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Abstract Immune cell therapy has emerged as a major breakthrough in biomedicine over the past decade,

demonstrating remarkable efficacy in the treatment of malignancies and autoimmune diseases. Significant progress
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has been made in various cell-based treatments, including CAR-T, TCR-T, TIL, CAR-NK, and CIK therapies. Sev-
eral products have been approved for clinical use in both China and the United States. Multi-target CAR-T, off-the-

shelf CAR-T, and in vivo CAR-T are advancing the development of next-generation therapies. However, immune

cell therapy still faces challenges such as target antigen loss, immunosuppressive microenvironments, treatment-

related toxicities, high production costs, and limited accessibility. This review comprehensively summarizes recent

global advances in immune cell therapy and discusses its clinical prospects and ongoing challenges.
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TG TT , XRRIS 4k P20 B VG TT (adoptive
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M. BANAE. HARGAIHE (natural killer cell, NK).
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NAETUE RS S AR e P ORE . AR PR R
S M o 9% A BV T B A Vb 2 R B B R i
(lymphokine active killer cell, LAK). 4ifi[A -+ S
1545 41 it (cytokine-induced killer cell, CIK). NK
YHHE. DCHH I A 44 M 55 14 T4 ML (cytotoxic T lym-
phocyte, CTL)%¥, FEH TMIBIGIT . bk
PR WA 75 b J6 32 K LS 4H MY (tumor infiltrating
lymphocyte, TIL). % &9t 524K T4} (chimeric an-
tigen receptor T cell, CAR-T). T4H 3z A&z A T
(T cell receptor-gene engineered T cell, TCR-T). 1tk
BPUE AR B AR R4 (CAR-NK) . k& PLEZ
& LG ZH g (CAR-macrophage, CAR-M). &R
AR ySTAHME (CAR-YST) A HLIR 52 A 45 14 T4H
Jd (CAR-regulatory T cell, CAR-Treg)%%, H.H" CAR-
T. TCR-T. CAR-NK5 TILK J&f ilkig . i
Rz ERH,

G 58 20 M YE T B B B AT B 3 2 19604F DA
HT B2 H P b Je S M AR R, AR A 9 i 8 4 i
FIEAF T IEH M TR, 0% R G AR AR
Jri 988 A < TR (tumor-associated antigen, TAA )T
5 PE TR (tumor-specific antigen, TSA), 12 1M #iG
BN AR ERMRE . 31 1% 318, 19855FROSEN-
BERG ] BAMLE /N B A E I LAKIR YT, R IE
i /N U R 5 7R 2 A 2 -2(interleukin-2, TL-2)

immune cell therapy; chimeric antigen receptor T cell; malignancy; autoimmune diseases

L E F5 T LAKGHM, [51%0 J5 T 2 25 /b PR R il
e JTF 2 7% b 0% e 98 A7 A KN BRAEAE . 1986
5, ZE BN 0 R I TL-24 6 (¥ TILUR iR
TENT LAKZH ", JF4R 4 5 07 PR i 19 i
ToUAL 35 AT B g o 4k 40 T R, D JiE S R B FH 22
SEREAM . SR, 5 2RI 5T R B, LAKY TV 24K
FNKA LA SRR R R, BT EZ 058 7
P, H MR BN B H S 51 R PR O, R
CLIZWIR H FIm R -

5 LAKEPU CIKYT ¥, @ik i m+ 44
% -y(interferon y, IFN-y)f1HT CD3 A #l TCR-
CD3{5 5 il , i T CD3*CDS6* KAy 1, If:
FEAC TL-2 25 DLIRAR RONE S B2 o CIK M g AR o 2 —
TR L2 T AT NK A A 2 29 1) S Joa P4 i, sdnd
NKG2D%5 R IR Z AR NS 4R, R 3 B
U2 E A 1K (major histocompatibility complex,
MHC)HERHIPELE M FE VR, FER T S0 v v A
R Uf 22 AP 7 I 8 A5 4y SRR P R — 58
LR AR,

TILIT V% A2 M Jeg 4 23 rb 4y 5912 T ) Ik E2 4 i
LRGN G S [, AR H B I TSA I TAH B K 5
YER . TILEHA S BTt 5k, PTIR 0 2 B R IR A
SRRIERE T, RS2 PR T BUOM RS . FARRS
WL IE RAE . 4, TIL ) 52 g AR S 4 il i A A
THHHFE 5 B Ao 2 kIR, HAMARZE R A AR
A= . REAAAE RPN, (RS I H AR BT A1
I RIR B A AEAWHES TILY T V2 17 BT K o

P S e M 9% VR T DRDRG 7 TR 1) B8 0 5 1) Ry
HREIEERE . CAR-TEARNIE=+FERE,
E L v BAS S 1 3t J , Bl B A1 fe Bl D)
I R % Ak 403 (1 1) 19894F , ESHHAR [ BAI®
B RS TS AANE S, 5 TA RS2 A4 (T cell
antigen receptor, TCR){H & [X 5 f 8 Bk 85 [ 7] AZ [X
filEr, SECELAEMHCRR il PEBTEEIR A, H30E T4
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Tabel 1 Types of immune cell therapies
e el FEHIBLA fi I H
Types Category Mechanisms Profiles Application
Non-specific im- LAK! Incubation of lymphocytes with high-dose lym- Efficacy is not well-defined and Tumor
mune cell therapy phokines enables them to lyse tumor cells, provid-  primarily used in combination
ing a broad-spectrum anti-tumor effect therapies
CIK™ Stimulation with IFN-y, anti-CD3, and high- Not mainstream therapy Tumor
dose IL-2 cultivates more cytotoxic cells that are
MHC-unrestricted and have broad-spectrum anti-
tumor activity
NK The activation, adoptive transfer, or genetic Part of innate immunity, re- Tumor
modification of NK cells enhances tumor-killing quiring no prior sensitization;
capacity MHC-unrestricted; lacks immu-
nologic memory and long-term
protection
DCH Ex vivo DCs are exposed to tumor antigens, equip-  Cancer vaccine with strong Tumor
ping them with enhanced chemokine receptors, T- antigen presentation and weak
cell co-stimulatory molecules, upregulated MHC phagocytic ability
/11, and cytokine secretion ability, to induce an
anti-tumor response upon reinfusion
Antigen-specific TIL®! Naturally occurring TILs are collected, activated Still in the initial development Solid tumor
immune cell and expanded ex vivo, then reinfused into lym- stage with no off-target toxicity
therapy phodepleted patients to destroy tumors
CAR-T® Genetic engineering introduces a CAR (chimeric Mainstream therapy; induces Tumor,
antigen receptor) targeting TAAs (tumor-associat- long-term immunity with spe- autoimmune
ed antigens), allowing MHC-independent, specific cific killing diseases,
cytotoxicity infection
TCR-T™ Genetic modification of T cells with bioengi- Broad target range and high Tumor
neered TCR o- and B-chains that target specific antigen sensitivity
antigens
CAR-NK™ Introduction of a chimeric antigen receptor to Potential for off-the-shelf use; Tumor
enhance the specificity and function of NK cells favorable safety profile; mul-
tiple killing mechanisms; short
persistence
CAR-M"! Introduction of a chimeric antigen receptor to en- Emerging technology with Solid tumor
hance the specificity and function of macrophages targeted killing and antigen pre-
sentation
CAR-Treg!"" Introduction of a chimeric antigen receptor to Emerging technology with im- Autoimmune
enhance the specificity and function of Tregs munosuppressive function diseases
(regulatory T cells)
CAR-ydT! Introduction of a chimeric antigen receptor to MHC-independent antigen rec- Tumor

