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Abstract  As a new type of cellular therapy, CAR-T (chimeric antigen receptor T cell), which is engineered
to express a chimeric receptor to recognize the tumor antigen, can specifically eliminate tumor cells. CAR-T has
attracted much attention due to its promising value in the treatment of a variety of hematological malignancies.
However, more and more clinical studies have shown that CAR-T can cause a series of adverse events, affecting the

prognoses of patients. This review aims to summarize the evolution of CAR construct design, the applications of
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CAR-T in acute lymphoblastic leukemia, acute myeloid leukemia, lymphoma and multiple myeloma and the related

adverse events, and provide the discussion on how to improve the efficacy and safety of CAR-T therapy.
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kA PUR 3244 T M 2 5 25 DR TR HR
&1 5 2% 15 e % 45 S 1 VR 00 b 983 4 B P R 43 1Y
A PUH 324K (chimeric antigen receptor, CAR), M
T 3R A5 0T Jib 988 4 0 PR 470 5 4 S 1 3% 493 B 0 1) T4
ffl. CAR-TTE ML MR B¥67 o AR 1 R ) %
R, R—MEA RIS w%ibyr 7. B,
CAR-TIZ /M7= i IE7E A BRI 2 A0 I R I IR
K. 20174, H~CD19 CAR-T/~ i axicabtagene
ciloleucel (axis-cel)flltisagenlecucel W Z8 #% 55 [F £ iy
2% #L 5 (Food and Drug Administration, FDA)#t
#HEF Ti6 97 2R BV 1 K BAT Mk 298, HATE
2 b1 CAR-T/ i 3% 19175 . CAR-TYTIE LS
BERIT RO R 7RG R TAEE 1) 12 0E,
{E 2 I 55 A DI 98 AN . B RBR 22 | 1207 VA T
F i tH — 2 r] @ 4n : JBE SR KOS (on-target/off-tumor) |
I B [K] 7 BRI S5 A AIE (cytokine release syndrome,
CRS). & RGN, HITEE KRS, ALFE
XF CAR-TIEYT & P ML 98 R m e 8. 7 28 LA
o2z A A I I PR gk g AT 25 0A

1 CAR%#H

CARFFEEA G5 GRS LB 70 144l ob
DU AR Z5 e 38y 1A 15 8 45 A 3 A0 14 & M 5
TE R ARSI A G S ORI R A
i PR 70 I S S A T A ) R T AR R B (single-chain
variable fragment, scFv). scFvH $t & H & n] 4% [X Al
BRBERTAZ X 2 B, scFv ACAR-TAH I 42 fit 1 42 7] $t

chimeric antigen receptor T cell; hematological malignancies; adverse events

JRAE R . 5 RIRTAN M SZ AR AH L, CARJscFvXf it
JiF B U A F7 EEAEMHC 7y g AT Bt i hn Ak
TALPE R, XY R T A BT I CARB AT
ANF R BE Y. SR, TR NCAR-THEREHE sy,
W] ARy G e e v L e ORIV | ST
EAIUE NG | A

5 68 45 AL 45 A A UE B 2 W T CAR-THH g 1)
fE. 2B—fRCARHA I/ 15 53k, &eH I
(40 B N {5 5 32 CD3CEE, ‘& ACAR-TAH A 13
WIS 5. (2 —RCARTE & P FF 42 i [a)
WhE R 12, WA TR IR E. N T g
CARM) 7y WA T fe SEFARE 1 A0 He AME, @i i
1A B 2 A 3L RO o ) T 15 AR = AR
CAR, PLACAR-THH M s 2 15 5. 28 PUARAN
55 FARCARI X B 3@ i 4 WATL-12 8K IL- 1855 4 %
S 1+ 9D TGF-BAE G 2 40 i R B0 A2 Bl
iR Bk VA T T A0 IR Treg) PN 2R 2 4 TF K&
THEE, 1k B 5 IR ik 783 Tk B 53 5 4 AR 9 2 I B A R
YRR, I e Je W] B 2 o3 LV R G0 M i
Jeq 9T A%, AT BEAE CAR-TYT V2 4 ) T~ 52 4 i 98g
BT H o

I PR 38 v 5 B H ) R 08 2 CD28
CD137(X#:4-1BB). fEFi# FDA#LHER CAR-T/
i, axis-celfd FH CD284E Ayl #idsk, 1 tisagenle-
cucel{fi H1 CD137M, FAAE I PR A7 A5 1 PR 58
o B B 20T s SRR 4 0X40. CD27
FIICOS® !,

