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[#E] BM 74 % R4S CDI9 CAR-T i %5 CDI9 CAR-T a5 %47 LA XS RiE K B @i
#k &% ( diffuse large B cell lymphoma, DLBCL) & %4957 s fe i 4o, ik @B 2018 5 1 A—2019 4 1
AR K5 W B Rl E R ik A 26 4] 4% CD19 CAR-T @@ #4757 4 DLBCL &%, #HEEZRAER T 0 RpF
HBETT o A AT R Ae AP A AR LR R 10 ) A R4 16 B, Soit & K06 97 B e ML e AL B R
Ji BB F AR, S AORE  RR RIS R A R ASME SAKE BAGWR @R T RE
KFFERRRE BB, £A t #3% Fisher # btk 5 ikt M 20 % 4 l6 JR4F 42 £ 7+, K A Kaplan-Meier 5 #7 %
WMEFAAE, ER PHAHRABZFIREBEZ THBARE ZFALTFEL(P<0.05); 2% MES
THBABEHZF L% FFENL(P>0.05), W EH LKA A E (overall survival, OS) F= £ 3t & & F &
( progression-free survival, PFS) £ X4t F &L (P>0.05) , A K RAEZ 53 BMEF mioH F 8K E A
4E (cytokine release syndrome, CRS) & £ & 2 F R4t FE L (P>0.05), HWABFWNZ 24 FEIRFRRER
BEMR AR EF G FEL(P>0.05), FH%HRMEEFEHE CDI9 CAR-T 4t )s , foi% ¥ IL-6.IL-8  TNF-a
A2 CRP K3 & T AL A2 2 F ) RAH FEL(P>0.05) , Gk #HFRBA CDI9 CAR-T & 77 s LA
DLBCL 5 # A CD19 CAR-T #8Jk, 4k 2 242 & A 2 & | R iF R 3§ hm CART & /7 69 & 31 B R,

[KBBIA) s A4 %HiZ K B @K ,; CDI9 #ARB ST @ik, FH4%R
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Efficacy of Ibrutinib combined with CD19 chimeric antigen receptor
T cells( CAR-T) in treatment of recurrent refractory

diffuse large B cell lymphoma
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(1. School of Medicine, Tongji University, Shanghai 200092, China;
2. Dept. of Hematology, Tongji Hospital, School of Medicine, Tongji University, Shanghai 200065, China)

[ Abstract] Objective To evaluate the efficacy and safety of Ibrutinib combined with CD19 chimeric
antigen receptor T cells( CAR-T) protocol in treatment of patients with recurrent refractory diffuse large
B cell lymphoma. Methods The clinical data of 26 refractory recurrence DLBCL patients who
received CAR-T treatment in Hematology Department of Tongji Hospital Tongji University from
January 2018 to January 2019 were reviewed, including 10 cases treated with CAR-T alone ( control
group) and 16 cases treated with CAR-T plus Ibrutinib ( study group ). Blood routine, blood
biochemistry, electrolyte, cytokine, liver and kidney function, efficacy evaluation, adverse reaction

events were compared between the two groups. Clinical characteristics were compared by using t test
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and fisher exact probability method. Kaplan-Meier survival analysis was adopted to analyze the overall
survival (OS) and progression-free survival( PFS) of patients. Results The overall remission rate of
study group was higher than that of control group( P<0.05). There was a trend of higher complete
remission rate in study group, but with no significant difference compared with control group ( P>
0. 05). There were no significant differences in OS and PFS between the two groups( P>0.05). No
statistically significant differences in the incidence of cytokine release syndrome ( CRS) and adverse
reaction like nervous system reactions and liver and kidney function were found between the two groups
(P>0.05). The serum levels of IL-6, IL-8, TNF-a and CRP in study group tended higher, but there
was no significant difference with control group (P >0.05). Conclusion Ibrutinib combined with
CD19 CAR-T treatment for refractory recurrent diffuse large B cell lymphoma significantly improves
overall effective rate without increasing toxic side effects compared with CD19 CAR-T used alone.

