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Advances in the treatment of relapsed/refractory mantle cell lymphoma
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Abstract: Mantle cell lymphoma (MCL) is a rare B—cell malignant tumor, accounting for about 3%~10% of all non—
Hodgkin lymphoma (NHL). It is common in males, and the median age of onset is 67. It is incurable, easy to relapse and re-
sistant to drugs. Patients with relapse often have poor prognosis and limited treatment options. In recent years, with the de-
velopment of targeted drugs represented by Bruton tyrosine kinase inhibitor (BTKi), B—cell lymphoma factor-2 inhibitor
(BCL-2i) and so on, and the progress in chimeric antigen receptor T Cell (CAR-T) and allogenic stem cell transplantation
(allo—SCT), the survival time of relapse/refractory (R/R) MCL patients was significantly prolonged. This article reviewed the
current treatment of R/R MCL.
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FA T R/R MCL Y E2LAT I, A4 A & W% 24
%2 154 1t 70 1) 79 (Bruton tyrosine kinase inhibitor, BT-
Ki) . B 4 bk 0983 55 2 31 1 57 (B—cell lymphoma
factor=2 inhibitor, BCL—21) G232 & 15 71 Sk AR B e 55
2y S OB %6 BTKI VAT Jn & & FH 2y i i 2y
PIERZR , LA Rt & U 324K T 402 (chimeric anti-
gen receptor T cell, CAR-T)J7 1% 5 HE K 1 41 it #%
i (allogenic stem cell transplantation, allo—SCT )% 4l
TP EFAS

1 BTKiREBESEHFE

B 41l Jif 3Z 1A (B—cell receptor, BCR) {5 5 18 i X
T AL 4E MCL 76 P AW 14 B 4t RE o g % 38 5 FILA7 1%
FOCHE T BTK /& BCR {5 538 I 1) 8 2 241 1
73 o BTKis& MCLYRYT B H RS , HoA &5 B
PEFZ ¥ T ge4kyr . HATE b i BTKi
RS BT R JE e IR e, R
25 N RA FH 25976 R/R MCL A 7w H ol WA T %%
1.1 BTKi

55— BTKi 41 8 Je AR AL AT, B4 K SR
J3E e 525 8 A o R/R MCL Y —£R3A 97 7 48 (B i
IR (25%~30%) " o F A B Je SEA LA AT 1Y
FLIE A (68% ) PRI AT 1 3 1 £ it 24 it B 4 3Ly
(Food and Drug Administration, FDA)#t#E, Hl Fif
7 R/R MCL, ¥ MCL (36 47 4 A — A H AL .
Rule 51 1 — TR0 S4BT UESE T A6 8 e i A sk
Nz 4V Bl T 3.5 4F 14 6 )2 % (overall response
rate, ORR) ik 69.7% , " {37 JC #F J& £E 77 3 (progres-
sion—free survival, PFS) #l OS 43 5%~ 12.5 4~ A 1
2670 H o IR 3Z 00 B A B — 2 A & e iR
ST B F TS0 T =40y B E (TP AL PFS:25.4
A Hows. 1210 1) 3R BB e i S RO . it
Hh, 2 BN A e iRy TR LI AR R
F1F (adverse event, AE)EL4E i PRz 4H M98 | 1
INAR B AIE T 98 BT 0 o BR S B Sl | I
55, H=3 0 AEs KA BRI =

BRI R JE IR 97 MCL Y7 30 R 48, W AE R
R/R MCL B B L3677 77 %8, (HHIF AR BTK Ff L
TR, PR ok — SE TS TEAS B SNy R it 245 XU o
T BT 5 e 58 A 5 RN B8 A R Je AR b ALty
BTKi, 4J7 R/R MCL ) ORR ¥J ] i5 %] 80% L) |, H.
1) BTK B4 SV B iy, 70 52 o A S8 9 ] e e A1
T BRERON B AT e e A