®1 B LEWHICAR-T&
Table 1 CAR-T products already on the market

21 1y SR 8] & RAE

Drug Target Approval date Indication

Kymriah CD19 August 2017 B-cell acute lymphoblastic leukemia, diffuse large
B cell lymphoma

Yescarta CD19 October 2017 Large B cell lymphoma

Tecartus CD19 July 2020 Mantle cell lymphoma

Liso-cel CD19 February 2021 Diffuse large B cell lymphoma

Abecma BCMA March 2021 Multiple myeloma

Axicabtagene ciloeucel CD19 June 2021 Large B cell lymphoma
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2 CAR-TZHAE;ATT Mi% FiEE B9l R 1 R
2.1 2B E LA A M

Sk Btk 241 g 1 197 (B-cell acute lympho-
blastic leukemia, B-ALL)s& & .1 I3 22 8 988
22 AT BUE T4 R IR T S, #r B
WA MEVR B2 & B-ALL[refractory/relapsed (r/r) B-
ALL], G AR . CAR-TIEN—FBA RIFHT 5
IR S ¥6 9T J7 1k, fEr/r B-ALLIYR T AR 2] 18
NULERIPER] . CDI9#GANRIRTT B-ALLI
#L45, CD19 CAR-TH™ fhfix FHilid 1 FDAHEAE,
2 Wi 9T R I B R (A R A AT 4 ) 2 4
P68,

7E SHANNONA: M i vh, LA 304 r/r
B-ALL&E# % 7 CD19 CAR-Ti®YT, H 2741
(90%) i 5 2 5 fife , A045 241 blatumumab 3t V6 14
BE MY T MM S . BFH 6o H AT
# (event-free survival, EFS)F1 524173 (overall sur-
vival, 0S)7r AliEF] T 67%F178%, H CAR-TiJiI
P RIEFRIRF A . OB TSR BH, AH B T8 BT,
CD19#E [ CAR-TIRJT B-ALLEA 201 F A W
PF

Z L A BRI I R R IR {4 T CD19 CAR-T
177 & (tisagenlecucel il axicabtagene ciloleucel)7E: 1/
r B-ALLEF )2 R EFE 2UE, BoR T2 AN
BRI &R . {EELIANARE Y, ¥ CD19 CAR-TIE:
A r/r B-ALLI LE AT AR, B35 AR I B2
(overall response rate, ORR)F5¢ 4= 2% fi# % (complete
remission rate, CRR)Z3 5l 4 80% A1 60%*", /L&
CD19 CAR-THEIA YT fEF K B-ALLE#H H ik T
THEE & CRR, (HA IR U5 50 WoR, 30%~50%
MEFRASER, ERFERAEETIIE1210H
W, 10%~20% 1 B # %f CAR-TIRIT Bak. A H
7L R, Zid CD19 CAR-TIHYT &, A RAHH
(43%~55%) 1] 5¢ 4= 22 fif (complete remission, CR) &34
FE VEN R M 597 5 5KV e 5 TR B2k 51
RAZ VL S CAR-THEAR N B RF LI [A) 4G 9%

AT BF 7 R BH, TPS3537F (fir/r B-ALL )L #
FE4%52CD19 CAR-THIL[E J5 S iA 77 Ja L TR &
P& R, CDI9E RAETPS3FRAL 1) & Kk 835
IR L. PRI, YR IT RIS & TPS3IRAS T B A il J5 i
B, X TAHEATPS3IRA N B, v % B H AT
R BB ARCAR-TIRTT . BITEEKE—1NE

TE JE B 1) [, K 22 8003 A 1Y) L3 40 i 3Rk
CD22. CD20. CD10%%, H-HrCD221E 1F & 4 fifg r i
ek, HREB-ALLI—A B IF40 5 .

