| % & BB A 107
RE A% ZE K B FH PRSI [H], {H3 ~ S0 R 54 Hg 3
2, GALLIUMA 5 508 Bt 2o, Hh A B 157.9
¥, HR-chemo 7 & (R ZE LA NIT) ML,
G-chemo Jj ZEPFSIN [A] {0 25 143, IRk, ER
FFET AR R BN, 2 N Ik Buibk R Va7 10
A A, HoR WS BB 1 2 vk i) ™, —
BARTT JE AT AR R ] B2 R BB 4ERR IR T (
S, FL120K) W 4E-KPFSHY A,

GALEN 7T VPl 1 B2 Bk B0 I6 & RS B2 iz
09T Z IR/ TEFLIST RO 22 . s R R
7R, 24EPFSH N65% (95%CIN54% ~ 74%), OS
HH8T% (95%CIHTY ~ 93%), 5L H (com-
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plete response rate, CRR) N38% (95%CIN28% ~
50%), Hzzastknrys. Kk, BZekppuba ki
FE Rt — 2R mr e U SR B 254
A 3G 2 BR 2 B R B ) G0 P AT WGB T &,
DA R 5 ok 0 B i Bek 2 1) U5 1Y, BRFLAF, GOYA.
GERSHWIN. GADOLINAILyMa-101%5£4/F 5% f& 3 H
7B B P EDLBCL. MZL. MCLZ:B4H i ik
EL8 Hp (7

GOYA & — T LL L B8 2 2k B 41 K & CHOP 55 5
HEVR T F 2 H YU A CHOPYR T Je il R 3521897
(FIDLBCL & & 1 B8 LI I R B 98 . GOYAR) f%
Lo Mg R B R, G-CHOPFIR-CHOPFS4EPFSH
I3 IN63.8%H162.6% (7)== 0.94, 95%CI
N0.78 ~ 1.12, P = 0.48). KEJTF R S 45 R 5F
K 57RG-CHOPL T'R-CHOP. M0 #r b BoR,
TEA R L BAIDLBCLE # 1, G-CHOPLLR-CHOP
AR R . G-CHOPY % 4 1k 5 T 0] —
, KRB 2GS . SR-CHOPAMLL,
G-CHOPZHWIEZ 2 HH £ [1)3 ~ 52 (75.1% © 65.8%)-
PP (44.4% 1 38.4%) FIEU (6.1%  4.4%) A
R, fw LB A R 2% G-CHOP
2 M R 1 b R A iR sk 2D R AR A R T R-CHOPAH
(8.7% : 4.9%) ",

[ bIGERSHWIN 7T #8 7t 1 B % B FL 40 /£
CD20RH 14 & /e 6 PN 3k T 40 g 11 1119 (chronic
lymphocytic leukemia, CLL). DLBCLFIFLiA J7
TR IR a RBoR, BB ayT
rh S B2 A ik C0R E  e  vE S RE AR R [ R
WEFC IS SRARAL, AW SR B 2 A M FR AR

A BRITHIGADOLINH 7e 8l o, HHEE A Ik
TEE)T B2, GBJT & (R Z R P I & K IA S H]T)
16 ) 2 £ B H A 6 1t CD20BH 145 ENHL H 7 2% &
=, PAIBEUI31.8N H I, GBZH % i3 i KU B
K43%, " AIPFSH) [H] 2E K £225.81 H, FF iR #E ik
KT EHOSH ] (P =0.0269) P,

LyMa-101Hf 58 /& — TATBEPE . JFshn%s. 5
B2 o S, B&EWHG-DHAP % (&
Z YRR+ DHAP) £ —&IGJT /T &M K10
MCLF 7 R0 5 24tk WFai 86l g, 8141
BFE TR FIRIT, DX AR THEEE, 69f

o TEGHEAHIR o T3

EZRERRRTT, 1B NA GBS R R, 4
IR, G-DHAPT; 215 F169T 45 R, 92% (78/85)
BRI, 19% (67/85) HFEIEFICR, 124
H I HIPFSZ A0S 7371 94%M196%, H BEMRD
BH 1 % 1575%, G-DHAPTE WJI2ZMCLH T 208 UT
AR 5R-DHAPZ AL, LyMa-1018f 5815 2 T
FEAR A, UESE T G-DHAPIE IMCL— 415 S4bJ7
T EWIT R IMMRDFIR B 2% %, $27RG-DHAP
W RRFE B IIMCLE# I — &% 3097
W,

HIRHER B L - BOZER G T YRR 1T 4]
A E RN, TMIHsSRIVIIFLR A 8%, NM51k
SYERAEH ; IR Z/DPRIV B E N B Z R bt
HERpiayT. NIV ERIMZLA] V) B 22 2R
L+ AR AT SRAREE A I —ERIGTT 7T %o
22.1.3  HAhCD205 41

(1) H A2z B0 - FilhZ B hi2 H A HiCD20
BT, H30%0H B HTCD20 H47 1) 7] 28 [X FabA170%
(1 N1gG 1Ptk Fa 58 X Fe v Beda e, & —F A BRU ik
Hl1gGIALHTICD20 L. Hi 1 % P E 5T X T 513
FH R DN ot 248 i ) e i LR SR 1g G L[] o S AR
Glm (1, 17), HEH IR ECH X 21907 (1)
RER BRI, WA ZE BPUNN R . it
PINEIRR, ERIEAYARERER T, R
REHb IR 2440 G2 S

— I F. AL RIS FFBORR TR I
PR 50 6 N 436445 ¥ A DLBCLIE %, H o 5t i
Z FLP-CHOPZH 24341 i &, F| % & H41-CHOPAH
211 EE . HARERER : OEFETEINE
NHEF,  HiiF 22 B 5T-CHOPA 5 7 2 & .47i-CHOP
2H 1) & M 2% fit % (objective response rate, ORR)
(94.5% : 94.1%, P =0.6569) FICRR (70.5% :
75.4%, P=0.708 4) LRFZER. @QIEESITA
B, F b2 85T -CHOPZH 5 41 2 & B 4i-CHOPZH.
I14EPFSHE (81.1% @ 83.2%, P = 0.8283) FI34E
OSF (81.0% : 82.8%, P =0.7183) ¥ & &
ER. @wAeMITH, WABR ML, T8
A R R A Hor g 2 3 451-CHOPZH AR %
H HP-CHOPAL H 8L 2 /D 1IRAS B A 1) L5 43 3l
N97.9%F199.2%, KAEFED1IIREEA R HIFH
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515351 35.4%H138.8%2, ki, HF|%E
FGUAHLL, BRI BPUA B e g, JUH
FEAR MR R P I RFIRR SE (9.9% & 14.0%) LA
SR 7 T B REH DT (9.5% ¢ 11.6%)-
B AN R A AR 3 50 I % 5 HT-CHOPA 35 F) %
H HHI-CHOPAL 5 B AR # - Ol R AEA B S AF
RAERREFRE, ML 50 HN9.5%. 19.0%,
= 3L IR 9 95 50 841 % 8.3% 5 @IR] 5 14 i
IR RFMRAERERRE, EATHN 535 R
3.3%19.1%, = 3L 1[5 LT 98 K A 2253 7020 1.2%
5.0% ; @TERBEIFEIE T, PLAPRREZRS TN
10.9%. 16.0%, HE7<FilH 22 A0 ) e 1 S AIC

SRR R UL BRI Z BB TIPIAY0 ~ 257
#7112 WiCD20FH PEDLBCLEX A B35, W 5 4R i
CHOPILITHR BT o

(2) DU IPT P DUZ B B B HiCD20
B, BT, —TIIUARENLAE . P47
MR 2 O IGIREF TS, N T 48341 #]1¥GDLBCL
B, HR2 0 L LRI BE LN 2 g3 0l e B2 DL
PR % BB A AR ECHOP T 69T, 3N
AN, SteM . RER, SRZERR
FG, B DU Bh L6 JE TR T 45 RN IORR
(83.49% : 81.41%). CRR (75.23% : 67.95%)-
3TEPFSH (78.03% & 70.90%) K 34EOSZK (87.70%
83.14%) HJEEHEAR,

Zx b, CD20S450 R FH B ALE SOE W& L.

HORHEF B U 0 B ULZ B BT T CD20FH 14
DLBCL, AERHFERIRANEE, M S5HniECHOPIL
JITERATRIT
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222 CDI9H 4 tafasitamabs& — F I [ CD19
10 37 284 N R ACF o2 R 38U A A 928 30 9 BT, HCFe
SERYIRAT T8 (RS2 E B R B4R S239D I
1332E), i i 42 o0 ROV 4 B b 380E B FeyRITTal)
FA S, B E W IEADCCHADCP, M ek 35 i 8
S AT ) AL

AR [0 651 4 RE-MINDAJF 72 &% fif B PEL-MIND
WHoER4s B, HEFF tafasitamab 5 SR R IS v FH
697 N & R /AEVG EDLBCL,  BEA N
R N60%, CRR NA2%, HHA 22 AR F54: (duration
of response, DCR) K[A2N224 H o BEA R
LV NEYSd s RE i avadiil b R N RANY R

4k, tafasitamabfEDLBCL— 267 B4 A
R ZE T, £F | biFirst-MINDH 522 13745 T tafa-
sitamablfk & R-CHOP 7 & Ik & /AN B A R IS & i 7
DLBCLE & — 2677 i 2 MR 97 2. B
FAIN6OE TF & S AFH) B3, B AL id 4% Z tafa-
sitamablk A R-CHOP /7 % (T41) AHltafasitamablbt &
R-CHOP 5 & B R IR i yT (T/LAD), 255K,
TH FIT/LAORRS) H N75.8%F181.8%, #i fEORR
7399 7990.0%H193.9%, 184 H CRR43 51 A174.5%F
86.5%, 241 HPFSH 45 N72.7%176.8%, 241 H
OS5 711 490.3%A193.8%. 1 4 441 WL 52 1) KL 47 )
JY ORI AT ¥ (22 Ak . SR FRiIE s, Har—
TP fifitafasitamab ik & R-CHOP /7 & M K S & e v
J7 ¥1¥G DLBCL TG RIS IE7EHEAT

HIRHEFF R UL « tafasitamab F TR N B &/
MEVATEDLBCL,
223 SMEFIEREST  SERRIBRHUR NJRLCCR4

F1  CD20F R HVE RV HIFNIE NIE

By 4 Ak AR AL

& pAE

A EF R AR EI, BRI E S EIRCD204 S, & O#igegCD20M T ~IVHAFLE &, BS540 7REeEA ; K35

#CDC, ADCCAH~$B2m s fit

Rk B $eECD20H R AR 3 (95%ARALLEH), @
S FHEA-SBa s ORERBER LM ; 2
HBgEMmEAR TS AR (Aamiaes); @4k
RBERIER R . F. 9% 70 R 4m fe L) .45 ADCCAADCP

aEEan AR ER, A FHEMECD20IRLES, B

CDCA= ADCCA~5-B4m i figt

FN R AREASEEI, A FHISCD20IR LS, BF
CDCAADCCA--FB2a Rz i, A9 ) I 3 2m R 3G 78 Fe 42

BT 9 LA

4R MG 6 R R R e RS T . QAR BALTT 2 84
FL. 3CD20Fa:*DLBCL & 5 47 £ CHOPF £ AL J7 84N JAl B A0 F7
g ey M HAEA E KA e, ARV IHFLRAEL, B54057 5%
SAER 3 KB E VRS BE A RER RS ST