-2-

ACE-LY-004 fff 55" i 7%, BT+ 5 JE 16 97 R/R
MCL & # ) ORR 4 81%, 58 4> Z¢fi# (complete remis-
sion, CR) 3K 43% , T3] 2% fit +57 S2 ) [a] (duration of
response, DOR) .PFS 1 0S54k 26 41~ H .20~ A il
KIKF,24FE OS RN 72.4%. [H =387 8 BTK 3 A 5
JE A B Je 76 R/R MCL H [l RE i 30 4 B 47 (97
B, 5 0 A R T RN B R R T A B B B AR A A e R
. —mENZ S0 TG R R TR
B FRZIRYT R/IR MCL B Y7 80 & 4k, b
25 B 5 7K ORR K 83.7% , CR R K 77.9% , Bt i)i 124
H BB AT 78% 1 (45 kb T RE 2 2% ff b, PFS %28
76% , i DOR F1 PFS 4351l R 19.5 4 H 122,14 H
B T HICIE AN R . Tam F1BR T &
1) 3 — WA B Je B 259697 R/R MCL iy 1 /11 918
g8 3 A4 37 ) %, ORR N 84%, CR R 4 ik
(25%) , i DOR A 18.5 1 H , i PFSik21.1 4 H .
PRI A7 TR T35 AT R 2 A S BIF 9% 19 CR 8 22 Il Bk
(77.9% vs. 25%) , 51T I A, Al E A2 [ AMIFFE 90 A B
TR (326 vs. 86 191]) HH (i AE I K (70.5 %
vs. 60.5 %) . AT JEHLZHE R/R MCL H [A) A i 7
H R FH9ITR, ORR N 82.5%, CR % 24.7% 4, K
1 B U A )7 50mT AR, TRz BT 151 19 ORR
1 87.9%, " i DOR , PFS F1 0S 4 4 15 5] , 1 4F PFS
N OS F51 5k 70.8% Fl1 88.7% 1 % L5 FAUEL T
BATER JEIRIT R/R MCL (A 8k 5 22 4Pk im, 8
BRI BTKiyRY7 e, 3 s B ™ 2 i 55 AEs 19 & A=
FPL N AEs FEUNIF 2R B e AL, DL Bt
FEAER BT AL BTK AE R R A7 30 [ i) ] g
AT m 0 4k

H i, BTKi B8 R/R MCLIGYT Fh A Al a1y
Wor. ARG RN, PG e A B T CAR-T 4 i e
RN B B LA s, o A D RIVEH
AR NHESZ 56 R CAR-TIRIT R IR HEVR 77
AR HTRY BTKG 19 I BE RN & A R A B Je i 3
A (EAE CAR=T IR YT P AR I ENAS B A7 A7 5 Je A
Wi, HRTALEEZ AR BTK 7RG M 28 4 EXT b iy sk
XT3 AR Y, A ofC 38 5 2T 1 I PR 58 1 — 2B
1.2 BTKiBAHAER

g iE—L k3% R/R MCL # 3 R , 25 R
55 1F 7E ¥R 2R BTKi 16 G 0 Ath 50 1) 25 49 19 97 30 I &
Pk

5 e 2 L A R e R R
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Pt (TR) 7 7€ R/R MCL R T H 4 97 2L
— T ey I R REIR R T IR 7 IRYT RIR
MCL i J7 %, ORR }y 88%, CR &N 44%'"" , {7 fifi
Vi 474 H i, CR R4 8 2 58%; & 47 I, Fe i
ULEY AEs Y90 1~2 9, oK A 374 9% H i 1% s B, A,
ToK I RN SR TT A ORBET- S, A,
MR A A i B (V) B RS T RAEAYYT
B SYMPATICO #FFEARZE T 1V Jr 2677 R/R MCL
B BT R R A IRYT 200 4 H 5 L ORR A
81%, CR %K 62% , 1 /N% B8 %5 1t (minimal residual
disease, MRD) FHP4: R 0] 35 100% , W v 2% fif 435 22 B}
] 4 32.3 4 H , 4 PFS fOS ¥4 35.0 4 H , K
280 AEs MRS (172 9%)"™ . ZWFFEHIE 36 BTKi Al
BCL-2i LA M EEAT, HRgPEnT#4.

