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Advances in pharmacotherapy for B—cell lymphoma*

SUN Ruiyang, ZHANG Qingyuan, ZHAO Shu”
(Department of Medical Oncology, Harbin Medical University Cancer Hospital, Harbin, 150081, Heilongjiang, China)

Abstract: In recent years, remarkable advances have been achieved in the pharmacological management of B—cell lym-
phomas. In frontline therapy, novel immunochemotherapy—based combinations, including R—~CHOP + X regimens, Bruton's
tyrosine kinase (BTK) inhibitors, antibody—drug conjugates (ADCs), and bispecific antibodies, have significantly improved
survival outcomes. For relapsed/refractory (R/R) B—cell lymphomas, bispecific antibodies, chimeric antigen receptor T—cell
(CAR-T) therapies, and next—generation targeted agents (e.g., BTK and BCL-2 inhibitors) have demonstrated potential for
deep and durable responses. This review systematically summarizes the latest therapeutic progress stratified by frontline
and R/R settings across major B—cell lymphoma subtypes: diffuse large B—cell lymphoma (DLBCL), follicular lymphoma
(FL), mantle cell lymphoma (MCL), and chronic lymphocytic leukemia (CLL). Emphasis is placed on therapeutic break-
throughs in targeted therapy, immunotherapy, and cellular therapy.

Keywords: B-cell lymphoma; CHOP; Immunochemotherapy; Bispecific antibodies; CAR-T
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L FE A DU SZ K T 4 B2 (chimeric antigen receptor
T—cell, CAR-T) J7 15 7E & K/ME G PE (recurrent/re-
fractory, R/R) Y R 720 SRR S T4
A & Wi % 24 B2 % (Bruton’s tyrosine kinase,

BTK) #1714 7E FL A MCL Y& J7 09 28 il e 3 g

KIETT IR

%1 Bk e g st RILE

DL R HE T PET/CT A3 IR I6 97 58 W T Xk e 73 £
IR RRITIRR TS . AR CLRAR T I 45K B 48 it itk
EL IR N [ TR 1) S BT IR T il R (R 1), B A2 b B4
JEL IR EL R AR I R T H I 2 2% R AR T e Y

Tab. 1 Summary of research and development progress of B—cell lymphoma—related drugs
ESLY| AT S5 AL ISP AR AR 5
AR P
CD79h DLBCL POLARIX
(polatuzumab vedotin, Pola)
LNy R R/R DLBCL, R/R
zilovertamab vedotin(ZV) ROR1 WaveLLINE
(antibody—drug MCL, R/R FL
jugate, ADC) LA AP
comnEe i CD30 CD30+ DLBCL ECHELON
(brentuximab vedotin, BV)
SHR-A1912 CD79h R/R B-NHL CTR20251332 (M)
1A 5 JE (ibrutinib) BTK DLBCL PHOENIX
B Ai 5 )2 (zanubrutinib) BTK FL, CLL/SLL, MCL SEQUOIA
BTK #1 il 71) A5 JE (orelabrutinib ) BTK DLBCL, MCL, CLL ORIENT
] 7] 5 JE (acalabrutinib) BTK CLL/SLL, R/RMCL ASCEND
VC %4 %5 JE (pirtobrutinib ) BTK R/R MCL, CLL/SLL BRUIN
CD20.CD3
% AEZ FAHL (glofitamab ) R/R DLBCL NP30179
£ L
o CD20.CD3 EPCORE NHL-1, EPCORE
] B 2% BT (epcoritamab ) R/R DLBCL, FL
s XA 17 NHL-2, EPCORE NHL-5
KU SR
. CD20.CD3
T8 J2 % #i47 (odronextamab ) R/R FL, DLBCL ELARA, ELM-2
XU 5
. . CD20.CD3 6029781, G0O40515,
BB B3 (mosunetuzumab ) R/R FL, DLBCL
UL 5, MITHIC-FL1
I 5%
CD19 R/R DLBCL TRANSCEND-NHL-001
(lisocabtagene maraleucel )
CAR-TI&YY W%’%%(axicabtagene ciloleucel ) CD19 R/R DLBCL, FL ZUMA
BiE RS R/R LBCL, FL,
CD19 RELIANCE
(relmacabtagene autoleucel ) MCL
CAVALLI, CLL14, CRISTALLO,
HE 25 ¥i i (venetoclax) Bel-2 R/R DLBCL, CLL
Bel-2 #il51 FLAIR, ERADIC
RIE T (sonrotoclax ) Bel-2 R/R MCL, CLL BGB-11417-101
A T 1 55 VU EA N (chidamide) HHE AL OB R/R DLBCL DEB
A2 R A ) FER) JE R (selinexor) XPO1(Exportin 1)  R/R DLBCL, FL SADAL
T 11 B i 571 golcadomide(CC-99282) E3 72 & % H R/R DLBCL, FL CC-99282-DLBCL

EHAE R AT 2025 1 A .
Note: The data was updated in January 2025.

1 DLBCLBIEYTr
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FUGE T B WAL R
1.1 —%&i8JT
1.1.1 R-CHOP+XH %

(1)R-CHOPHR G DA e o DA % JE & —
I ik BTK 40 % % , 5 R-CHOP B¢ & H T 6 97
DLBCL, {H7E 1T i PHOENIX i 56 | 522 Bt FI e &
R-CHOP A [t , 3= ZERIR L T B AR B I 2 el
R R, 60 % LLF (Y H (i L A B e Bk
4 R-CHOP 1 i .45 J5y H %2 A nl 4, i 847 J
W2 M A R MW . H A, ESCALADE,
NCT04529772 45 1 1 1ifs R 3 9 1F 78 PF- i R-CHOP
o R—-CHOP Bk A Bl R $ A7 & Je (58 — 4% BTK 411 il
) e A& L3697 3R 4 & o B 4l AE (non-
germinal center B—cell-like, Non-GCB) ! DLBCL 4F
REE YT R