enhance the specificity and function of y3T cells

ognition; potential for off-the-
shelf use; limited cell numbers

FPEYE . BEEZ B T AU CAR-TEY, K
YUK E HEE T AR B B (single-chain variable fragment,
scFv) S5 TCRIUME 5 S WAL CD3CEEBEA TR, W
THIML IS T RO M AAA 7. B LS S L
(R B, WF7C R LSS — AR CARS| N\ CD281} 4-1BB%%

Lk, B TG h . B 4 e R A
P US048 B AR AR I Bt — 2P HES) CAR-T
(R RRASE AL 1] 5 15 1 PR FH

20114F, JUNEH]BA 15 SADELAIN [ A 21533
ST HRIE T R CD19M 28 —AX CAR-TIR T &k /HE
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1985
2021
Steven ROSENBERG
First adoptive cell therapy o FDA approval of the
2002 2004 first BCMA CAR-T
Development of 2nd
1 989 generation CAR
Zelig ESHHAR @ CD28 2014 2025
1st generation CAR Michel SADELAIN
@ 4-1BB Development of 3rd | D2 broval of the first UCAR-T
Carl JUNE generation CAR In vivo CAR-T

1990-2000s

Identification of CD28 as a
T-cell co-stimulatory signal

Carl JUNE

Retroviral and lentiviral
vector technology for T
cell engineering

cell therapy

1990s 2011

Michel SADELAIN
First report of clinical
efficacy of CD19 CAR-T

NMPA approval of the first
BCMA CAR-T in China
FDA approval of the
first CD19 CAR-T 2023

2017

El1 CAR-TATT ZRMIEARIESE ICHK(1,6,16,18-20]204R)
Fig.1 A brief history of CAR-T development (adapted from references [1,6,16,18-20])

V6T BIbk EL 4 A e ) B AR A S R T A R
R VORI IR EERF S IR fR , RIS I R 4 1) i
ZPE. 20174F, B 2K CAR-T/ i Kymriah3k FDA#Y
HEH T B4 A s ATk B2 98, [l 4E Yescartasitt H
TR ESRIETT . FRE A CAR-TF= i 3O 283 5
T 20214F 584k, H V677 K B4H IR EZS8E o [R]B
CAR-THARIEAWEH . =1L CAR-TEL L
LR (1CD28¢ 54-1BBC), BAREI H H R 1)3
HaRe 7 P, ARG RST80T T HE AR R B3 L 2,
55 DU CAR-Tl I 44 45 72 40 i IR 1) 4 B 17 51) 5
CART YIS I H 2ARKE G4S /P HiE+:, fH15 T7%
A4 T4 A B8 ) R 5 20 1) 308 58 B 1K) CARSS # R
YN T, LB S RIRIL-12. IL-222 40 7 M
T BEI7 2 240, DL B SR CAR-TRASS Q1 5 h &
(E12), T2 TARCAR-TEU ) THETHFE kI 5 22 4k,
Bl O 55 CAR . B 195 R B A H AR
Bl /7N 93 FF 5% DA il 25 122

£ CAR-THIHEZN F, TCR-T. CAR-NKZH A
WA . 5 7E 19864F, STEINMETZ ] BA7 A%
IHAE/IN B TN AL H 5% T AMR TCREE ], H5 50AE T
HMIRYE TCRIE R e # (1 T AT PE . 19994, CLAY 4]
PAZS1s B0 2R S TCR SN N TER L, IS
AN RETT

Bt W AR R R, TR i B iR 1 R LA 5
TCR-TH#; 7] B 22 4 [ TSAE i o CAR-TEL A [ B
HEHE T 99 /AR T AR AR 1% 2R G KA T et DL &
YRR A FR Y 14 U AL AR , N TCRAI CARE:
RSN S a0 A =14t T RO S B P &, U
JEFE 201042 5 , TCR-TZ % CAR-T/ 2 K 18
TS, Z0EKR RS A4S U . CAR-TE
AR A 3 2 A8 DL PR 25 ol ) FH R0 0 25 2 4 50
T B 2 A T ALK P 2 T
R, Hik— DRk T AR T A B AR R B
JEE 53 R 3 R0 s 92 400 1) A PR 58 S5 0 2 928 AL 1 1 T
Tt o

TCR-TH[ 5 MHC 238 (1) g 9 5 4Pt IR
5 CAR-TAHH L TE SEARJR o B2 78 7788 K. 48T,
TCR-TAY IR R B AR RE &2 0 15 5655 T ¥ 1 R i
e, Tk bR R . B AR IBR BT
JE, DA KRR EE ARG Fid 40 R R0 e 2 1 . vk,
# TCR-TI} 75 B3 il TCR )35 A1 17 598/ T AE
W, MR AT AE4ERF TCR-TAH M TR T 2.
J&i , FAEF 5 A MHC 23 T [ 0 Ji 233, 3 —BR il
AN G BB NS F 52 N 2R A 40 i TR (human
leukocyte antigen, HLA)Z> BRI, 9 KA AR HE
A= 7= R PR B FH 5 SR T R Bk A o
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Ist CAR 2nd CAR

