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[ 2. 5REM K B 4Iiwdk SR (diffuse large B-cell lymphoma, DLBCL) & A\ 5% WLHIZ 28 IR E 7 &k 298 . R-CHOP
(M Z 8 RPN L . 2R IE . KRIFFIRAIRIER) 1FN—AriEiRTT (0] 2 N 24527t T DLBCL &3 I BT 24,
WA B SE A% (complete remission rate, CRR) TJIE 70%~80%, 5 @A 473 (overall survival, OS) N 60%~70%!. 48
M, A 2 30%~40% 1) 50— 2R 7 RN R 25 Bt 4 HIPOw E Kk, Bt AR K/MEIRTE (relapsed/refractory, R/R)

DLBCL. EEBATGIRE, 2 FBEFAEICN 20%~40%2Y, B K5 HEEATE 250 1 R R AR AR 1) 2 2Pk .
Hyidt— 2% R/R DLBCL S HINEITRUR, I ANGIT R RS, SR Z RIS T B 23k g . A SCHi R/R DLBCL K]

E X TURARB R K asofrif T it Fudt e fr —2xik .

(gAY« TRigtE R B AUk, SR/AEEYE: CAR-T J7ik: WURFRVEHUIR: PUAZGMEEY: ERGYT: RBinsr: W

IEISE
DOI:10.12417/2705-098X.26.13.060

1 RRDLBCL g X FERHER. EXKER
1.1EX

R/R DLBCL ffJ5€ X R : a1, DLBCL 15 SN R &
dbrEz —: (1) B—LRBST 4 MTRE A K ER
AT 2 MTREE, AT RORIRAS PR DA BITRG (2D 1E
AR S 12 A AR AWM. SR DLBCL & X N:
AT CRGH UG BUET SOk, b B2 IRI7 i 2 4E L
NEIIE R, 2 4 R R R,
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R/R DLBCL # &5 %2 % B KM, R HIX LR 3
XA RS 73 2 5 V0 97 S BT BB R S AERTING YT BT
M, BMARARART RIS, BT RBRZR, 2R
YRR ., W S RGO, BE AR ER
H1, ECOG REIRA V7 =2 43 A WE > 60 & #1IE S N E L)
MOLA RIS BRIZRES ., R AR R E D7 T, R4 B 4 A
(Activated B-Cell like, ABC) % DLBCL [ITi)5 %5 T4 K
O B 4Bk (non-Germinal Center B-cell like, GCB) i #4167,
o e 240 R T A 2 e R R BRI K B 48 i vk LR TS S R
HERE, HPf BITH” K CWERIE” HEREE TR
ZB, AFFRR, MFRIERE SR BFH K 4 4 PFS 437
N 48%F1 59%(P=0.049), 4 £E OS 43 5l A 56%H1 67%(P=0.10);
BT il B 5 AR AT o B Y 4 4 PFS 435l 28% 1 57%
(P=0.013) , 4 £E OS 734 25%F1 61% (P=0.002) ©1, 14k,
2 WRFFIESE TP53 9845 5 R/R DLBCL B3 AN K i J5 & 2 41
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TR A RR A M O T RS R A ) AR AR S, fE TR B
B ABC WAL I Ao B4, X208 5 79 BTK 40 75148 [
A EEL R TT SIS o Ak, BCL10 ThEE3RAG I S AE AL fE
BOEZER, EAEE FE BCL2 SHET-EANEXR, S
XYL TR S 2 AP AR 2505, G IR R R R I
T2 —o —J5TH, CDS58 2 e AH %50 T (1 e 28 A A b
T 4N M e L P06 E T 40 M AN NK 4 A L)y 5 — 5 T
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5 R-ICE (FIZ & Byube & FIABEBE G . R RAKIEmE) <
R-DHAP (R Z & HA LA M ZE KA | BT M 224 ) . R-GDP
CRI 28 PTBR A 75 POAREE . MO ZERAA WA LA R-GemOx
ORI 28 B 55 PU AR By DRI B 256070 B 0F 92 o,
R-ICE 55 R-DHAP Jj Z (RT3 T0 & 7 5, ORR 294 63%, 3
4 OS ZH 47%18, H—IEF5E R, R-GDP 41/ CRR &%
=T R-DHAP 4 (82.35%vs.52.94%) , HEJHHRE (progressive
disease, PD) XU BAL TR, pb4h, XFEk R-GemOx 5
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& 75, (HIRYT I R-GEMOX HMFERIER R AE R B EKT
R-ICE 4P, {EfERNZ, BRI E UG L 50%[1 8 0k
AT U, e RN B R T41u# 48 (autologous stem
cell transplantation,ASCT) [18],