IPIA0 ~ 2% %4 # 4 BiCD20Ma WDLBCLA A & %, B 5 47k
CHOPZ 4497 BoA-i8 77

CD20M#DLBCL, 3453 A DLBCLRA %%, & 54R/ECHOPH
AT IRAWETT

E A FERROEE T AR, R EIFR LF B, CDCAAMRR M 6 2 fe AR R« ADCC A AR AR H1 0 2m fo )59 2
JOAPEAE R . ADCP A Fo AR #oE 20 BOA-F- 09 B VE R FLA ISP % ; DLBCLA #Ri% M K Ba4a ik €55 ; CHOPILYT A IR BLiz + %

F o 2+ KA WA RRA ; IPLA B FRFUS 2850
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BT, CCRAETEALHE K2 JERTHH 0 bk L8 75 P F) 2 L
ML 08 P J g 400 P o T A R FE B — R iR A
A B RO B 2 RS B R s T B 5 B
HIER PP 4 L. HRYEMAVORIC 111
IEARHIF 0225 R, He 2 SR R BR LTI T I B 2
P Pi/Sezary 2R A AIE (mycosis fungoides/Sezary's synd-
rome, MF/SS) BFHPFSINARELELK, F-HPFSH
[ N7.61 H, AT vorinostatfH [113.17 H 5 B2 iR
#1528%, A TvorinostatZH (115%, H HHMF &3 Fl
SSHH IJORRA 5 N21%H137%. 53— Ik H V% H
145 L RHAYT 0 2014422 H 22202043 H YA 1)
124{5IMF/SS £ 3 14 B 92t FHaF 5810, S A 1 Bk
SRR T B R TS 0 ik ER (FIORRIAS8.7%,  Horfr
MF &3 FISS 85 FIORR 73 71 946.0%7169.5%

R B« SARFIBR AT TR T 2L
FDUREE T IR E R MERTEMEF/SS RN B
23 FRARRA AL

(1) R - FRHAE N B B A RIFH
M 32 Pk, AHR b — S 5e 3 AT REmk U0 9 R
A G S BRI 5 R S B RO o RS B BTE I S
SSCR] 2 AL G, AR E 0 BT S A
P QgESrT) MEIEEURN. MR VA ARsR
B KR I A0 R ISR B AE, DAL
I A 35 B0 T e S B 4 B RORE SR SR B ALE
XA AH SR KU B0 R, L TS A 2K [ e B 3R
X CIREEEN . H KHZARSE SR, L KR R
RS o AR A A E 5 R 2220 1 hdy B2
FERCE TR Ay 2e SO A B R YR AAE O s P DN
R R, R4 T S A IR BOH, 32 A BT E
YT s TR BN, UK ALE .

(20 G « BRI AR R R
TR W R URONIRBEAESE, o ) o P il 2% Y
W, IRTT RV R AR 1) J5E VA 2 1 s fE R R R G
=, AdEERE . DhREREE > 200, BRER
JBT  WRCOR S SR MIREAT e o A i A) BT 2T AL
R, NVEIRAE AR 259, TR % 5 I EOT
o K6 A 5 M1 71 (immune checkpoint inhibitors,
ICls) [FIRF {3 o W25 A ] 52 05 R e e % 2
I~ I U 673 1) i A ¢

(3) MERGEARKN : MIBRGEA R RN,

o PE AR HIR o 75

FE /R 8 - H R B BRI T IR
KA o IRTTHT RO I /INGR 3D B R AR RS R AT 78 43
VRS, el R o R ISR A OC B AL BT A
)W AR B LD RE, ARSI 2.

(4) MERGARKN : HAERGA R RN,
F6 2 M A B AR S . B — B I T E 2 4
PEE U, JCie ki, FALEMFEL), AR
AR PR BEAT 6 IR BT BE IR 9T -

B ERA R BIAh, BERERIBR B WA R
RPEA % (218028, MEAR MG
2 KN .

3 WEFREHE
3.1 AFABE

RS T RAE N R M S ) — Tl 284 1) S 2
BIT LM, A SR AIIM T R S R I H AR 4
97 3. WP S2M 4 B 2R AL b Rr e e SR 1
PURSE S, BB NIEETH MRS MRS S,
NI 0ET 470 Jo R b e A 5 v s e 2, K
R MR A e . IWEMS W LG, Xt
2 EH B R B AR 2 ) B A TR AH B T AR Y
[A] 1hb B (1% il AL 2 25 A/ B % AR B 1) AN UG A
WK 2 5 M) B 2% 77 i B A RE, AT 5 1) UUR S
TER RGP I R BEAE T s ik . CD19M
CD207& FHXf f2 8 B e K 1 Hi )5, 2 HAjia
ST B INHL E B e AN e D i B8 b, Hep R T
CD3HICD20H 73 XWUHL i LA 5% B £ i 24 80
FH R (Food and Drug Administration, FDA) Fl
B X255 (National Medical Products
Administration, NMPA) Lk FH T-B4H itk 08 (1)
677 . CD3/CD20XUATL 1 F HL I 3 2252 il i CD3
FETHINE 5 A CD20F 1 Bk R AR 4 &, &
BUTHH B35 A AT A AT A CD20H % 2 3% i 78 24
liakeas =AY ET RN PP E e PN O R e Wk
BRI R TPV A AR
RALIERL S RAMTE B HE 2 FEJE . 52 T
JH A 1R L O LA ) 43 1 2 TR PR P, BAK
A B8 3 B0 R A BEL 1 At 5 4 1 VAR T PR A ) B
B EREAT AR BTFURY], ZFMBYIIENHL, %55
ADLBCL, % KA RHALMHENEE A (major
histocompatibility complex, MHC) 1 K7 F %Kik



76 o TEAELGHHEIR o

0 9 A DA S I G 28 B 3% o 7 X700 T4 A 4 2 7€ 1)
TEFIZN UMY S 2 2808, AMHCHE AR 7 X
KA, MG T MHC-TAH A 52 48 40 54 F (0 PR

MELRAR

FTE IR 2024 T35 10 55 2 HF

i, XFFMHC 1 2871 532 ) G e 28 3% P b 85
3R A AR, BT R R X2
Py LR 2.

&2 WRAYMHERILE

A2 4 KE ik Fe# £ % 37 X FMERI  RABMALFRIE S

HIEEEH 4%IgGl CD20 : CD3 =2 : 1 PG LALA Rk FE &
mosunetuzumab 4 KIgGl CD20 : CD3 =1 : 1 N297 FRk/ BT wE HE

epcoritamab 42KIgGl CD20 : CD3=1 : 1 L234F. L235E. D265A & wE rEZ

32 AX B RE RIE BIE
3.2.1 MEFEZERT

6 3E % FL T2 — PR R CD20 A CD3 I XURE
VTR R B buik, HRAMERR2 @ 14510,
£ 4524 7] BL 5 CD2045 & 1 B s ANAN T L S
CD345 & 1B k. L 00 R B [ 45 440 3 i 5 B4 it
F 1 P CD20FI T il 22 1 F{ICD3 [E] I 45 &, Al AET
M EEIEBANL, N FARERMILR, BEE50ET
SN E A S Y TE 20 B DR T A RN 4 R Vi B R
Ji, T 5 IR CD20 it R B4 H 24 i AR
PEIET .

20234E6H, EEFDAS A I fk HE #% JE 2 B
FoH T AR B2 /b — 2 RGIEVA T I B R/
16 EDLBCLEL FHFL¥ AL ILBCL A 3 17697
20234E11H, NMPA P Z% i A% S 22 B 78 3R
b, AT EZ SR R RERITH
2R IMEREDLBCLE N i .

A% SEZ BTG PRIR At BT 5 T HAENP301 7911
PRI FE A AR RAF 25 3, 0t FEAE 15449 BEAT VA
7 Ja 2R/ YEDLBCL R # R T g, BG40 1/3 0%
HEZILCAR-TIRIT R . S5 REIR, B2
Z B T FE LRI R)VR T I R RS T FE AR,
52% FRE 3RS T MAKGE R, 40%M B E IR T
CR. HADCRAF[H]A18.44 A, HAfiCREFEERS
[ 2426.9 H oAb, 75538 W RTIACRI £ #24
A HPFSFFOSHK 73 5l N64% M 73% 5 TEIRIT 451
i 4 FFCRIT) #1240 H PFSE FOS 3 43 il J980%
H192%°14, NP301791f PR 56 45 S UE 8, #% 3k
IR LU R R/MEVR EDLBCL S # 2 it — ANl
io [ 7 RS ) S e T VA SRS CRINL S, JEHTE
HIBIT 45 G T ReRF LR 2 A

M HE Z TR R SR BT R A TR E R
R/ PEDLBCLA B 71 JF & () GLOSHINE® 7% .
FEAZI 1 KR b, A BEDT 1SN A IS, har
PFHEF 22 14> (independent review committee, IRC)
PEAS FJORRFICRR 751l 967%F152%, 1AL DORHY
[ A14.440 H, FAIPFSH R M8.64 AP,

[ 57 2023 4F 3 [H IfiL ¥ ¥ 2 (American Society
of Hematology, ASH) 2l | — Wit X CAR-T
YEIT R B kAR PEB-NHL B 2 452 52 4% JE % 51
PUIATT 1) T 1 22 RO AT 5 32 B 4 S0 120 e 4
AN T 67HICAR-TIG 7 Jo 2 FIB-NHL & #, Hrh
O3B B FHZ T = INHIENGIT, NHAEESN
DLBCLA (PA%I1,4441) Flnon-DLBCL4L (PA%12,
191> 5B BRAT VR IT B R AL B3k (VE
N2~ 6), 13 (20.6%) HMMEIE T (FFCAR-TIR
ST RN, 5081 (79.4%) NE KR, &kt
J& FER KAEAECAR-THIEF I ~ 34 H (154,
30%).3 ~ 61 (18%1,36%) Fl64~H LA (1741,
34%). BAFITHIBAFI2 ) 5 A ORR %) 5l 465.9% (CMR
N36.4%) F157.9% (CMRA52.6%). BAFI1AIAZI2
() 7 PESH 1] 43 51 A4.94 A fl4.14~ A . [ i
AR Z e e . E BN RN N IR
SEEE, OB E (14.3%) kAN K TR 45
& 1iE (cytokine release syndrome, CRS) (12534,
24641, 205 B AR G F A (240 . RIR,
M FEZ PTIR T ] B3 I K CAR-TIRYT 5 B R Bl
JEB-NHLE#H A7, N wRIRE R A 22
fit, HZzathnTis. Mo, &IEZRPEcG 4E %
Bk BAPLAE B R/ MEIR PEDLBCLA Y T b3R5 1 R
Ft R, X FDLBCLIM 5 » 85. 7% 0% (60.7%
CR, 25.0% PR) CAHM T WM. FUEXPLELE 5 —
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AR PESE A, WCD79b. CDI9ELCAR-TIAIT 4%,
BVR R AT R /A HEDLBCLE 3 M 3k 3 .

