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Progress in the treatment of diffuse large B—cell lymphoma™*
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Hospital, Changsha, 410000, Hunan, China)

Abstract: Diffuse large B—cell lymphoma (DLBCL) belongs to invasive B—cell lymphoma. At present, rituximab
combined with cyclophosphamide, anthracycline, vinblastine and glucocorticoid (R—=CHOP regimen) has become the
first=line treatment plan for DLBCL, but some patients still have recurrence or disease progression. Treatment for
these patients is still the focus of current clinical research, including antibody drug conjugates, targeted drugs, im-
mune checkpoint inhibitors, cellular immunotherapy and hematopoietic stem cell transplantation. They are expected to
bring significant improvement to the prognosis of patients.
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VK12 K B 4 g bk B 98 (diffuse large B—cell lympho-
ma, DLBCL) J& F 2 7 4 Wk 8 (non—Hodgkin lym-
phoma, NHL) Vi 5 UL 5 BEASHY , 2 4 33.27%"
DLBCL ¥ BIG Y7 WUs TE1E 5 B Rk A 24T
by g ey B SR SR AR OC , BRI < R Y
LR RFIE (A4 LI S K B2 ROk & 11 1%
OL) R ECOG WA 458 . Im4Fk , B )i

*IEATE R A A KRS A I (2019SK2091)

YEF IS 5L, J5 0t BRI D5 10 - i A
SEAFAER RN 5, AR LW, BT 1] N R

-22 -

R T A B AR X DLBCL B9 23 R A
EAW AL . MR DLBCL B9 41 i & J52, T LUK
DLBCL 43 A 4= & 0 B 4l g A (germinal center B—
cell like, GCB) %Y 3% B 4 iU+ (activated germinal
center B—cell like , ABC) %Y e H A AN 1] 4325 4, 3l
WP A PR AR AR Sl B 4B EAE Y (non—ger-
minal center B—cell like, non—-GCB) ., H#ij, bfi & I
PR b S5 RIS I 52 A B8 AN BT 56 35, AN [ 14 i PR e 28 4R
A& K DUBRIAE A B T 58 1Y FE I i 20 2 B IR 0T
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BEFE, A HF MYC, BCL-2, BCL-6, TP53 ,NOTCH2,
MYD88 .SKG1 2 J A, 4 MYC ,BCL-2 F1/a, BCL-6
FE R 2R I8 0 BT 5/ = 4T DLBCL 8 3% il 5 3 22,
1M TP53 1t R B E X A U2 AR T 40 MR YT (chem-
ric antigen receptor T cell therapy, CAR-T 4l }8 137 )
FRIVE & =S

1 718582 K B AR EEE T

20 T 42 90 AR AR AT , PRBEIE G + A 2K+ K A
FRISHE R R (CHOP 58 ) 20)if DLBCLARE Y B
BRI TR HBARBCRIF AR . 1997 47, M Z
BHTA L, MU T RO, A bR —Fh
L CD20 it J5t Ay 8 5 0 A Bk & 50 s B4, 7T LA

SRS A AN AR I B CD20 431, I i A
5 1 41 8 5 7F A (complement—dependent cytotoxici-
ty, CDC) \FU A 1) 20 i A5 79 41 i 2 4 H (ani-
body—dependent cell-mediated cytotoxicity, ADCC) f&
IERE75 R el i I abeas 1 2 44 SV D
DRI E N R S R A T N 1| 7= L 719 ey
CHOP (R-CHOP 7 &) 1) % WL 2% fift % (objective re-
sponse rate, ORR) A &1 A= 77 ] (overall survival,, OS)
LT M CHOP Jr &7 . Hl, R-CHOP J5
FATISRJE DLBCL (B B — 23R )T I 57