P25 A B A B e 26 T Won AR
B, = 2GHRA R AT LAZE BRI T B N i — 2
PR R R IR P DA K iR st [ e 7 LR
PHILEMON 58 2V 9FAG T A B 2 R 2 e R )
-5 M = 25 BCA 1E 50 9] R/R MCL B 3 YA S
FYEFAE ], ORR }y 76% , CR % K 56%; 124> H 1)
PFS K F1 0S 24351 4 56.9% F1 77.6% , H1 437 PFS Al
0S4r 3 16 A F1 224 A I 3l A B 3 s &
S VEJ T B WL AR L 2 B AR E A 1A 7
P BN R TR BRI, 3~4 M2 AEs G35 vk
20 Lk /D | It /IR 8 B L YR YT AR G E T
BN 15%, MTE T — T AT e - B8 2 2k B4 -2k
ZR VR = 21697 MCL Y T /L ABFSE b, 9 1) 55
K MEMCL % 71 8 Je - B Z Bk iR YT (A ),
24153 Je VE MCL 45 T A1 85 Je - B Z BR Bp i -4 %
TERIARYIT (B ) G5 RN, A CRE N 78%, 1 4F |
24F PFS A 0S 18 89% , i i DOR A ik 3] ; B
CR % H 67%, 1 4£ PFS H H1 0S F 43 51| K 74.5% Fl
87.5% , "1\ DOR ARGk 3] 5 4 A 57 4H 14 T 0] i B o e
7 (dose—limiting toxicity, DLT) KA 3L
I AEs & AN 89%, B N 75% , W 21 f5 ok DL 1)
3/4 9% AEs P40 48 I /N 36 /0 T e 240 e o /b
FE) o Z M5 Al AT K R A BE U AT R
A A RS,

WAL, A BIF 5 A 6 A 8 JE K5 CDK4/6 H1l
il 70012 B A B B A K RN i e LB -3 -
T it ) 77 ( phosphatidylinositol-3-kinase inhibitor,
PI3Ki) umbralisib™ 7£ R/R MCL H % i J7 5 kA7
THR, R BN, 0RR K 67%,CRF5514 37%

H119%, H B ol 220 b5 M A Je 1
IR P 10 %) SE B (EL g il = R BE D 25 5

SR UL, 5T AR L B B e B A
51697 R/R MCL S H R 4 08 J I 7 s80Rn &2 4 e
1 A W B8 K B AR A7 AR 2, AORATY T i — 2D 5
SRAESE

2 Hit3Bm@Ay

B % Xt MCL 2355 1L A4 A SR AS W7 R B8 2
BIFF &, AR, R/R MCL &Y U R 5 2 (R S 7 4
] 254 (9 JF & 5 0 7 T . AF MCL H 17 0F 5%
B3 87 A9 0 7R A i) 25 ) A0 5 e 5 T 24 0 R TR
JEE e \BCL-2i 4k 2% s o 25 1 b4 410 1l 70 0 R 44K
W FL 2014 B 0 85 25 #0026 11 (mammalian target of rapa-
mycin, mTOR) 1)1l 5185 75 & 5L w] 45
21 REBEATHAY

G P8 VA YT 25 4 nl Gl 22 R R AL SR YT I e
S o KT e 2 AR S e PR 25 M TR —
ARV ) B2 P , i A6 A 0 oV FH RN 2 9 4 1
FHE R, AEs /0 LT OS2 80k . 200t
GEUESE , SR BE e B 245 /565 FH 24 3460 R/R MCLA —
SEITRL, RN 3N 35%~50% , H WL ABs £35% %% 1L . ifi.
AINARIE A E | P A0 s % 57 K 1A R
PRAEN 20228 i T BE AL G PR 6 45 2R s
SR B Bz B2 3R 97 R/R MCL A7 2000 T 28 Rl Ak
(I3 :46% vs. 23%)" ABAVEFA R . Bk, B
% Wi f K X 56 (NCT01838434 . NCT02460276 .
NCT03505944) 1E 7R ZR R BE N6 7 R/R MCL 1Y
WG HZIT%E.

2.2 BCL-2i

A 2T b (venetoclax, ABT-199) & BCL-2H1iH
TR I BR IR A . 25 —300 T G R0 rp , 2
ZE T PIAE N B — FH 2578 R/R MCL B % v WoR 8%
FERIITAL, ORR 3L 75% , CR %K 21% , H v PFS 2 14
AP HE—2 0 ARG SS SR B, 4R 4% sah ik
E A B JE VAT RIR MCL B # J7 2L B 4, H AEs
A B UL IR IV 2 PR AL S T | e A0 i ik
ANGE LN IR D HE , CR Z 5 71%, 124~ A Fl 18 4
H (1 Fi4h PFS 224351k 75% F157% , MRD [P 2%
2 R BTK A 8 JE BX A BCL-2i J2& 4 A il 2
HI S IR AR TT 7 58 L 1 HL BB U8 23 TPS3 58 A8 Bl it
REBHEWA R,

