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Advance in Clinical Trials on CAR-T Cell Therapy for Hematologic Malignancies

Xuan Yujing, Li Feng, Zhang Yi*
(Biotherapy Center, the First Affiliated Hospital of Zhengzhou University, Zhengzhou 450052, China)

Abstract The designed CAR construct consists of extracellular scFv and intracellular co-stimulatory
components and CD3{ signaling domain, can induce T cell activation in antigen-dependent manner. CAR-T cells
have shown unprecedented effectiveness in tumors, especially in hematologic malignancies. Recently CD19-directed
CAR-T cells have been approved to treat B cell malignancies in clinic. Here we briefly introduce the development of
clinical trials in CAR-T cell therapy. We also provide information that how CAR constructs and therapeutic regimens
affecting therapeutic efficacies, which may help upgrade the CAR constructs to better attack solid tumors.
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THH M2 AT N ARS8 o5 SR (1) B 252 48
EAE. 22 WU R ST B, TR R S 14 T4 i i v
1B IT RERE A A ) i e A= B 22 T B iR
I, AT IR Ry e METAE M I R B 3 S Rl 4 R
FT— MEAT IR E T NG . R, TR 7
PR B2 ML (B IMHC 2 FE 1 SRR 2
AMES) e 1M LRAS 2% 81 T R 784 A
TBIT W MR R R TAE M . BE A SRRl % 2 Ao 1 AR
Yz ik, B2 ORI, K huia R X 5 T S
WAE 5 70 F I AR TO & J5 Re s s R TZH i K A=
PR Ve 0 AL S R 00 XM N Tt A
PRI X 5 TYH IS A 5 A 11 1 52 AR AR
ik A 91 )5 52 48 (chimeric antigen receptor, CAR), &iA
XN TS24 R TAH B4 AR I CAR-TZH M. B
TREW IR CARYG LA, CAR-TAIMIIR EE T AR TAH
JHO FR AR, A B SR AROR R T A AN S B E ) RES
S REAZ AL RERS AR AR N KIS Tk,
I 95 2 BH A 2R St R 5 £ A 0 R & AR 77 B R R
s VECAR-TEH M, B OE N $HT 5 = YETA i i va
7 B R UL I PR N S i 7 PTfE . 38 EE bR Il PR
TAEN R ZF 5% T3, JLSEFERIN S f5 #HedE 1250
CAR-TH L6725t Nl IR, F 167 B4R H
Iy MR IS B T T IX 228 %% 48, CAR-T
41 Pt 3 Al 5 T A I Y 2R e % A R R S A
SR IT « SR, CAR-THH A 7 S A4 98 14 R0 R
M DLA N =1, Rk, AR SCEZE A4 T CAR-T
YR R DA BEHTE X CAR-TAH ALYE I7 I 520
CAR-THH JL 76 7 I3 8 40 0% M i e 140 i IR 3k 6 285
UL SAFAE ) 7] A%