HIRHEF B - MAEZ AT TS TR
T = DNERGMIRY Y I E R AEGTEDLBCLIKE
WBE,
3.2.2 mosunetuzumab mosunetuzumab (RO7030816,
HHFR ABTCT4465A) & — MlgG1H N5k 4 Kt
CD20/CD3 T4l J 4 #i = S PT. mosunetuzumabs&
5% EFDAAE 1) 5 M E H T-CD20/CD3 I 3,
TERLIE R 20 R RGBT IS R /MEBPEFL .
FEHL BT PGB TR 7R, Bt g o0fl &
iz 8RR G6RYT CBFECD20MS i Fl IR 4
) B KMEVETEFLEE, FFmosunetuzumab[#]
EFIRFIRZIEIT . ZI AR E U E PR TORR
HICRR %) 5l N77.8%F160.0%, £ it #8 1 34F [t 17 &
N, HAIPFSES 52440 H, 364 HPFSZEAMOS 2 53
A R43.2%7F182.4%, CREF 30N HDOR% H73%.
A, mosunetuzumablBt & K IRFE HZ VR TT & R/ METR 1
FLI{JCRRi566%"Y. #EDLBCLH!, mosunetuzumab
R T AT k. — I 1/10 2 o F 7T
(NCT03677154) W F-WIHHE B, —Z4 A Hmosu-
netuzumab ¥ 2457597 - Z/ M §9DLBCLE #, ¥7 3%
MEFA, HzeasEnr s SHp) s R AR R 83 %,
300 (56%) HE NII~IVY, 446 (81%) H¥
IPIVFS3 = 247 ; it fEORRFICRR 7 A A56% (30/54)
F43% (23/54) P 1 5 — TRt B R /AE 6 T 1
DLBCLI¥ T /1138 75 H ™, ORRHAICRR )} 442%
M23.9%. (EREERZE, E2604 1 CAR-TIBIT
(1) 5 HCRRA12% . AT 1E ST AH K FICRS M,
L IRV P HERE, mosunetuzumab i H 771 & €4 1)
T AT R K, AR RIS IR ] me. 5
U A8 R2 mg. EB 1SS 15560 mg. 2524 1
F1R60 mg. 3 & LS JE S8 130 mg, [A]
W25 T e BRI i . A AT R 25W . P2
HHATIRIT R T B . Ryt — D98/ b CRSAEHH A
K%V, mosunetuzumab[f] 7 T 45 2 7 s EIR R
LTI IE SN

H A HEFE Z UL © mosunetuzumabH T 1877 BE
FEEZERDWERGEIRTNE RMEIRTEFL
B,

o TEGHEAHIR o T7

3.2.3 epcoritamab epcoritamab (EPKINLY™) (.
315G L EFDARUES, A5 1A 89T RN R/
My 1 DLBCLAE# XL ( DuoBody-CD3 X CD20).
HEFE FH VR N B RSt epcoritamab A 1E # A9 A
1gG 145 ¥4 FlIgG 14 44 1) i Y AR AR AIE . TEepcorit-
amab[JA] 45 i F B (Fe) X BN T3P RA, DLk
RUUERFeX, 1%FclX i@ i ik A T 1gG Feiz &
(FeyR) KA 4ECD3ZZ 1, BH 1E AR ¥EAR AR 14 T4 A
TEWAITH A S A M B4 tk, epcoritamab
75 I 40 M 75 1K T 5 CD3FICD20 I 45 5 o

5% EIFDALL K (1 4tk #E 2 2 T 1/11 BIEPCO-
RENHL-HAZG 0 7T 4521, 56 B 7E 1Pl epcorit-
amabyf 7T DLBCLE # 17 2R 22 4. I8 1 2%
L ZEORRMDORKY [, fEEPCORENHL-1 46
(3 RS Hh, JE98 N T 148%1CD20 + DLBCLH ¥,
Hr86%i2 Wi NAERFFE UDLBCL, 27% M6 Mtk 2
J %L FIDLBCL, 14%AHGBL. BRI 1 H 4L
B3k GEREIN2 ~ 1100, HA30%3zi20060
IT 5 30% 32 1L 3URIRTT » 40% 3% 52 1 4K B 2577
18%I1) /& # Je i 352 1L ASCT, 39%8 & e A 2%
I CAR-TIBIT . 82%I1) i 3 % i Ja 1R T R BN
HEVR, 29%H) B E X CAR-TIR 7 L. epcoritamab
15 2 23R 97 1 2 R /e IR YEDLBCLAE % 1 [JORR A
61%, CRRA38%, HADORKF[AA15.64 AW,

H AT, epcoritamabfE bk 28 A 51 24 B BK & VR 9T
IEEHHAT R — PR R, 20t F B FEIh B .
SRMERTERSE, A RA0T, ARG TR
W&, BIRMZAIFAEDLBCLEE h OA RS — &
J7R AREREVRIT A i — P BE TR, IR
R B A T7 REHE : epcoritamabik A R-CHOP /5
%. R-mini-CHOP /5 %. R2E. BRI R, BA
FH 24 /2 5 BeTE TR ME T #1025 10 T — 2B 87 2,
AT B 20t S I IR AR SRR S AR .

FRHEFEE L © epeoritamabH T-167T E & /M
HEDLBCLEK A B H,

33 FRARREBBALI

(1) CRS : CD20/CD3XU i 1) 5 i WA R b
JNCRS. CRSsZ—Fh LK A F ZARFE ) 2k 4 5
RIELEEAE, TIREFEURIM . R 70 R 3
PRIt R 4 1 I S T B 25 B DO Re Bl o fdds 4 1t Je
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FLIAMRZE ORI AS & 1 B i
SR IR K S VT T R IR T T RELA R R R
W CF I R 7T 1E, CD20/CD3WHICRS I K& A4
HAE39% ~ 64%° Y, 45K £ HCRSHEAF A1 ~ 2
P, FERALEFVEMGE2EM, =ERY WA
(intensive care unit, ICU) fF [ K AL ; HBEE
CAR-TYRYTTEFR EIMR LR s R 2, DA &
% FiCD20/CD3XUHL 259 (A 4% Fili, HCRSHAL
HERE B0 ) R GG FIRE G . BLH AT D& TR
WE TR IEZ BEUONE], i 2 Bk BT AL
B, KA ERTIRZ Y Can g R E R R . U
ez, fRAEIRZAY) MR, [R5
WK RS IG 2 2577, AT BLE E > CRSIR
Ao 3 — H R ACD20/CD3XU P M < ICRS, 3T
20194F 3 [FHF2 M MI4HMLVG Y7 %4> (American Society
for Transplantation and Cellular Therapy, ASTCT)
LR CRSIEAT MLYEAL 732, % T CRSHIAL B H]
PLZ % H il H N CAR-TIE IT i ZAB4H fl-NHL 5
R I R A 28 rp [ & 5K AL R S 202448 1k 2 3 A
Fi Kk G o H S [ bR 2 22 R 5N AE Blood | i
BrORATI L TTH T VPl RS BLCD20/CD3 M AH 9%
AR HF L R BGH AT U e R E
FZ 5 2 [ B R e A A %-6 (interleukin-6, IL-6)
AR B FEER 5T VR TT CRSI2F 5 225,
MR E A AMH R AR B T ) LIRS AT, sk
CD20/CD3¥ it 5 A2 FICRS A& L4 A 5 1

(2) i pRL g > S G, rh R A i el
It $: 52 CD20/CD3 W BLIR YT Ja K A= R 5 [
PEAIK T CRSIIA RN, S A b mp L 44 i g /b
R GLAECD20/CD3M LA 2 AT ). 2T 2
ATIGRTE TR, 28 R R e f gk > FAE R
A R LI TR 20 R29 dY, H R 41 R U D S BA
J bk B8 R R AR R ) E A R, HIR R 2
D BRI G AT AL e R0 7 i IR Z R B4
ST VIR G AR A WL, AR 28 1 TR TR A X 5
F PR 20 kD 1)/ T 228 o [ I R PR 2 23 1
FHCAR R, AT AR AR D 1 AR o 2 A
A re PSS R85 w97 1 S DR 2 PR B R o
RiGITH, 2 B P YR e P R B, R
PEAR L, AT VR R4 PR R - R 22

IESESETEFRE 2024 FE105E 2 87

B0 B FH B B 25 AT RRRIR YT o R DA B i
FREAT TR P BRI, [ RS I LA
TR (LUFRIFRCIF Bk e R4 T W
CIUFRBOE PR T2 . 1RIT IR s KA
SRR, N B CD20/CD3WPLIAYT, HEK
PR,

(3) BRI« BT IR T ds, 2911%0)
HBE {52, CD20/CD3 XL &3 1T A HH BURIRE S N
FLrR3/AZ0 IR IR R B e HE B 20 92.6% « BRIRE S (1)
KA 5 CD20/CD3XUHL AR FAHLHIAR G, FIRES 45
25 TR ML E N IR SRR DG . BRI S B E SR I
R, IR B R EVEAS Bos DRk 45 B
HMRAEIE TR, B R R B i IR S AR E . 24
PRI (94%) RATES1E I, SE2 88 #H )5 Rk
TEMRIE S SIS ) o L ARE B I R S B, B
R 245 AT AT 5 0 AR IS S AR 1) P S I ) 42 s
HRLRFEEIN ] 53.5 d, o A ERURIRE S A5 FHC D20/
CD3RUHLIAIT o X g A T 0 B At 351 3505 o7 1) F8 55
875 U] M U R YRR S AR L, I 2 2E R ETRA SR A
HLT B AR T s . I AE 4 52 CD20/CD3 XL A
7 11 S5 P M RV A DG B AR R A (K I A
SR IR E L O R UL R RIR SN
HARAE G R TR AEHEAT B, 25 R AR VIR e S ] 2% 18
BB A EE TARTI, WPURGIRYT . FEIRIE
B R, REEDR, STEEAR. ERKAAR
fif [ 4511,

(4) HAAR KB : CD20/CD3 XU ) He At &
WA R SR FERE S« WA B0 M. I
ANARERAD  AIGHE HILAE | 62 280 4 L AH DG A 4 B M
ZEA/E (immune effector cell associated neurotoxicity
syndrome, ICANS). VES &AL SN B0 K D)
FE . DLEA A R N3/M4% R A HETE D
R IE 11 CD20/CD3 ML I PR 5 R A2 ZR IS, %2
SRR, ATIEIECAR-TIRTT AN RSN 43 0 X
PRAR R AT R A B

b5 2 FiCD20/CD3 M HifEFR E AH 4% F1i7, AH
15 F8 [ bk B2 93 R 5 A 2 R T s S B o A 6
AbFECD20/CD3MHLAH KA R 87 1) 8 B, L
B4 iy O IR B8 IR A 22 42 45 52 CD20/CD3 X it
BT o



IESEAETEFRE 2024 FE10E5E 2 17

4 RERERIDHEF
4.1 AERBLH

ICIsit i FEL BB T4H it 3 A 1) 400 1 45 5 ok 189 5 A
TR ARG, AEEEREE, 102
e ¥ e R REDUMRERA . HETIRR B%
FH A G A 25 i B0 2 P ME AR B B T 28 (11 (progra-
mmed cell death protein 1, PD-1) (CD279). T4Hf
KMPD-15 MR 4i i, B )5 2 8 40 i 3% 24> Bl 4
it RIREFPHEAMAET-BLiAT (programmed cell
death ligand 1, PD-L1) (CD274) F1PD-L2 (CD273),
S-S TYH M Ty RE A | G2 2 v A e a1 = s
R RIS nUR R s R G IR VST
iR i P — AN R B R TR A

PD-1/PD-L 140 il 71 B T~ HL 45 40 1) 5 5, S54%
Gy ARG, TEZARM B 1% AP AR R
. MTHRAYEARRELEZ. 2 TER B
Wi AT . WiEEE A RAER A, IRIRAE
R S IR B S SR 2
3, A Ik S R L, 2 Re S B R N I
WARGIFRERIEER, 4t AR B @ N
50% ~ 100%. PD-1/PD-L 1415 3= B AE il 4 4
A, BRI R BT RS A AR L (2
133 L) 4F, HRGWIFRE DM ERBEA, 1’
HME 4= 3 o0 A B 4 23R . PD-1/PD-L 1 1) 751 2 A1 £
ML 5% ~ 10%, 734 Bk R 1%, 105041 2
AL E10% ~ 30%. A A AIPD-1/PD-L1#1
HIFIAE > A0 FAEE R T 25, (E3hsese Fin
TR B BT 2 A0 A 7E AL RE  FFPAUE U i
O R R ET 3515 4y G e SR 3 2y A 7 AL
FEWES BRAE. B BRIHRER o fE AR AR,

o TEGHELAHHIR o 79

B 5 M Bk AT B AR . HEIE L i, AER
{43 A5 5 /b o PD-1/PD-L 1 1l 751 () 41 23 43 A 5 i
HyT sk, M MmRE M EF, CRRES (R3).