2024 4F R P I 7K 2 15 2 (European Hematology
Association, EHA) F12€ [H Il K 2% 2> (American Soci-
ety of Hematology, ASH)4FE-S:#iili T 25T, Won
AT JE B A R-CHOP J7 £7F DLBCL (i & h HA
R AFI7 RO 2 A1k, % WL2% fif %% (objective remission
rate, ORR)#Ji#3d 90% "', ORIENT #F5¢ "> # 11 ,
TEAR 2697 ) non-GCB %I DLBCL (& &, AT E 2
BX & R-CHOP J5 % (OR-CHOP) J7 2% i 2 , Hirp I
AR e+ R 2 BRPUTE SR T A 1) BB B W] i — 2
MIFEE OR-CHOPIRYT 3k 5 , 56 % 6 AR YT I i
F W 5E 2 # (complete response, CR)#ik 100% .

(2)R-CHOPER G PH Ik AN . PHIAAE (cidam-
ide ) A& — B 1 IR 7 2 % 6P 21 B (1 2 19 66 Chis-
tone deacetylase, HDAC) 41 i 57 , F= 2240 m) 25 1 28
HDACHY 1.2 3R 55 b2 HDAC Y 103751, 7]
A RCVR ¥ b g S RO AL A D BE™. DEB X%
(—I5 Z rfuts (BEAIL OBUE 22 700 8 T A0 1 AR 3k
55) VEAR T VH A A B BK A R-CHOP 7 3897 #13R
MYC Fl Bel-2 $H 2 35 DLBCL £ % f Y7 50F1 26 4>
VE, BB P M 45 R WoR P IR AR 4 24 4 H G
HH A1 (event—free survival, EFS) K 58.9% , i 3
T T2 R ) 4 46.2% (HR=0.68, 95% CI: 0.49~
0.94, P=0.018) ;& 41k J7 T, A & BT 1) 2 2 VA
S ARV AR 2 >3 G ML A B 0 & AR
TR

(3)R-CHOPHR & 4t 73 5. 445 54 (veneto-
clax) J& — Py S5 AL IR Bel-2 il 550, ] 38 2o 40
T 5 I 20 B T & B R A . CAVALLI

WF 5EIE 52 T 4k 4% v B Ik & R-CHOP 7 & 7
DLBCL — £ 3497 B T #2724, J0HAE &5 /& Bel-2
THC+W2H R B2 (R B A T B2 T8 Bei
il & A Tt e, A 3 — 2 ik . ALLIANCE
051701 WF5E (—IHFfAIL BUH 2Rt 550 By 1A
PRIR I )14 B 1 7R, 5 R-CHOP J7 RAH L, 4E 43 v
Fr B A R-CHOP 5 £ 1 K 1 3 235 MY C/Bel-2 AL
2% X B 98 (double—expressor lymphoma, DEL) B &
) ORR (P=0.999) . JC i#f Jf& 4= 77 1] (progression—free
survival, PFS) (HR=0.98, P=0.95) F1 5 4= 71 (overall
survival, 08) (HR=1.27, P=0.56) , HIk 51697 4H=>3 4%
AN R FA e A R 2 R T ARYT 4 (47.5% vs. 20%, P
=0.004) . I, HETAESE7E DEL % 1Y R-CHOP
BT RIS v,
(4)R-CHOP Bk & Faf 2 R Bk e . B) 325 ) 2R
Pt (atezolizumab ) 1 Ay — Ff 0 1] B2 F PR S0 T2 32 AR TiE
& 1 (programmed death-ligand 1, PD-L1) i A J5 1k
IgG1 L sg TR, vl 1 BT PD-11 S5 F2 P PEAtT
Z 4K 1 (programmed death—1, PD—1) {4 A B 1E F Sk Pk
A2 T L (A T IR T P o R ST S, BT R B
BT Bk A R-CHOP 7 % (atezo-R-CHOP) 7€ ¥ iA
DLBCL &34 A B4 A B Mg 136 1 0 22 4 7,
HOVON 151 53" 7R, XF 903 5 /& DLBCL 3% 5K
Jite Ay 39 1A ) BT R R AT LR YT, 2 AR O A A
(disease—free survival, DFS) %} 88.0% , ik 2| = 4T
FL L,
1.1.2 ADC ADC J& — 28 oo % 42 74 40 . 2
254 55 B v RE BT IR AR 45 A 1 8 Tl A= i 7). 40
T BEHT (Pola) S [1] CD79b 1Y ADC, 5 4bI7BE &
FHF #1365 R/R DLBCL, 1] 18 2 [0 53 9 10F i ol AE
T2 . POLARIX 5% (—Hii k2 ol SE K
HL X B8 B T390 01 A 38 56 ) 'S 48 Bl 15 B0 R
Pola-R-CHP 21 % R—CHOP 4 E. 5 4% PFS 1 DFS
325 (5 4F PFS % 1 64.9% vs. 59.1%; 5 4F DFS % .
71.8% vs. 66.5%) , H. Pola—R—-CHP £H Ji5 ZE 47 ihk [ 95
TRIT e KD JET RS FEAIK 15% . POLASTAR i
FE(Z s AT ETE U8 ZE M B B 5 ) PO PR A
Pola—R—CHP 75 2 7E— 4k DLBCL (3 il )i 11, 45
R RIZTT A H A B TP RO & M RRE
5 POLARIX W58 45 S — 80, K Wi i & e tEfE 5.
5T B, Pola—R—CHP J5 Z7F p53 &k 5 5 BIHIiR
DLBCL & & i B & 2 i %2, 6 Ja IR 7 45 SR
ORR ik 100%. 55 —Wibit 55 W1 45 5 R, Pola
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B KT B I FR 2 BT (R2) TEAR I =70 % AR 55/
GRS IT 9134 DLBCL BB h 2 45 %%, 4
JAWAIT G K6 Y7 45 ORR ¥l i 90% ', i 5&
I I R 56 (NCT06176729) IEAE#EATH . — TR
E 8 R T NI & 77 R 0L e R T[S N 22
e MAHT RIS AB BE I (Pola—ZR2) FH T 55 /8 A i
1697 B DLBCL 4 1 CR A1 ORR 43714 77.0% Al
86.0%. BO42203 WF5% fc 2 Hr 3k, VEN+Pola—R-
CHP )7 ZAEWIA 5 16 Bel=2 BAPE B 40 i itk £ 988 [ £
FEXFT R EL 98 (double hit lymphoma, DHL) Fll =T
7 Wk B2 98 (triple hit lymphoma, THL) ] {3 H CR 3%
1 ORR 73 %] 4y 82.0% H186.0%"> . H i IE 7E #E 47
Guidance 05 #F5% , 5 7€ PEAh &L N B 5] 5 1) Pola-
RCHP+X J7 %%} H Pola-R-CHP 744 DLBCL i %%
R RORN 2 4