1 CARZGHINLE
HH N, CARZEHIYE T 19894F [ — 55 STk
WU, FEIZARIE W B R A T A X S T4

st nd rd th
1 2 3 4
generation  generation generation — generation

Prototype

B i CETE EEEE
L 1 0 I Co-stimulatory signal 2 -
0

HI 52K (T cell receptor, TCR)CIX 342, MM e T4
P Az AETCRAR M & Ab . 1 F00E B, W] LLIE
N T AR AT R, HRHL K ITS H
AR CARSE MIAH 2 izt . L IF 5904 CARZE
EL 8 2R ¥ THYRE T Bryan Irving Al Arthur Weiss™' [
—FafRIE . XTI TSR H IFICARJE B 45 44 FHCD8 i
Ab X FNEE X 5 CD3CH P9 X A4 (B 1) . % 45 4 0E
B, T4H 7] Se R TCRIM HHCD3CE #2375 AL, Jig 48
CAR-TH M) K& B8 5E | Fefili. fEUbILAl |, CAR
LEMIZ T T VU IR T 2%, CAR-THH M 7] 940 I 4% 4 9
PUAR(EI DT, Hodr, —ARCARI R A1 X 4 25 1 9
B 31 A (single chain variable fragment, scFv). X
Pl B 1 43 CAR-THH L B8 % 2 4% Bt i A 5 P o 4
hfES, (HR, —RCAR-TYHHTE7E b it 15 2
A P R S8 T ) 4 DA S 200 P IR 0 W S 5 1 L
N T RIX e s, —ARCARTEML N X I T 14N 3%
IG5 850 B JElIBUE 5 85 MR I T-CD27.
CD28. 4-1BB. OX40Z:T4H g 3 4 2 7, H LA
CD28#14-1BB Jy & FIP. AT —AACAR-T4H
i, —ARCAR-TZH Ml 1) Ty B 5 47 2 1 ] 2 35 1 o
SR, AN S 5 20 1 XRFCAR-THH Hd 1) 52 1 A
JEAHIR] . CD28 CAR-TEH Mt 43 W 210 i DX 1 ¥ i 73 80 3E,
{E AR A 2 [A] 45 4-1BB CAR-THH i 524290, [A] i,
1E =ARCAR, fid Py X 38 I 2 AN LU 5 1 B,
A B — 2D 32 mICAR-TAN L ) fig Al 5 2 B )22,
B2, Z2ME S8R mE T a5, F 94l
F) AT g AR SRS, [R B, I8 7 X =4RCAR-T4N L
HBEAT S8 20 784 Re Al s X SRS 1 2 15 BE 8 B E 0
THIMLIhBE. B T X CARFE S A & B i 4b, Rl
FIE A CAR-TA i 22 25 41 14 T4H i T fie (%) 448 e
T(BIAAIL-121 TL-15H1TL-18)23 1R 4 44 (41PD-1
BEL BT 70 440) 5234, LA 3 b 485 7 (R CARBE #k i DY AR
CAR. HHT, 5RO B ) 3252 ZAACAR-T

I CD8 extracellular domain scFv

| Transmembrane domain L CD3( intracellular domain
I Co-stimulatory signal 1 . Cytokine or antibody

Cell membrane

Ell CARZHIREE
Fig.1 Schematic demonstration of CAR components
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A, =ACHPUARCAR-THH M 2 75 5 L Re 0% 48 = ia
I7 BORA T AR HIE T o

T

2 CARERERIERS

VE RN T 7451, CARMFNZ A3 A E
THI A FRIL G A Re KIEDIRE . H AT, % F 2% 3 A
W SR R G CAREE R S N JELAR T i Hh ik
FPRRIRTST, X PR HENE B (E CARTE SR A AI P AR TN
fh iRk, BB IR RS, (HE,
Xof R LB R U, CARFFEEERIE 23 51 R 1E 40 sk
HLLZ AR, R, 85 B 70 R I mRNA HL 5% el
YA RS FURLIEAT CAR SN A7, 7EiX bt
W55, 45 I £ LE IRIC AR-T4H i 2% I AR 5 1) i e
SRS PR (R, X PSR R TS A I R B 16
FReiE— DS IUESE o BEAL, % BE-T- FICRISPR-cas9
F Y IX B R B K i DN A B8 T E B fECAR-T
ST A 7 gl B A R B R AR AR 7 TR
PEFI AT R AE M, 0 B R GE MK IR /2 CAR-THH i il 2% (1)
F B

3 CAR-THREETr i Z G AR AN I IR
e

PR E T CAR-TH e IT I Z k5 H
Rtk HHl, CD19JE S iF FICAR-TAH G T #E A,
CD197E LT 4= H B2 B T 5 i 968 40 i v R 08, BR 8
B R 1 s et e AR, B B L) &, CD197E
1E 5 A ) IR AR H R BR, e ) 2 £ H A0 i A
WP AFRIL, FAFEHZEE SRR TT o 7 e,
2 H AT, CAR-TYH Ml PRAITE 70 () B B fe 32 22
FECD19FH PEBZH ff B VE b g R EUAS I . 452 R oK, 2B
¥ B HACD19 CAR-THI I I R 73 g DA
e FoAtBE SRR 7 PEC AR-THH A 7E M3 2 St 0 1 M
TBIT BRI R T
3.1 BZEREHEHE

FEBA itk ELRE VR 9T Y, CD195 fix 12 2 1 48
M. {E20104F R, Steve Rosenberg [ PA* 1k 3 1 21
F A HICD19 CAR-THH i3 7 4k L8 f6 38 1) Il R B
FARIE . FEZIU S, 1AL 2 IR R IV Pk 2
J& (follicular lymphoma, FL) & 35 # 5 J5 45 T2k B
RCAR-TH IR YT . WIUIRYT Ja, B I 1 #845
2% fi# (partial response, PR)FF H ¥4 77N H. —Ik
BTG, B FRPRIF HLSEIL T 74E 2 A Tt e