TEFRATZ /TR FiH, 3441 CD19 CAR-TRYT
I B-ALL JLE ARG #8252 1 CD22 CAR-T
MR TT U 3041 B3 A 2441 (80%) BT AE HinvE
CD22 CAR-T/5 523 CR. X} 1144 CR & 37 B B4
oM, HA8IfE R J54.6~13 3 A MRIF R, —4F
ToIR AT RN T1.6%, 15K 2 B 52 2R
FI CRSFIPPZFE I, HIXEeA R B A H IR,
XKW CD22 CAR-TTE W T r/r B-ALLE & 2R T7
[IIEIRCESEVE

H A7, CD19 CAR-THICD22 CAR-THAEGYT 32
BV, WITEE R S5 E R K IMB-ALLE A TE
$% 3 CD19 CAR-THICD22 CAR-TH] 5 5 FIEE &R
J7JE I3RS T EKEFSAIOS! S, [AI #E[MICD19
FICD22JCAR-TZH M £ A 7 76 97 B Ar/r B-ALL.
BRAR B 92 106 3% - o HE — 8 AR,

SR, CD22 CAR-THH L7 V5 S B -A 16897 K
HRT RS B A Fridt— 2 AL
2.2 2MTHEAEMRR MR

CAR-TYT 2] LA & 20 r/r B-ALL A 5 1) il
Ja o SR, BTV 2 nl g SR BT AR I RS PE T
Ji 2z 1R 3L [F] R 0A, $E A T AR PR IFICAR-THE i B &
HNTRTETYN A, 7T Ae S 20™ B I TYH M S 2 R .
(Rl 9 S PR Tk B 41 B 11 IfiL 9% (T-cell acute lympho-
blastic leukemia, T-ALL) % THCAR-TIGYT /7 EA /2 —
ANBRERNT . R Nk, BT AR AR SR RE A8
FF 200 N R S M 0 . — LRI PR AT 0 R B,
#LAICDS. CD7/ICAR-TLEAR SN FIE PR HG /) bR A2
SEg rh HAT PR U2,

CDS/ & T M PR AE M R T AR id ) 2 —
FEET 80%IH) T-ALLAH I rh o 17 41 L %F CDS &
ISR T s R BG4 - BRRAI . AT
2 B A0 BIbk B2 40 B A (B-1 cells)®2, B K
I CD5 CAR-THH M AE AN T A R 51 9 W
Ji9Rg T4 2 A0 JELAC T-ALL BEGE I, 3T Ag i 2 30
T-ALL ) 7 P # i /)s BRUBE Y 1 5 i3k g 2. CD74E
95%[F) T-ALLH 3%, [F It 7F 90%~96% I # T4H
fl\ 90%~98% I H R %47 (natural killer, NK)4H
Jf Rk 2324, — R PR AT 5T IA N, CD7EVF AT
PUAE NTEIT T-ALLIHE 212, FRATE R LA X 5



AT 45 CAR-THH ML iy L3R FO e AR JE Fi&

217

HEAT R DWIRR LS, 4IN T 2001 r/r T-ALLE
FH, BRATMEZE Rt # CD7 CAR-TAN /e &R NG
Aok, B CRREE 90%. A BE VT 8] 4 6.3
H, 18 CRZEZE A 1541(83%) 114 T L2 ARIRES, B
SRTEAT e N o o] W 5% 2 B M 0 P di 32 OB (graft
versus host reaction, GVHR) B 4L & A=, {HE A ]
0 S A Im PR 7T R I 18 ALCD7 CAR-TYG
J7 T-ALLJ5 , CAR-TI e th BLA 2P ik H A A —
FEAME, FEIhE S T PUR /R 2,
23 AMERAMR

5 ALLAM M, SVESE R H MUK (acute myeloid
leukemia, AML) B A B R FtE, HigS bk
P )T AE SE TR 2 7] B 3R 0K T X AR 26 A A7 2 (1)
IEH il R A0 3 I 240 B A0 E 48 B (hematopoi-
etic stem cell and progenitor cell, HSPC), X [H5 T
CAR-TJT¥EAE AMLAUS I HE) ™. fiids CAR-TR H
R, VF 20 AR TR AML K AR SE
Mo

CD33MICDI1237E 1 % W 5 1 4 38 F A 241
AML VAT HE 231, WILLIER B I 4 RNA
I A A B AR 2 B T 366 AML )L 2 B BE A A
R A IR BRI, R IRAE BN AMLA 32 RIE
CD123fX 78 /b Bk A b i B #E [n)CD33MICD123
2 BB FHSPCHI 445, 7T RE 75 25 2210 57 R
I I 240 A% AR R EE g OE R s I T RERY, B
AMLAHJfIAH EE, AMLT-41 i _E I CD33 R IB UK, X
AL EATIA BN . A V25 S IR LE
AMLAN L AN 5] 3k s fEAML T 40 il AR 3Rk
T A7 76 J7) BRAEE2499, TAMBAROZ Pl [ CD33
CAR-TXTAMLE# FIEIT VR, KI B RNAE,
R T XM ESE—D A, Fik, AR
TR AR