Antigen-binding
domain

Extracellular
Transmembrane
region
Cytoplasm

T-cell activation 4-1BB

domain

Single costimulatory domain

T-cell activation
domain

3rd CAR 4th CAR

| cp2s

- — 2A self-cleaving peptide
or G4S linker

CD28

==

4-1BB
Cytokine inducer

T-cell activation

domain

T-cell activation
domain

Double costimulatory domain

E2 ZFRCARGHREE(RIESE CHK[17-19,21,24-25] 24 4%)
Fig.2 Structures of different generations of CAR (adapted from references [17-19,21,24-25])

TE TCR-TH5E IR 151 G928 40 My 7 325 e (1) [ B
INKCHH i 25 3] 4o 2 20 B, DR LT 75 TR S S Bp T
J 3z AT PR T P AR T 2 3 DG . NKZ L )
T E O M R 2 RS S BN AP
CAR-THI AR Ih A=k AL, A CAR-NKIT L &
JRIRHE T TR B 5HAF &, ML N %
PEVRIT I —ASH T

2 RIRMRIETT A SR
2.1 CAR-THRETT
2.1.1 R 20144F, ¥ CD19/I 28 — AR
CAR-THHMIAE B /e 1R SRR T 40 i A I (acute
lymphoblastic leukemia, ALL)E # H1 528 90% (1) 58
SRR, BEE TRk R R, 542 Tl
PRAREEE—AESE T CD19 CAR-TTE Z R LK R 4E
R i NS RS SR A5 1 N NG/ G
I B8 R 3 R AR A7 B9, 20174E 36 [ FDA(Food
and Drug Administration) b #E 4Bk A~ & CAR-T
77 il BB 15 CD 19 Kymriah( FH 4- 1 BB il Jicdsk ) Al
Yescarta(CK F CD283L i) . #k%2202547 H30H,
AEROA 1453 CAR-TF= itk 17, 5% B4R
B 20 R IR, B R AR T CD19AT BAH A 2
PUJR(B cell maturation antigen, BCMA), F o [E]5)
73K, KA AEE B F WA (#R2).

&k CD19A1 BCMA%, HABFE st CD38 £ £
Fh. (BT CD38LE IR s i R A ) 2
Fik, HCAR-TWRIT AT RE 51 K B E M. WP

i FT 7~ CD38 CAR-TTE S %8 & [ L% (acute my-
eloid leukemia, AML) &2 BA — EHUMREIT L,
B 22 A AT 55 B0 R A I PRI TR AT B e

CD7 [AI7E Ttk EL 40 i 1 i g A ik E 8 v e 30
HAF i T4 A% 0 DhRe, BOAN TR MR ME 1697
B T FEN GO B AR SRS 1) T4 B i) £t B &
RFIECD7ICD7 CAR-TZHf, HAF DHIRK &
N A0 2 e A AT R0 B4, 7 AR ) K I B U7
BEUE SEAFAERFERIm R IR 28 B AL R, 7 61
fH CD7 CAR-T5i& If T 41 e #% 18 (hematopoietic
stem cell transplantation, HSCT) RJ i 3% CD7FH 4 [ 1fiL.
i 1 IR R TS, JF T REFRCRE P rE R
(graft-versus-host disease, GVHD) JXU[%; 5,

PR RIS KRR ERBGAEGE S
FCAR-TIRIT R E R K. DL 2 RV 86 R
(multiple myeloma, MM) 4%, Ifili% 5 BCMAK-5
BTG R AR AT I R S AR A A DG BT, JE R bt
BCMADUIA SR EE & PY. kb, CAR-THHJ
BT JE AT R /NS BB I BCMA SRR K- F
ICP, AT fe S AR A R Al L S A OG, AT
ESENEE I DA

NIRRT RBOFRD PR R, 28 USRS BN
WEFUEE f o BN G 2K R I BT B A A 2 FhoA
7] () CAR-T/™ i, — WIS % 62 MM & # kA
f17E BCMA CAR-T5 CD19 CAR-T, H /7 ki 21.3
AN HBE, 77% 825 4RV R B 9% (minimal residual
disease, MRD)F 4, 5122 f# 2 (overall response rate,
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Tabel 2 Approved CAR-T cell therapy products
B4 R &I =) HEAEAE iy &M LIS
Product name Developer Indications Target Approval year &
agency
Kymriah Novartis B-ALL/B-cell lymphoma CD19 2017 FDA
Yescarta Gilead Sciences B-cell lymphoma/follicular CDI19 2017 FDA
lymphoma

Tecartus Gilead Sciences Mantle cell lymphoma/B-ALL CDI19 2020 FDA
Breyanzi Bristol-Myers Squibb B-cell lymphoma CDI19 2021 FDA
Abecma Bristol-Myers Squibb MM BCMA 2021 FDA
Carvykti Ciltacabtagene autoleucel Legend Biotech Corporation MM BCMA 2022 FDA
Aucatzyl Autolus Therapeutics B-ALL CDI19 2024 FDA
Axicabtagene Ciloleucel (from Yescarta) ~ Fosun Kite Biotechnology Large B-cell lymphoma CD19 2021 NMPA
Relmacabtagene autoleucel JW Therapeutics Large B-cell lymphoma CD19 2021 NMPA
Equecabtagene Autoleucel Nanjing IASO Biotherapeutics MM BCMA 2023 NMPA
Inaticabtagene Autoleucel Juventas Cell Therapy B-ALL CD19 2023 NMPA
Ciltacabtagene Autoleucel Legend Biotech Corporation MM BCMA 2024 NMPA
Zevorcabtagene Autoleucel CARsgen Therapeutics MM BCMA 2024 NMPA
Ranicabtagene Autoleucel Hrain Biotechnology B-cell lymphoma CD19 2025 NMPA

MM: % KB B B-ALL: S EBIEL41R (L5 .
MM: multiple myeloma; B-ALL: B-cell acute lymphoblastic leukemia.