24 4 % BT (brentuximab vedotin, BV) & —
Fh#L A CD30 i ADC, ECHELON-3 #F 7% (— 37 I 11
Bifi AL B 56 ) 3 25 R B R BV+R2 4L/ A 1 A
OS N 1381 H , {7 PFS K 421 H ,CR E N
40.2% , HI730 5 CD30 ik K- J0 b 2 AH G 1
1.1.3 WHEHRMERME M IEZ BT (glofitamab) /&
— I [R] CD20/CD3 BB S PEFL AR , SR FH Il R 1Y
2: 1 45K i% 3. COALITION BF9E 24 3EAL T Glofit—
R-CHOP FI Glofit—Pola—R-CHP 75 R 7E4E 4 i & K
B 21 A bk [ 98 (1arge B—cell lymphoma, LBCL) £
A 80 45 2R o A% JE Z BT i i AR X7 R
S A U RZ A 5 E R O A B R Y SR A R A
FF I Glofit-Pola—R-CHP J5 (W BEALXT BRI 5T , HiAE
1o i R T N SRR AT

5L 3R B 3T (mosunetuzumab) & — F B [q]
CD20/CD3 [ 4= K 4 NVEAK TG 1 AERURE S P iR
K 1185t . G040515 WF 58 (— 300 1 b/ 1T
WP R, B Z BRI & CHOP 7 REVIA
DLBCL & & CR ik 85% , H 4 4t nl 45  H 75 1k
— AR IR AR AR 4R . D — [ b/ 11
IR 58 2O PAL T 58 Z BRBLPTIR A Pola VAT IR R 1
MEVA B A & M LBCL R By R 2 4k, &%
RERCRER45.9%, h i 0S 2331 H .

S A] B Z B.HT (epcoritamab ) 2 — Ff CD3/CD20
SRR S PERIR . EPCORE NHL-2 #5827 iy K 1 Fifi
Ui G248 BUE i | 185 o7 A8 04 S0 A] B 22 BT &
R-CHOP 7E#]74 i f& DLBCL & h B & & it R
(7E 46 B AT IPAR S5 v, e ORR 2 100% , CR %4

-312 -

87%) . EPCORE NHL-5#/F 552 (1) 4] 2 &5 S 1
AT H 2 BB A Pola-R—-CHP 7E#)34 DLBCL B %
I ORR 24 100% , CR %4 62.0% .,

1.2 R/RDLBCL®Ji&97

1.2.1 ADC —I0 [ PEAF5E s , 24 B 4F 2 R 55
) DLBCL & 3% & F Pola—ZR & 4by7 J7 22 $ 45 1
TR 2 i, 6 JEI WA T7 45 R 1 ORR 2N 92%, H.GCB
R Non-GCB BB E ¥yl 4k 5. HET, — T hE
PE 1T b W1 PR 32k 5 (NCT05940064) B 3 3, 5 78 17F
—EPEA Pola~ZR 75 & — 277 M R E 1Y TRL

zilovertamab vedotin (ZV ) J2& — Fir 5 [a] & 24 iR 1
fig #E 9 )L 3Z 44 1 (receptor tyrosine kinase—like orphan
receptor 1, ROR1) [ ADC. Waveline—004 iff 5% "' &
B, X F 252 B AR 41 B 2 4 (autologous stem cell
transplantation, ASCT) Ffli/a% CAR-T 3897 )5 95 5 vk
JE 8% 3 A 852 ASCT FI/5¢ CAR-T VAT 1 R/R
DLBCL (855, ZV R 3L 07 25 470 Ik 9o T3 1 F AT 4%
1% 4, ORR 24 29.0%, H1 437 PFS K 2.5 H ,6 4>
H PFS %4 15.0%.