YT IR L R-CHOP 7 210135 DLBCL 834
REFHRCR A ADHIFEE TR T R-CHOP+X X T
#1316 DLBCL (851677 BOPRE , A0t FH 25 1 A il
Fl——H1 5 /K (bortezomib) B A+ R—-CHOP J5 % i
J7 ABC %! DLBCL 4 . Davies %" 5% LR, 5
R-CHOP J5 S M LE , 1S f/e K K £+ R-CHOP J7 %
A B Y 3 4F P T e A A7 1] (progression—free
survival,PFS) o SETF & iz (lenalidomide ) E by — i G
YLV T PR 25 AT IS AR AT RN S Y R
W A] DL T 036 DLBCL & & 19697 . AW i
7T U TR R e AR TR 103G DLBCL A&
B ORIR B B Wk 5 A 2 1 5T +CHOP (R2-
CHOP J7 %) 19 2 4F L FH A 7] (event—free sur-
vival, EFS) 2y 84.4% , {i£ 78 R2-CHOP J7 S 2 U8 1k
IR ELIR FE AR TR A3 DLBCL B35 AT A E e % o

Polatuzumab vedotin 2 B 248 [7] CD79b B FL A
5B , AR ER R-CHOP J7 & A K 3 5 il e
%, pola—R—CHP 5% . 7E [ PR 1 J5 75 %X (internation-
al prognostic index, IP1) ¥¥43>2 43 i) #1] iy DLBCL &
F 1 pola—R-CHP 41 fll R-CHOP 41 2 4F PFS R 4351 4y

77% . 72% , 22 54 et 5 2 L (P<0.05) , {H 1 # 5¢
4 52 f# (complete remission, CR) & & 2 4F 0S & [
L, 225G L(P>0.05) , 45 B H#ER pola—R-
CHP J5 %2 fig W] i B (I 9036 DLBCL 35 2 & My
PR B RS, HY PR F R-CHOP 7 %812,

UTAE, T CAR-T 4G 7 76 2 & METR DL-
BCL & & Y RAFRCR , A3 ¢ F47iA DLBCL & &
—ZAf ] CAR-T 41 JfL 36 97 (19 AH SC 58 , ZUMA-12
WA T 42 )34 5 & DLBCL & % (IP1IF-4)
>3 o BAFFE T /= 4T k) iz 2 JH
R-CHOP 2 R-CHOP fL57 J5 93 1 JC 22 fift , a2F i 42
%% axicabtagene ciloleucel (axi—cel)JRY7 , Fr A 4 1Y
ORR } 89% , H: 1 CR %K 78%, 1 4 PFS # A1 0S
53 B R 72.5% . 90.6%, 1% A 5% 45 R R — AT
CAR-T 4 i iAY7 2 = fE 41 DLBCL H 3 1Y T8 7 e 18
Z — A ELORIG RAR 35 AN B 5 ATy 75 ik — 25

2 SRAEETREX BRI BT

DLBCL & —F B 5 i 5 Bk ) 4= 28 1 g
BEX TR IT YT S R UG fEE R K %S B
H IR R |- 309%~40% () DLBCL & &8 &, IF H
29 10% M I e HMETRPE 3 AT RE 5 IR A9 T 24 HL
A SE X s BB WU A A 25, Ik, 4T X &
RIMEVR DLBCL (835 136 T7 A5 /2 B A I IR A58 G
TR A o
21 HEAYEEY

YUK 25 ¥ 18 BX 9 (antibody drug conjugates,
ADCs ) J2 F H v TR 40 B 1% 2 1 B #2718
IR JS A, AR A oA T LA g 3% 4% P 8 200 e 1 AS 461
P IEE 4 e, H T C A 2R ADCs 8 H TR YT M
iR/% % DLBCL,