22 LM SRR (classical Hodgkin lymp-
homa, cHL) %f 1 P£Reed-Sternberg (RS) 4 it [
9p24. 165 PD-L1. PD-L2FIJAK2HE R I £, 97%
(FIcHLE A 9p24. 10474, GHEHE DLEIE I (56%).
BRI (36%) MZEE (5%), 1%y WAL HA]
FHPD-L1/PD-L2i Rk, HJIAK2EEDRH0E v] gk —
A HEIPD-L1RIE™ . 7E70% 1) cHL & 41 g
PD-LIBHERIE = 5%, #b4b, cHLHPD-1FH MM
P02 T VE T B A B B 53% ~ 76%. PMBL A
cHL B 5 B 4 21 2 B AL 4R E,  9p24. 1FE A
SRR A G AL, 72%H R 4N IAPD-L2,
MPD-L1RIEEAL . shoh, 78R &M i
250 bk TR A i A S SRR R R IE SR AR AR 9p24. 1
B[R $% DURO 0 2 53 B Epstein-Barrdps 25 J& 4% ]
4 9EHL X NHLH PD-L 15K 1A FIPD-L1J3 3l 13 4,
PD-17E Z FiEpstein-Barrp £ AH I Itk [ 14 58 P4 507 1)
R R EEAE R - H AT R FH Y6 97 Ik B8
(WICIsZ4 445 PD- 1411 71 FTPD-L LI 1] 7122 o
42 AAX Y RNE RIE FAE
42.1 PD-140i5

(D fFER P S ANJEIIgGS PD-14011 51 o
ORIENT- 1 52 ¥ FH A5 dd R S i 7 5 R M e
cHL# , ORRN85.4%(82/96), CRR 429.2%(28/96)
Q23R A3 2% i 1) S A SOWI A RF S 2 iR AL
DORI [8] MIPFSH 8] A& TA %] o

TE4 R 1A BB AL 7 69T R R K/
HMeI6 T 25 SPNKUTAH otk 00 B b, S T

%3 AEPD-1/PD-L1IIHIFIPKELER

2hdh B AR BESHEA (L) FhFE (m/h)  FHFERH (D ARFERH (D #FHEHE () PKEHEE (mgkg)
ERUER S 6.00 9.17 - 25.0 18 2.00 ~ 10.00
MAF) L EHR 8.00 9.50 25.00 — 12 0.30 ~ 10.00
Eegi iR 13.30 10.80 12.60 — 6~8 1.00 ~ 10.00
45 ) 3 3 471 9.98 19.60 — 12 1.00 ~ 103.82
RETUE S = 3.82 22.00 5.50 — 8 1.00 ~ 10.00
A EARER 5.24 6.83 - 26.0 11 0.50 ~ 10.00
T B 2R 34 6.90 8.33 - 27.0 6~9 1.00 ~ 20.00
FEARA) A3 5.60 8.20 — 18.0 16 = 3.00
avelumab 472 24.60 — 6.1 6 10.00 ~ 20.00
i : PD-1ARBEMERTEG] ; PD-LI AR SR =ik s PKA SRS A5,
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ORIENT-4# 7t B 7R, S f5lFyiiayT )G, L2141
B (75.0%) SRERMWEM. P3040,
Fik B P ALOSH Al 24 HOSH N78.6%.

fE— TR . Lt 1o/ I RRT 720,
R FPTIA PE IR IR T IR T B R T AT
DNFERT SR YT RIS B A MR T 45 A PNK TR i itk
ER R . FE360I AT PP T R, ORRA58.3%,
CRRN44.4%. 47 B8 Vi i [738.34 H, 34E0S%
56%, HALPFSHY 8] 923.44 H, T4 PFS#
76%. IRTFLR M T4 FDORZEH68% .

(2) REGFIERHBT: I NVRIgG4 PD-140151 7] .
SHR-12108fF 7t ° N 7561 &2 K/ i e cHL B 2,
REBEVT12.90 H, 5761 (76.0%) i3 ik 5% W 2%
fift, o214 (28.0%) FHE IRIFCRAN3641 (48.0%)
HEIRIGPR. A DORI A FIPFSH 8] A iE 2.

X T PD- 11l 716 7 2 W i) 52 K V6 1t cHL,
PD- LI SR G & F 245 07 A5 B Ek i (. — T
IT AR 7299 N 1 PD- 141 77036 57 6 201 52 R M
WG ECHL, B ML 2 BC 28 4% 52 = Bt R Bk B bt Bt 7
fbiie 5 REG R BR BHUERAIRIT . SRR, BA
BT A I CRRE 3 1 T 3 F) BR BBt BR 245 6 97 4H.
(711% © 32%, P =0.003), HE& 746 H
5 SR % ik 2t B I 5 TR B R BR SR P SR 2R T 4
(100% : 76%).

(3) BHEMEREH : ANV ALIgG4 PD-1411 ]
. BGB-A317-203%F 76513k N 417041 5 K/ 4k A M
cHLHF, 85.7%H78 NI, 18.6% & BEAT#:32
ITASCT, 81.4%EENAE SR, Hrh93% & H
FAIT TR A E S A, RABEY33.8 0 H, 6141
(87.1%) BFEIXBNEMEM, 470 (67.1%) L%
CR ; TE136BEAE B2 i ASCTIR T B3 v, 114
(84.6%) ILFICR, 14| (7.7%) iLFIPR ; 44 BE4E
B2 i YA 28 Bt (brentuximab vedotin, BV) VA
TR F B RFCR. HALRT33.81 H, I AIPFS
I N31.5 H, TAE34EPFS % 40.8%. CREH
(1) o RZPFSE [A] A 0 B, T3 PFS % 2H52.1%.
T 3RAS 2%/ f 3 1 H AL DORKY 8] 2431.34 H, Tl
43041 HDORZF A52.5%. HALOSHT A KL E], i
1135908 484.8%

— TUET S R/ E VA T 4 AMNKY T4 B ik B2 98 1)
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ATEETE. BB, TR ARIRES, s F6/ 1
BRIk P S PR IRL . RN B AR Bk
EIRIT, FET104 B Rk hTATT . 3520
) Z 2 NHHL, E 190 v] PEAl B B 1 i 2, 184
(94.7%) BERBEMEM, Hotl (50%) 3k
f3CR. 12 H [IPFSZ 486.8%

(4) ATsF) Bk 5 57 « KEYNOTE-087HF 58N
210602 /MR EcHLE &, N =41, AN
ASCTHICD30H AT e B K EE (n=69), B
YN ABESZASCT, AT TR N B BVIRTT &
Bt (n = 81), CZl NASCTJG & # % CD30jh
JFHILE R ES (n = 60f]). ALk (A
N63. 7, BAKORR N71.4%, CRRN27.6%. AZL.
B4, C4LORRZIINT8.3%  64.2%F173.3%.

KEYNOTE-013%F 4" MIKEYNOTE-170% 41"
NHF R/HMEEEPMBLE# , KEYNOTE-013 ( I B#D
70214 5 # ORR A48%, CRRN33%; KEYNOTE-170
WF5T5361 EFHORR N41.5%, HHICRRA20.8%, PR
K (PR rate, PRR) 420.8%. H{7ffii}j48.7H,
H A PESHT [A] 4.3 H . 44EPFSIF ] 433.0% 5
FrOSK} A N22.34N H, 44F0SHH45.3% 5 i DOR
i [ RIS H .

(5) gNRFICHSL: N NIgG4HPi. CheckMate205
W T N 12760 5 /0 i TEcHLER 2, 24341
BE R IR PURTT, AL VIS8.5AN A,
IRCITffi IORR N71.2%, CRRAN21.4%. 58521t
BVifiJ7 A CRRAALL, RLTBVIHIT E#H ICRR
B N3 7% S AL 3 2 W R B TE) 2.1
H, HALECREHA4.00H, H{DORKY[H]A18.2
ANH, TICRAIPR HALRREE (] 43 531 2930.34~ H Al
13.540H o HAPFSHS A5 1A H, A0S ] A
EE, SHEOSENTA%.

KABEHL. X HRITTISWOG S18261% 56 A 41
976fI4 1 = 125 ik R IARIWIYE cHL &, 4%1 & 1
EL A5 BE ML 1% 32 64 & I HIN-AVD 5 - (iR g B
P+ ZF R+ KELR LA RERE) 5BV-AVD
% (BV +2RHEE+KEEMERER &
J7o FEEE2RF AT (PFSHA S 150%) i,
HALBE V1214 A, N-AVDZH AIBV-AVDZH 1 4EPFS
203 I N94%F186% . J il # 42 # VE fEBV-AVDIA
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JTJE TR L. S5BV-AVD SAHLL, N-AVDJ; 0]
e 3k WICHL 25 2 IPFS, 10 W42 3] 1) F 5 40 5%
AN RFED,

CheckMate 4364 7t/ N\ 41 7 3041 CD30H 14 1)
BORMEGHEPMBLE &, gh iR JE P& BVIR
J7 )5, W7 A IORRANT73.3%, CRRA40.0%.
FALBE39.60 H, I AZDORKY ] ~31.640H,
LIPFSES ] M264 H, HHALOSH A ARIAH], 24-PFS
RFOSHS 5 N55.5%F76%

(6) YRZHHI BT FyRHIgGUIE R H AT Fe
BeosaE FIPD-130417 . AK105-2018F 58 N4 T 94451
B RMEEECHLE ¥, 43t P Ar15.84 H HBE 15,
IR 22 A IE T FIORR A89.4%, CRRN47.1%.
124 HIPFSH NT72.1%, 184 HHFOSZ N100%.