CD707/E AMLERSH A T-4H i o i ik, 5
CD33FICD123FH bt 78 1F & 3 140 i b J L7k
AFZ 7R X Z B CD70 CAR-TH] LAFEAS G40
it I Th e B LN N AML B #2466 97 , SAUER
5 WO RIE 50 B NI AT IE SE 13X — i . {H CD707E B4y
AMLEF HRIE F 0 R A RIA KRR, X R
#l 7 CAR-TN IR . JETANIZEHI A 78 K B, si-
glece-67E AMLAH il 5 045 AMLT-4H i V.4 3t 3
FIE, BLE EHEHSPCHATMIA S o 7RI R ATAL R
siglece-6 CAR-TEAKF 7 FIPT H ML [ B, A4

TE G % BB /N BRI S Fh RS i AMLASE 2 Hh 5 5 56 4
Gefft . CRIBEEE R IE /3T 1(C-type lectin-like mol-
ecule 1, CLL1)7E AML -4 RE4H AT 4% 41 i
AR, MEIERG DT FARE, /TR R
— A BRI SRS S, HCLLIE AMLE# £
TR FIBH I B 2 A AL CD33IG, $E 8 78 3 sy A
Al REA PR PR IR BURYT R AT REPE . ZHANG
SV R 7T E W], CLL1 CAR-TVAJY AMLE &
A3 HEA RIFH 24, B2 d T IRIEm o) 5o
b A T SRR IR R I T HL i — 2D PR A

Fi4h, CD117 CAR-THTE I PR 7 B 70 R B H
e PEHIAMLAN Y, CD117H 7] A8 2967 AMLI
TELEHE 5,

24 FEFEHEHE

JE%E A & 9% (non-Hodgkin lymphoma,
NHL)& — Mo g7 BUS 5, JEH R 7RIE KB
21 ff bk B9 (diffuse large B cell lymphoma, DLBCL)
B, AT DL R 2R T R R 2 (1 R-CHOP T KA
o, (AREE REHMER IO T, BTG IR ZE .
CAR-TIT VAR 7 iX — JRTHl o

28 R 43 bk BB RS YR T BN Y, S CD19 A FHAth
B4 i 47t 5 i CD20F1CD22 42 Fe % W 11 26 1 470 5 .
Il R F 78 © 22 31F S2CD19 CAR-TH] LL A% B4H ffd ik £
Ja i P2 AR | CRRYY,

CD19 CAR-T{E N NHLIG YT Sk H ke 2 75
WITEREMAER —EERE, HRRIERITHTK
LA Ee ] B BT B S K M-S B CAR-TIR YT R
(P, BT B R AT 28, ToREH B3 1K 2L B 3 1Y)
Tiif5 . VERCELLINO%: “If¥ it 5t K& B 45 715 i 5L
=2, AR SR (total metabolic tumor volume,
TMTV) K. LM AR %5 R E KA XK.
CD19 CAR-TIRYT Ja 5 & I £ B 5 A g & CD194)
THER, EFE WERE LTI 5 3R
Jri&. BAIRDE WHRIE T 34l CD19 CAR-TRIT K
W J5 X 4552 CD22 CAR-TIAYT I % 115 F CR, H.
TE8Ja — IRBE VT RFEE CP3Y T4 ), B I
PO R 2 H B A AT i . TONGES U T 7T 4
N, BRBHMERYENHL S $52 CD19. CD20XU4E
M CAR-TIRITJG, B MFENTI%, CRRAT1%, 12
N TR E N64%. CAR-TIRIT G E KI5
— 5 3 J DK gl PD- 116 b 8355 & T4 o 3 i B g Al
W FECRTT R WFFLER I, PUPD-1HIRREAE 12
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# CAR-TIT AN W, BA CAR-T R
A R R BT BT R IR R

201 74FE A FDAILHE BT PIFICD19 CAR-TZ
W) axis-celfl tisagenlecucel 73 7 K A 7 A [\ 1 3L
BUIHCD28MCD137, IR T 41 . CAR-TA A (1) D g
FSAE . b CD284E3#E TR 43 1k N AT R M d 12
AN, &6 CD28/5 S CAR-T4I I A A
558 A ) 164 5 R 4 440 PR ERL T (R e 0, 1T 4-1BB AT 15
S EEE N, A 4-1BBAS S 1 CAR-T4H g 78
A P R 3 A TG 90 A I ST LA T TR R 0 S
F] CD28F1 CD13 73 Hl 5k i) CAR-THH i AE AE VA B
82 K B-NHLIGT 5 0 1/ Ta I AR 56 A 97 2%
AR R, g5 R ER: A CAR-THI 2 A ML
PR e M, SR, 5 CD28 LA L, CD137
CAR-THH L i T H 218 M As € A 247 v A
B HEUF ) RAERN I EE D, 25T
X T AT AN [F L JEOE ) CAR-T B A — &
FeRER