UL, CD79b AE Sk B 40 40 I 22 1R 1 A5
3T AE T 95% () DLBCL (3% W i 35, J& ADC
Y BRARLRE S . FRIE A FAF & A9 CD79b §E 1) ADC 24
YISHR-A1912 19 T #5845 R Bow , HofE R/R B
20 AR R A7 4 bk 9 R TP Y ORR K 56.1% (DLB-
CLV.2H M 51.9%) , 6 1~ H 2% fif 7 25 (duration of re-
sponse, DOR) KON 62.7%, I E 3R 15 35 [H FDA Pk
MIE RGNS . 2024 4F 4 A 8 Hi B 2576 [ N S 3h
I 39011 PR 86 (832 5 < CTR20251332) , 5 16 PEAl
SHR-A1912 Bt R-GemOx 7 X} Hebrif R—GemOx
77 Z87E R/R DLBCL (83 W iy a5 2 2k, Dhilk—
I UF IR AR IR T o
122 WESFRMERE  —0 1R R A& JEZ
PABBAZIAYTE R/R LBCL B & i ] 34955 =0 i CR
RO RI R A G LA n 5 3R
O PDAHEHE L FREME 2 — & XL R GIA
JYHY R/R LBCL & . —I 1 bR Bon 4% JE %
BTG R-ICE 17 BAEAF & ASCT 3 CAR-TVRYT 4%
4 #) R/R DLBCL 3 " ORR K 83.3%*', o5 — il
WG S, A% FE 22 ABTIRE A BTK il 70 0 ke IS FiE i
J7 %1 ORR 4 89.3%,6 1~ H 0S %4 81.0%, 4 R/R
DLBCL (& # $& (it 7B mdinyr v £6. thsh, —3 [ b/
I AP 5% 1 22 4K i 15 55080 2R W1, Glofit+Pola 7 [ &
JYRRIRYT G SC L T R A ZZ % , Joh DLBCL R & 1Y
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ORR Jy 84.2%, HLJT A 41 212 A 35 7R W R 42 52
2 Z¢fi# (duration of complete response, DOCR) Fl PFS
Rs o

%L F EPCORE NHL-1 X585 9 T /10 #1 F 53 &%
B, 00T i 2 Bt ORI B 2R T e a2tk K LA
F&SA)7 M R/R DLBCL & FL AL A B4 o b4t
3R] B % AT A R-DHAX/C 77 5 GemOx 77 &
TE R/R DLBCL 35 s b T ARk -
123 CAR-T#HBay7iE  FEHA S CAR-TYT %
i, Bﬂ%@%(axicabtagene ciloleucel , Axi—cel) Bl
RIT 3 A BN S IE : ZUMA-1 WF 58 o Hagyr —
2 S UL I R/R LBCL 55 1) ORR 4 83.0%, CR % Hy
58.0% ; ZUMA -7 ifF 5% (— 30 T 3A I PRAIF 52 ) 0 HE 512
BT & FEIR YT G A SN IS A B AE Y 2k R/R DLB-
CL 3 1 ORR 4 83.0% ; L2 tH A 848 Y i
2 32 BT & FE 2R 97 1 LBCL 2 & ORR K
79.0%.

F) L 5% (lisocabtagene maraleucel, Liso—cel)
YE R 5 —Fh CD19 CAR-T ™ i , 7€ R/R DLBCL 34
Sy g R R E I . TRANSFORM #F5E S g
1Y 3 AFEBE VTR o, 5 GRS T R G ASCT AH
o, MR B3 B E G T —dxEiatEsi 12 M A N
2 & 1) R/R DLBCL & W L F £ 71 . TRAN-
SCEND NHL 001 #F 58’5 4 Fifi 15 2% 3 o , 252 F
FECFIRTT I BE SAF 0S K H 38.0%, Hirik 2]
CR A3 54F OS =ik 55.9% , #7817 3 T {350
Oy EBE SEIR AT

FERUHE 5 CAR-T I i Sk, — 351 Z2 rfucs v A
T 7R, CD19/20 XA 25 CAR-T 7 78 R/R B 41 i
I LR H B ORR K 93.0% , Hirh 539 1) i 34 ik
F] CR, 40% I¥) 8 & AR A5 30 70 2% f# (partial response,
PR)™,

DLBCLIAYY B AEHERC AR IR, — 43R
J7 il 2F R-CHOP J5 2545 BTK #i]57] L ADC B3Ry
SEPEPUAR SR T S R TR, RIR VAT ) LA RS
SEPEBUATN CAR-TIFIE MAZ LR IT T-Be, b At
AL CAR=T 7 7 R i1 52 7 R 1 U4 S MR B IR O 6 (8
R ARG ). KR EIE— B A
TBIT R L TR0 S #E JF IR R T A Yhs ik
YIS IG YT T % o

2 FLHIEYT
FL IR TT UL AF BUAS i gk e . — 2R IR 7 P XURE

SEVEBUAR IR 2 (N5 22 2k BT ) M IR BIRTT T &
(43 n H 7 BABT R A R2) R H 1 R i SR M A
JYR. R/R G DI DOSURE S PR BT A4 L BTK J10 4 751 156
B 7% I CAR-TYFIE R kAR, X IR YT 35 e K iR
HHEAEIP s
21 —%iETT
211 WEHERUERMEEE FEZIRAHE 4
X CD3 Fll CD20 1 XURe S PR P IA , B2 97 FL R
R B i R A /N 5% BE 9 4 (minimal residual dis-
ease, MRD)BMEZE . MITHIC-FL1 X3 %) 25 20 B &
B, 55 PR BT 25 IR 9T WA FL B E 1 ORR
96.0%, CR % 80.0% "', HiZIAIT 7 EAEWIIA FL
BRI TR HLAF A SRR AR, 29 90% 1k 5]
CR A DOR W IA 14F, 1 4F PFS 3Rl OS R # i
90.0%. &SRR T i 52 2R Bpi/E o — 2k FL
IRIT 7 BN B E T80, ORR AT CR 2R 4351
96.0% H180.0%. MorningSun BF 77> B Kl 52
[ 5 I7 TR B 1 5 5 22 2R BT AE WIIE PR i 8 172 A
FL B & BA WG H 22 MEn] 5, 0RR b 97.1%,
5¢ 2R 2% f# (complete metabolic response, CMR)
HH 87.0%; A B F A 2 ARG H AR 1 BT &
255 . WA FL 2 5 2R PHU 253697 1
ORR 47 96.0% , CR %4 80.0%, 1 4 PFS K 1 0S 44
I 90.0% , Horf A iR £ o £ R T ST ORR
$}97.1% ,CMR R K 87.0%, ‘%41 KU TERIER T
JEARIT G 244 H Nk (POD24) 232 DUk D) iR
7 K>65 % BE WA D, HARCE KA AER 45
LAVERHIE S SR AR RS — 3L
212 MHRUENMEBEEET HZHEBRHKE
IRIT T R AEVNIA = R e FL R h s i
7R 5 Y- 2 2R BT A VR YT I ORR 2 91.3%,
CMR %K 82.6%, H. 18 | 315 CMR [ & 4E+5 T
CMRARA" s 5K MR A 1R TT RI36 = M8 671 o
A AR FL B 19 ORR SN 90% , CR 3N 88% , Bl i
18/ H B 7 PFS AT OS ¥R A £, 124~ PFS % h
87%"* s L A MR S0 7 , B2 R BT A OC 1 41 it P
F B ZE A AE (cytokine release syndrome, CRS) &4
FALH Z R, oA w WA B F (g 55 8
EDEZ TIECOEN