(7> FEMF BT - ok s A8 E bR se ki
KRFE (OmniRat™) H ETER K4 ANJFHPD-14
H57. GLS-0108F 7t N4 T 85411 52 e /3 PEcHL,
TIHIEE] T ZMMEERE (90.6%), CRRA32.9%, DCR
996.5%. HARETI15.8 N H, 124 HPFSZENT78%,
OSF N99%. HHH7DOR. PFS. OSHIAKILFE,

PUPD- 10l 7176 7 B K /M 16 T cHL ) 1 PR
FIL R L4,

F4 PD-UNHIFAT S R/MEAHLNIFRARER

Euig
ORR CRR
B [% (4514/ [% (H1%/ &SRB S AEHE
BAH ] B 5 ]
1A 80.4 (74/92)  33.7 (31/92) ORIENT-1
FRAZRER 76.0 (57/75)  28.0 (21/75) SHR-1210

HEHRER  87.1 (61/70)  62.9 (44/70) BGB-A317-203
MR ZR R4 719 (151/210)  27.6 (58/210) KEYNOTE-087
XA KA 712 (173/243)  21.4 (52/243)  CheckMate 205
LR R 89.4 (76/85) 47.1 (40/85) AK105-201
FEhaA R 90.6 (77/85)  32.9 (28/85) GLS-010
E: PD-1ARSEMIEATEG]; cHLAZRAEF %S
& 3 ORRAFALMEF ; CRRA ZALME

SRR - SRR, REAIEREHL
HENEREGL, REAERRGL, AEAICRYL. TR
ZEABGL, FIAH AL TASCTHR = AR5
L7 R cHL ; MHEAIER AT, GNEACR ST
TREEMERIEPMBLIYIRTY 5 GARALRGUH T
BERIZHLI —&IR)Y, HETERE R HR
MU IE RN 5 (SIEA BT, ARG TR %/
TR TEES SNNK/ T 2R

o TEHEAHIR o 8l

422 PD-LISMHFR & 4 F #5109 B 4L $TPD-L1
ENPRPL. 2L, BB, 1T HGEMSTONE-201
W N L8011 & /M i P 45 SMNK/THN A ik
R B, MR A BRERIT S, T80 B E A
IRRCIF A 57 %, ORRN44.9% (n = 35), CRRA
35.9% (n=28), PRRA9.0% (n="T). It4h, 8fl
(10.3%) & # NP i Fa 7€ (stable disease; SD),
25%1 (32.1%) & #F 3% i 2 & (progressive
disease, PD). H{i B ZMLEMES A 82.810H,
KL BEVI18.74 5 h AZDORMY i) A ik 2], 184 H
DOR# }967.5%. 1 ALOSHY [i] AL F], 184~ HOS
#957.9%

HIHEFEE W SR H B T8 &AEia T
ZEANNK/ T IR ETETT
43 FIAR R R FALFL

ICIstHRAN R B RAE T2 H 8N RS, &
WOLT R, Wb R4, FNE. BIgiE. e,
HAm A LM E BRI, EA A A 5,
BEE LA, WOERWAERG. 28R KM
WHIATHZA ~ 6NN, DERAETHAE)G.

(1) H P AH O B Bk 5 14 & PD- 140 1 771 &% i L,
AR, BLFE % R . AT 141
B B 1 W 4R BEICIsIR YT, (R I R 3 S P i B )
W R ER, DUIRBUAIZ 20T . 2 A b2
BRI S BT A6 PR B U R iy, A
g2,

(2) RPEA RGN 73 WhEe P F 50 m HOR R .
R ERAIERR D RE, B TR A4 ~ o R
TEHUIR IR (thyroid stimulating hormone, TSH)
I HUR IR 24 (free thyroxine-4, FT4) /K, 1 ~
2R IR D e R A A HUIR IR 2R0.5 ~ 1.5 pg/(kged),
3~ A IERERIT, JEANRHRIR R . HUR R
DiRereit CUN AR 0 1822 UL F 75 815
PEIRIT, IR TR-SARIHN A (B ZRIEIR. KB
IREE) RYT B RIEIRGE MR, KN AR IR DI Re 18R ,
DR AN R R . 3 ~ 4L FAFRTEE R
T AR AT IR o6, kE, B, X
e, RFAERE R EMERER, SRR AT H I
55 MA el o 75 PR 02 B I R B3R (adrenocor
ticotropic hormore, ACTH). =it g, i
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R, RS K. TSH. FT4. 28 (B,
ME—BE (2t KOF, EHFICIsIRYT, THIKE R/
WIBIAL ~ 2 mg/ (kged) VRIT, HE BN,
HARIEIRIES TEERERIBIT . B LIRTREEOR 75
HAFICISIYT, CE M. ACTHAR R 5 i 7
W, s T AT A BK JE A L
GO, T IR SN ) AR e B A ™ H ) 2
R G, B, Kk, RHO, 47 KHER
B R VAT B AL B o g IR R S SE AR
MHEAKT, 538 R B << 11.1 mmol/LAN/E2 A% R
I s S HLAS PR R 95 B AE R HH & (diabetic ketoaci-
dosis, DKA) A 44 SEICIsyR YT , TR AR 75 75 =,
AT BEREZIIBIT o & BT R MPE > 11.1 mmol/LEg
BE ML 1T BE > 13.9 mmol/LEk2 L b bR 9 I3 5 £F 25 1/
BEHLILAE > 13.9 mmol/L, HRHE I IR 1% i PEAf 2 75
TF{EDKA, # &% 4EDKA, W 4k4ECIsiE97, I
iR RIRIT. & G HFDKA, % 8{FICIsiEIT,
FESLRMERE, RN WFHE SR T T R R FR
7o AHEIERE B R T i )7 3 R 1 B0 p
PRIGIRTT o

(3) SPEAHRIT ¢ F BERIA AT It
RBER S, R RE EE, WTEERE
BT, B HIIEAROE R B 2B A, 4T HIRE
0.5 ~ 1 mg/ (kged) BRHARSERAWNIRTT . 4
Rt FER IR, HERBEAERE<
10 mg/d 5, R 4RSAd HICTs, {H3ER s I R N A
MTINH . 3~ AR E BRI S R, KA
1% HICIsVRYT, 8RS B U EIR YT,
S 2 W BRVE T

(4) AR B M TE R LAZE I R i WL, I
RN BEIE . KAE T MAFR . KRG,
BRESmR (G190 MTHHTHE. AMNRIEIT. .
HE (G2 ~ G4 B T AR K S BN e TS
BEATSE), BRI CT R ssint, 55k
69T, 2B ILJE 81 mg/ (kged) TRIT, #2 ~
3 AL, INEE2 mg (kged), MG3 ~ GAZLH]
AR JE 2 mg/ (kged), #52 ~ 3 dIEXK
BB BN e T R, R I R 58 R 7
HYUIRIT

(5) 4 A < il 98 JC W AT AT 2 31 38 7 7 4
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ICIsYRYT, TadtAT A EAI B, Ml Thae el 2%
fili 46 25 F iR JE 1 ~ 2 mg/ (kged) BRIKJBATA
e, FHAIR LM, #%EG3 ~ G4 & I6TT
G3 ~ G4 il 98 7k Af5: FHICTs, A al #4703
BEANE A, A T A R e i R,
[ 45 F HIR JE BT ~ 2 mg/ (kged) Bk JEFATRTT
PR B|G1 B I L K JE H ah i, I i A A
6 UL b o b B 2 52 55 S U B P Bl NS B 2 S Wy
Beyayy, [FIRF RSP RL, ERE 2R RIEN T
Z ZRHEINEATSTT (RS5).
x5 GREREXEHRNSER
SR Figud
Gl Rk BFRTIAMT, R<25%MERZ R UFs
KRG W (7)) #ILR
G2 #mRIGERF S mE CCRREAE. 2ok, MR, &
FHRZH )
G3% KT E, LishIMmrtey R, > 50%M %= R% R,
B AEZR
G4%8. BR &

(6D Ho 5 AH O 1A B IUE B 1 S I 3 B B AR M
ICIs5| A 2B . RAT ~ 2 Rt N
fFICIsIRYT, M3 ~ 7TREENEMRES, FH
HoAl B FEMEM 2, 290 T I N AT AT B TG A
HERR 5 3506 38 1) H AR F ], 45 705 B TR TR TT -
3 ~ 4 HAFEME N K ALEFICISIRYTY, £F24/N
MUK R PREEE, AIATEIER, 4 THE R SERTE
7, DERATIENTIAIT .

(7 G ib 7 A A A BB, B % LA
B RFERGD MIA R B3 EEALHE 58 1 T 48
WA 2 RN, KA v T 4k 4248
ICISIRTT, 2 ~ ARV RS EFICISIRTT, [RIN 45
FWRIEIT, D60 22 M7 1 (0 BRI 254
M3 B . HRERE (25677 .

MIE RGN FE RN EEAREERENT )
2 EHELEAME. AMAMERE. B EMERA,
TowERGE ¢ o8 . RETT MR REAR . EAENLTC ST
2 B IR N AFICISIRYT, 3 ~ 4 R BLK A
15 FHICTs. 24 AR LG 77 R Bk A I F I g 397 £ B
W R R RT3 ~ AT N R R R A
NFPEREE Ak B e, & 22-EESEAME2 ~ 42
B SN S FIICTs, A A FHER R (A B 3
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WIRIT, AT IR B SRS A . ANETRAR
FE EMERHALL ~ 2 RdME R IFICEs, W5
AT EEERIBIT 3 ~ A% OB K AfEH
ICIs, 0 FHBE B R ER TR o« TG v e i 5 8 A fi ¢
BT AT ) 35 1 e B S ETEICTs YR TT, Sedh T4k
PURBAPNERTT, EEMRILTIRGIG S THE
JREIRTT, TCEE G TRNMEREARIT . T
MEEERE R, FTA SO R S8k Af5 FHICISIRTT ,
95T HE R MR AT, B T T N AR R R TT

ML FR G0 1 351 S S S2 F 5 PO 211 1 48 P sk
A, FEAREE S M T e i
BB PR S T PR B 2R B AE S P AR B AT 3 100
WREA IR . S I AR . KA I AR
S0 KB 48 P MR FR Ge 85 M I S mT DL 22 4 h 4k 48
ICISYAYT o HG B8 )™ 5 () I MR 2R . 1 200 i
X R o7 | RN AN R s 1 S 7 e S
LR B2 TR VAT o TR TE I B 40 i 1) 2
B AT CDARH bk L 4E M T H 5, 25 R M
PO B A AN R 2RI TT

OV FR G B FE O AT LA (AN R R
Rio LA f NN IR AR A 28, KA ~ 3R
SN 4RSS FHICTs, 4208V I Bk A FHICTsiR
7, FTAGONIS TS T ERIRIT . LIERIER
T BAFR LA OB OERE O S,
7 7 M N ER R 1R U 7 Ak S FHICISIR YT, 75l
AT IREIAL ~ 2 mg/kg, HEUCEE N A
WHIREIRIT o BRI SRR R, 1S
FEMBRIAIT -

HIL 340 2 1 e 0 = 60,56 ) 28 I A /UL 46 . L
M98« W29 o P SOm I 25 98 1) 35 14 e M5 mT 4k
SAFHICTs, JREXIEIRTT - i % M 28 TR 58 AL
JIE 98 1% 7 1 B 4k B4 FICIs R YT, 40 7 AN LH
W, VAWNEREE RS 258 RN EFICTs
BIT, SLRIEERELS, AT R g b
JREEFIRTT 3 3 ~ 49Tk MK Ads FIICTs JR97
SRR S, BT S EE R TR R
RIT -

5 MAZYBEY
5.1 AR ALH
ADC /2 18 i b 7 58 BT 5 2 it 5 418 24 4 4

o PE AR HIR o 83

EXIRE R 258, HR R T B iRy v
S PR EEPEZYTE T R, TEXG I T T
R E R T B RIE . M EEADCZ Y I ik
EFDLEABERS . B R 75 T8
SRIIgGAE, HPrERIE T 7 o8 RIEPUiE. AR
EHUARFN RN G5 & ik, Bk B9 % kIEAADC
29I TEIAAR 55, ADCE 254 R F5 1F F AL 5 DA
T3INBE : OADCIE I B A 47 7 1 8 18] 1 F 5
MMM LTRSS . QADCHA M N &/ Nk
TE RG-SR A, Bl B A A, B n 5 T
TREE ; O REFAN, IS EE SR EL
B A 3 HOVE AT R I BE 1A DNA BB
BB TEAET . RN, SR R
HABIBE SRR, 0] 5 55 W 2408 LA
5EADC ) T8,

54 50 ANE, ADCIA ik 8 2 i B 4 2 43t
MR ERIEZY), BAVRIT RO IR A E
fIG MAEERT A AN G2 s Sk 55 554 A
2 JLH4ERIS 1, ADCEZTE £ F iR a7
SRAF T HertE,  Eh TR PR AR A B I Al R T AR
104, ADCTEWMELJRIETT FAEZ E k. H BTIRIR
IR IR ER M ADCZE 254 £ E45 BV (CD30-
ADC). 4EVAZ BT (polatuzumab vedotin, Pola)
(CD79b-ADC) Flloncastuximab tesirine (Lonca)
(CD19b-ADC) 3.