2.1.1 #0[E CD19WIHEZAYREXY CD19 HAEB
N S T e R e i A R RS s S il
it 2 BCR {5530 3% (1) WM 800G 7, BLEL R IA
J7 B 20 AR AR A7 4 Uk B R A A a5 2 — T 1] CD19
() ADCs %t F W4T i DLBCL 8 & n] A &b 1A 97
RORY, Kahl SRR AL T 61 filxETR/E & B
AR AR R AT bk R AR, Hoh 51 R A 2 1A
2120 mg-m 2 AU HL ] CD19 (9 ADC 832453497 I B
157 BRI R IT 2%, ORR H 54.9% , Hidh 47 19 4]
FEE T SOFAR R CR, PRI PR 2 41 A 9 il 7
H I 3G L IRIT A A R F e, AR
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IR L2 Ak D | it IR R AL i — T A ek B A e
1L R 2B BB IR T I MER /S & 1) DLBCL 3
A2 MW CD19 B9 ADC BL253697 58 v, 24T 145
BB E AL, B 21 d 332 1 IRYARYT , AT GA oh
150 mg-m™>, Ja L JH R 75 mg-m>, HELRBH
RS T W A2 36T, 45 R 7R ORR i 48.3%, CR
F N 24.3%, 17 PFS 494 H , 47 0S k3 9.94
AW BRI A R AR $E 1) CD19 BRIk 24
WITEIRYT 58 & IMEG DLBCL b (] 471 R 22 4
2.1.2 $BE CD30WIMELGYIBEY HHEE
$HT (brentuximab vedotin ) J&# [a] CD30 1) ADC. IIfi J&
WFSE o, A 205 BRPTUAE RS I 40 P A A
Jei FR B A 4 IR LR BB R AT R R s R
BITT RS %Atk . Ward 252 fifi FH 28 A7 25 BT IE
B RIS W16 97 5 R METR DLBCL BB, 45 5 s
ORR H 57%,CR 8 35% , 07 PFS M 10.24 H L 12
TR YA 2 PR TR & METS DLBCL B (3R
7o ULAL, Badri 552 BF58 K 3R, H HLAGST Bodst Rtk
TBI7 R TAFAE ST /=41 o 19 5 & M 9\ B B 41 i
Ik B 98 (DLBCL H % —Fp 2% LAY ) 2B 2 1 A TORk 0.
X A AT 220 BT R YT A ROV, 7 4 e 28 i
YA 5 BT R — S TR TR T R

2.1.3 #E[E CD79b WA Z5Y{REXY CD79b&B
41 it 3Z 1R (B—cell receptor, BCR) A% 2H 358 43 , 78 48
1t 90% B B 4 Hl itk 1983 3R T 1 A B R IA . Seg-
man 25 2 [AHEYE T T 47 491 LA polatuzumab vedotin
g FERH T BRAGIT BB L MEYE DLBCL %, 45 1
7K ORR H 61% , Hith CR % 40% , H1 {57 0S Hy 8.3 4
A WAL PFS 28 5.6 4 J1 o fii Terui 5572 #F — T
polatuzumab vedotin A 2R IR B A] VT SR 28 e
G782 K METR DLBCL 3 B 98 b, A B BT
(35151 f & fe 2 4% 6 JE IR YT IR YT 45 Rt s
HH MY ORR 4 42.9% , Horf CR #65 34.3% , P37 FPS
H 524 H L B WA BN R R 4 s, B
RAELE] S FA R R . ERAFFEEEIR | polatu-
zumab vedotin X} T2 & /M DLBCL (£ 3% 1l fig )& —
TG R LT 52 1 R A A e

22 HEHY

22,1 HEMBMIABRHBIAHT HSHEkEER
% 1 (Bruton tyrosine kinase, BTK) J2& B 4 g 3¢ Ifi $i.
Ji 22 AR 20 i PR 52 1A 4 19 15 5 4 1, FE AN AT
T e R B AR T R EEEAE A, e
(ibrutinib) /N3 BTK #0571 , GE % 5 BTK 1% 4%

—24 -

I s 5 A A BTK 36 1 1 BEL - B 20 A fi ik £
YA A, DT & HEPT IR VE . Wilson %527 A
ST , A Je 7E non—GCB %! DLBCL 5 % th Y97
AT GCB AL, E—T01 40 {51 2o off JF A7 A3 3 e mk
WA HAB 25 9036 97 19 &2 & /4R DLBCL 8 35 1) B
P8 ORR 4 22.5% , AL EFS 2 1341, %<5 4
] 3~4 A R FA RSB S PN R F A, 38R E
R IMER DLBCL H 35 1 FH O A 8 e I 38, i
ZHER T