EPCORE NHL-2 B 5¢ 55 6/7 41 fiw 87 5 4
N, R FL B ZIRYT R R IR R A R 55 6
4 v {37 BB V5 21.1 4~ H , ORR R 95.0%, CR R K
85.0%, %5 7 T A B 13K ] CR 5 PR, H %41
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{5, H T IEZEFE B9 EPCORE FL-2 I #3561
B 7E M 3T Hi - BB +R2 07 R+ AL SR T v
(chemo—immunotherapy, CIT)ZE#]if FL B T Y7
SO 4k, FEIPAL 304 A B CR A1 PFS %,
B Y YR B K AU R OS A MRD B MR 45 . EP-
CORE NHL-2 Arm 3 ] 5 2% LS E S 3T 3 2 PR
PUIBR A AR IR BL RV T SR 28 Bt — 23R 7 CD20 FH
P FL 1) ORR F CR 444 96% , PFS 1 0S %
I3 90N 83% F196% , H. %4 nl 45
2.2 R/RFLHEST
221 NWEHRERME SCZBRPPEMAEZT
TR R A FIRITHY R/R FL R (FL35A POD24 H1 iy
B T R IR I R AR 45 , ORR T CR 225311
H 77.8% F1 60.0%, ' i DOR il DOCR %% K , 4 4F
PFS A0S A8 s Horpr, R i 2H ORR Fil CR %
55 R S 2 A 2, {H CRS K A SR ™ R
%, I RS 25 T R B, H 22 i, 6029781
5 R s R, B2 BR PRPTIR YT 2
DL R/R FL 3 (n=90) Y2l 57 B A8 22 51 25 7FAf CR
4 60.0%~84.0% ,0RR 4 77.8%~95.0% , 1 {ii DOR
FIPFS 5303 R 22.8 0 H 17.9 1 H ,CRS £ AR Ny
44.0% , HZ 7 1~2 9, 4 4F PFS A1 0S HFLFa e,
WESCHARR A BRI E ) o e T DS, 5%
PRIPPUAT S A WA T Rk AT N R AR
Yibr &G S ARG T7 SR W B FLIRYTY 0
BLGERE

YA Fig % BT S — P CD3 . CD20 BUE S M
A, T3 k45 A B 4 bk B8 2 T 9 CD20 AT 40 it
FIA Y CD3 K G T 40 A 5 0 osgd 2% 3 1 H -
EPCORE NHL-1 52" /R, 7€ R/R FL &, %
A B3 2 PABT PR 2R YT FE S HE A S A AR 1 R Ak A
F1(C1 OPT) ¥y bty R TR B2 1 2, HL ST Bifg 2 5
P AL A SR 3] G P2 500 20 A 56 ph 28 B PR 25 B AE
(immune effector cell associated neurotoxicity syn-
drome, ICANS) , Tl HAh iRy 7 41 &4, RAZ Y
A A R/R FLARE IR AL VIR T k£ . ¢
HEBA B 1) ORR I CR 43 51| 2 83.0% F1 66.0% , Tiii
C1 OPT [ ORR Fl CR % 43l ik 86.0% 1 64.0%, H.
CR F1 MRD B3 5 PFS sl 3840 G . 4 M7
PN BASI 12 S 7 T 4 1) e e MEARRAIE , Hop €1 OPT BA
H1 CRS By % Az 20 ™ B FE JE 5 AN, R e A>3 4
AN EFA . R YIAE = R AR B R R A
FH R B9, H CRS FTICANS & A R K. 7
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EPCORE NHL-1 A% Fil COTA-FL F FHLJT 1 %} B A
SR SE Y, 3R] B 22 BAHTIA YT 1) CR 2276 AN [A] FLI-
PV 43 PG & R OB B A B R h s B3 &
MR8 m A E bR E VR YT J7 2 (standard of care,
SOC) . 3 AIHGZ bt — A vs. = BB MRD K 251X,
Bl 1 2RI 503 1 2 B VAR R, =4 R (C
OPT)#& =2 J5 58 ] I P AIK IL-6 KT IEF# IR CRS
(& A28, o RIR FLARE SR AL T B0 179 7] e 344 O
W, BeAR, AT ER R BAHT+R2 T RIGYT RIR FLAR#
R IR EE HRF A 308, ORR 7 96.0% , CR
2 87.0%:

ELM-2 T 8 0 75 $ 4 7, 8 )2 % Bt
(odronextamab ) BAZ5 V497 R/R FL £ 3 1 ORR F CR
43k 92.3% , H1{ii DOR .DOCR Fl PFS 43 51 2k 22.6
AH 250 HA120.7 40 A RSB RIR B R A
MIZE AR o W5 Th 32 52 W8 2 BB DKV ) PR
ST I R/R FL B3 W FE R B0 HFRF AR CR
OLYMPIA-1 T #ADF 5% 19 42 4 M A B B & 2R 3
W, B 2 BB SR 2R T WG 16 FL AR R B AT
BE A T ™ AN R W (suspected unexpected seri-
ous adverse reaction, SUSAR) , J7 #& ¥F 45 . 7/~ ORR
FICR #1585 92.3%,