2.3 EAQEEMEF
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T A oK 2 5 — AR P A I 500, ] e o
il cyclin D1 F A2 E MCL 40 L T~ , HAYT R/R
MCL 1 5% % K 30%~40% , Th {37 PFS 25 6 ™ H | 1
FDA HEHER ST R/R MCL R [ 259 ol
ARG AT T 58 (2R A K+ R 22 5 BT+ h FE K
PRI AR K + Ik 7 T + I B I Y 7E R/R
MCL 83 h i s B AF Y7L (B H T JE 5 BTKi
WRAIR T G RIS BH o A P BB AT: 11 R i A
S¢S AR S R A4 K AT L3 s B A R e i B
SR IE Tk ARG R IR A ORI A A B JE TR YT MCL
P T FIS IR
2.4 mTOR 7

mTOR 1 1) 751 308 3= JSEL T 200 i J 3000 30 42 2 1 1) 0
PERIEYUMIEE L HACR 25 W 79 & 5w
HEF T R/R MCL., — R AU LIS R , B g &
L] AT MEVR PE MCL S 35 19 ORR 841k (22%) , H.
AEs B8, i A MCL A 2 il A2 RS
2.5 PI3K 5

s fig e LI -3 - 384 ( phosphatidylinositol-3—ki-
nase, PI3K)—=AKT-mTOR 15 53 2 41 g P4 ¢ 8 5
PR 5 300 B 22—, 2 i 1) 9 T 2 A 0 e 1) &
IS EU 245, A, PI3K #5576 R/R MCL fIR YT
HEARIE S —TE PR 2 o TG PR
PEAS T 92 PI3K #1141 5 buparlisib (BKM120) 7£ R/R
MCL H KPR, 25 53 578 ORR N 22.7% , H i PFS
L3 25T, Bl WL 3/4 2 AEs (45 &
IS AT b R A B E Y . PIBK A 44 AR Y
SRR, R — 2T ) oI 6 AN 5] s 30T T e R FH AN [
B SRR AR, DR S 0 e o R — I AR A PI3K 1l
.5 PR 25 . BKM120 J& T2 PI3K #4157, H /i
PN TG PI3K H 300 4R AL, 7540 11 A IR 56 By Bt
2.6 PRMTS5H#I7

A J5RT Z R T BE 5% AL I 5 (protein arginine
methyltransferases 5, PRMTS ) J& 4 2 2 H 3 7% 75 il
FIGI— 01, RS e S L A R A AR R A%
N SRR LAk, AT 52 M Z2 A L e &2
AR T, KIFZ A YA TIEE . PRMTS 78 2 il
NN g v ik 1R R H R EA I RV
TIH— AW AE A5 FH OGRS R B IR T 732
Kot . ZIHEREFNIG R FT 45 R34 R, PRMTS #7
il 7 7E MCL 2o B by (7 3, HLag Pk ] 5 (HiR
T B — PR R RS

—4-

3 BTKiiBIrEBEAXRG

H i, BTKi /& 22 Wi 45 B #E 72 1) 8697 T % -
SRIMT, B2 PR A 5 JE 43R Y7 Ja Bk ik JE 1) MCL iR
HWUG B IR Z IR IT WA AR 26%~
32%, 7 OS 2 6~8 A4~ 120 S 0S & (1.7 4~
HOME I H 57% 1) BB AN A AR 5 22R 97 .
VL EWFFE R B B R iR I Rk B i MCL FE
T HA = BAR BN 2 — IR T R T R
% Jain 20 BTKI VAYT 5 ik JE 10 B8 5 1 SCh 5
fi MCL. #(Z HAT, KB HE NIRRT —K
M
31 HfHEZTH

WA, 4k s v b B2 K G R IHE RIR
MCL 8 7 H AT AR 97 880, AN AL ik, HE ) B AT
JEIRIT W) R/R MCL WA —EEH . A W58 %
B A B JE AT I #E I R/R MCL 8 3 5% JH 4 4% 58
P B253R)7 45 R BN, ORR A 53% , CR N 18%,
I PFS M 3.2 H , i 0S H 9.44- H , #147 DOR
J 8.1 H IRYT IR R R B A R IR v R LE
AF (tumour lysis syndrome, TLS), % UL AEs 2 R 1~2
gl HE g b PR A R JE it 25 R/R MCL S 54
TR A AR BIE T T R R s KA
Frift— &R
32 R-BACEAFE