ORR)IA 92%, H 47 63k & 4= 72 # (progression-free
survival, PFS)A 18.31 H ; 4Rl 1B IR &1k (cy-
tokine release syndrome, CRS) &A% H95%, Lt 8
PER A2 11 %, W HAAS R B2 L 400, T 5 — Tt
FXF 215 R 48 5 &2 K 1 B-ALL &% 15 B #vE CD19
CAR-THICD22 CAR-T(Hfzfalfg2.71~ H), 30K J5 4
IR SE AR, 124 H A8/ H IS AEA7 2K (over-
all survival, OS)7) 7 84%H165.2%, A R 2 & 12 3
AR FECRS(52%), JoHipth j™ 21 F R0,
H—MAAT I E R R Z 8 5 CAR-TE4H M, 1%
Wit EHE L ERIELZ AN CARS T B CARHFE B
B S ESE Ry . — 0 TIAIE 7T K Bl CRISPR/Cas9f)
) CD19/CD22 CAR-TIRIT B K /MG B-ALL, 28
K CRFik 83.3%, HI CRSK AL, iz Bl A 4.3
N H I 60%M) CRE % 4E£F MRD(minimal residual
disease) HYEM . G PRATHT i, [FII I8P
3. CARJBCMA/CD24 CAR-TH: £ BES5 #) CAR-T
PR R B 2 ) X R — AR 5T CAR-T
PR T g . Ak, %53 CD195 BCMA
C AR 112975 B 2 14 #4 2 1) OURE 5 CAR-T E21E N T
i RIRSS, FHFIEE A Sk R e T . JRE T
JFR T 4% CD19. CD22A1 BCMA [ =4I i CAR-
T(BZE2204), EIlfn R BT K 3418 /e ia AR E

FF 4 bk B B s B T T R
2,12 EMRB CAR-TIRYT LA TG 2 H Pk
%, EIEY L P B . ISR . R R
R PE R e e AL o R A BEROK, Rk
TS 4 o A Rl T TR VLI 2 1 BB 3 (glypi-
can-3, GPC3). [8] iz J8 # 55 6] JZ % (mesothelin,
MSLN). B J@ s % % 82 8 11 18.2(claudin 18.2,
CLDN18.2). 122 RR 2 i J B8 rd XOUPHe 00 PR A4 48 4 7
AEGD2(disialoganglioside GD2). FLAREFE & NK FE
A KA 52 4 2(human epidermal growth factor recep-
tor 2, HER2). &G 48 il I 40 LA 2R 1352 4 1 2k
a2 (interleukin 13 receptor subunit alpha 2, IL-13Ra2).
45 E e g AR R A K AT 324K (epidermal growth
factor receptor, EGFR)FH %1 e ¥ r 51 41 i 5 5=
4 5T 5 (prostate-specific membrane antigen, PSMA)
S5 15 SR RS AT) 2o AT B R IS

PR BR2H 8 A0 TR 38 e TG MR . X
16 B TE Z R A R G M, CAR-THIN AR 1
R TBAST LLANIE YT F-Be . — Uk Fioxf 2741 )L 2
SR IMETR a2 BEAH R AR R ) GD2JF
#1 Caspase9FE R 1) 55 =X CAR-T, % M ZE AR %1%
63%, H 96% 1 38 n R4k 34N H AE 4N 1A seAs il
3 CAR-THHM, =775 20 34 OSH Ao F A A A7 %
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(event-free survival, EFS)%) 7l N 60%136%*, 7
— T GD2 BH 4 fise S5 98 )t 9 K B = P9 A
CAR-T, S5 R TR 4 /)N, Wb R o o 088 i
BB EAAIA AN 17.640 A F31.960 H . BARTE
IR T HR S A R AR G P8 2K A A D% ok 48 7
ZEA/IE (immune effector cell-associated neurotoxicity
syndrome, ICANS), {H /2 Jixi 5 ¥ 4 40 J X -7 A& 4k,
DR 7K T, G L AR 8 98 R XU A7) 7 —
PP,

MUC & —Fli RIE T 1 5 4 i i) 5 0 &
F, T 90% 1) = BIvE FLARE h It Rk . —TEE
I B SE 1L 5 0L MUC 1) CAR-TYT V2 B E IR R IR
5% (NCT04020575), H T B REIRIT - IR
AR R B, 40U IL-22(%) CAR-MUC1-1L-22-T4 il
R 5 TAH B TR D Re SR 1 MUC RIS ™), Ny
CAR-TIF & 41 i K] 7~ SR 4 A1 7 JEL g

202543 [ Iifs R I8 2> (American Society of
Clinical Oncology, ASCO)FE£x A AR 1 RHF 25k #E
i) Claudin18.2% [/ H #& CAR-T /™ iy 1) LA F 45
R, G FAEAL Gk b 5 IR 7 RIS L
I IR BN B R B A2EE, T Clau-
din18.2PHME. 2D ZRBIT R E /&% B
S8 IS i AR R s AR, S5 IR R OR SRR UETR YT T
FETHE B KPR, ZHMIE. P R
RAJCRPOMLL, B BEEFRE W, ETH
7 RS AT 2 A, 1% R B RO AR AN SR
T SRR I CAR-TA ST V5

IEAL, CAR-TAH HRER & S B far A sl 4 1) 77t
AR IERT . 1849 i 5 1) iz 98 R 42 52 i s P
VSRR ) () B2 251 CAR-THAHM 5 , e 5148 i i )
Bk, OSIK23.9M H, HAE S I K45 = 1 [FI
DL R UF (i 52 14 9, IXH 1SR T B A TRYT
SARIR IR 5T
213 ABHLEAR/  FETCAR-THIEIEBLMK
VRS iR R R BB T AL, TN RO AR S
PO Ry 0 R B BAN A S 1 A & e R
Ak . CAR-TAHMITE B 5 fo P 55 2 2 1K 9 FF
SR AR CEH SO ). (H BN E & S B R
A LARBUNZEARRAS . 10 525 10 BN AR A 40 #r
I R AR A e, AR B B S SRR
X% B CAR-T4H MG YT A B TR S e A S LG
ZPRE T KR

H 7T 2 K H #L [ CD19F1 /8 BCMA ] CAR-T,
I i LR 7 AR B S PR B B B R B
M5 A 55 BAN RS 200 H Y. — U FU s
%] AChR-IgGH1 MuSk-1gGRH 14 FRENL /1 8 #3557
BCMACAR-TYGYT JG B @ 2EIR 2 181 H, H LA4)
T BYH v, 1017 BYHMLRN 2% 40 1 b 5 2 T B 1,
PRI o % KA ] BB & CAR-TIRYT H & %)%
PEBRIARA NS . 1M 3F th B4R A 5 193% A B
B B0 0 TR0 18 2 98 PR 75, B 8 R 1 9
LG A, FOARASEOTT AL 12 THH M ) S8 35 A R0 28
PR R T A TR, X T IR 5% CAR-Tregn]
AR BB ).