B[ % J& (acalabrutinib) &2 %75 2 18 BTK 1)1 ] 71 ,
S AR JEAH L, BT e mT DA A B A o e DAL GG
FEASOR T A BN R RO Strati S5 TG IR
IRIGEE T W, 21 158 & /ETE DLBCL H 3 A 5 41
JERCPEAL S ORR, T AE BB R A G % e B, |
A L 5 BRI A OGBS R FH A, BFSEAIE
ST bR R IRYT 2 R MEIR DLBCL SR F 241k
RS P80 FRAH SR — AR5
222 HAEBEZBUIIEIF HAEA LB
fiff (histone deacetylases, HDACs ) J&— 25 B 11t
PEM &R E AR, S 5 T %, EEAEH
A FEAERFHOABE RS (i 1m0 20 R X 245 ) 1) Ay i 32 1
S5 2H R S AL BE D ) 77 (histone deacetylases
inhibitor, HDACI) 7] 3 i+ 3 58 21 &% 111 (19 & Wk Ak, 2
P 5 T 5 DNA 8% 45 4, 3 HDACs/STAT
3/Bel-2 S5 5 iR 42 M 755 DLBCL 41 i g8 1= . i
Lt At (panobinostat ) j&—#f 1 IR i) HDACI. Barnes
SER A b w5 A R 22 SR BTIR YT 18 2
KIMETR DLBCL A, 45 W 18 il 35 vp g 2631
P A ORR, H. 2 1513 A3 43 2% fi# (partial response,
PR) , W RFEEI ] 73 5128 51 K5 60 K, el LY
3~ A B A R I MR IR [39%(7/18) 1. i —Fl
HDACI—P4 352K % (chidamide) [R) Bt 9 3677
2 R IMEIE DLBCL, Wang 5 A T 34 Bl £ 45
KIMEIG DLBCL B35, i A7 i 3 28 /D 2 32 VU ik R i
HRA TR JE P+ HRFEIA 1+ R B B2 e (PEL 5 %) 4ky7 —
JEH, 45 5 B8 ORR } 50% , Hid CR %4 35.3%,
L EFS A 105 H A 8l B H I M3~ 4 AR
8, Lhrp PR A Bk 32 38 6 FORGE Ao dl
JF IR & METR DLBCL A, i AL 35 PU kAl 13A
J7 T AT RE A —FP AT AT HERE . Sun SFERPVRFSE R,
VU IR 2R I R T 3425 S e K, T g 5 DLBCL iR
H AR CREBBP & [H 1k 323k AH 3¢ , PRI 7Y 38 2% g H
& ]I CREBBP B[R Rk i 25 Wy vl fig 2 i &2
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JIMER DLBCL (3 B IG T T M o

2.2.3 PI3KS M &7 PI3KS 7 B 41 g 4 5C %
Jif g vh sk BE SRk, H TR Y MR IR T A AR
TERT A Y R v, A1 5 & B DLBCL (14 Jif e 17%
P55 PI3KS & /K-S 5AH 5C 1t PI3KS i il 571 v
LA BH Wy PI3K {5 5 3 % 1% % DLBCL A0 Md i 7=
PI3K3 1l il 7] parsaclisib fig 47 2% BH Wr PI3K 15 5 i
% , T H. #8982 DLBCL & /K P 1 S 2 41 il 17 4
VF1) 2 00 ) e e 4 2 o (LA AR MUY C e 3K A A8 2 0
parsaclisib AN . Coleman 25775 11 1l AR 55
T AL T 5548 K MEA DLBCL 5, B A R 3%
% parsaclisib .2 [T IRIGIT , ZEI7 ROk B ORR Ry
27%, CR &N 16% , PO AL 1] 2 6.2 H IF
HARMER SFIRITAHCIA R FM., HRICAZ
T PI3KS 1 i) 77 49 AH O i AR WF ¢ 1E 78 2547 b (4
NCT03126019, NCT02998476., NCT03144674,
NCT02018861 %) , A AR PI3KS 4 il 77 25 ¥y ) A1
R R B AT SRR A PR E5 2R