2.1.2 (ITBREF Z IR R

BT RAIT T 2, WA F AR 2R K8 B A [ 2454
545407 RPA R . —TOCT AR ZE 4 DICE &
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H i, R/RDLBCL [WFRAEIRTT J7 88 — geie R4 IT 5
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HF ASCT j5 2 Ko Ni&E & ASCT [, 1£4 ki
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DLBCL H A7 IE 52 3] CAR-T JFiEfdksk, (B0 Tma il &
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FE4E X R/R DLBCL, &A1& JB k& 0 R AT ot 78 B s
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BCL-2 1)1 il] 771 4k 7% 72 3 8. 25 /£ R/R DLBCL 1] ORR A
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THZBR BB A I BE ] YT SR % 5 P ORR N 56.6%,
CRR % 52.8%, 4 PFS N 6.6 AN, HAHE Tt {41 535 9E
KT 0SB4, POLARGO WUt —BiEsk, 4EWTZERHHimes
& P A I AN BLYD FIA ORR A F 52.7%, NIXFHEHIRMT
HHIR T IR,

T E b TR R MU R/R DLBCL &3, #E[3 CD19
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ORR }y 48.3%, CRR 1& 24.8%, HfiL PFS 24y 4.9 A~ HBS, —T5
B SO SR — P BOAE T AR T V2 L e R AR
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B, (HEAR S SRANIESE T HIG R EPT,
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BURE S P B pAod o AT B 45 4 T U PR THI () CD3 431 R fi
SRR Y CD20 HiJs, =€ M IFHOE T 40 DURSHE R (i
J8, N R/R DLBCL $@4t 7 S e vayy (X — BTG . CARATT
RN, EEZERM =BT RETIRIT EEF,
Epcoritamab ¥.25597 ) ORR A 59%-65%, CR AlIL 41%,
£ PFS 2908 4.4 A H AL B EE T AT s ol 5 b m 5
ORR Jy 64.9%, CRR % 37.8%, Hzz4xtEalfits,

¥ JEZ BT FIRERE S CD20xCD3. 7EH et s, 4%t
=2 KL EIRITH R/R DLBCL 3%, ORR N 52%, CRR N
40%, HAL PFS 2 4.9 AN HBY. SR1, — RSt S 9T o,
EHELIRTT (PO T MA#EF, H ORR N 34%, &R
B SR A B LR R AE 72 S W] BT AL AR RS0, ) — i
KAV E S F M 5F EL T Epcoritamab FIHE JE%Z #fy, 4508
AP [ ORR 43 B4 51%F1 53%, CRR 43 )4 23%F1 30%411,

TR APHA N CD20xCD3 XL, {0 70 508 B
ORR 7}y 42%, CRR A 23.9%, {H HHIAHHT 7t 2 A R 1AM B
I PR ISEFH AN |3z 0

2% BRIk, UL Epcoritamab U 3E - BP0 AR R I XS 7
PEPUATE R/R DLBCL H @ B H R 47 (B iib 1 .
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REFHQHEIRE T PD-1 P A 2 E B PT R,
— I I AR S 354N 36 1) R/R DLBCL &%, 45 5H E78 ORR
ik 52.8%, HLEARRFSLT AL 18.7 AN AW, 2o Hrid—
AR, B SE4MZ 2. PD-L1 CPS>5. [R5 b 40 41
PR R B A v 1 R R Al S B E . WL PR, S
Fe4E &8 A 5 AT il STATI-IRF1 15 S #% - PD-L1 ik,
T4 i R e PD-1 B R UL,
244 BREGURZMAE T HHEITE