20214F, SCHETT R BAPITE B oAk 2= ke R R
— TR RS, 10K CD19 CAR-T4H YT v 0 A
THEVEVE RF ML BEIRIE (systemic lupus erythema-
tosus, SLE)IVAEYT , Ja £ PA B 5T AE S 1% 97 ¥ i) 5K
IACHATC 25 G2 A B0 20244F — T01 5 A HUAR R 11fs PR
FURAEE T SLE R MEAE VLA A R G EREALIE,
Fi A 5835 S5 IK I PR G2 M I 745 F A e i 7], A R
B LA FE CRS N A, o™ H A48 2 1 ml B e s 20,
1E#:52 CD19 CAR-TRYT 75 />4 SLE & 2 ik
T8 7 BT R0 2 At e — BRI M
B R LR B A RS2 AT B O ST T
AR,

214 FHABCAR-THAR  AWREKCAR-THIH
1 TR SN 5 N 1 - el = g1 i = N
PR, AR IR 8 H 2 CAR-T(universal CAR-T,
UCAR-T) S NI 54 & . il i CRISPR/Cas9%5 3L [A]
i HR R AR TR B R 1 I TCRATHLA 731, ]
¥ % GVHD A HE v . 201644255 [ Allogenes
A TR N E I R T 2 O RIS, & IRGIE
W] 1 6 Fh 544 CAR-TAE R A AL B-ALLH ()9t
JiRa T 2% 5%, 20254, ALPHA2/ALPHA Tl AR
ISHRIE T I CD19 CAR-T/ i (cema-cel/ALLO-
S01)TEHIE SR /HMETE T K B2 i bk B9 A LA+
ST RLEO, 33 Cellectis 2y ] FF & B3 FH A4 0UHE £
CAR-T/ /iy UCART20x22 L3Rk N Il R AE 5 % /3
WE I B-NHLA I R0 . [ P 72 [ B IR R
BCMA/CD47XU#E 55 i UCAR-THI iR, HAEH 5658
I PR AT AR 2R o s e R v PR BT (E 20254F
NI I 377 27 #32> (European Hematology Association,
EHA)E2 b, m b tE AR A PR A 7 #i0E T 48
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1] CD7HJUCAR-TF= i (CTD402)1E & K /HMEIG P S
Ttk EL 0 1 I /9bk O 200 B LR R 1 S 35 7
R, 1% i BN — B IR 7T

20224F 5 47 % JE YK 2 EPSTEIN 4% [4] BAY)
1 Science R R QIVERT 5T, B O iy S 88 m) T4H
o) g J53 2 oK ki (lipid nanoparticle, LNP)i# 2 5 i
RNA(messenger RNA, mRNA), 7£.0 /] 555 /) RAK
P AL AR L AT 460 CAR-TAH A, A3 250k 0o I £F
etk 20254F, BT HBARL I Capstan 2 7] 7E A
TsAk N BN B AR Y Hh IS HIE T4 N CAR-T(in vivo
CAR-T) It g7 ORI BAH MG BREE /1 ™7 A4 3%
] 41 Aty 5 FE R 76 9T 2% 2 (American Society of Gene &
Cell Therapy, ASGCT) 2 2 Wit 58 e 1 ik i
SRR ER (WHSIR T BRAE OO 7 ) B B A
(UWILNP. DNAZPRKMURL)EIEMRNA, BN
it TYH S 0K CARIIEOR . X — B KK 4k
J CAR-THIHI AR, JF HaE S 1o 55 F7 I [A] i
KA T keSS # . HAT, CapstanAH T
JA B E A in vivo CAR-T3E 254 CPTX 23091 LI
ARG (NCT06917742), TfiH E T 20254 7 H 15 ki
i 7 K Hin vivo BCMA CAR-TR YT 41 5 K% /4 e
2R R B IR, R Bk B B
fif, FrhPipI Sl g, H CRSEMATT 2, F5
HEZERIEAXHEAN AR o
2.2 TCR-T#RAEATT

20204 £ 20244 8], AERFEM AT TCR-TIl
PR IEF 13670, H AL 60%4 T BB BL. 5
CAR-TZHfIAN[F], TCR-THH AL 11 MHC 73T
S N PR, SR B T, DR A S A
JRIT TR R REE . BT, RZETCR-TIA
e T ROFE. S8, BRIERSE IR LB
SESEARIIR , D BT T A R R AR MLV R G %
Piieg Ko N2 4 9% 539 5 (human immunodeficiency
virus, HIV). AR BRI % (viral hepatitis type B,
HBV). Epstein-Barr/7 73 (Epstein-Barr virus, EBV)%
T3 B3 R GLAH bR P B RS2

P E ] 4 A TAAFI TSAP K2R, TAATEIE
R LR bR 4 i R A A T B g i Rk
PR A PR AEER R TR . 5 TCR-T
I R 12046 22 B X6 8 €0 308 20 A §L I T MART- AN
gp100, {H 1 7775 FE [ JE o7 41 24 51 ke 10 25 18 i)
A, M ORHE T AR . BT, BRI R T

B8 298 A S Pt I (melanoma-associated antigen,
MAGE)HEH 5k BEORBIRIEHE (prefer-
entially expressed antigen melanoma, PRAME)%§ it &
IAPUR, H A HE [T MAGE-A 1 TCR-T4H 697 7E %
S SRR B R TR AT 2 A Y, 20244,
$£T SPEARHEAD- 1 5t 45 &, 3¢ [ FDAfILE T &
K T SRR 1) TCR-TAH Y7 V2: Tecelra(tHFR A fami-
cel), M 19697 %1% HLA-A*02 J2 MAGE-A41] 1 4]
R IS A R ORI VB [5 400 H E J PAY RS o X T T
FER A BT (] A 32.61 A |, TecelrafE 5241 Hi &
H ORRIAH|37%, HEWL BRI I 2t 52k,
CRSKAEFRNT1%, HP X 1617932 CRS. AT
RN, Afami-cel7E 1 I8 AR« O S0 A Sk 25
P LA R ) 22 A PR L 25 T R80T 0

TSA{U s 5 RIS T R 4a L, wl s KA P
IO IE B AR A2, R A2 B2 #AR Y TCR-T
. — I LR g R R A, AT
A R Ik OB R LGRS 2 L TCR, HTRYT
HBVAHICH4u g , 45 R Bz 7 vk e 2 o & A
PRI, AEGS RRE AR A7 T B0 S AT 75 A B U5
PAL . 3 [ B 4 6 iR B S BT S N A
M KRAS ) TCR-TAH S I6 ST — 1 o e 8, (6 H 3R
Ik 6 H MR Ho ™ H I e RR . 1
A, 2 Ve /NG e AH DG B (W NY-ESO-1+
KK-LC-1) TCR-TIlfa ARA Ft 9 IEAEHEE