[ Key words] diffuse large B cell lymphoma; chimeric antigen receptor T cells recognizing CD19; Ibrutinib
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PRIE K B MUtk 99 ( diffuse large B cell lym-
phoma, DLBCL) /2 3F 2 %7 4 ik I J&% ( non-Hodgkin
lymphoma, NHL) H f¢ % UL (19 2 4124 3 78 78 3 9
FEI 52 10 R Rt 40% ' 9T %W, 58% ~ 75%
() DLBCL i # #2 32 F1) 2 B HR 5 B Bt I + 2
F IR+ KA+ JEM (R-CHOP) —£ 75 &ALy
A 3R15 5¢ 4= 5% f# ( complete response, CR) , {HAZH
50% 1) 558 G Je 52 R ORI T AN BBURR . 2R ) AR
T2 R R IR AT I G AR 1T 4
PERSARL (LR SRR N 3R CR AN 2 3 T
REHIR KSR DLBCL /B, AL 2= 4
PEIRTT 7 AR R PRGN o IR TR P
R AT I IR I D BE SR TS CR, Bl
Hix A PUJR Z K T ( chimeric antigen receptor T,
CAR-T) {77 Y 2% 5 A, CAR-T 4 77 MR
5% DLBCL B E W) Z Wi,

CAR-T AR YT 52— Fh e DA I 1 A 4 A 2
RIT ik, S5E FDA EHEHES X CD19 9 CAR-T
4f Bfd ( chimeric antigen receptor T cells recognizing
CD19, CD19 CAR-T) ffiEifyy T 4 — £ LU
b4 BRIT R R R SOMER ) DLBCL £ i R
LR, HET CD19 CAR-T 43657 % THEVA I &
DLBCL 1 2% i i 40% ~ 50%'“*" | 5 itt. 4 %, CD19
CAR-T TEIRITHEG B & 2k B bk T 4t 1 1 v
eferaik 83%'¢ . 1X3RW] CD19 CAR-T AHMIVAYTXT
MENf 52 % DLBCL HY YT R A 4 i 25 [, Jn e 4 =
CART 1f¥7 DLBCL AU M RTHIRTFE R

DLBCL A 2 #i& % A 3% iX ii% ( gene expression
profile, GEP) 43 % H.t> B 4L FE (GCB) Ak
1t B 4k (ABC) WAL, WFFE o, PN IETYAY 5
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AEJC I J A A7 2R ( progression-free survival, PFS) Fl
SR 7R (overall survival, OS) 435l 52 76% vs
31% 80% vs 45%'" M 1it., ABC W% ) DLBCL ¥
S 2 BLE O METR & & DLBCL (1) FE 225
CD79 %75 CBM & & k%" BEkE 1k
WG AR 88 (MYDSS) Ze 2z 4H A i Rd R
FEHF o 15 546 1 3 (TNFAIP3) DBl ok 25
1Y) NF-«B i % %) 5 22 0% /& ABC W% 1) DLBCL
I ERF 5> T PR 0O BT X230 B 1) 5785
W, BRTEAA Z R0 25 Y0 N I R, QiR B e |
MEfOR AR e . Hid A% Je & Bruton 4%
AR T Y S0 R, 7E BAA MYD88 il CD79A 5
CD79B %75 DLBCL 2l rh , Al FEAIR £ Fh 25 (4 o2
(i SR B R Ak, [ Bt AR T Sre S S ity v g
i IR Tt ( Syk ) A1 Btk P4 i R Ak, WA i 90 61 firk 72
RO Winter 281 B A B JE X DLBCL 1Y
B WGEHRH 28% , Horfr GCB L34 1 % ML 2B iR
h18% ,4E GCB BB H MK ME M F N 21% ., 75
—IUOC TR e I6 Y7 Mk iR &2 & DLBCL W B9 i
/R PHE R JE X BCR a8 MYDS88 % [H %8 5 ) ABC
WRIUBRF T AR L, G B e T8 Kk
1A DLBCL B A —EMyrak, HurEpbs LE A
BJEHAG CD19 CAR-T iR 7 M ih &2 A& 18 Pk Ik 1 4
A F M3 ( chronic lymphocytic leukemia, CLL) Yl
PRI, Gauthier 251 & B, 4 B2 R Bk & CD19
CAR-T Xf¥Eif ¥ CLL 19 % W22 it %k 83% , H
Y 4E M R BRI 2% & AiE ( cytokine release
syndrome, CRS) ., Xf 77 & J& Je sk AN Tif 2 19 &2
EMEIR CLL fBAE i MIZI &7k hakes . Hur,
i JEHA CD19 CAR-T iAYTMEIAE & DLBCL i
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8. DU RIRE CD19 A PUSZAR T 4iMUIG 7RG S 2 ki R B 40 ML LR A9 RIS