F 28 BB R IR BT A BB R T (R-
BAC) 77 22 7E & AE W1 36 MCL h 38 B0 B & (0 7
27, MANTLE-FIRST B 5% o 488 1 1A 5 Je P
245 (19%) F 2 & i - Rk 2 A 7T (R-B, 21%) |
R-BAC(29% ) Fl HAth — 23697 77 52 (31%) BT 4%,
Hh R-BAC 1 ORR #5 55 (73%) o [A] i}, R-BAC Ik
A7 X BTKIIG 7 A R/R MCL 8 25t s
BAERYYT R : ORR ik 83% , CR ik 60% ; H{3; PFS Jy
10170 H 6708 12540 H o eabh, A 31% 1)
FHHF 4% allo-SCT, #2785 R-BAC 1] 24 BTKi JA¥7 25 ik
1 R/R MCL (8547 R % , ATAE N BTKiRIT IG B K
(A0 RO B, ) B 0 2 5 % AR A O 4
FEB™,

3.3 dEHM BTKi

Pirtobrutinib (LOX0-305 ) J2&—F & ik £k I 3t
#r BTKi, i] 7£ BTK C481 28728 T AR5 M, I ke 4 Jit
AU R ] . BRUIN B 950" % H pirtobrutinib &
7 R 3252 BTKIA YT AU MCL R, 45 5 5, ORR
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N 52%, CR N 25% , e W WL E) AEs fL4% = 1 8
75 PR 2 DD A L R WL B DLT, AR 1k 2]
TR R 52 500 o 2022 4F RO 1M 7 B 23 4F 23 ik 1
T BRUIN 5% 1 fe 87 Bl 177 45 5 , pirtobrutinib 7 BE 1
LRI TR ZER MCL B # R R AT
B, TEREAE #2532 MR #2352 BTKUIR YT A T, ORR
I3 h 51% F182% , HL4&2 AV Fint 52 v R 4F . H
BT, [ 9 — 30 I 391k PRAF 5T (CTR20202574) IE AE 4
R pirtobrutinib ¥ B 40 A bk 2988 (L4 BEAE 4252 1o
BTKi {97 MCL) Y7 8 M1 & 4% . pirtobrutinib 4
MCL & #F Je it 70 — s r ik % . LAk, ARQ-
351, fenebrutinib Fl vecabrutinib 5% 4F 3t 4t BTKi 7£
MCL 7P R EAE R R

34 CAR-TYTi&

CAR-T Y7 ¥ /24 B R T 4 ff a0 2ok 3 [N T2 3%
5 CAR, LU S PR AL R 4 . ZUMA-2 #F 5
94 A 74 5] R/R MCL & %% I 45 F CD19 CAR-T
(brexucabtagene autoleucel ) J§ 97 , ¥] & 45 H /R
ORR ik 85%, CR #83k 59%; [a] i} , 35 2| CR Y &
H, AL EETT 12.3 4 H HIIAT 78% ik R EE SR ik L 3
7R brexucabtagene autoleucel i35 R/R MCL #5735
RERA G M, brexucabtagene autoleucel AJ B
JIRALHE Ki67>50% R 20 1 Y/ 22 JE A L) K TP53 5878
TEN A i s PR 2R 5 0 DLAIR YT AH DG >3 S AEs f 5 210
2 L il 2D R, >3 G 40 i PR R T 25 B AIE (eyto-
kine release syndrome, CRS) FI#f1£ RG FH 1410 &4
AN 15% F131%

It 4F . TRANSCEND NHL 001 #F %%
(NCT02631044) > IE7E IF-Ali 73 — CD19 CAR-T (liso-
cabtagene maraleucel) 7E R/R MCL /& & H 1997 340
2 ax ko HoA P AR UL £ CD5 . CD79a, CD22,
SOX11F1CCND1 % IREZR
3.5 allo-SCT

allo-SCT/ZTA A MCL I E T2 SR,
VARYRIT HHCIE T % 1k 10%~20% , HLAFENS PEFS
L) B A B XU, PRI T R/R MCL &
A IR CAR-TYF R M DGR K H PR T al-
lo=SCTHYHuAZ . FIAT, HAN BTKi VA7 RS 1 ik
17 allo-SCT i /& CAR-T 7 1%, 59K 2 — Ml 4%
BT, 56 [ RS HE 5 A LR JT 2% (American Soci-
ety for Transplantation and Cellular Therapy, AST-
CT) . =l B Il 7 A1 56 7 A7 A 5% s (Center for In-

ternational Blood and Marrow Transplant Research,

CIBMTR) K Bk ¥ 1L W 5 By & #% 2% 25 (European
Group for Blood and Marrow Transplantation, EBMT)
% GRS R/R MCL (3% 1 Se 4% CAR-T
J7 5 RO R TE 2 /D — B BTKG 167 R ISR T 32
AT OLT 4 CAR=T Y73k R B AN AT A7, A a0
JH allo-SCT 7% o {H H Hij % 7 allo-SCT 7£ CAR-T
7RG R/R MCL & I R 2 MR