TECAMERONSEPVR T 55 H, 42 52 A I frc I
B 441 1R 375 ok T Ak B 11 £ 5 A N CAR-TAH e 47 7K 11
FECME G O8, H B & F(CRAS50%, ORRNT2%)H
T A 5% PR I T b L) R (CR 8%, ORRAY
50%). X H& 7~ FRATTIE B R Ak 25 40 LA B g 3 8
CAR-THIIT 34
25 ZEMEIHER

% K% H BEJE (multiple myeloma, MM)#E DL iE
HHATMETY FRAREE. CAR-TOAES K
FIHEVE P MM (refractory/relapsed multiple myeloma,
RRMM) I ARG ST HR s H R AT AT 5. 76 HER
CAR-TYRIT I 2 AR FE A5, BAN e AT (B
cell maturation antigen, BCMA)/&i2 4 N 1k H %)
#EpS . FDAT 20214F 3 A4tk 7 & AN T RRMME)
BCMA CAR-THEI 7%, BCMAJ 72Kk T MM4H

i, (HAECD34 "3 M4 i _E AR IALY,

BRUDNOZEPAFHF 77 H gh N 26 MM iR &, 7E
5 =1 [FIBCMA CAR-TZH MR & N, o] PEAS 11451 i
FHAIBIERS T B AIPUE RER RN i
SO AAS I A B, 10651 8838 A 8L 21 T 5t/ Mok
B4 %953 (minimal residual disease, MRD)FH IR A &
P I N FF 2B 1) 5 R LT 4% . LCAR-B38M& —Ff
BEXF A [ FIBCMA R AL FICAR-TH a7 325, &
LRI PRAE FE L HUAR 1 0] I 4 2R,

O, AMME 2 H 4 B 05 M R A ik =
CDI193KIA, SR, Hil MkiE R B, MEvatEMM G
ML 40 A A] BERIACD19. {EGARFALLZEPYHIHE 7¢
W, 26IMM BB 52 CD19 CAR-TIG T Ja o itk g 2k
TR AE K, $E7RCD19tW ] LU 167 MM 8 78
B A5, AR FEATY 75 35 09 451 55 DA B2 S K o 7 R[] AR
ST RO ReR B — P IRAE. 74b, Dlkappal®
. CD138. CD38% A #ll fi [CAR-THF 7L th T\ &
NG R 56 B BT, & b v ek Jed B R0 32
B SR 2R

DL AN SN S A ICAR-TYT 322 7] BE i T30
JRE R R S E kR, B FUE IG5 R
[ s} 802 [71) 22 AN 90 L (I C AR-T AT RE 2 20 4 925 1K R 1)
AT 7795, FENGEPRIIER SR SLIGh, 5 sl
] AP AT A — AN B, ABCMARICD38 4L
B S A CAR-TYT V4 Rl B o R0CHh b BT 40 e 3 o H R
AR MR, B, ATAEMMAL /)N R
S IR 58 A B R T B, ELZE R AU R AR R N R
A MERMME K. SUEE S CAR-THT 7T 7] g A
B Z RRMM & 317 SKAR 7

FHN, KT BCMA-CD3 XU 7 TYH e 4 2%
PG AR BT AR N T T B 45 7)) HL 5 BCMA
CAR-TYTVELEAR A o R4 ELAG AH R (P e I8 vt
ELFT 2 EAR N A B D R FE DU EF

=2 BMMAMENEERS

Table 2 Major targets of various hematological malignancies

P L

Disease Targets

B-cell acute lymphoblastic leukemia CD19, CD22, CD20
T-cell acute lymphoblastic leukemia CDs, CD7

Acute myeloid leukemia
Non-Hodgkin lymphoma
Multiple myeloma

CD33, CD123, CLL1, CD70, CD117, Siglec-6
CD19, CD22, CD20, CD7
BCMA, CD19, CD138, CD38, kappa light chain
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3 CAR-T/RTr#HXH & fE R R X R A&