222 BTKHIHIFIBEE AR BTK ] 55 7T 8
RELIBT B 41 g 32 /& (B—cell receptor, BCR) {5 5 1 % 41
il B 4 i bk B9 9 AR K FLAE T . ROSEWOOD Hf
SIS AR KPR AT e 5k ( growth modulation index, GMI)
ST R, P e+ B Z Bk T (20 4H) 1Y GMI I
FE TR Z R AP0, £ 201E)7 il L E
35 PFS, O R/R FL AR 2 40E 100 T BRA 107 108
TE£E . M NCCN 45 mg (2024 fiz ) Fil ESMO 45 r
(2023 Ji0) #E4F , BTK il 57 2 BCH R/R FLEEZE 1R
Jr e P2 — M ShIZ B IR YT I e AT T R AR
T ROSEWOOD #7245 5, 2 A A KA I A
FE A B G 25 15 8 T 8 FIL-MOZART T
W55 (EU CT 2023-506049-52-00)"", ¥4k 52 27 2k
FPLECAEEAT B E (M+Z) 697 R/R FL B IR
ZIRE A 56 BIREE 232 1~3 &IBIr & R
BRI 2 TGRS M+Z 15 FIRYT , BN,
S CR %, I 76 5 A B Bt i A7 42 4 1 W5 I (ASH
2023, f245 623) , B TERIE T/B 4 i RCHE [1] 5 W& 11
I RAEL

223 CAR-TYriE  ZUWOCHM LIRSS, CAR-T
JYIAE R/R FL R h R B IR B HAF A i,
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ELARA WF5E Won 2 B L O 3% (tisagenlecleu-
cel, Tisa—cel)JGIT Y R/R FL B EZ E A FE T 41 1
Ji, 364 H PFS #5k 53%, 0S A ik 3 B A H 3L HT
G475 s ELARA IUBFY 4 4 503 85dia (b 2 B U5
534 )RR 484 H PFS %4 50.2% , 0S {5 A ik
2o [ Fr A B SR AE ST 0 (Center for Inter-
national Blood and Marrow Transplant Research, CIB-
MTR) & ie Ab 1) 552 T B  70 i s , B e G 3%
fJ7 I R/R FL R 340 A A6 A~ A PFS 453 51
87.4% F177.8% , X§ i OS #5351 100% F194.1%

AN, ZUMA =5 F5E 5 4F BE TR o, Bl 2
CFIRIT R/R 16 M JE 28 5 4k 298 (indolent non—
Hodgkin's lymphoma, iNHL) 35 (JUHJE FLE.4H)
BA R A7 880, A BB ) A R G > R0 R B
It S BBET S, 64.0% ) FL SR AE 5 47 Bt 17 47 £
FFPFS. AEWIBREY 7T R IR T T RAEAR G |
T 4 Al % 789 S B 2 S A i 98 /4 FH (total metabolic
tumor volume, TMTV ) 458 b5 5 ] B 28 (17 L
BEVEARSC, O R/R FLEE MR T SRSt T
HEARAE

H A, L8 G 38 BT C IR AV CIRIE
CAR-TIRYT ™ i, E AR T R/R FL B () =48
K UL FIBIT o DRRC A % (8] 42 42 (matching—adjust-
ed indirect comparison, MAIC) 43 #7 . 7~ , X = Ff
CAR-TIRYT M 7E R/R FL A 5 R B0 R H.
Fr A MG ABAE CRS & A M 2 8 M 5 A7 7R
22500 i RIR ST RS T 2 AR . ROk,
A bR AR AR T R IR T SR s A g —
AL CAR=T Pk A AR o

FL AT C AL AT 5% 42 Sy DL RURY 57
PEBUIA  TCARST 7 R CAR-T Y715 A% O RS TR
J7 IR | AR T B8 i AR 1R O AN AR
Yy br 35 W) W4 TR E— 20 3 v G A AR E 1K AR
IEEAEI

3 MCLHIEYT

2024 4 MCL R ¥7 BUS 8 R e . — 2B )7
BTK #5165 07 28 (A A B JE+ASCT) bt 42 T
BF RIS PR L 58 ASCT B HBA s R/R B E TR
7 XU SEYEPUIR L CAR-T R BB ] 25 (& HE
Sehn) UG 2R , CR 25 =358 93%, BHE KA
FHUE

31 —&iaTT

3.1.1 BTKHFIFIBEERERTARE EHER.¥)
1A MCL BFIRIF ek A T A0k, U R A B
JEHRA IS TR . TRIANGLE BSR4l
A 870 fil3&E & #E4T ASCT 19 1T ~ IV A MCL &%, Bt HL
43R A (B EALTF +ASCT) A+TZ4H (A5 25 e + 4
JEALST +ASCT) AT 2H (A7 45 Je + e Ak 7 ), 8T
Bl won  BEVE 314 A5, A+T 4L 3 4E TR MUAE A7
(failure—free survival, FFS)®%(88.0%) . & & T A 41
(72.0%) , 3 W11 5 JE 3 6 A o S 2 A0 7 T i 3
PFTHITRL. A 415 141 34F PFS R4 51k 72.0% Al
86.0%. ENRICH WFFEIESE , AR 2 e B & I 2
Pt (IR) oAb IT 7 ZAE Z4FE MCL & 35 7 8 Fos
W EARYT , TP AT BET 47.9 0 A I IR 41 PFS & ik
L H X R-CHOP T R H AAE R HH W .
ECHO B 78 UE S, Bif m] 5 Je Bk R 8 B =] 7T Fi A
ZE RPUEYIG MCL R i Hh 2 PFS(66.4 1~ 1)
WE T AR ME R LIT (49.6 1~ H ), H OS 83k 45
S R DL 2 e S AR 1% BTK IR &
ZIAEAE MR MCL —ZIA 7 25K, AT RESZ M ASCT 1Y
e geity7 Hh .