4 FEHHFEZGY

4.1 BTK-PROTAC

B 7K i #E 1] ik 5 K (proteolysis—targeting chi-
meras, PROTAC ) 38 1 [ fift #8811 52 B0 2 1 KO
ARV, AT RRATG ph TR AR e R IR B AR 5 S T 24
Rl REYE . BTK-PROTAC 1] £k BTKi fiff 245 )5 ) —
FhifJ7 % #2021 4F 4 H , BTK-PROTAC #r 2§
HSK29116 At T 1l ARG YT R/R B 40K L5, o
JEAERE AT TR R BTK-PROTAC {18 C
AR RO T s . AT, 240 BTK-PROT-
ACs IETEF A
42 HLRORIWHABERZY

32 Vi 2 R B FE UL 3Z 44 1 (receptor tyrosine
kinase—like orphan receptor 1, ROR1) J&—Fh 78 It JIi
R BRI R AE IE R AU R R B L (H
FLAE Z2 P ST AR I A S AT E BT R GA L zilo-
vertamab vedotin J&— F LK 25 ¥) {H BX 4 (antibody—
drug conjugate, ADC) , BB 4 5 VLR 1 I 25 5 g
F ) RORT BT 5L, e 20 A7 Wik 5 vl B Ji {16
MUANRE 2R IS B0 o A PR . A B
X% i 34 BTKG AT 9 R/R MCL 2 2R H zilo-
vertamab vedotin JA 7 , 45 5 I 78 ORR K 47%, CR %
N 13%" , HRER RIR MCLIA YT B L s 42 4L 75
] o 2022 4F 3 [ i IR e 2% 4> ( American Society of
Clinical Oncology, ASCO) 4F 23 I+, Lee 5 2 5 T
CIRM-0001 iff 53 1y 25 5 | zilovertamab vedotin Bk& 17
A B JEAR T 48 22 4R YT Sk B P53 RAZHY MCL i
# L AR EE R 1 ORR ALK 1) DOR, H. PFS i 3%
TEAC T B2 AR TT 22 A 5 B A 5 JE B 2 26 D) (AS-
CO 2022 poster 7520) . [F]HF, zilovertamab vedotin %
BB SR IR YT R/R MCL A I PR A 9% (ZILO-
301) WIEAEHATH
4.3 WHERMEE

MU S PHEHTAK (bispecific antibody, BsAb) X HK
XU REGTAAR , TT [a] oy U3 RN 25 5 19 Ao A [] A 4 D

-5-
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FAL, I BELUT P9 A A [ 1 47 53 3 . Bt CD20/CD3
BsAb T2 T R/R B 4 f ik 08 A 3R 9T, HOR SR W)
W1 EZHTIRYT R/R VR K B 20 bk 98 ik o 1
W, ML Z R 3877 R/R MCL BIBFFE 5220 (glofit-
amab, 6 1 , ¥ 52 4= A% 28 1% ; odronextamab, 6
5], ORR 67%, CR % 33%'"" ; mosunetuzumab, 3 ] ,
ORR B JCH A" ;epcoritamab , 4 ] , ORR 50% ,CR %
25%'") (BRI YT R o 2021 4F ASH Hi23E L 7F
R/R MCL 3% (R Z 800 BTKi 87 R MO, HZ- Bk
AP AL B S 25 T glofitamab AT I 7R HA 88 & 14 2
N (ORR M 81.0%, CR % °H 66.7%)'* . LAk, 5
CAR-T YT ¥ AH L, BsAb [ CRS Flf#h 22 B 1 55 8
A EFVERK . BsAb 7E R/R MCL 8 % F iy K 97
R ZE A4 NI

5 REE5RE

R/R MCL A9 YA Y7 2 I R — B H A G 1 Ay ] it
PCAER HT AR L, iR 4% T R/R MCL /&
FIRIT T RS . MM 259 40 BTKi . BCL-2i DA
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