B ST,

AHIEFE 0] Jo5t 1 43 A PF AL B A 2 JE Bk A CD19
CAR-T J7 IR MEVA S % DLBCL H# BT R 2
S LA M HE A & % DLBCL B934T 2 4t I IR
Bk

1 #AREHE

L1 —f#H

PEHE 2018 4F 1 J1—2019 4F 1 J 75 [R5 K24 Fit
Ja ] % BE BE ML RL R CD19 CAR-T 3697 Y 26 14l
MEvh A & DLBCL BEE A5 4, ML 2
A D R B Je 697, R FHBENLE 7 R 07 %
BB NP XIRA (n=10) MIAEREIRA (n=
16) ., Fifi & BIFFE AR CD19 CAR-T iRYTMETR
2k B 20 ALk R A I R 3K 5 A o (T
NCT02537977) , %R A AHbRE R (1) BHHY
1WA K MEiR DLBCL H i 3R MAF7E CD19 Kk
B 12 W bR E K 5 NCCN R 2 4 4 ik B
2017. V5 FnifE; (2) BRI IR E S AT i R 56
IFEZMER A (3) Fik 18~75 % (4) @it
FRPK BB ARAT A2 A% 1) A0 8] I, X 90k £ 40 SR SR I A
HAhEEZIE; (5) Wt EAM>3 A~ H ;5 (6) ARl
R0 AT DA A R C IR A R ROEA ; (7) T
KA 52 AT o] HoAth A0 B AE U VA 97 . HEBR AR HE N .
(1) BIFHA RSB 5 (2) R Z 46
PR, 2 Al P I 4% BE M ELAL T35 sh 1, /&
ARG, CLAE IR R AR (3) P E
SN SZ P 9 4 B PR ST AR 1 R et g
s (4) WAL ot
1.2 BRFE

Xf B BT A B F 98 2T UG 3 S H R
ST ATAT RIS 2540 5 A 2 Je 20 AR 3 R AT 42
i TR JE BB ARYY , 1 IR/d, B IR 560 mg, &

3 A W IR 3 AN H R A
JEAMEMNGE ARG 25, XL (n=10) FIRA R JE
H(n=16) HF1E CD19 CAR-T 2 Jid f v iy £ 5%
FC 7% (FUAHIE 25 mg/m” BEREHE 300 mg/m®)
ikt FE CD19 CAR-T ## K 3x10°/kg,
1.3 MEIRAR

Geit B s MR AR MR A CAR-T
FARST B IH B i A=Ak A P AR i
SR A BRI SRR, JFREDT B E AR A,
AR Ann Arbor R %5, R4 IPT P4 frife it
Pk R BUS PF43 . ARFE 2017 4F NCCN 5 rg 2
A 4 WK EL IR T OPF A A v AT T RO AL L AR
NCI-CTCAE4. 0 Wit i 25 W55 1 o3 AR HESEATAS
KSR R U3,
1.4 %itzan

K SPSS22. 0 # 47 BHiE 41 #r, R ¢ K 5
Fisher HiIHERL LB P4 ) B IR R AR AE 25 5%, I
IEAS AR B | 3% S A B D DU (i B A T 6
EHE Wilcoxon Fk FIAS 50 #4743 Hr. K M Kaplan-
Meier 73k db 44475041, 37 R H Log-rank £ 5%;
P<0.05 HESAGITFER,

2 &5 B

2.1 BHITHGHE

AHFFE BIFFT X G 35 26 ), Horb B¢ 17 ), &
£ 9 ], B TR ATAERS 59 X (18~71 %) ,GCB & 7
] ,non-GCB ! 19 f5i], 26 fi 2 # $:5Z CD19 CAR-
T IRITHTTP AT IR 9 IR (4~15 1K) , 14 Bl &
AT T E A A il T A MR A R R IR 12 1)
Jr A MR R A T e Bl RS . 26 /B
5% CD19 CAR-T /397 J5, 10 14 (38.5%) CR, 8 1]
(30.8%)PR,4 i (15.3%) FaxE , 4 191 (15. 3% ) #t )&,
SN 69. 2% , L HRE IR RVER L 1,