A 47 (progression-free survival)®**l, 5y 4b, Z A 500
AN T J3 A28 bR VR IT 77 RANBURFLER &
FEIX3NL A8 T 5897 R M3 800
EVEAL Ah, HoR247 B Y S IIPR, 2 W CD19
CAR-THI } ¥ J7 75 2 /0 67%(2/3)FL & 3 Hh A 245,
X IR 86 i ()i — P ke A K I, CAR-THH Mg AN fg
i 2% A Ik EE 988 i e o PR SIR PR 2 G, G BRI B A
() b R 2 Y. aZ Bt FUALE B 7 CAR-TZH B VG T
W EVR R BN 2 A, (2t 2 ] A 40 i R RE TR
24 {iE(cytokine release syndrome, CRS)™®), A Ji5 45
BT 7. CRSAZCAR-TAI LAY B L 25
RIMEH, BN 2GRz E AT AR R 55 o —
TR FE R, 2 FLEH AL 52 CD19 CAR-THH LR
J5 TG R R, EIZ IR FEHh, CAR-TAH R H 1) 2
ANEr LG 5 B 2B — AR MY, Bk #E CAR-T4H
JL D TE PEAS BE 78 20 R . I PR T I R B T 4 SR
B, JLHNEUE 5 X CAR-TAH VG T N2 B oK. Fil
Ja IR FEE B 73X — 450 fEZI0R e+, B
FE oA T — RS ZRCAR-T4H g, &
ARSI T, 2P0 CAR-THH M (1 38 58 5 2% 497 37 14 22 1)
AR ERAEMER EF AN, ~ACAR-TH M
W95 e 77 R A7 I 18] 2 3 A0 T — AACAR-TZH ™7,
52 B 3X 26 BB 5T ) 8 K, 05 B PRI 9T 38 2Rk
AR EE 2 = fRCAR-T4H fii. Steve Rosenberg
A AU -20154F & XA & 7 CAR-TZH M6 97 R i
P KB4 Ml ok B 98 (diffuse large B-cell lymphoma,
DLBCL) Il AR AIF 58 45 o 72 1Z 050 b, A0 459
AL DLBCL & # £ P 111147 3F 28 A 4 bk I 98 (non-
Hodgkin lymphoma, NHL) & # 5 7 CD19 CAR-T
MMLIRTT . EENAIT LG, B4 T 58X
CAR-TAHRRIGTT - B 12400 835 JiE VAL 4, Hr13
Fr 3 I PR S B2, Herb 8451 58 4 52 fif (complete
response, CR), 45|PR, 145 %% Jp5 £ € (stable disease,
SD). i #£ 747 ] ¥ A4 FIDLBCLE: & v, 4%ICR, I
HHA3FICREF£29~224 ™. i 4b, Z R & Lk
W], CAR-TEH i 477 B2 A7 7E A J& 2 15 52 05 22 A 1) o 2
HAF. CAR-THHMI £33 FBAH ML FT A 57 3, (H2BAY
JRLAE TE 55 52 R N AT AR A A, B il PR AT 5T
YNNI 35152 B AE AT T7 22 VB T J0 R IR0 8
{H A LR B AT 7 R PAL B 5 BE W% 203 CAR-T4H fig
19T %S, [ Bk, Steve Rosenberg 4] BA 7E20174F #
T8 T Ab97 TiAL HE 52 I CAR-THH JiL 76 I7 FI B FL 45 2R .
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EZH 5, 1967 DLBCL. 207 FLAT 147 B 4H itk =
J& (mantle cell lymphoma, MCL)% J& 7122457 ik E J8
S B e S2 TAR R A I i fin s v A B
(fludarabine and cyclophosphamide, EJFCALE), 48 5
25T HLIRCD19 CAR-TAMLIATT - fEix L iz, #
A SR FRTE B T3%(16/22) CRFE N55%(12/22) A f
PRFEA17%(4/22). HHEN)Z, CAR-TAHME ™ T
FEARUR, B E AL T AR I 1A K AR PR RF
CRo ZIURF UL I, AT TAL 3R AN Be 8 75 B R
AN IR SR A Ik C A B, 38 AR M SRIL-7FIIL-15
ST B CAR-TZH B 8 T AE AL (O 20 B R 120 b o B
J&, — AL 22 Aol R AT 723k — I SEAG ST T Ak 3
W SRCAR-THH PV I7 RCRM. fEIX T 2 0 B 7
o, 7L XEYE PEDLBCL A 3 B Je e %2 TFCAbHE, 3R
JE¥ESZ T FIRCAR-TAH fuffiiE . 45 R BoR, Bk x
V. % (overall response rate, ORR)IE £ 71%( 5/7), H
CRELHINS5T%(4/7). T H3AL 3 4 CRIZ 124 A
PLES, 5 — S, CAR-TYH I 7E B R N K
SEAFAE12A A DL B9, ERE fE T 2 A0 i 5 R,
101451 %t 75 1= 28 PENHL & 35 #2%2 7 CD19 CAR-T4H
M6 97, H A ORRFICRS) JI A182%F154%. 1EHiRIE
R AR (AL B U5 BRI S.7A4N ), KSR 44% 58 1R
FFORRAI39% & # FREFCRPY,