#IH] CD19 ) CAR-T, #F Axi-cel. Tisa-cel fl Liso-cel,
H Al SRR THZ0E =2 ZRiGy7 R R/R K B 40 ik 2
. REINK AR ER 7 HRFHRT: ZUMA-1 #F 5
(Axi-cel) 5 4F OS F N 42.6%*); JULIET #FF (Tisa-cel)
'] ORR A 52%, CRR >}y 40%!*l; TRANSCEND 7t ¢ (Liso-cel)
) ORR i% 73%, CRR N 53%71, S JR & M sfivh ok 1 K
(<124H) B, CAR-T Bt ASCT ML gt ik
1% . ZUMA-7 /1 TRANSFORM W5t E7x, CAR-T AT H
PAEG ST AEIR T4, B Axi-cel 4111 4 45 OS TR %
FEApEsAl FLtaxdbgk B Axi-cel A1 Liso-cel 3R T %56
Iy EFE I T RIBTT .

RETT RS, CAR-T WRITE I 2 EPkbL, EEAHE™
HEEEME (U AR RSB A R 6o 28 A0 20 M AH DG P 28 3 1%
SEAE) L PR TEI CD19 Bt R CRAEE R 30%),
DA T 200 M o 5 i L5051,

2.5 B EE )

IR, BT BrEE S 1 259t & R/R DLBCL 877 77 3Kk
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vedotin JEILH W5 H R i P, e R A5 ORR 24 29%, CRR

S 3R -

IR KSR AN ) CD3 25 &3 gt B 7 R0 R 1 R
AR . WFFE SR, 78 =2.4mg FIRA T, H ORR k%]
43%, CRR A 33%1. th4h, Hif CELMoD JE25¥Ht & th
U453} 2 . Golcadomide Al Iberdomide 1E 93— Sz 57,
SRR RAR L, * Tkaros/Aiolos FIPEMEAEFHEE 3R, IR,
£ R/R DLBCL 1 & R MW VR 7 G PEBSS, EaR xod Hr fE
MR ER, HHEE—PFEE R/R DLBCL 17677 5%
3 &R

ITAER, R/RDLBCL MRITHSRET T i . M
LGS A ASCT A FRESE, B4 CAR-T J7iE. XU
PESUIA . BUAR 25 VR BB LB R8T 55 2 P BT T I I
W, BEMIEIT R R A7 O R E o, MELRS
VRS I A IEAETT A .

YR YR YT SR T B AR VR I U o3 2 AL B 5
X T JE R VR B IA B R B, CAR-T TN —8IRTT 13T
PR ST FAE A CAR-T FE KM ER, IR RHEPiR (b
JEZ B4t Epcoritamab) &4 T A RN i IIT k. ADC
2 (HEINZ R, IR BH0) DURIH 2 B A R
JEWESE T %, RAAE GBI EZIRMt T H 21+, PD-1 H
PUKRE I Z A BPUE QBT R, JReE et AR RoH i 2

SR, BRERIKARAEAE . WAl LA & Fhy 7 i) 7 51 S5 3 BA
SR 25 A AT RS HE RIS R VR B3R 25 B oA B A
BEPEAIAR VA 9T AT M, R R OK TR L R M R . 0
DLBCL A4 22 F e G S5 A B I FR B AR5, DL 2 s
SFEAIT AN RIS 1 FF e, #44E3) R/R DLBCL A7 17 3
EAMRAREHEGR T i, BN 2 B iR KA 17
Ty &R ER AR
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