F1 260 BEERIGERERRITH

Tab.1 Clinical characteristics and treatment efficacy of 26 patients

R R

) srdl AFl/% fE5] DLBCLUEARL Ml ECOG  HMRAL IPL CARTHIMITUEL e o, ™ IR
1 BHHEERAd 54 s GCB IVA 1 X 1 6 N PR
2 R 64 " non-GCB VA 2 - A 4 15 N CR
3 D ed 57 % GCB VB 0 F B 2 9 N CR
4 Xof HE2H 64 5 non-GCB ma 2 Je ik 3 10 N SD
5 BRAEER4 59 L non-GCB VB 1 B 2 6 N CR
6 Xt B2 66 % non-GCB IV 1 ¥ 1 11 N PD
7 PR 66 B non-GCB ma 1 G 2 7 N CR
8 Xt B2 58 % GCB VB 1 JHE 1 8 N PR
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Sy
o " e b = VSRR AR EEZ | X
P e a3 HERy/% PEH] DLBCLWEE! /M ECOG  £54MRAL IPL CAR-T by k%L RS g
9 PEREA 58 5 non-GCB AN 3 J R NgLE 3 4 N PR
10 X HEZH 59 L non-GCB ma 3 25 i 2 6 N PD
11 X IR 2 21 @ non-GCB B 1 Bz Ik 1 8 N PD
12 e 67 L) GCB VA 1 ¥ 1 6 N CR
13 AHEEed 50 & non-GCB AN 1 " 1 10 Y CR
14 A4 71 kg GCB VA 2 J kA 1 12 N PR
15 el 18 by non-GCB ma 1 ¥ 4 5 Y SD
16  HHEERH 46 e non-GCB VA 3 Je Ik 1 9 Y PR
17 Xf IR 50 5 GCB B 1 Jc 2 7 N CR
18 HEEEd 66 L non-GCB VA 3 J kR 1 13 N SD
19 X HE ] 66 L non-GCB VA 1 7 4 6 N CR
20  HAEERH 65 i non-GCB IE 1 i 43 3 5 N PR
21 popiizEtl 51 «© non-GCB B 3 g 1 11 N PD
22 PfEERRH 56 gy non-GCB TA 1 F Rk 1 11 N PR
23 Xif B2 51 ks non-GCB IE 1 X 0 9 N CR
24 PAEERH 36 % non-GCB \WN 1 BRI 0 10 Y CR
25 PHERed 69 3B non-GCB IA 1 ¥ 1 8 N PR
26 X HRZH 41 '8 GCB IA 1 G 1 6 N SD
Y: %&,N: /5 ,CR: B2, PR. #05#%,SD. fiE;PD. i)
W3 20 58 3 A PR ) AF % A DLBCL IV A4 43 4 1 ®2 WAREZETER
@T Ann Arbor /\ﬁ)ﬁ IPI 1¥ ﬁ' B EIEE < JEL i V*E . Tab.2 Basic information of treatment in two groups
# CART B k97 WAL 22 S R G i 2 L (P> Yok WA AR
. N (n=10) (n=16)
0.05), X7 HZH 10 @l /& b, 3 ] (30%) 3K 1% T
CR,1 51 (10%) PR, 3 i (30% ) #a 5 , 3 1 (30% ) i ‘@;LJ 0.281
. . 6 11
J& B (CRAPR) 1 40% (4/10) . BHfigblesl ) 5
16 B8+, 7 4] (43.7%) CR,7 $1](43.7%) PR, 1 {4 b % 59(21~66)  59(18~71)  0.616
(6%)%%2?15”,1 Bl (6% ) Bt , M AR N 87.5% (14/ Ann Arbor 53] 0.648
o AR SR AL ATAR (8. 5% ) TE#S TR L= 3 5
eﬂ<40%> ESASITERL(P0.05)shrppea B k !
) IPI iT 0. 677
B CR 25 T-hHR (43. 7% vs 30.0%) , 22 53 To4% o1 . .
T#E L (P>0.05) , W3k 2, W4l PES(& 1) Fil OS )3 3 6
(K 2) =R TG T2 L (P>0.05) 4-5 1 2
10- o DLBCL Wi 7 1. 000
%I GCB 3 4
0.8} SIS non-GCB 7 12
“+ Xt B KA Py
e 0ol It WEAE P A A 0. 136
& 7 0 4
gfé 04l & 10 12
CAR-T Rtk Ik E 8(6~11) 9(4~15) 0. 790
02r CR 30% 70% 0. 683
00 SRV % (CR+PR) 40% 87.5% 0. 026

0 5 10 15 20 25 30
PFS/A

1 HAHEE CD19 CAR-T j&fT/5 PFS B HT
Fig.1 PFS curve of two groups after CD19 CAR-T therapy
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2.2 FRRRPIEAE
26 Al PEAN ) R 19 1 (73% ) B CRS,
FU3% 6 15 2 9% CRS (% FRZH 2 1) A Je 2 4 1)) ,