1 5 R 453, TCR-TY7 25 8 FH AR BR -
WTIHERfE AMLAE §E35 42 57 % 25 S 4iE (myelodys-
plastic syndrome, MDS)% i F % 4 Jfgg hid ik
FL 1R W1 TCR-THHAE CAE I AR B 5T Hh s e
WEVE, IF R R 2 e EARE AP, fif 22—
Tt DA 43 B H EBV-LMP24E 51 i T40 f it 5F
HAH TCRIF A 1, R AE AR KA BN T EBV
FHOCIR IR o o A o S 55

FR SR B 8 e L W SR Dy 48 528 TCR-TYT R
BE7ET R . WHAERY, KPR B8k 2 S B TH
kBN, FINPD-1. LAG-3Z54MiIPE 324k _F e,
FESCHEA b, — IR FeA 1 #E 13 MC2 ) PD- 1%
BITCR-THA M, Fiid SN R IAPD-L1 LA iR
ML PD- 1155, % LARACAH AR N 135 B B
SRR A ae ) 1, ax ek BRR ) TCR-T4H M
5PD-1/PD-L 15 Sl & T 0] 5E B A PRI G
Ve
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Y T R PR S NHLA R 5 MG TCR-T4H g
7R B, MR IE T ORI A I K
Jeiads . BN CA BB A T — T S
J HE B 1) v RO R R 5 1 TCRIRHE R 48, IR
Y E T E SR AR S HPV 1645 0 TCR, 2 e
T TCR-TZAHARIRTT FIRLH O, 55— T 5 Mg ~r. 1
EFiWtEa A8 mEENr- e, it
PURRESVE TCREY, ek, 38 AR TCR-TA )T %
WER AR, [ AT ST A CAE /N RS A R
ANTHRFIEH A, 586K NY-ESO-1i%1%
Z2 MR A, 75 5 R 4 i 2 T A R a2 I MHC-JIK
SEY, N5 $NY-ESO-1 TCR-T4H iR 7 5F
AA IR U, ISR N HE R TCR-TYR YT 1) 2 4 1l
Al SRR T BRI
2.3 TILZBREETT

TILYT 4 O 7E 2 Tl AR I8 R It R 4 1) 22
SRR VA TT R . 20184F, — THUAIE 72 K 42
[ DU b 98 A8 B 14 I TILIR T METR MR R e AL, &
RSN T Fraiid 22 H ) 8 227, 20204
20244F i, fEABRVE I A HL 80 T 15550 TILYT VA )
I RAREG, 78 75 2 FhsSCpmi 2R R 3 .
B AR/NPR I . e A . O SR AN L AR A,
HoAr R 2 Hot 775 b Tl R TR Bt . 32 [ Tovance
Biotherapeutics A 7] T &[] Lifileucel 3 A4 FD A #t i A
T B IR IR T, BN AR K IER BT
TILAN T 3277 h 72 TILST B R AR/ i
it FE 2 TP RS IR R R AR RCR T, WP T TIL
TE G2 IR TT T 25 NP 98 (E N ANME

BRELZGIETT AL, TILS G A Al Rva 7 (1
A SR R AT 5. — DU 7L o, R
B AR B2 PD- 1 HURIES TILSVE T 5
AAE IR K, AR FU 4R 5 5 CD8/CD4™ T
Y1 A b T v 5 R A TS A G T H AT — I I
PRAREE (NCT05727904) IEFEREAT B 7E LA At
FER B B 245 5 B4 Lifileucel£E R & V6 J7 B B 3 22
R EEPITHES .

NARAG TILF= S PERE, 24010 (R 5T Sems 3= B4
T2 U 57 AN R SR AR Th B , 5 SR s
TR TILRBS RS 1 i D etk sk Bk =
EEIIRE S S TAH SRR, DL R FE R gwdR i~ —
RTILIT . BTN, 3] CD4OLFIET B4 il A
RRETE AR/ A e 20 R R 20 B 1) TILY 1 5 48

R, fEMERR b, AR PR A — Pk
A IR SR, %32 R 15T CD28/CD40L il 4
ek, F T AE MR TIL AR s L 3G G e ) AN i d 1E0e

B TILITVERIE D HE T, E bR 2 %R Kk
HROL T TIL AR, T 20244 KA 1% T TILYA
7B R AR S R T R IR AE R . R R UK
Sk HE s I SethG T2 G e b DL S BE A
G SRR R TR AL, DAHESNTILYG YT BIAR
HELL AR SR B
2.4 CAR-NK/NKTRBEETT

NK G AE A 2 K G 9% R0RL 40 i, e B A b
955 FINE NP G B (R, T BE M [ HLALE 0 7 F
R T 36 38 G2 AW ) R A B, AT AR S
PE, 218 T4 AN FH T CARAE i 1y B8 2 2% S 21 it 2%
B ESUIRIRIT T I, — Wik 1240 ) L s pp 2 B)
4 R BB 0 E IR AR DRSS % GD2 CAR-NKT
HIREAT T2 AR RIS, 45 R EoRSHEE
IR BB, 1] H 24 CRSEEAI A+ Tt 5,
SFCER R PURIT S I U A IR AU, — I
/I R 6 tHIE S, CD19 CAR-NK4H AT &
R IMEIE T CD19FH P4 4F 2 77 42 itk (298 (non-Hodgkin
lymphoma, NHL)F1E 4 bk B 40 9 (7 1197 (chronic
lymphocytic leukemia, CLL)EA R 4797 W5 %4
PE, S PUE T R B REAT . fE AML
SEHE REE MR R, BT = R R e A AT
CAR-TYT V2 5y 51 A B B 400 ] 55 Mot 2 1% , [R
il 7GR R o — T AR 7T S, $Em] CD3311
CAR-NKZHMIE1061 52 & /3y P AMLEE S e 31
th 5 CD33 CAR-TH BB Me s i, H s
LU, 5 CAR-THIEL, CAR-NKT ] il i pp[7) 3=
A R R G R BT R E  . BF AT R R, RIKIL-12
(1) CAR-NKRE W 7 [ M55 1k 25 RESH g 45 28 3%
At 2 R A7 R v