312 FEBEEFEAMESHTE BOVen FEFEA
B R ZIR P HEZE P RS TPS3 2848 i 4]
6 MCL 5 Tyl i 25, S ik SRS %55 96.0%
CR %4 88.0% , 2 4F PFS HH1 0S 4351~ 72.0% Fi
76.0%' %,

3.2 R/RMCLHIEFF

321 WHERMEHME NP30179 B 55 £ W1,
CD20/CD3 BURf 5 PEBU RS FE 2 BT 7E R/R MCL A&
FHrhEA BT, CR %N 93.0%, H.93.3% 4
TE56 3 RGP A 2] MRD FAPE

322 CAR-TY7i% ZUMA-2HF5E" 75, CAR-
T J5 7% Brexu—cel 7E R/R MCL 3% f BA KW 4L 7F
AE5 , BRI 1 ATBASI 2 (9 5 4 OS 2R354 38.5% Fil
53.6%, BA B 3 19 1 4E OS F N 90%', 2024 4 8
H 27 B, B K25 5 Wi B A B e v B B B R
W T =4 XL F3RY7 B9 R/R MCL 4, ORR #I
CR #4391 Ky 81.4% F1 67.8%. 20244E5 1 30 H,
FDA AR 616 58 (3T TRANSCEND-MCL fiff
8% IR YT R/R MCL (8 4 (1) ORR 1 CR %43 51 Ky
83.1% M172.3%, H CRS J il 4 55 4 19 % A R 3 AI% .
CAR-T 5 ¥ ) 25 ) 1) P W)/ I 8 ) 3z w92
TARMAC BF58 “ESS , CAR-T B4 BRI A5 2 2 A
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7 A [0 % S 4 S H Y CR % 80.0%, 120 A 1Y
PFS #H1 0S #4351 K 75.0% F1 100% , ¢ 357 By 7 vk
W EE T R/R MCL B E IR IR ZE 7, ARk AT ik
— AR T .
323 HEBEAMASHR 20244FE 104, IL%
MR e EAM A TR EZ S E2 P RS
PEIR YT (& BTK 3 7)) 9 R/R MCL 4 . BGB-
11417-101 W78 EAL T Bel—2 30l 751 2% 4T v P Bk
A A 2 BT 8%, ORR FT CR 43 3 N 85% #iI
67%

H#T MCLAYY & AR IR IR, —ZRI6YT
o BTK 410 5B A 5 2 (41 BOVen) M oAb 7 5
(IR 7 %) W WS B A A7, R/R SR 38 I URE
PEFLA . CAR-T (Ul Brexu—cel ) 5 RIS [ H 4 (&
FEvE P+ A 2 ) LI E CR % (>90% ) M K3 4
FE, AR — A bR i e = 1P SR YT
TR R AR A R

4 CLLBEYT

AR, CLL ATk T B RS0, ¥ 1n 254
AN T 5 A B 4R T T B E I R R AR
FE I o, CLL 3 7 AR — ] < 30 45 20 A0 48 1
4.1 —£i89T
4.1.1 BTK#MEIF WF5EEM, B0 KBARTT
B FE ALK T BE I PES F 0S, 5 4F PFS %4 70.0%~
80.0% , {H {843 £ 3 Hh B 25 Pk Al £ 1 i — A%
BTK 417 il 771 4 Bry m] 45 J A28 A 5 JE nl 76 457 A0 A
I 35 [T s s/ D i A P AR RIE T
412 FEMEHYASHR LKA RITY
30 P ) R ) 4 UL P A B R AR ) Rk T
G PRI A A . BTK A7) 5 Bel-24
il 750 24 2% T hr A B A g FH T (5 o AR 3 SR AR TR
ZEf# , MRD BAME R 1T 60%. AN, BF i 24 i
(14 3 78 JE A BTK 00 i 77) DG 22 A7 5 e 1 AR 2% fi
F0[ 3K 70% Lh 17 TR ARG T R R VE A
FEA AL — 25 4R T T /B A A TE B . SE-
QUOIA W58 7 IUE 52, ¥4 & Je M T AR A 5L mITT
A M Z B HPT(BR ) W F MK T PFS, H
ORR ik 97.5%., It 4h, BGB-11417-101 B 587 i
N BAC P A PR B e AEWT IR CLL SR v S
100% %) ORR, Jf 4 5 4= 7 &8 & MRD A Al A il 4R
Ao CLL14WFSY 6 4 1 B0 7 UE 52, 2 2% v F Bk
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B B ZER AP (Ven—0bi) T K TR AT A 1
Z R BT (Clb-Obi) b I B E TP PFS(76.2 4>
H ws. 36.4 4 H , HR=0.40) F1 &~ ¥ 647 1 ] (time
to next treatment, TTNT) (6 4F TTNT % . 65.2% vs.
37.1%) , H & fe 8 & [ 0 del (17p)/TP53 58 4% 1§,
IGHV R A8 JR2 ik 25 IR ¢ R i 2. CRIS-
TALLO ffF 527 W7, 7648 5% H G & 6 IR 25 0 J8 3
W A2 S PLIRA ZBR BT (VenO 5 S1E 57
FEALIT J5 % (40 FCR/BR) () PFS JC i} 3 22 5%, {H Ve-
nO J5 %% ] 45 B 5 9 MRD BHPE 2 . AMPLIFY #ff
e TR [ E IT AR A BT R R JE A A s h (AV
Ty %8 ) b 25k H 1 PFS T OS, i L E S s Bk 2R
H 4% 1] 28 X (immunoglobulin heavy chain variable
region, IgHV) AR ZRAF M B H Y7 AR H . ChangE
WG 7S HE— 2B RS, BT AT B MR YT R N R
H PES k45, H B &R 5 e sk Bohs — 3.
FLAIR B 55 ™ HIE 5 , 4k 2% s h A B A B JE (V4D
J7 Z 8 FCR J7 %8 7T bk 225 [ AR g o T8 IXURS: (B2 IR
87%) FAL T XK (A 69%) . ERADIC izt 56 fik
7, MRD #§ S (A B R B B 4 A3 v hr (V) L i
FHETH fE CLL B35 A1 A I MRD B4 3 F PFS 3%,
CAPTIVATE F1 GLOW Iifi PR3 > 404 22 B, [
SRR (124 H) DA B JR I 4 4k 4% v B i o7 (i ik
75% 1 535 18 F] CR, A0 A I AN 88 MRD B R 4
K 70% F1160% LA L, H. 3 4 PFS it 90% , 7 54
R TR T T %