%2 ] WM . UHEEICEES CDIO HEA R R T HUITATF G B R ki B 4RI LR 6 PR BT 5
13 i 1 2% CRS(XJHRZH 5 ] fHA el 8 i) , £ 2.3 Bl F R A KT oM
KT CAR-TIRITIG I 4~14 d., X HELH R A 2 Geit i B FE R T CD19 CAR-T 41 i §if &

JedH B CRS KAFERIGI2EE L (70.0% vs
81.0%,P>0.05) ;i A B e 4l A5 2 B3 Hh Bl 42
RGAER, 1 IR Nk HEFE, 5 1 R
TP IERE 5 0 X B2 R R A & R
GEAN R RN 5 % REZH VAT 5 8 4 AR 3 P 4 R GE
RAEAERZER TG 22 E X (12.5% vs 0.0%, P>
0.05) ;3 foil £ 3 Hh SR A s /D | HL st B 2 3
AR e 4l 1 B, P2 22 5 R Ge 2478 X (20. 0% vs
6.2% ,P>0.05) ; AT JE 4L & H B 1 1] 1 /N
WD BRI R 1 B 2 RO R R
4 Xt BEZH BB R B Il /AR D | B2 92 R 9 7
PO, X R R A B JE 43X 3 FhOR R s g &A=
2 BTG 27 3L (0.0% vs 6.2% ,P>0.05) ;17
MR e A 1 9] B B e gy, X R 1 o]
IR B | W 20 25 S TCGe T L (10. 0% vs
6.2% ,P>0.05) , W3 3,

Loy h il
P - SR
08F S
L SRR B Kt
2 0.6 1 —smaekn
i
=
Bk 0.4
0.2F
OO [ L L 1 1 1 1 )
0 5 10 15 20 25 30
0S/A
B2 WHEEZE CD19 CAR-TEIFE
OS Hi & o #7

Fig.2 OS curve of two groups after CD19 CAR-T therapy

®3 WAREARBGHSEETM
Tab.3 Severity assessment of adverse
reaction in two groups

i B2 i e 4l
R (n=10) (n=16) P
I I m v I I m v
CRS 5 2 8 4 0. 562
ARG 2 0. 369
LA A D 2 1 0.323
I 1 0.615
27 1 0.615
P8R ML 56 1 0.615
S 1 1 0. 631

S S LY 20 A R KT 43 BT R A R T S A
P AR R K P AR Ak, bR AR SR B2 B T A5 R
CD19 CAR-T 4 ffd 4 KI5 /= i vEfE 55 1.4.7.10,
1421 28 KFLZ . 40H7 b 5 55 28 K 4l
Wi mAKF Sz, R, S
CD19 CAR-T 4 uriAH Lb , faid 5 /8 2 i 1IL-6
IL-8  TNF-a 7K~V 2 P FH =i, (P 3424 0.000.,0. 000,
0.000) , [Al Bt 204 1T & CRP WK, & B4 v 5
CRP A7 B WA THE a3 (P=0.000) , W& 4, AL
X B RN A B e 4L W 4 R 3 i CD19 CAR-T
Y j ) L7 T IL-6  IL-8 \ TNF-o ,CRP f ik, K HH
FPA B e AL A5 A B R 7 5k /KO 1 0T B A AR
T, ERIGITFE L (P>0.05) , 05k 5,
R4 26525 CD19 CAR-T HMEBITRIIG
YRR FkFER CRP ERILE

Tab.4 Comparison of cytokine and CRP level in 26 patients
before and after CD19 CAR-T cell therapy

[M(Pys,Ps) ]

SRR CAR-T J&J7HI CAR-T i&¥7)5 P

8.50(4.15,11.12)  27.90(11.12,54.93) 0.000
4.34(3.00,6.71)  15.05(8.53,21.25) 0.000
10.90(8.87,14.77)  24.05(17.02,68.50) 0.000
14.00(11.92,8.20)  0.000

CRP/(mg - L")
IL-6/(pg - mL™")
IL-8/(pg - mL™)
TNF-o/ (pg - mL™")  8.94(6.45,12.57)

x5 WHEBRE CD19 CAR-T HMETE
MAaEFRKER CRP =7
Tab.5 Comparison of cytokine and CRP level between
two groups after CD19 CAR-T cell therapy