H T e BoaE R, &£ CAR-TIRYT I
WAERE L2 M. IR R E R SRR
CRSAIFHE TR, J5 & AR A G P28 R0 41 A AH ¢ fi
2 F LA 1E(immune effector cell-associated neuro-
toxicity syndrome, ICANS). FABAN [ R 38 £ 45 Il
G o g2l W I 20 bk E 4 SR A A G 22 o / B A
MO EREAE I BU N IR AR SR SRS
3.1 HREEFREMEEE

CRS 2 Hi CAR-T4H i 71 FAth 4 752 20 i B Je K
9 M A DR AR R 1) 4 B OE IR o X8 5 1 2
Ji [ ¥ B W) AN A& B CAR-T A& 78 3 5072 41 ff fs
TR o ol RT3 i 5 e 20 PR R B AZ A P s 4071 GME-
CSF{5 5 7l LAF#fIK CRSHY/™ EHAESE 1, CRST gk
AELEHE 32 CAR-TIT V2 S B LA/ IS B 14 R AT AT Bof
. CRSEI AN WUE. KT KA, Ard
RO . ol PP SRR O
R BMIMAE BN B DhREREAS . P 5
v, RFCAIES B DIRERERG . 7R E ARG, o4&
e 7 CRSIE RN AT, X R T 5B A
PHCRS Y HEE O,

IL-64% AN 7E CRSHR JE il B G EH . 48
R HT (Tocilizumab) & — F42 FDAHLEFH T8 77
CRSHJIL-6REEHLH, H AT # MM TiR77 2~42 CRS.
B EFRER R PURIT IS, K2 H CRSHA BRI
AR IL-1H2 — DO g R o I PR i
WEFE B, 5 ol T TL-64% HUimAH b, B
TL- 1R 1481 751 B P & BBk 5 16 FH 40 E 2 =i J8 3 OSTY,
JATIANIZE CHR & | 24k 4= CRSH) B # , 5H24E
ERELPTEL AR T B A L, B2 IL-1RHP AN
BRELGUIBC G VR IT B B AR N 2 PR 20 R DS 1 PR AT, iE
R BT B R -

KL, AATT— B AH o0 B 5B = ik B 2
PR 2 2 CAR-TYR T IR 7. BE 3 Wiz A0 1)
WEFCRIER N, Bl PR AECAR-TIRIT 5] 2 fJCRS
FR R BRI . STRATIZECOKIRIF 58 K A, B 2
Jo R S AN 2 R W G R AR AF I, H 248 R R
JoR B3R T 2R AR ) B AR R 2 B ) B R B, 8 g FH 71
YR FPFS; R B AT DL 3 PR KOS, (H2
TEAT LERHE T b 57 JoT IR 4 A0 B 4 T ORR ) 22 57
WA G2 X, XF ik, RN KA =
(AT B P BEATLIG PRI FE 3 — P B8iE . DA K

158 FE R 2 SR B R A N CRSIRIE T T BB ST

JAKJE RIE(S 5 18 5% 1 K80 7, DA/
NVE 2 98 PRI I 25 B2 80 55, 5 P JE (Ruxoli-
tinib)& —F R JAK 128057 . FEFRATHRT 5,
A5 A 2 T e VA 1k CRS I R EFERE 2 /S AT B JE
TG, ML 28 P8 20 0 R 7 3 355 PG, R PR s 2%
fil, FATVRER I BICAR-TAEAR N 5K, R RIS
PR MR A R SR, BRATTEAE A
ANRBL, R JE X CAR-TH TNF-ofl IFN-y25 % v;
T — A EIE A, 3R B R Al
A 5 JE T BE 22 50 CAR-THU MR 2R 0, Rtk B
SRBATA A 5 o] B JE7E IR YT B % CRSI A A H AL A
R IR A2 1, (H R AN HE R L 7R SR T 241X CRS &
HHEA
32 #HESMH

R BRI R R I B TR RBERS, TR
JE R BRSO A A R K . L
AP EENLH MATE R . TRk SRR M
BIEEZE, M TH YT 80A IR, A TICANS
CRSH IR o T2t I AU ICANS, 28 [ 1 2 3 3
FRIT 29000 T I B K Bl 1) B, BRI 4R T H
FE Wk i SR K AL B 3l AR SR TR T

2 T FEER 41 )5 CRSAI ICANS 4k 22 3
I, AT DA% R F] 92 5 BT (Siltuximab). &) %1 T
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