AN, FAARSKUR I NK 41 LA B AN 5 51 2 GVHD,
DRI B3 1 % FH L C AR-NKCAH 2 i, HR IR
WA R T B — A . —J7 T, s i) (o &
BUORYR, PRAL S ZhHE . 1T AE 7 o R Y NK 4T i 5,
AP R T 30 B SR 0 R A 5 I i ISR R ) NK
Ui, i H LKA CD19 CAR. IL-15/% Caspase9, {E
I PR BT A8 284 A 2 7 2 35 T s v P Y 5 —
J71H, 1755 % B8 T4 0 (induced pluripotent stem cell,
iPSC)JE [A) 73 A SRBCK IR RS 8 T &35 — I NK4H
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BB T Brig R, A AT SEINK AU AR . bR
HELL A 7=, I RE 2 3 PRI 25 A . 52 [ Fate Thera-
peutics A 7] B T Z AT &K H 7 CD19 CAR-NK/™
mi (FT596), F7E 20254F 418 1 & IR DI RS 1)
G50, R T e YEAVR 2V R R
BIRT 5 SR HFE A MG R AR

2.5 CIK{AREATT

CIKZH L fe S — 353 B TN 5 NK A A S 4
PE ) S 0T PR A MO A4, 22 CD3'CD56 (T4HAR)-
CD3'CD56 (NKT4H /i )f1 CD3 CD56"(NK 41 fitl )& £
ANERELLRL, R RIRPUIR P . 14 2 TiAH
FEN, CIKS G i 2 SR . R AL 75
23 B AR Gy S 2 FE T FEOBCH , AT R
PRI IT 2. 20204F, FREHRIE T 15 A CIKAH Bk
EAIT VR TT W BRI 1 22 ot BEATLIG AR X REAF
T, R ERZAITIEAMU B E G T BE A
17, A B 7T 5 R ERIER, &M T8 #E
FAEAE R B ™, 20244F , — 5 U I R R 56 3k — 4
UESE, fE-REFMbR . BIDRIEIA DURER S PT —
LRVRIT T /AN L A2 PD-1BH WG I DC-
CIK(PDI-T)4H i S iRdT , 7l i 5 I KL R 1t 45
e B W JE 0t e AR A7 AR AR A7 I, FLRER AT 52
PER L™,

BEAEF 70NN, CAR-THH X7 i vh 1 1% T
ST 6 11 L ) IR BB, IX AT BB HLAE AMLH T 8052
PRAGBRR 2 — o EFxfix—3kik, BRI 7T AT
KT —FhELA CD33 ) CAR-CIK 4 fitg, I3l i 5 7
TAET-BAE Hod 6k CXCR4, DA 9% 40 i 15) - B
VA RE ) ™, Z 7 VA IR PR AT AE 70 R
H TR AT M RO, R K T /N RS Y
(A7 R,

BAA70 R 2 41, CIK 4 i 3 S ot 7 T8 % 4
PERRAS S SR AR NS 1 JE 7 T 1098 7 . WFR A, CIK
Y1 0 7E T IR B o T P E AR AR AL . B AR
P SN A HE I A=, AT I TERE PR A O A
O A A ok F2 el

SR, CIKANLA T KWK 38 5 & 5
A PRI RR R = G — AR AR ) R . AR AU R
JEA AN — 0 K, B bR CIK 4 2% 2 T 2023458 H
IERRAT, FERAR T CIKYIMAE 77 ks kAL 5 22 570,
SO T AR ET S IR 7T s, DAHE
BICIKIGTT R i 22 477 MR &

2.6 HibsRMmpmiar

2.6.1 EEmILE T 5 AR 4 L A 5 R B 92 )
IR RSy, TR R R G 4 M, A PR ik
BT B K e A B A, AT 5 K I RE 7
PUIR 238 8 77 UL S AN R T 5k IR 7 4 WA g
i CARFE K TR pirid B4 i, ) 184 5 HL#E [ 7
W 5P AR RE FT, NSRRI IR AR RIS . Il
PRATHF 7T R W, #8159 HER2 ) CAR-MEE A 3T PD- 141
YR YT T S 3 Rk PR A7 A S R G R A 1,
¢ [# Carisma Therapeutics A 7] & i) &5 > TG IR
REGHEIAE 7 HER2 CAR-MAE SRS A S & &
B et S Y, Ak, BF N A A
IPSCRIUE I B i i, # i  HA CD3C-TIRIUE 5
S IIREN CAR-M, MY 15 1 H B ) B g e
77, EAREE T PRI B MURARAL D, BB
PR 4, CAR-Mk T LME A4 BhIG T FB . B E
WA BATT & 7 I 1 2T 44 240 Fa 385 2 1 (fibroblast
activation protein, FAP)JI{& P CAR-M, #iff 5T A 51K
FH @B 1 mRNA-LNPI% 245, % M2 B
Wk 41 i 2 W F5 8 FAP CAR-M, M43 1% 77 i B % 4
SV 3 B E P S S AT 4 4T M K LT R P 4T AL B
B, I RALST 25 5 e A IR, TR S
JiRAEE 1 R AT ASE 2 R A R TH IR VR T R IR e KA
17 HIP0,

2.6.2 YOT4mMLIs o7 yOTHH M e H B fe e 5id
P G R, HAS MHCHERR 1 5 A5 66 1, HLAE
BEEE RPUR . SR, AR R E A R
o, BRI T VAT N R . 20234, RIETFE T
— Rl M CD 194 5t yS TCR-TAH L (ET019003) 3152
BT T DI RIS, 1 R S 87.5% M R /M
TEPETR IS X BAH Btk LR 25 SRAS IR IR 22 A, 34F0S
HIKT5%, Haeat R, EEIFR R
CD70/ [F) Fh 744 ySCAR-TAH A= ity , HAEAHAE S/
BB Hh S BB BB, H AT IETE R R /X
TRV BH 4 B 4 e R AT A I R DALY
2.6.3 Tregfmlitis 77 TregZliffla Y7 & A H]L
FE G SN, VR e Fa s, EEYE N A2, nl B
T H SRR BEAET. GvHDZE 5N
o ST IR AL T R R Y B, AN I
PRRLH, 4600 58 5 AR R EALAL Treg AR b1
HEog g . T 6 Treg b GIEUIK, TFERES
BEAT K EY 1Y, R RN TS TR A A