[M(Pys,Ps) ]

T XTHEZH CAR-T 1A Jed] CAR-T
BT BITIE
CRP/(mg - L) 26.77(9.37,66.5) 28.67(11.64,61.14) 0.712

9.56(8.92,23.02)  15.80(7.63,19.95) 0.527
17.75(16.02,35.00)  30. 10(19.30,70.10) 0. 120
15.00(12.1,17.5)  13.75(11.77,23.15) 0.812

IL-6/(pg - mL™)
IL-8/(pg - mL™")
TNF-o/ (pg - mL™")

LA, [ A Z 001G IR EHIESE CAR-T 4l
JPIEAEIRTTXETR B 2% ATk B 400 H 11 1t Ak B v
HABEIFH S fEARMFEH, CD19 CAR-T A
JERIXTIRZ (n=10) & DA R R 40% , T LT
A T DA B (n=16) & DA
KA 87.5% ki TRHEA AR RO B e B &
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542 %

CD19 CAR-T A7 58 CAR-T MIHLER, RE i & 42
EMEYR S & DLBCL J# B N %, Ak Je ik
4 CD19 CAR-T JAY7 4 DLBCL & Sk iz i %
FE TR CAR-T AT AW R EJFHAE T, — 0
I, DA B JE AT s JB A A B T 20 M i AR o IR
WASE B T A AE RSN R B RE T S — i,
AR JE AT LR CAR-T ¥897 7] LU/ T 20 |-
o e 0 A5 5 F2 4 L BE T & -1 ( progra-
mmeddeath-1, PD-1) 33k, [ Af W8> T B 4
RZEEE S B100 B FRIL, AN, AR e
Al fEiE CAR-T 40 A9 TEAS Boyr sk ™ . A s,
PR JE 20 f8 3 BV AR A7 5 0T REZH AR [0 T W 3 22
5 ,PFS 1 OS A ¢4 =, 7T 6E -5 993 1 50 A7 BIE , Bl 17
B4 56, CAR-T ¥7 L7 BT 20 AT, A7
HARZ AR KN, W CRS M 4 R # ik YL 45,
HA L CRS FoH WY W5 KB, CRS &4
% 76.2% AT CAR-T 40 E 51 6~204d,
Hrf 1~4 9 CRS 735115 R 38.1% 9. 5% ,14. 3% |
14.3% ., AWFFEXIRLL 10 ]85, 7 (70% ) i &
HEL CRS, Ho 1~4 4% CRS 205 5 1M 50.0% .
20.0% 0% 0% , % %= F CAR-T JRIT)5 ) 4~14d,
CRS &A= 2 K BRI ] 5 BE AR A7 5% AHARL, {E X AR 21
10 BB AR 3 9 & 3 Lk %) CRS, 40 AT AE
ST il F FC J7 28 Ak B RAAER T 9k L8 A 25
e B A B ™48 W) S5 3 7 1 D B s i A B A
X, AWFFEHLEL T CDI19 CAR-T & Y7 % I8 41 Al i
A BE AN R RN & AR 4R BoR gt
R PR B E CD19 CAR-T iRYT 5
HLH] CD19 CAR-T L%, A4l CAR-T 1 B il
JIV

TNF-o IL-6 IL-8 TL-10 %5 41 Jifd X 7 7K - 2% 4k,
55 CRS Wi UG . ARWF5E LA 26 il B RYT
TG 20 B P 7 iR 7K A8 4k & B, 5 i iE CD19
CAR-T 4 FTAH EE , 26 i) 8 3 i v S 1L i 1L-6,
IL-8 TNF-a 7KV 3 T w1 28 JE 40 58 5 i i
CD19 CAR-T 4 Jfl Ji5 IfiL 3 ' IL-6  IL-8 , TNF-a I
CRP {31k 3 5 T IR B X A B e
AN CAR-T 497 I CRS 5 R 4E K T IL-6.,
IL-8  TNF-a }2 CRP {3k,

g L RT IR, IR A B e Y R B 4T CD19
CAR-T 4M83AYT )G A e % , H CRS & EF 5%}
A TC B 25, X RA A EKA CD19
CAR-T LAy Miya i & DLBCL H A RIfFHIraL
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S, MTFAMREARRR D, AR
J7 5 CD19 CAR-T JRJ7 A7 7E— i B 8] [A] B , A AT
T KA EJE 5 CD19 CAR-T [6] 251697 i I IR
FEAR YA T — A B0 TIE
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