23 GBNESHEF

P PEA M FE TS -1 (programmed cell death-1,
PD—1) 2 —FiFe 1 A i T 200 fE R Al 578 4 i |
IR PRIV P B2 A 9o 2 308 3k A e M At i A
T~ i /& -1 (programmed cell death ligand—1, PD-L1)
5 PD-1 455 S B ek itk , [N G PD-1 32 A i 551
B9A/E FL ] &8 i 5 PD-L1 32 1R85 & 8 T 41 i Pk
SOKF i IEA A4 L SRR B 5 A5 T RE L 35 3400 ) g
Jre iy H iy,

H T C A HH S SEUESE T PD-1 2 A4 i 57 72
AT 4 TR LR A R P BB O B A AR L9 v 25K
R0 Ansell FEUWFIE R B FEANTE T il T
20 I R A 14 52 J XA DLBCL £8  Kosdt if 40 £%
HH 5 52 % 1 DLBCL & v, B2 i 1 40y iR JC Bt
(nivolumab) 1Y) ORR 735118 3% . 10% , H1 57 2% fit R 22
i) 3500 8 N H 11 A, HAT 24% By B HTEIR
J7 I 3~4 G RS R LAY O R M 4 i
D K il /N ZD o A5 s g iR G T
N3 FH T 3 T 20 A A R 1 T 20 i A A S
B K METR DLBCL B84 i Ay R A2 et 3
SRR
24 EITHEBE

18 [T 21 B2 7% A8 (hematopoietic stem cell trans-
plantation, HSCT)J& R A& [ s 35 1 &1 Jl 1 12
T, 7552 5 e 32 G i T AT P A B 55 A P ) e

Je oV S AL L PR 1 AR SR R I T A B RS A
B A AR R E R G, RS
I 20 M 4 R R, TT LA 43R AR B I T 40 B AR A
(autologous hematopoietic stem cell transplantation,
auto—HSCT) 5 44 ( SCFR 5 36 ) 1 1+ 41 i B8 b
(allogeneic hematopoietic stem cell transplantation,
allo-HSCT) .

H il PR xd 5 & /SR DLBCL &35 17 3 i
T 41 i A% A8 32 2 16 $E auto—HSCT., Bal %%} 169
BiIER DLBCL 3 E4 T4 KMk auto-HSCTiRYT , H
T 124 61 E S — 23T T VAR S 5 i ek
A, 17 auto-HSCT ¥R 7 J5 , H & CR K N 35.5%
(60/169) , PR Z K 64.5%(109/169) , Ffi )i 4 4F )5 f 4
0SH}49.6%., JosephZE AT 1224112 5E
KIMENG DLBCL R, i A R & 44552 T auto-HSCT
BIT 34 0S F N 69% , 101 PFS 2 41.8 4 1, [] it
W HA T GCB Y5 non—GCB BNV 4H (IR T7 45 5 , 9
HOSHEWE, 2R HG I 2# 8 L (47518 65%.
66%, P=0.782) , 4% 3 3 W] fifi i auto-HSCT I J7
GCB A 5 non-GCB U4 /47 DLBCL 847 2
W25 5