52 ABX BN RIE B AE

52.1 BV BVZHPICDI0HFR—FhHiE 254
FHAL SRR YTE (monomethyl auristatin E, MMAE)
MBI AR, 8 I B 5 CD30FH M4l iR 4 . 4
L YAk B R OMMAE 5 40 B R T2

(1) HL : ECHELON-1#} 5t & i 64E K I BE 15 ,
#iSL T BVER ST TEWIA M HL & (1 — 28R
ST AT . BV-AVDZH FIABVDZH [F65EPFSZ 73 il Ay
82.3%4174.5% (HR = 0.68, 95%CI’40.53 ~ 0.86),
6FOSH 47 M93.9%F189.4% (P = 0.009), BV +
AVD K 22 4 1t 5 ABVDAH 2417, — T3 IV 1t
FoPPAL T AE60M AN A AT i I T 4H i #1224
T (9 5 /M 8 PEHL A B2 FH BV 5 24 1) 97 R0CFH %2
Sk, G5 EIR, ORRNS50%, CRRANI12%, 17
PESH ] FIOSHF 7] 43 51 24,84 H Rl A& 2, Ak,
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BRI, BVECG gHElRIC T2 B R /MER 1
HL & 224 HA B RRORIT T 5. %W Fi 3k ah
AN9141 %, ORRAICRR% 7] A85%H167%, 4L
BEV34.31 H, BUE3EPFSH FOSHE 5 5l N T77%A1
93%'. AETHERAMFFLIESE, X T4 ASCTH#%
T Ja R fa i B (R MEVE HEHL, — 2k
BIT G124 A WE R BAFIE S /MR AR 55, BiEG
BV4ERFGIT 168 7] LUE K B35 PRSI [A], BVZHS
FEPFSHRE T 2B A (59% & 41%) "7, 20234
ASHF 2 AR T 9slF LR ABY + 2 51
B A kR B RIBTT R M A R cHL 3 1)
ITHAHE 7T 1 45 B (SGN35-027PartC), 315447 &
“ N4, ORRN98%, CRRN93%, 124> APFSH
N100%, 24tk ar U, Bhal, 20234EASHAE £
RIS TECEBY IR AI I+ 2 R LR +
kR BT RIB T TG K (=10 cm).
IIT #4955 IV BACHL & 35 1 11 B T 90 45 S (SGN35-
027PartB), FL58% 3 N4, 255K, ORRM[IA
95%, CRRT]1A89%, 241 HPFSHA[iA88.3%, H
ae ot L ALIE

(2) AMETHHEMER (peripheral T-cell lymp-
homas, PTCL): ECHELON-2Hf 7T .7, *FCD30BH
PEVIVAEPTCLIE &, & SFK WY, BV + CHP
CHEAT Z 5 P+ e I + 2 R B HIRJERD)
41 K SZPFSHT 8] % CHOP4 & % 4 K (48.24
H 12080, P=0011). % a4 k4
R E2SEE (systemic anaplastic large cell lymphoma,
SALCL) WZHAEMBY + CHPJ5 B3k, 1M
ILAE G 28 BEAH BT AR ALtk (298 Cangioimmunoblastic
T cell lymphoma, AITL) FIPTCLAEF}F5 AL & 35 i
Ja TG W i e

— TG BEVE 1L HIRE FOBf 8 T BV L2570 5 R/
W PESALCLA AL . %HF Fe 3h g N 580 i,
A B V5 71.47 F, ORRN86%, F: H1CRRHN57%,
SHEPFSHK FOSH 43 il N39%M60% ™. 7 — T £
Htyy BEAL JFRCHE TR0 7S SR, fEREfEEE
i35 T7 FICD30RH PEMF AT R & 1 Bz Jbk 18] 4% 1 K 44
fitw ¥k B2 98 (primary cutaneous anaplastic large cell
lymphoma, PCALCL) 1, BVH.24 [)57 2B 7t
HERR IR BT IEA . BVALRIE BG4
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TG RFR 2L = 4 H 1) 835 H 40 ) 54.7% A
12.5%, CRR%HIM17.2%H11.6%, I ALPFSHY [E] 43
BIA16.7~ A A13.54 A7,

(3) BHAL#ELR : BV H 8 i A 3K ALCD30FH
PEBYH MLk R 16T, XA E AR, 2 &L
AT HICD30FPEDLBCL B # F] % FE N BV 5 %)
PMBL #:# m[ 1% B VIEE & PD- 11151 .

PR R - BVEKEAVD YT M TG
WicHL ; BV B & L7 SR BICIsE N 5 &/
MEIGMEcHLIGRGATT ; BV THEZASCT )G
2R = facHLE S 4ERFIRYT. BV + CHPH
T HESALCLELCD30FH EPTCL—£RIG)7, BVHL
2 HAECD30BH M & A /TG EPTCLE BE S IR 1)
CD30FHIPCALCLEXMF B E KGR o
522 Pola Polaf H1CD79b ¥ 5 AIMMAEAE BX ifi
i, AT S CD79bM LSS A A AL
KMBETIMMAES S T, POLARIXHTFLIEH,
Polalfk 5 R-CHPJ; & — £ J71P1 = 277 [JDLBCL
B, HIT R TR-CHOPKRE VR IT 7 & 5 HHALRE
728.24 H, S5R-CHOPZ bt Vi J7 ML, Pola-R-
CHP#L & #CRNT7%, PFSE 3k (HR = 0.73,
95%CI40.57 ~ 0.95, P = 0.02), 55 3k i sk 5
T AR A e R B AR 27%7 s 20234F () — T T 7
7N, POLARIXHF 7¢ 0 91 0 20 N B () 45 S 5 4s BN
BEMEARE R —8, BRAWENZ2E, HE
TP B B MR B 2 5 57, BB
NG IR AL 25 3, WG 35 1% #Pola-R-CHP
WEIT AN 64N I . Pola-BRAULHLUE FH T A5 &
AT 41 f RS HE I 2 R /MR PEDLBCLIE &, X248
5 KDLBCL& &, 15 A] 3RAFPET/CTVFfil flICR™.
Xf T4 % Pola-R-CHPYE iy — £ 3R 7 I 5 /3 A M
DLBCL#E &, &IHHITIHFEN, A g E HPola-
BRIE N Z2R3R T 5 852314 Pola-BRIAJT I & K/
BPEEE, AEE S Pola-BRYE NG LIGIT T E.
FyAhPolalbk & 77 F ] 2% 8 H T HAR 52 R /MR VEB
4HNHL (FL. MCL) F#%R0677 .

I HEFE B UL : Polallk AR-CHP/ £ H T
IPI = 253 [ ik ADLBCL, Polalt & KA B E]{T
FFARIE A $e 52 38 1T 40 R 4l 1 2 R TR 1
DLBCLJX A,
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523 Lonca Loncas—Fh NJEILHICDIYHE TS
i O S P - -2 1 N1 s 10 P QT TS A ]
ADCZj¥), B35 FRIECDI9KIN M 45 & 4 4n i
WAy, BEERBUEAE R, BIADNAKS], &
K PHUMIET . FEEFDA#ELoncas 5 T 11 1
LOTIS 24 7L () #4, Lonca® 243697 & R/ A T
DLBCL [ ORR 5 48.3% (70/145). CRR HN24.1%
(35/145). PRRAN24.1% (35/145). ¥ %2697 Ja»
ARG IR LE R, A SR IT B S 0 A B
[ 1.3 H o 12 1 22 fif 170451 i & " DORI [H]
1034 A, Hagavenrds, s W3 el A
RN IR ZR G AR 9% M7 s Loncath it Ay 45 BR
A, WRIEAHME— 3kt ETTICD19-ADC
Y. LOTIS-30F F K Z Loncallk & 7 1 & B 1R IT &
KIMERHEDLBCLIFIT 2. H ATEc & FH Z5IORR A
57.1%, CRR N34.3%. GCBIV B i 7 2 N 2. 2,
ORRi£76.9%, CRRN46.2%, Lonca'5 45 ¥ JE Bk
A BA A R

2023403 [ MR I 5 5 2 B atn 1 ERs
Z HpO G AR IR I LOTIS-SHE R VI 45 5. 4538
7N, Lonca-R7j 5 5 & K/ ¥ YEDLBCLIFJORR A
75%, 40%[) B IEBICR, 35%M & ik FIPRMY,
LOTIS-5HF 5t J& 4 Bk 1 AN 72 52 K /A if 1 DLBCL —
AT A FHADCE W) 78 4 B AT 77 Z I T
MR RIS, 05 ) B B2 R BT,
[ 3 [X 0 2 N WIF 50 POt IEAE Bl 42 5 3 . Lonca
FR I PRATE 90 25 B8 k612,

%6 LoncatBXIGRIAFRER

. A& %) B Ik
(R LA) R B ORR/CRR (%) A% ik
Lonca %4 1454|R/R DLBCL  48.3/21.4 [79]
(LOTIS-2)

Lonca +# A% &  30#R/RDLBCL  51.7/34.3 [80]
(LOTIS-3) 7THIR/R MCL

Lonca 24 18341 B-NHL 42.3/23.4% [82]
(LOTIS-1) 13941R/R DLBCL

7% : Lonca loncastuximab tesirine ; R/R DLBCL % &_& /¥4 14
PRG MR B E B s MCLA £ 2 I3k &% ; B-NHL A B4n fe it
EFHEH ; ORRAFEMAE M ; CRRA TLZME.

HIRHEFE R : Loncaffl THRYY B RAEIRTE
DLBCL (dE%i+54Y), & &R/MEIGEHGBL (f£
MYC, BCL2M1/s{BCL6}EIREHE), HEFLAIMZL
#{LIDLBCL,

o TEGHEL A FHIR o 85

53 WILRBRRFEA

BT PR M40 55 1t 25 A [F], A [FJADCZ
YA BSOS A [F] . ADCER W3 LI A B
PALFELL R 64N 7 TH

(1) MREAAS RN« MAAS RS 2 ADC
PP TLAS RRNE, 7 ) LR 2 AN R RN AT
— 5 3 T H o R G 0 KU . B T ADCZ ) i
ATMHE AR A, X TAFFEIRTT ZOR M S R E
F%5, fFIMRFEFRKE IE & 84 T R IT IR IF
W a7 T 2. TEIR YT IR S R ) it 40 AT
[Fi) B =85 R TUST 14 FH 245 33047 — T

(2) ARG L« i R S 2 ADCK 25 9)
HILIIAS RRE, 7 E e SR U, 47 R i A
M ARMA . BEAG . SOREEAE, LElid .
Fib, = RO OERESRE . IRR AR
Ji U [5) — A 24543 BB B (R A 3 o AR A 5% IRV )
B, DTS SRR R BUMR . X Z B
AN/B R HE R B, DA R PR E AR v I 3L A A
W o H LR N ) R, AT S R TR, SRR
T [E R R BT NG 2R VR TT 5 AT R A
WU N R, UGk AIE .