BRI R R A T S CD283E il BUAE T 1
CAR-THH ffd. & A 2 WWF 78 50 At 17 4-1BBIE il 3
& 5 0P CAR-THH M ya J7 A 2501 Al 22 A PR 52 .
20164F 1 — Tl PR FE 020 UF B, 5 4-1BBIL il
ZEF IFICD19 CAR-THH L B A5 W &2 1 Bi vtk B2 7%
PERY, FEIZIAT SO, 140 FLE #8252 T 47 Tiikk
AT RCAR-TAH B V6 JT - E¥R T J53 1 H, ORR
NT79%(11/14), CRAS50%(7/14). 64> A I, 347 PRE
F I T CR, [FIBTCRUEG B #2 5 £164%(9/14). 1L i
Vi B 18] (b A7 5 18] A 11.44 ), PESA77%(95%Cl:
45%~92%). XTI IR, 4-1BBILHIIAE 5 AE %
ZEKCAR-THH M 44 P A7 B ) o 7 — 00 92 [ 52
PR 2 ERFIG PR, B R T BEA 5
ICAZ R AT A ) % CAR-THH M, 122X Lo ffu fig
WELE SR AR N T A B AR AR R R DU R S 1P
TR — B 2, X EECAR-THH I 78 AL FENHLAN 2o
JREL 1 1199 (acute lymphoblastic leukemia, ALL){E
(Y BAH A I 80 95 £ 3 4k P 2 AL ) AR 58 1% 18 4
1M HLIX —HFFEENHL R # PRI U v R e, =

A&, IR ARIE IX FPCAR-TYH R I 76 7 28R Wif] .
) B 2 H 2 M K 2% 3 R 1 — TG PR A 52 R, 14451
DLBCL&EH FN4FIFLIE #4452 T CD19 CAR-T4H
MG TT, SR N % N 64%(18/28), HH 6/ DLBCL
B (43%)M10ALFLE & (71%) HH ICR. B8 BE T
(1] %€ K (A7 15 8] 28.61 H), DLBCL & # FIFL
BB N R K B86%A189% 5 X W TR 7% 2
N, X TR 4-1BBIL I (S 5 45 4 ICAR-T#H g,
1] % BT PRI T 200 Fi 53 A0 2 AT B X AR Ak P 11 210 A
FRELRCmAS K. AE 53 4 — UG PR 78+, 3247INHL
MEHR T &R E T4 A 1)CD19 CAR-T4 fi
BESY, EZWT I T, CAR-TYH & A 25 Ll CD4*
FICDS TAMMI . X Fh e A 2 MO 7E I PR AT ATE 50 R 7
ORI B BT R Vs . BB T CAR-TAH M S 1)
ORRFICRZ} ik #63%M133%. %W T ILUESL, FC
AR EE 2 BT LLREMS B35 0 CAR-THI LT &%, " RE S
AR TT T Ak 2R B AR AR e HE R A R0, — T Je
10043437 bk EL 988 6 25 1) i PR AT 90 A8 S FR 0 7 T Ak 22
B0 CAR-TAH M 28R (1 I E2%) 7 i 1 B[] e 5 3
AN HWISIALEE ., F S ORRIA E]59%(30/51), H
43%(22/51) CRA116%(8/51) PR ik I A HIF 52 IF 52,
CD19%5 5 —fRCAR-THH fi(& A5 CD285k4-1BBIE
A ) TEWR ELIR VA TT TR 2 A ), i BATT
TRALEERERS & 25 3 B CAR-TA ARG T R -