SR, X F auto-HSCTVRYT e B R M % . H
TG AR A 22, P AR A7 08 8 AN T AR
Ah B R4y 5 R IMETR DLBCL B 3 R SR SR
& A F auto-HSCT & 97 , X F b /B & Sk Ul
allo-HSCT 2 W FE IR AL £ . Bento 55 [0 i P4
3T 140 13557 allo-HSCT A9 5 & /XETE DLBCL i
L HA A 74% 1 83 BEA 152 3 auto-HSCT, 45
IR, 34 EFS A 0S 53518 38% .44% , I HF%
LT 5 118 B U R s o 0 A A R A O FE 4L
(hematopoietic cell transplantation—comorbidity index ,
HCT-CI) 353 >2 43 Mo 35 4 88 >37 2 2 5 il (8 3
EFS.OS A &K o IR b, # iR E E 2 Wil
DLBCL B 4F#%>60 %7, i 46 (35 1 I 52 K I RE 75 38
i auto—HSCT S5 BRI R 3K £t 02 H AT iF 592 10 5 A
Kyriakou 55 [l U4 7347 T 24 3 900 1 9F 78 47 42 ik
UL H A, Horh DLBCL S8 55 24 7 39% , AR 45 £ 3 4F
W3 NAERRZH (18~50 % ) (HPARA (51~65 % ) M AF
HOKRT65%), 458 0w, 3 BE N 14 E K5
T2 M 13% .20% 33% , ZBAEH B H W) 14AEAE R
RHCT-Fm THALILL, SR IR TR R BB
17 allo-HSCT W EZEHN K Z —.
2.5 WEMEZETHMET

~25-
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CAR=T 20 36y 7 e o 188 5 T 5 e i) 7 U6 Al
A IR A TR A0 Tk R E AR 2
A, P 0052 3 R A i, AT DL A A D 3 T Y
JERe SRS G L 45 CAR-T 4 i 76 32 3 AR N 16 1k

Py BRI A . HATIG K I CAR-
THINIIGYT LA CD19 8 a1 3, HETE A 24> CAR-T
Y REIR YT 7 b 3R FDA HEHE T &2 & /4EiR DLBCL i
HHRIT HEUS T BRI AR TR (R 1)

A1 CD19#2/#) CAR-T 4934 577 DLBCL A48 X 5 2L
Tab. 1 Studies of CD19—targeted CAR—T cell therapy in DLBCL

EAS GRS A% ORR CR # HoAhy7 &G bn
axicabtagene ciloleucel ™’ (NCT02348216) ZUMA-1 101 83% 54% 24 OS Fh 54%
; L48) Hi{; PFS K 2.9~ A
tisagenlecleucel **' (NCT02445248) JULIET 115 53% 39% B 08 114/
lisocabtagene maraleucel *’ (NCT02631044) TRANSCEND 256 73% 53% Fif7 0S k2111 H
relmacabtagene autoleucel ™' (NCT04089215) 59 75.9% 51.2% ;i PFSH 74 A

CD19# ] () CAR-T 4 flyA Y7 © U B R MER
DLBCL B # 1 —4iRyr k88, A s & I ol &
AR I 4 M AL AT A & /TR DLBCL B # 1Y —
RIGIT . 16 ZUMA-TWFFE RS i B X T
52K IMETR R B A I B R B A7 axi—cel JGYT 5
Rt F AR RS i 40 R AR AT Ak, Hodh A 180 41 £
B axi—cel IGYT , 179 B /B F B2 2 WoRovE A ik
I 40 B AS A, P07 Bl 5 B[] R 24.9 4~ H | axi-—cel
H 5 FEAEAL ORR 735114 83% .50% , 2 4F: EFS % 451
B R 41%. 16% (P<0.001) , H1 fii EFS 4 5 A
831 H 2 H L 42/R CAR-T 4L VA T BRI T8
Rk A AR LT 4R M . 7E BELINDA fiff 58 H =,
WG [RIAEXT L T tisagenlecleucel 1697 5S4 KPE A
A it 40 BB R AR 5 e R AR 28 M B 40 A ik 12
Jo B TP T R, A5 R R ORR 5 EFS R L
L, BRI TLGEIFE L (P>0.05) . ERPHIFT
gk B 22 5] BE 5 97 ROPEAl B9 iR R [R) A 6 L (B
CAR-T 4 MII6 7 & 45 U0 T 4 Rtk A M43 il 4t g
FEAE BN B 1) 2B T 1 B A T 2 A R R e
Kt —L Bk,