4.2 R/R CLLAJEST

4.2.1 BTKHFIFIREEIETT FRRCLLIGIT
B, BRUIN i3 ™ E 52 DT 2277 5 JE B2 3R 7 11 R G2
% h 88.6%, 24 1~ H PFS % 74.7%. BRUIN CLL-
321 BEGE IR SE , VT 22 A7 8 Je 7l W 3 A K BT 42 %2
i BTK #5136 97 £ 09 PFS(14.0 1~ H s 8.7 41
H ), I 92 g R B8 T /Y KRS B IR 46% .
CaDAnCe—101 Fl NX-5948-301 #If 571 32 B , 3 714
BTK [% it 7 ( 4 BGB-16673 . Nx-5948) 7£ R/R CLL
BHE A RIRE ST J1. TRANSCEND
CLL 004 fff 5 S JIE S , FI| L6 G FR B A A B Je IR
J7 R/R CLL & # W B 2% fif % N 86.0%, CR % Ky
45.0%, H.¥p i DOR i% 41.4 ™ H . Epcore CLL-1 &
5517 i 7, CD3/CD20 MU 5 P T AR 3L AT 3 2 BT
TER/R CLL 2 H 1 ORR N 61.0%, CR %4 39.0% .
ZANU-VENIRYT I RGN R, [ 7 B i A
B R A Y25 TR A6 R/R CLL B il 32 1 |
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4, ORR 135 95%.
422 CAR-TJ7iE WFsE &M, 1w CD19 1
CAR-TYT7IETE R/R CLL R Th R B W87 3, A
1A 2% fif %8 H 70.0%~80.0% , CR 2 Hy 40.0%~50.0% .
K HABE B B, 3o B RIS RS R i, 2 4F
PFS F423T 50% 7 . 1A, B —18 CAR-T 7= fh il 1
25 K A Ak (& 4 PD—1 3100 461 57 5 XUHE 5 CD19/
CD20) #F— 25 42 & TR 97 A RUH: BN 2B 8 A1,
MRD B8 3 60% ; [R] B 7 22 4 My T SE 80 T Jd
U, CRS AR 2 3 M A5 AN R I A5 314G 2ds il
FEEE CRS RAREFEE 10% LA R ™,

R EEAIRIT T R A1E CLL—Z3RY7 A R/R IR
I rh g R R S T ORI A A AR, LT SE A
R SRR T 40 M P9 A - 30 I AT RIORE kA% 452 G 958
A7 B A A 25 1 AT S 25 e 3 A 1) iU R
[k, fE—Z3RY7 @ 2 P dl & M e Ty
FEVETF S B T 8 & M R A PRS, 1M 7€ R/R R YT
b B —A% BTK 351500 11 CAR-T J7 ¥ 14 7 1 Sy i 24
B PR TR T SR

5 BEERE

UTAFEE B 4 M CURE TR YT SRS T SR
HEJE , AT WL R 52 S R A i 34 S 80 T
KESH ., FERERIBEIT)Z T, SE R 2 e s ==
TG R ASRE , AR mIRYY 298 T Hp It
Bl s ZE I AR IG Y7 5 1, W) L CAR=T ¥7 32 . BTK 411 il 7]
FUBURE S PR = 2R e il 7 ik, LR e S TIRYT
) o

CAR-TY LA e iny 7 1903 . 7E R/R DLBCL
FIMCL 3697 R B 235730, ZUMA RANAFSE
FITRANSCEND 5 i1E 55 HL AT {58 43 £ 2 35 1
G o BTK Pl 77) ] 3 20 e S5 P BEL T B 40 e <2 AR
Sl %, #E B MCL Al CLL JE AR [7)36 97 BT, P A
BrJe B Al e M B R AT R RS e T
TRIT AR 5 2 PR ERE . BV SR PR I R A1) T
B e T, P S SR AR FL PSS T
80% LA I ) CR % , ¥ 3E Z J 4T 7E DLBCL MR Y7
3 RSN A e

MR, B A M LR VR T 2 A R
PR YT AR R AR R SR AT 1) A o 3R T R
A5 5 BRI I I A VR T SR M AR 5 B R IR T
] PR A BRI R AR . RO & T Ty 1) A 2R
BT (DEET 2500 RTRYT 8 Ui

UK 1 28 A F 24 AL ) S B0 E 265 (2) BT e &
TR, 40 CAR-T BEA BTK #3751 ml SR S bt
RIS ADC SR 5 500 s (G R ANRIT BRI R 42
35 WA &5 CAR-T . PROTAC P& HI 4 ; (4) 3897 % 10
I, IR S B T 10 585 (5) B it 4k
PR R LRI R

XL E AR R A B AN ELR TR N
AR AL ) TR R R B Bl A
Bl A9 5 1 PR S5 B (R R B2 R, AR R s 3 4 it
A S TR I L A IR YT R ESiS TAR
DA B0 P 15 90 YA 7 1) 4 THT ) ft o A5 38 51 00 0
KK X—H R W T LA &
FLE, ook oAl 1 % 2R S8 M B VAT RIS AT
B T AT S

&% 3k
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