F% 7 CD19%b, CD20. CD30Fkappa’z 5 1 A&
CAR-TZH M 76 97 Ik T 87 1) B LA i 6> AF — T L
HHI B 90 R, 2457 bk B HR 3 7R #5252 CD20 CAR-T
HIEYT R AT TR e . HA AL R R AECR
FRFEE T O%E, 1M 59 L7 B L T 194 H BFICRM,
AL, =TT A SE, CD20 CAR-TZH i £ ik %
BT G 0, T CD30%: 1% CAR-T4H /iy
TEIT IR ER AR B D, (BRI A T
FETAHRRIGTT Be % 7= A 2 /030N H JCRIY, kappa
BREERE R M CAR-THH YA I bk EUJ8 1) B4 S LR AS
s 4y BRAR(Z0°M33%), (HARTEH 4 53 RE 5 K
/0324 A ICRE, i Hkappa’t & 47 5 4 CAR-T
Y f A 23 38 CRSPY, N PR IRCAR-T4H f v 97 BIAE
ki AR R T
3.2 BZAREE MR

CAR-THH 1 6 J7 EB4H L ALLAN 1 14 3k €2 (3 if.
Jpi(chronic lymphoblastic leukemia, CLL)H B [ #524f
R, Hor, CAR-TH MG T ALLIRUR o =
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B T REMAR(CRITIEFI0% LA EW. EBA A H

X SR I PR A 72 Fe 7 th R B RORP, 762010
SERF, — Wil RAF 7O IR IE, CLL AR RERS T 32 w77 &
CD19 CAR-THH M6 7 (dse /e Hn 13 & 3% 10748 i /kg)
20 Sy J& SRAH ST 58 o I 4l i B SR Rt T 5%
TERE J5 1 — TG R 72, AL AE IR TE64 % B177% 2
8] i R AECLL R #4252 7 CD19 CAR-TAH A7,
X3P 2 sz I 2 Rl BT B AT
fif 4. {E 4 52 CAR-TH MLV IT )5, 2407 i 55 (66.7%)
HHICR, 147 8 3 & AEPRIY, B 4 B B () /2, 1% I
W FTAFE B, CAR-THH Hf 75 & 5 4k P B 8 22 /D> 17 1% 6
AN A, i HLIX S 5 TR TRETAN A A2 A4 PN SR LA o
KB B 7 RE AN R A T 1, BN RE RS T 1A T 000
5 PL B IR R 21 000 B4 L. BT CAR-T
41 Hf B8 8% 71 4R P9 K B AR A7, 2067 CRAE 35 111 il A b
JE 1L H 38 ARG I 815 A 4 P, T L 2% A SRR i 104>
AT, FER 5 A — Tk 4y 7 #EHTCLL A # 1)
I PRAF 72, AT I e TAL B 44 52 iR 22 T
CD19 CAR-THIRIGIT &, 30L& HBL T I IR S i
4, RS IR B R I AN R R B R AR A, (A
AL ZCAR-TANMIG YT - I P 005 A 7o i —
AAIE B, CAR-TAI M 1697 CLLAZ % & 2. {EBE
J& B — 009 Je 1440 CLL AR 35 (1) I R B 9T 1, CAR-T
4 Mo ¥6 J7 )5 1 % 4R )2 8L % (overall response, OR)IA
F57%(8/14), H A1, CRE H29%(4/14)), TE1Z T
FuH, CAR-THHMIAEAR N BB R SEAF TG 44F T HL AR 2%
BAPUME S 20 FOEuE i, EE GRS
CAR-TZH AR N4 394 5%, 4k N £ /ECAR-TA i
I, CRAEHS H 82 179, 1% 45 5AF ), CAR-T4H iy
RERS R s R PE DM VR FH, B SEal i R va i) is
Jo Ja B2 JLBURE 5Tk — P HIE 52, fECLLH, CD19
CAR-THIIAIT 2 4 %08, FECLLIAYT H, &1t
kappa®t & ) CAR-THH J t1 4 11F 5202 22 4 R,
{EZ IR 2 B e L5 CD19 CAR-TZH MO AH bL, $27m
CD197] e i iF I CLLIA YT 42 o

CD19%F 5 YECAR-TZH B fEALLYA 7 H e B0
A NG IR Z R I7 R 76— TUEE X e vh
PEAE R PEALL &3 1) R B 78, 267 ) LB (VR T
23 BONT8 R0 ) B EAE A T 1200 L 2 K
JE 8252 T CAR-THI iR 7). 5TE 4 B —
3, CAR-TAHMAEIX 200 ) LE B PR N R &4, 0%