PR A CAR-T 40 ML VA YT 23 H 300 #0280 1 44
A AN B RO 1 JRURSS: , PRI U 5 CAR-T 4 it v
I7 BRI B RTIG RIFIE IS . Wei 55
CD19/CD22 X4 25 CAR-T 4 i1 1477 B K IMEIG 1R 2%
£ B 4 Ik U9 , 78 16 61 A PEAR 9 - % T, ORR Ky
87.5%, CR %4 62.5%, 2 4F- OS %4 77.3%, 2 4 EFS
H 40.2% , WFFE L FE PO EE 2 191 £ 2 I 4 A
B L5 A AE , R B 51697 R 22 R 458
1. Tong 2554 56T CD19 A1 CD22 £ B XU S
CAR-T 4 i IGJ7 & K& /MER DLBCL B & A5

~26-

A1 28 B 3 9T OTAG B R 1 ORR 5 CR %
38R 79% T1% , 1B 3~5 FAS R FAFAL N 14%.
T RBFFEUESE CD19/CD22 XA 5 CAR-T 40 13497
5 RIMETR AR ZETE B A I T 1A Ak, O HOH g
AL R BB R 80 07 T 7 A AN R R

H B, & T8 % /MElG DLBCL H & i CAR-T 41
MG YT E DL CD19 #8550 3 HAE I R 5% il
I, CD19 $E 1] (1 CAR-T 40 i34 7 I 4
B KW e, o8 HE Al 68 S CD19 §E [ 1Y
CAR-TAWIH K T CD19 FHYE A9 g 4 i, 11 CD19 B
P 1) e T8 40 B AT 7 B 5, BRI XT T CD19 LAAME 5
FIBF S B AEVEFT P o Deng 255576 A I PRI 56 v
#4987 Raji 4 1Bk A9 DLCBL /)y BUBEAY | 43 Sy fidi Fi
CD19 1] CAR-T 40 i ¥/ ¥7 19 /)N B 415 1 FH €D70
FOa] CAR-T 41 MLYA YT 1 /INBRA, 2L/ B ek 71
A B R B, R R AR LA, 2 R RS X
(P>0.05) ; ffi JH#E ) CAR-T 40 L3477 F i 287N LAY
JioJ8a 17 7 5 SR FH CAR-T 4 y& 7 /N B LA, 22
S Gi it X (P<0.05) s 7E CD19 263k 5 BAPERY
Raji 40 J}fg £k &9 DLCBL /I B, 4 F CD70 2 [
CAR-T 4 M 36 97 1 /0N BRUh g8 471 far B S8 A% T 1
CD19 §1n] CAR-T 40 HIIG Y7 1Y/, 22 5 A Ge 1
B X (P<0.05), iX$ER CD70 4[5 CAR-T 40 i34 77
1% FF CD19 3k B9 DLCBL /MR . b4k, CD70
FE ) CAR-T 4 M6 Y7 241 /DN BRUA: A7) B) BH S < 1 05
Tl 2H , 3275 R K CD19/CD70 BUHE &5 CAR-T 41 i i4
P A HTIRIT R & /MER DLCBL B .

I R I, CAR=T 40 L3657 [FIRE A AE I & 25 1Y
FREE . 7E HT A /N BB AL e BH I PD-1
5 PD-L1 3 5 A 20 5% CAR-T 41 fL 19 4 38 5 bt
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Jirggd 1 L 9 SE K CAR-T 40 i B A= A2 30 . i i R
3B T 1052 & /METE DLCBL B 3% 7648 1] CAR-T 41
JLyA YT I5 BB R D DR A %) R A i
Feik PD-LI, 8 T4 J5 565 26 K INA 4L PD-1 254
AIT TR T 45 K B AR 2 PR I 9 s kL5
T 4 /ST I Ah L BTK 300 761 30 () 1T DL 14 5
CAR-T 4 J 0 40 o988 4 T o 78 17 491 0% 20 4 55 3
s G A B e SR B e S CAR-T 4 R B 5 (i
FHATH2 25 CD19 i 1 bR, S ded /N A 7730 .
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