345 S Ia T Fu it e

61

PEL B SR EEAE . Tregl B/ =B85 B #H
PIF IR S A & I Treg (AR VI LY. HA
W E TR E R T CD4. CD25. CD127%
FAr EW I RERBUR 51k, IR A R
1) 2% B T LA 5 PAAE RS Treg R AL 5 D). HEAME
AJ 38 CRISPR/Cas 9% JE [K] 2 45 43 A Bl 20 a5 -+ 175
3, K CD4" THIMu A N Tregdl il 32 [ESonoma s 7]
FERH—Fh B TS B8R I CAR-Treg A2 = HoR,, i
CAR-TregZlfI7E 14 R I R H R I 136 K
FA 000 [ 1t 7 A A JUAA) S T A 2 5 R I 4
H AR PECAR-TregdlI i, HAT 2 K MEREAL /N RS Y
R T Y

2,64 CAR-¥titmfessyy  PHERGIIIE MK
IR IE RGN E B G oy, B K RE

A ERIE e S IRAER, FARN R RIR RS
CAR T4k i v R i B TP va s 7. B Al
CUPE /I SRS Y Hp e Th S8 R 5 5 22 RE T4l i oAb AR
ST 161 2 S B 4 988 ) CAR-Fh Pk 4, 3 DA
TR A, N B B i S R 24 ) 40 K
L 328325 2 3 DA A P10 V5% 50 o e S, Sk 3 0 i
LR KRR, RRZIBIT FREFR K
T B B A B — DR E T AL

3 REBRMMIETHIRE

A R B8 16 o A 1) B S S, e L AE L e
Jo P R BT AR, S AN YR YT A A BT 4 iR
I AR I AR SRR 7 ), R R R AT T I v 22 Bk
. AKEN 2 R XA S kB AL, A
W B TH G0 2 A V6 7 1 22 A T AV Rk, s 4 i
BT EARMILEIIRR . IR 5IkRE S
i SEIHE— D K

Go 2 2 LY T 0 S AT 9 T e T S T Il A
P Bk ik . B AR I I R 1 i A A
RS TR S AR (1) 8 R e M R B
R . 1955 T 2 HEE RN TR BE IR &
AE, RRAHRIE 2 HA SR e YR, IF
H BN AR SR RE BT, HEBN /2 B 55 CAR-T.
TCR-T J2 CAR-NK &7 1 0 35 HR T Ieg 1R et 1
B KPR PR B B P . L VRAE 4R 3R T, T
FE AL B0 5 2R e 4 (B T4 . NKAIR A S
Wk 41 ), A LRk s AR 7 52 A mlmi B PN YRS
Yo SR o R A e 1RIE R Rk

R EGH BB R IT R, WA N 340 B 7R kb
AL E SR BB SRR . S R SN,
CAR%E 145 TAH M ) AR R A7 1E 1) TCRES MIAE1E D)
REE P, P FH G i Bl R AR B I T DA T B A G
(S B AT VA LY EARE R IR, XL A H
AR T i A3k, A O B & S i TR T SR it
e, A5 e A i R 47 G 2 AT M i A R v i
7, BE A G RIENZ.

BEAL, BREGE T REAL TYHHL B 5 (5 8N 2
Gb, BEIBGBEOIAEE . WS AT G 41 i 5 At vT
DA 7] 8 56 G928 119 2 THD [0 L 4% ] W0 1 O e T 5
H 0T CAR-T Ll I 3 4 4- 1 BBE LI E 5
AR T, B350 T TR A B 3G 365E S
Bt BRI, AT CD8" CAR-T4HAE, CD4'
CAR-THH M AE 35 3 B 3512, HLIH 7 A0SR B (i 1) Th1 VF.
RO AE S IRAFACTE T AF R S G2 M 11 1 I 2 1)
SRR, HARACD4" CAR-THH AT {5 FF L1
FARE AR E M e ThRE Y. Tk, AHFiE
TS 5 o0 A Sl B 1 T S AT TR Ak
s 1) SR 9 B 6 ) Thi1 40 A8 436 1) TFN-y 25401
It ] (R 3 2 4 B35 A I 75 5 e 8 4 ik o T 100
BT S B I RO , R SRABLAF O (07 1) L4
VTR0 73 WA 4H i PR 7 (19 << FA B > G0 g2 40 it 11OV, 38
ok B ST T Rexg s, DLAIBRA S A S
250 3R T B AR B B ) S SRS, R R
G P25 4T M Th DR RT3 S R A B0 TR KON

TEIGIR LA T T, K& CAR-THI e %676 ALL.
MM A B2 i itk B 980 2 B HH SR Al M7 2k, (H A
AMLAFI CLLAE P05 AT A7 AR B3 AG . B34S A2
JTRAFEA R T R EE S RKBE T E
THMRINERRES , IR AR FIREE, DLiE—D R
T 28 20 PR T R PR A o T IR SR, RS TR
AT 20 M (A i A2 T 28 e L g v pE L0103,
WA, TG VLIS A% 2 PR 4% BUAS 5l BE HI I 7, A
B TR STH I RE, &6 7 i 26 5 Rp L[]

ERE ] S Ve BRARECAR . KRR 7T, H
AT UCAR-TEHT = s 154k T IR IR R M B, B H
RGP HE R . A7 I )R DA R (R G 2 A PR S
i R PR . AR oR B A IR T4k CRISPR/Cas R4t
Tl I g e R R g T L, PR GVHD XU, IF
P ARG M 3 AME . iPSCHIA 3R BURS 5 4 i Sk
TRIR ML T3k A%, A B SEIUbRUEIL . FURAL g B 1%
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BRI ARG T 7= b, KR B A 72 BRI VG T 85 R )
o BT SORAMGTT A, B A M ) ) 25 I AR
RFERA . AR P25 R in vivo CAR-T AR SZHLIG PR
BEAY, T 24 A0 G R G s AN I P T R A R
R AR ZE RS IR B3k
ARG AR PR, R EE
P AR AT 25 B i ) £ T Ze It AR e

T I A0 HRLIE T B R AR T H ARG, i
i P B 5 ) A R B ) S, SR R A R AR 1
BERIEE S A R IENARE Z 70T SR,
AL BRSO IRATALS], AR B AT
8, TR R B, BEHESIGRTE 5T S B
AR, g il a, RGET RS
LARVEEARE, IR TT RIS S BRI e SRR,
T Rl B S AR T B M BT iz . B R
W B
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