HBCRIE R T HESCE 1 00047 L E, 4351 & #] s
5 IR T A0 M 1 72%F134%, i HLix 46 356 [R] T FET40 i
RN EDTEE T6ANH . ENEERE, fEE i
WA 2] T CAR-TAH Y, 111 H X LECAR-THH fl £ [
TREY B, FERCAR-THN L GE 45 3 N bR
SR BB AN B, S 4b, X207 L B E VR IT SR
ILBICR, oA, 167 B ICREFL: T LI A BLE,
AL B EALERIT E2 N A 2R, (B S 2
FICDI9BH 4N, KU 1% B & 2R 5CAR-THI A
B IGRON, FE 5T K& 3047 B kAT B A L
ALLMJLZ RN (FF 8 5% 22228 35 1 1 IR
I, 90% 838 1E#: ZCAR-TA I A J7 Ja SE il 1
CR. 7EiXue 3, 64 H T 417 % (disease-free
survival, DFS)N67%, & A 4= 47 # (overall survival,
OS)N78%, 1M HEF B 2 gt [A]iE 3] 17244 H LA F
EARERMZ, 73%E35 BT JE 5 K 1B K
9, PERCAR-TZH ML E A4 N FR B2 R FE T RET . #E—
T AR BE A ) L2 B8 3 SO BUAE B B I IRt 7
CAR-THNAEIA YT 5 FICRIE 2 70%2, {H & 76 Z I
FuH, VBT JE 28K I HE W R il 2 1 H B4 i k=0
IR T TR B, SRS S R M CAR-TAH A
A PN A 3 B TR), AT R FH IR 2 4-1 BB JIEUE 5 1)
CAR-T4H ML B A T I He A B0 06 1%, 1 J5 # &
CD283L il 15 5 I CAR-THH I i FF 42 1t i 22, {H &
T FICAR-THI AT ALLI R ALl 72— T £
VBT ALLIIG R 78, 75407 88 5 252 6115 4-1BB
L5 S ICD19 CAR-THH ¥4 J7 J5 34 H (1) %
1R ZEfif % (overall remission rate)ik #81%", HHTE
BIT a6 H 24 H BFOS43 1l H90%F176%, 1
DFS /3 515 8] 73%M150%7 . 5 2 B fRiE — 5, %
Tt FT I, CAR-THH L B8 75 38 7Rk 9 2 /D A7 20
AN AN AE 53 Ab— BT 35 B U I TR] K 1828 H (1
Vi s [A15E B R 1~654 D FIHF e, S3AALL & 3 42
5 T CAR-THH J(% CD28 L il ¥ {5 5 )R 7. FLh,
83% M # HPICR, H KDFSA[IA11.54 ™, %I
BF FCIRAIE 52, CAR-TAH AL ¥6 97 RUR 5 58 38 g 47 4
AR SR, $ I B AR MR 47 far 0 20 CAR-T4H A
EITRREREE, iAW R S 3 5T
W AT IR YT, 10— IUE o B R I AR 7R T
S RT3 AT CAR-THH i il % A1 Y6 J7H) . 7E1% I
WF 72, BIF 70 # % FH TALENZE [R] 4 48 B0R mlt o 7 it
A1 fg AR T4H B 52 /(T cell receptor, TCR), F: %247
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BANMIALL & HET TIRIT - IR0 B E TR ek
CD19 CAR-THHHIG YT Ja I B T 22, i L4 R
2 4 %) S VR T 24 P e 0% £ 52 A4k A A7 3 R T2

FEALLIA YT 1, CD224H J& — AN U 58 05 . 7
— T s K214 BYI B ALL & 3 i 11 A iR 56, CD22
CAR-THH B VR IT J5 22 fif 3238 2 73%, HH AL 2% fifk it
[ 6N H 7, EIFE B2, fEIX T T ey
T 1762CD19 CAR-THHMIIE T I i, Ty ix L 26
F HES I N CD22 CAR-TZH ML v6 977, %W 58 B
HHRALLIG YT 24 798 o5, #h % 7 CAR-TA MG
ST IR N
3.3 %A% EEEE (multiple myeloma, MM)

MME -8 P A0 1) 3% 41 B (plasma cell), J& B
R I YUY B D 1 LIPS AN AR LR A [
fR), MM A EIECD197, {HZ20154F 1 — B i
1E1E 52, CD19 CAR-TZH g e % F TMMIG T, 1E
AT, 1A VA PEMM R 5 #5252 T CAR-THIHE G
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