(3) FEMAERHRA : AFEADCKAWINE T
FUH B2 A8 1 AR, (HEAL ~ 240 8 B #2200
BN E . MADCIRYT I FE o H I o 7 ) A
MR 340 B, WEEE AT AT EA R,
T T B AT RS, SR AR IR, &
B XTSRRI G, ARTE IR R A B
W, SRV R R, BB ZZADCIRYT s Wk
M, B RS A A B, AT R E T IRIA T
I EEADCH & B EARKF ¢ 5 KT ™ HE T
MR (490, o EEAmeT, NIZEIZIk
ADCIHYT -

(4) fTFEEME . fE4EHADCZ YW, 2
WIEIATIhAE . M IELT R = of5 IE W LR B
F/AAEAR= 25 EEME LR, WEEEEH
2j, HRMURKEIER.

(5) Bttt - XFTIohER (140 (Aot v At
Al PR BB R TT, WTARSEADCIRYT
2404 ()53 1 it s WU 45 R 27, 1 IR BB ik 2 7 M 2
AR, HEIEME ~ 14 ; 3% KA L EHEKA
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152, WoBHEBEL/ML TIER, HPRE
BHEA 2125 o AR SRR, @ E ¥Rt
2, BT

(6) THALTEA R« WHALTEA R [ V& ADC
24 LA RN, ARG, X FIETE S,
il PR 8 S T DL 4k 245 FHADCZj 4y, ™ B ]
2 g 19 15 R B B4 FHADCZ45 9, [&) I 4 Y oot
PUBETS 2I) SRR YT -
6 REREDH
6.1 AERALH]

BT 25%) (immunomodulatory drugs, IMiDs)
g 2] DL T 4 G e RO e, %o B2 I
BABESEIHIERH, fei e kUi R a2
Yr. HAET, Hek BT A IMiDs B 5 v IR fr R L
LIRS B A S E % .t FIMiDsH A £ HAE
H, BYIAREANIN S TRARZFZR. H5
T FUESE, cereblon (CRBN) NI IMIiDsIAIT
I ) i E B L B #E 5™, CRBNSDDBI . cullin 4+
cullins TROC 1L [A] JE ffcullin-4 RING E372 & 4%
filf 5 4% (CRLACRBN) ™1 24 1 5 yb R B i
T4 G B, CRBNT] fill i 2594 v R & B
(1932 2 AR AR ZEBZN Mo iR, TMiDs 1]
T T CRBNYZ 2 1 B ff bk B0 58 200 i m 1) S B 4 SR [
FlkarosFlAiolos, ‘T £ B #2 11 P 36 58 A B i e 1
A R AR, T IkarosAlAiolosiz R ALFE
AR T 7 A PR — 2R B B T A T A D R 3 e e R
JO7, AL G S ik A R, TN A ) o
R DL R e 8 240 i R PR R
6.2 ABK W BN FRiE U E

SRR E W 2 BB LNV R FE R R, AE L &R
G E IR I PRI R R o 32 A . RIS P M
12 1 28 G 5 1T 29 b B S 3R 15 55 E FDA L HE,
T 697 2 R VEEBER . BYH Ik E8 1 254,
S8 Jie 1 22 PR E A FH 2407 58 H T 22 N
T PEB A bk TR S 1 22 1t BAH itk R YR 9T
FETZH bk B8 ot B — 7 19 B P AR A

BESHE BRItk B9, — 00 1T 3G AR 7
R2J7 RV IT WIVAFL XMZLAR 13 T 8 U iy 3%, 1
YHAFLE#Z FORR A98%, CRRILZF|87%, 34FPFS
RINOSH ) HINT8.5%F94% ; FEWIIEMZLE &

3
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ORRFICRRIE#89%M167%, 34EPFSZFFOSHK 43
K #87%M1100% . 7E 1T HIRELEVANCERF 7 ik
— BRI TR RAEFL— 2367 P Sty &
SR (ORRN84% @ 89%, 6EPFSHNG60% :
59%) 7, JEFAUGMENT 5MAGNIFY#F 5, R2
77 23K 3 EFDA#HE TR 77 2 R /MER PEFLAIMZL .
TEAUGMENT#H#F 7L, R277 56 TFLAIMZL, ORR
53 5 80% F164%, ¥4 4 T2 R 405 ; 7EFL
TWZH A, A PFSHY 8] 939.44 H, X bl 22§ 57 40
1410 H B B AE K. GRITZR RIS & 1
ZEREYD) JTRCEAE, 7E I HGALEN#F 7T, GR
75 RIBITWIIAFL, 34EPFSZE MOSZH /3 1) J982%A1
94% ;. 7E K K /HMEVE PEFLHY, 24EPFSZ FI24EOS
HRAYN65%AI8T%! . 7E A T b/ 11 #AHF 7T b th
RIL, GRITZRIATTMZLIT 20 &

X F-CLL//) ik B 28 Jf bk B2 9% (small lympho-
cytic lymphoma, SLL), 9, R2TRIER K/
M VA 1 B FORRAN66%, CRRA12%, HA7PFS
WHEN17.40H, 35EO0SH NT1%,

R2J7 B ] fE WMCLEE % B3 AGTT 7 Z I
URIVRIT &k BT . fEILIIRE U, RO RIAIT
HIYEMCLIFJORR N87%, 3EPFSH FOSHK 4 jill A
80%F190%" ™. it & R /MEEPEMCL, T /11 #ilf IR
W58 RN, R2J7 V6 ITORRNS57%, CRRN36%,
H 7 PFSH (8] FIOSHS [8] 43 51 A 114N A Fi2aA4s AU,

ISR, AZR-CHOP + X2 HAEUs 7
DLBCLI — £ 3R 7 3k 43 Rk, (H I b K2 Hoilk
R A ITWROBUSTHE 7T 1, R2-CHOPJS %
I A B NI IEABCIE B I DLBCL & #% 7 SKPFSI1)
R, ABAEI/IVIAFIIPT = 343 /3% b W 22 FR2-
CHOPZE KPFSF) 3% % #4 $4", Smart Starthff 7% X
604141 ¥non-GCBMDLBCL # % K H(RLI T & (K
TR FE e + AR AT B + R Z B RPD IR 24N
WG BCE bRy, R TR S NEEE QA
I BFORRN86.2%, 45 WA JT FFORRA94.5%), 2
EPFSZ FIOSZ 43 il 91.3%H196.6%" . 20234
ASHAE 25 | /A #i 1 Smart Stophff 7T 1 ) 25 18 & 45
R, HHLTRAT R CRILE %+ tafasitamab + F|
ZH PR B BECE) HBITHIVADLBCLE
28 3344 Ji B MLTRA T €96 97 J5, ORRN100%,
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CRRN64%. UL LWFF NERZ “Chemo-Free” &
MIDLBCL—ZkiA77 77 st 7 7 " o+ —2&
R-CHOPIHYT & &R 11605 UL L HIZ 4 B4, KA
FE e 4 i 97240 AR ST 2 JE R e K T PRSI
], RAERKIOSHIIR, HOHEEERLGE
Je e [ 265 5 B 4 7% FH 60 ~ 80% DLBCLE & 11—
AR

1 R/MEBEDLBCLE # H, RIRFE I 5 24
BIPEA R 2 BPLIR YT HRTE — i T R
7E 11 JHL-MINDHF 78, SR8 i Bk 5 CD19 . it
tafasitamabyf J7 & K /M ¥ EDLBCL3R #3 1 60%M1]
ORR, H B 174 H, FAIPFSI R 124~ A1,
M, SRAEE F+ tafasitamab % 35 E FDA#IL v FH
T 5 R/ EDLBCLIIR YT » AHAE I HAFRIE (1) —
TN 17900 & 1 st St s rh, IR RIS
FALEIT %%, HALBEV 124 B, PFSH (A4 A1.9
NH, WORTEMHZ T ZN, FERGEHES,
T B SERHE R A I RORE I B T 80T e
AN,

I I 5CAR-TIR 7 B A R B H — & 1
V70 W PR AR FUAIE ST, Sk AR B K FT B 5 CD19-
CAR-TIIThEE, W/ CAR-THEM, N4 fay 1>,
20214F ASHAE 2 b 45l A — T30 B o O I RS [0 Josi 14
W~ , X 14BICAR-TIA YT 5 7 WA Kk 1) 8 B
B RIBFERIRTT, KB T & (CAR-TY 1 &,
ORRI%88%, HAZPFSHIOSHE % i #. 1M fECAR-T
BIT R, A DRI BE A R 6T 7 R 14
OSHiE69%, BHMT T4 BTKi4l K Polazi"",

WeAl,  DRR TR B 55 Jy 5, n) A S If- il
BBk, HAET AR RGO ER K iE )T A 1
ZWRE. R R, R2TE T BRI i 4
FRVRIT B R MV VE R R TR 4 R G0tk ELIR R 1
132.5%ORR™"Y, F£T-R2-CHOPIf R 78 £ 4 1)
T, R RN B i e e R TR ) AR AR B R R BRI
NO0.7%Y, BRI G SRR JEE i T B 2 R A
ZRGERMAKE, (HMFHEEZHIRIE.

K BE L AEPTCLA L oR VR yT i P, By
1BIT 2 R /AEVRTEPTCL ORR N24%, {EAITLHORR
F31%MY . 20234F i (1 — I 1T A IG R 9T, 7
ZAERE AT AT IEPTCL & 3 rh 87 FH SR FI0 2 i

o TEGHELAHIR o 87

X Erromidepsinifi 7, 3K 13 1 65.2%[JORR, H
AITLHJORRN78.6%, THiT24-PFSH 31.5%, 24F
OSFE N49.5%, wAVERLF, NEFHEZHITIHE
RN o e PPN $rirke S

g b, SRR vR YT IR BB A G PR AT L 45 R
IR WART.

HPHERF B - RIBE I+ CD20HHiH T4
706 KB R AR TEFLAIMZLER &, o HIEH
TARBEMZALTHI B E, KIARE R+ CD205410]
DAV K IR S WIIEMCLIE ¥ AN RE 5255 {k.
77T RWGTT IR R, SRR E fe sp 25 ] DAVE B 4E
(60 ~ 80%) WIIADLBCLIE SATY GRS B ML
fREBENLERGTT . RIE R+ tafasitamabH T
2R MEIATEDLBCLINIAIT . SRIBE e + R Z &
PUA] DA T ASBEM 52 S8 (97 8 kiR 1t R &
HIX PR RGTIR LR, SRARE e B2 m] DACE N DAG
BIBI7 N HIPTCLEE AT IERE
6.3 HILRRB AL

ST i s AN B R AL A ] (P
YRR/ TN/ TS, HoAthw AR
WF R EAEIRTE . . B, BRI,
Pz G IRERKIMARSE . 35 EFDA BAEE & 5
FE SR TR P e T e R R B M o Iy 2 T DL R bk
BTk AR A% ZE 1D XU o

(D) X F M saEtE, 0o HIl= 3% d
L 40 2 /SRR kD B DA 2, I LU R
TR, MEMEER, LRI R4k
BLIF AR RIS FENZIBIT

(2) FENHLH, SRR FE % + H 2 & Hhi i &
0 K A 4 ZESE (venous thromboembolism,
VTE) KAEFRA3.4%, WA N1T%. EIHITH,
VETE & R AT A8 0 i i RO (0 oAb 264, %)
WS LA RRE IR FIARAE, 78 70 P4 BB VTER A 1
R, KT AR AR R 26 IR R, R BTy P A
LBk Z5y), — BRAATM AR, MR Ik
SKASRERFHZS, 5 AR FAF R E], 7T gk s
I EHURIRIT -

