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(72.5% vs. 65.5% ), R AT WL BG J7 RAMUEA R
U PR ARV F L ST 2
1.3 #4555 kARERFA % R R-CHOP %
I7 5 2 Hl FL — 2R 7 i s 2 1 %,
EARYT 259 S 0 A S M S I PRI 2 S8 e
IREEAE BT 2 —FhIo Ay 7 B SR g, H EiT7e
I R R R A TS T 7 S8 LA R2T5 58 (R 2 E B+
HRARBENE ) 3, BEHER AT 7 SR AR . Hohok
R e 5 — AR E W T ), BAT Z2 R0 g T
PE o ORIFE Wi fE % B 445 G JF BOE B3 & 51l
Cereblon FTEVE, S EUEHE % % [H F Aiolos Fll Ikaros
PRz AT, T+ 4(interfer—
on Regulatory Factor 4,IRF4)FIREIRIEH F a(tu-
mor necrosis factor—a, TNF—a ) F 411 il [ 83 41 o 1) 184
BERE SIS, WAh R TIR B i AT LAGE i 2 2 E AR A
(natural killer, NK ) 2 fit] F1 4% 240 g A5 (4 B 1444
L Y A1 A ) 40 i B2 4 (antibody —dependent
cell-mediated cytotoxicity , ADCC ) FI & 15 # 5 1k 41
I 1% 24 6L DR~ 43 BA RO I A AR T, 5 R %
B G PR EAE IS, 5B B9 A B, SRR JBE e A
FL B E RPNl T 4400 28 D0 Re, 755 T 4
JL 300 A RN R g A L DR AR FL A R IS K
oS B Pl TR R i ik )y e R B¢
RAFDUMREAE (AT P RE HH TNF-o 175 548
I 3 (tumor necrosis factor, alpha—induced protein 3,
TNFAIP3) AR 9R 3111 £ T 9 R T LR (hepatitis B
surface antigen, HBsAg) FH M FL ], bbH:Ath $10 1] 24
Py nAs o0 T BFSE S, SRS B Mg e a3
B PERY CD8* T 20 A1 T 4 Bl 20 i - ) ¢
i T8 %, R FENT HBsAg' FL (K Y7350,

R2 75 E 48R T FL —Z3A97 M R/R FL 4%
RITI T e 7527, RELEVANCE B985 4
N FHIEARIT J7 Z3697 FL 0 MG RIS, 255 8
7N, R2 7 A 28 TR S AT 7 BT WI2 FL

1 58 2 22 /i (complete response, CR) R Al 3 4F
PFS FRICH] 25 5 AF 1 B0 3~4 Gy v e 2 sk
E(32% vs.50% ) il KA Fb A 2 Dk 20 i
(2% vs. 7% ) B HLBTALART™ . AUGMENT #5545
RN, R2 Jr R 5 R R MHLAERS [ UGE RIR
FL B97 2, 2B PFS(39.4 vs.13.9 4~ ,P<0.001),
P AR I W 2R (overall response rate, ORR )(80% vs.
55%,P<0.000 1)FELF] CR 1EE H1(35% vs. 20%,
P=0.004) , H-HAT W32 (12 pE, B Z 2R BRI
G RPN (G+Len) J7 2 d6 1 FL —IRITHY
I HEFE S R/R FL Z2R3A97 1Y 1T 948 5 0,
GALEN #f5¢ /R, G+Len X TREA: 4252 & F 245
FURYT I R/R FL G, BAT RAF A 52 1 F1 A 2L
PERY, R 22 TG R 3 — 2 ESE G+Len 5
SRR AR R, XS SEE VR 5T oLy
TG TR SRR, Ay R I R B AR f AR
ZBEST R, HEEZEIRE G+Len 75 SHUAHE
5:25%) (antibody—drug conjugate, ADC )l Polatuzum—
ab vedotin(Pola) (pola—G—Len ) K& FH 25 1) v GEME,
G029834 fiff5¢ ( 1 b/ 11 H,NCT02600897 ) & L, pola—
G-Len 1E 8 % MEVATE FL of A 85 1Y CR K
(63% )™,

25 BT e B AR Bl PR 92 B v, dRe ) o fil
HT7 240572 R-CHOP J7 %8, SR T e % J7 S8 ) B
THESRYT AL WA e . BR U7 ST
R-CHOP J5 %, 2K T PFS, HEEMEAE T/ 1eA),
TALTT B R2 BB T w8, A a1
ST, HETE O Im R H RS 5 2 Rk
AR 2B BT ST, BOMPR IR T T %

2 HEBEEARMERHE

TE FL B3G5, ZAd7 O I PRI SK A J7 1w
FHTA 28 G 7 RIEFERR L BR T ik 3
) ADC Z A, i 045 BT 28 1 A4 i 550 L PIBK
PP B 4 Ltk EL A 2(B—cell lymphoma-2,
BCL-2) 41 551 A 6 4t 1% 22 IR 1% ¥ ( Bruton”s tyro—
sine kinase, BTK) Il 5] . Zeste F& PRI 3455 1 [F] 54 2
(Enhancer of Zeste Homolog 2, EZH2 ) il 3] 55 2 Fif
PRI 250 KGR YT MAME A e S8 B I 22 i 1Y
AEPURZIE T 4iffl(chimeric antigen receptor T—cell,
CAR-T)J7ik . LGP AT GIRIT TR &
FAETE R/IR FL AN & MR 46)T, BE
XL FL A —IGY7 . 2808 m 259 i 7E

[ IARF5EH, BRI PI3K A5 Lo A HA i R
D FH RS, 100 TR A TS 6 174 2 il 449 o 5]
4RI AN EAE, 407 RYBE 1) 25 WK 5 7 S0



214 AEEPREER

%29

B R ER
2.1 PI3K ¥4 # B A4 PI3K ¥EN PI3K/AkY/
T L 3h %) B A B 2 #E 4 F (mammalian target of ra—
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2554l (Venetoclax, VEN) J&55—3 ETifY BCL-2
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PR 2R T FL 8 — AR A A br
Yk, JFEERE RS FDA i i
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o A B el S LA 25 B A B fil A A i —
HHEER, —BURGIHGERGA T CAR-T J7ik 5 &
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