7 {REERYT
7.1 AERALE
CARZH MR T A& 5o B 16 97 A ) — > B K
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®7 RIBERQTHEBEXIGRARER

i IH AR F% ik K Lk
FL  RAER+HAEFLR WEFL: ORRA98%, CRRA87%, 34PFSHE #78.5%, 3F0SH #H94% [96]
R/RFL : ORR%80%, ‘F4:PFSH}ia] 439.4/4 A [98]
KARERE+ RSB FR MIBFL: ORRA92%, CRRA47%, 34PFSH #82%, OSFH 494% [99]
R/RFL : ORR#84%, CRR#438%, 24PFSH 465%, 240SF #87% [16]
MZL kAR R +A 4 WEMZL : ORR#A89%, CRRA67%, 34PFSH #87%, 340SH %100% [96]
R/R MZL : ORR#464%, 24-0S% %94% [98]
MCL  kRARFER+F %424 #EMCL : ORRA87%, 34PFSH #80%, 340SH 490% [102]
R/R MCL : ORR#57%, CRR#36%, PIZPFSEIEA1IA A, FILOSH a H244 A [103]
CLL/SLL kAR Me+A) %5 %4 R/RCLL/SLL : ORR#466%, CRR#12%, PALPFSEfIE] 41744 A, 35F0SHEHAT71% [101]
DLBCL kA #:+ R-CHOP #1745 ABCEEMDLBCL : WA2PFSKiA 3], AIILFIPFSHK & [104]

R AR R+ 47 A H B+ ) #174non-GCBA DLBCL : % k74 77 BFORR 4 94.5%, 24PFSH 491.3%, 240SH 496.6%  [105]

& #3%F+ R-CHOP

R ARJE M+ tafasitamab + #774DLBCL : ORR%100%, CRR#64% [106]

AR R

R ARE N2 60% VA Lty Bk — K Yt . FIF39A A, PALPFSRAF], RAIOSH K & [107]
R/R DLBCL : ORR#27.5%, F45:PFSH 4] 413.6/% (non-GCB DLBCL%415.1) [28]

R ARJEM:+ tafasitiamab  R/R DLBCL : ORR#60%, 4=PFSHF I %124 A [110]

KA A ZH F P RIRRAF ARAY 22 R M : ORRA32.5% [114]

BRAR B Y

PTCL kAR M+ romidepsin
31.5%, 240SH #49.5%

kAR 2

#1& RE ST 9% FPTCL : ORR%65.2%, HFAITLHIORRAT8.6%, TRH2FPFSES  [117]

R/R PTCL : ORR#24%, 3t AITL#ORR#A31% [116]

VE : FLAJE OB ; RIRA LR /AEEME s MZLA AL RMETE ; MCLA & 0 ik &3 5 CLL/SLL A 1M #k & 40 0 & i /s itk & 2
JOL#REE ; DLBCLA 3R i% M XK B4a fL#k €95 5 PTCLA 9M A T4n Bk €5 5 AITL A fo % % 95 FF B T4m Bk & 9% 5 ORR A BILLE fiE & ; CRR

AREGME  PESHARBREER  OSAHAE LA,

B, b, CAR-TRFGEEFBUEA, Hih
R PR BT R 25 A 3 N T LS A A5 = 1B A% )
B NT, AETAN N 38 T4 5 P e 40 i 2 18T F Ry
FVEPUFAAHGE S TEGE, SRR FE LR, Bkl
R BAE EL R MR 20 ML
72 ABX Y B RIE FAE

H20174F LR, 4Bk 0 A 2 M [[CD19
CAR-T/™ & b 1, 4 #fAxicabtagene ciloleucel
(Axi-cel). Lisocabtagene maraleucel (Liso-cel)
Tisagenlecleucel (Tisa-cel). Relmacabtagene autol-
eucel (Relma-cel). Brexucabtagene autoleucel
(KTE-X19) %, 7£ 5 K/HEVE PEBZH i bk 158 i
15 7B AR, E B AT H R B 2k
%, BORIPTRRIR . CAR-THEM . Sl HERER
156 45 R CAR-TI 25 1y £ 2 Jg R0, Rk, e
FCAR-TEUK &7 S5 A AT E @ FE I B s i
HEAE R .
72.1 CDI9CAR-T ZUMA-1. ZUMA-7. ZUMA-12
SRR T CD19 CAR-TAE A KB4 ik 298 (large
B cell lymphoma, LBCL) —#&. 2k & —2Zki6)T

)2 4 A 3, ZUMA-5. ZUMA-2H 55 43
HIVER] T CD19 CAR-T/E IMCLAMEYENHL = 2876
IT I 2 A S R, AH SR I R Fe 46 R W28

H 11 Y Stk ) ACD19 H AR CAR-TYR YT =
i B B FE RN B S B 38 LT, PSR
JRRAMEE . FIAE R (2ANHW) EKEBER (12
MHE) NEHEBHEMLBCLEA B (FEDLBCL
JERF4E L. PMBL. HGBLAIFL# 1L DLBCL) —
LR =RIRYT, BB TS T A e R
DL ERGMEIRTT 5 B2 R/MER ELBCLI N B (45
DLBCLAFKE#E%Y, PMBL. HGBLAIFL#L)DLBCL.
3bHFL) . FETZUMA-12Ilf BT 78 B8 N e K it
V545 5, A WL FIPL = 343 & faLBCLE{HGBL —
LATCAR-TIRIT RES IR M R . KB A A
B, KK MHLCDI9 CAR-TAH EHRM A T — 4
fELBCLiAT"",
722 WAL FCAR-T  XUHESNCAR-TIR YT F 24
FECARSE #4) 3 BEHE 51 ) WHE 25 CAR-T. CARZE K
H IR 2] F XUHE 55 CAR-T LA B 45 5L Ay 2 A [ 4
RCAR-TEUR & fi i 20 A [F #E SICAR-T, H AT
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%8 CD19 CAR-TAfYLBCLE X IR R 5S4 R

CAR-T/* & (W RATE) PALRE i arE (A ORR/CRR (%) P ALPFSEF 1] (A D B IR
Axi-cel (ZUMA-1LBCL=%) 63.1 83/58 5.8 [120]
Axi-cel (ZUMA-7 LBCL=£.) 472 83/65 14.7 [121]
Axi-cel (ZUMA-12 LBCL—%,) 15.9 92/86 — [122]
Tisa-cel (JULIET LBCL=%) 403 53/39 29 [123]

Liso-cel (TRANSFORM LBCL=£%) 17.5 87/74 — [124]
KTE-X19 (ZUMA-2 MCL=%) 35.6 91/68 25.8 [125]
Axi-cel (ZUMA-5 FL/MZL =) 40.5 94/79 40.2 [126]

iE : CAR-TH & F R ZRTa it ; LBCLA KB40 I#k €55 ; MCLA B L LAk €55 ; FLA B ARARE R s MZLA AL R RO

ORRA BEMLEF ; CRRA AL MR  PFSA LR A .

PN ARG PR e PR A p 3 A FE M CD19FICD22,
CD19F1CD20,

(1) CD19/CD22 : AUTO3 &2 S 1R XUHE 5. A
PALI 240 HARCD19/CD22 CAR-T/ =, 16 1
ALEXANDER X571, AUTO3 AR FiE A
5200 5 R /AEIR PTELBCLIR N 38 I = 43R 77, ORR
H66%, CRMS54%!, H P —IF BHiiECD19/22
CAR-TIf T & K/ 1A PEBZH M % 4 8 1 F 72
7, B-NHLZIORRA72.2%, CRRAS50%, H{IPFS
I 1] 99.94> 7 129,

(2) CD19/CD20 : fE — T JF J bR 25 B ks 1/
a4 (NCT03097770) i, 33414 K /3 A 1
NHL & % % %2 # [1]CD19/CD20 CAR-T (TanCAR7
T 4ff1) ORRA79%, CRRA71%, 12 HPFSE N
64%"*" . SangZFUIF 2 1) — Wi # [5)]CD19/CD20
CAR-T/F 51 #7396 77 DLBCL 2 3 1) 11 3 1lfs PR 1 56
1, ORRN81.0%, CRRA52.4%, H{7PFSHIE] N
5N H o ZTmRREHIEY] 7 #EHCD19/CD20 CAR-T
¥y 22 A AAT Y. HoAhinCD70. CD47. PD-
L1. TIGITZ {F NCAR-THE 5 (W 70 1E 78 #E 471,
WU A CAR-TI B FH 75 B0t B3 AT 50 A 0 A
DR bR R, H A AR A XHE SCAR-T Eli .
723 CAR-TEEAIRIT CAR-THEEIRIT KR
KA, REBERR R BT FRZ—, HilZH
e PR H AT PRI FES53E B T CAR-THR A AT il s 2
JR¥MEE (Bruton tyrosine kinase, BTK) #iffill 7] (40
PR LB CUskRIAERE ). ICIs (n
PD/PD-L 1 7)) &5 244 ] 38 e e Job e i Mk I 42
F R IR CAR-TH £ I T 40 i A 4 B ]
WD CAR-TIRIT IR E K, $em B KA,
— Ilm R T L EoR, fE#E5ZCD19/CD22 CAR-THK
A ASCTIR I7 & /M6 V12 28 T B-NHLAETPI3R

B H WA, ORRA92.9%, CRRAS2.1%,
HMIPFSFIOSHAITEH™, KUK CAR-TH5ASCTH
gL b s X B KIS . (HECAR
J7 0 RIERAEE PR B o e, TR R R
fufar s FERSAEL, o FRIBEWATIERE.

HIRHEFR R - AR — IS E12 N H
NE K LBCL{TCD19 CAR-T_£%iA)7, &—%&k
BIT 12 H IR 8 & BJC B IR T4 i s P sl sk 1
ILBCL{TCD19 CAR-T_£RIAIT ; ZBTKHF
BT G HEERIMCLITCD19 CAR-T 23877, E X/
MEIRTELBCL, FL, MCLITCD19 CAR-T—=4kIR)7
2R MERTETE Rtk BB M DLBC LA 4 2 (Y 18
HH[f7CD19 CAR-TIEYT o
73 FILR B R BAFE

(1) AR FRIMEEEAE « CRSAZ HGIZIRTT
51 72 1 PR YR B AR T4 i DA % B A [ W 4 i 25
G B 20 M B R IO S A B IR T AR Y — PR AR
H % M. CRSHlH RATECAR-TH 514 A, £
S A, DLRFIG WU Sk AEIL-655 41 A
FFENE LRBL, ERN I AR
Gk, fE KB A R L. BN B IR A
it BEIMIRERRRGEE, RATRERNZHE IR
st e T VR T IR R AEICRS,  H AT HEE
KHASTCTZr Zibrite (R9) FE Mg (R10)
Ab R

(2D 98 280 4 L AH o6 P 28 7 1 25 B AL -
ICANSH# & HBLE ™ ECRSHIR GG, BEHE
DRI TR Sk BE. RASGEHE E RN
BRERS S, W AT UK R R RO
HOREEE SEURE BRI ICANSHI 2 s
2 B CAR-TVR J7 #H X FE MEVF 70 (CARTOX) #5
#E (R1D " CAR-TIRIT ML & R G #



90 o FPEFELGHHEIR o

PR R JE U O EE R . BRI R4 RIE, BB IR,
SkFRESEIR B o L A A, b I R AT IS M
P A 2 AT RO s . 0T << 24/ICANS, LA
XRHATT . ARG NE, SIFCRSIAT4 T
FEER 918 mg/kgHh ik iid, ToRUE 4 T Hb ZE KA
10 mg/IRiGIT, AR I FE6 ~ 24 h 1k, ZZf#
Ja R KT = 3RICANS, Bl K EHKE
ICUYRYT, IF4: T3 it &M 2 KPR YT, W34k
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