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Chimeric antigen receptor-modified T cell therapy:

past, present and future
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Abstract: After more than 30 years of development, chimeric antigen receptor-modified T cells (CAR-T)
therapy has matured into a novel therapeutic modality. Currently, eight chimeric antigen receptor-modified T
cells (CAR-T) products have been approved by the U.S. Food and Drug Administration (FDA) for the therapy
of liquid tumors because of great success of CAR-T cells in the treatment of hematological cancers. In addition
to hematological malignancies, the studies of CAR-T cell therapy in solid tumors are in full swing, but its
therapeutic efficacy remains unsatisfied , and it is urgent to develop a new generation of CAR-T cell therapy.
Moreover, the application of CAR-T cell therapy is also constantly expanding, not only covering the treatment
of malignant tumors, but also extending to the therapy of infectious diseases, autoimmune diseases, organ
transplant rejection, aging, fibrosis and other non-tumor diseases. This paper will review the development of
CAR-T cell therapy and the research progresses in recent years, especially CAR-T cell therapy in solid tumors,
and give an outlook on the future development of this therapy.
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TSR, R iR yT R Rk, O gk T
R U7 AT Z JE B DU RIT R, B s
JHeE — AT K EE T Nz — o R S in T I8
i A TE B g N A4 S 2R 4 Rk B YR T i 1) H
B, BLFEMEZE . MIRE . WRERE. B
R AL A SR F Al (immune checkpoint
inhibitors, ICIs)flit 4k 40 Heih 97 (adoptive cell
therapy, ACT)5JTi5. Hrr, St A s i)
Mk &P Z AR B M TH M (chimeric antigen
receptor-modified T cells, CAR-T)7EEMEMIRIRIT
IR T BRI D), s AR IR R BT .
TENACTHiBt, CAR-THFFCHMELZFHIEY, Fb
TR CAR-T BAAM ) ik & PL S5 32 4412 1 N K 48 il
(CAR-NK)?, 4 & bl 2 RS HiNK T4H i (CAR-
NKT) kA PR 52 A& FL%E 41 il (CAR-M)' 24
AN [5] B, 2 200 0 A8 R SR VR PR K 5 B I 2 A A8 1 9
ZMf(chimeric antigen receptor-modified immune
cells, CAR-ICs)FiA. HH, CAR-TAHMLE MR
a7 E IS R IT 2, [ECAR-THI AR &
KA TEHAIZHX R CAR-TH AR K & i FAX
30RAE, VRYT MLRURE I D 26 g H 1), (EXT
T SEARIE B IR T 12 A AR RAT A NI R 9T R
Rk, s ff e g it LA BLAE & 56 20 L & H
B —ACAR-THHIIT %, Hel2 25w IRCAR-THH
JiAE S A 8 ¥R T R o R R R B R (tumor-
specific antigens, TSAs)ft=. CARZM &K

0 1t 2nd

Ul S

Hinge

domain
Transmembrane CD3(¢ Co-stimulation
domain domain domain

FE i yRg R TR 52 R 0 1) 4 i 98 B A 5 (tumoor
microenvironment, TME)#fi k1% 2 k&, 1t
Ah, RRIE T — 2 R CAR-TH M7 V2 1 HE
RN, AR B S R R
wUL BRHERS . P 4O R R
R YT, 825 CAR-TAH M AR 1A b % 2
(BT T B

1 CAR-THAR% RFHEHA

KuwanaZs!""FGrossZ" '3 51l T- 198 74E 11989
SEHRIE T CARAHEI K PRI X B 4 T4H A
SZAR(T cell receptor, TCR)MIAME I X LASRIS Hik-
TCRIR &1, HHAFARIMHCER il 14 55,
JF R TCR-CD3E & (5 5% S IE K R EEH -
19914E, TrvingZ5 "M itk iR 5 X MICDS# i . 1%
J X FICD3CH R 15 5 1% T3l & R IX T3R5 258 —
fRCAR, HAEEIEH &L STHRIEME S . Finney
S AE 1998 4R kI8 1 1R $2 ik CD28 L il i (5 5
(B —f59)MCD3UE 5 (B —159) 15 —fRCAR,
PUEBOE 5 AT 77 A B K IIL-2. 20044, [A] N
RAE4-1BBIL RIS 5 (58 =15 9)MCD3LE 5 (58
— 155 I ARCARCE i i FHl i % 11 1R CAR)
HiImai S H3E, 1T —{RCAR, B A EHRIOH
iR G . Milone 2 RAVEAN T BT CD28,
4-1BBILHIAE 5 1 —4RCD19  CARMIHL A ML
R, UESE T 45 4-1BBILHIEAE S8 AR CARHA

3rd 4th

I §§§§§§§U x§§§§§§{b
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re:ep Of | chemokine
[ ] ° ° receptor

Cytokines

o=——0

|

Co-stimulation
Domain 1
Co-stimulation
Domain 2

Constitutive or
inducible expression

Bl #WeanEZENLRAHE



BUAM, . S PR MM TA T2 2k, BEMARkK - 839 -

A AR M NG RE T . =AM S LB S 7E2009
—20 104 (8] [ i 4% 18 #5 1 CD28 M14- 1 BB L Il 5
SR = ACCARBIFUMR PR — g R,
BEH B TERIR N, WA . g %
P A T AR T R AR AR 5 O R AR RS
GRL N5 T IICAR-TIZWI T & k"™, LAt i
UM R, R X E b7 ik 90% A F Ay sk
(LSE

2 CAR-TZREIATT SHAEERIBIR

CAR-TH M7 IETE 2 Pl LR 16 7 Hh 3 LA
TEBRE, LR Ew, HTIRTB
Y f SR B 4T A R . R VA BRI K BY
R EJR RN 5 /e A M 22 R i E R 4 LT &R G
. I H, RERREFEYARE AR SGEHF
KIIBCMA CAR-TYT %3545 5% EFDAHLHE BT,
ST HE R/ Z RSB IRIT N K
BCMA CAR-TZIM™ o 81, CAR-THIMEIT %
TESARIRIG PR B T 3 A0 4 N DL 2 . S
1A CAR-THH M7 v I R 356 B BT w5 S ) e
FE R BEA R . M BEANMR . R ARE . A
e HERE. R, EME. HE. By R
. BEFE. AMEMERE, WRIFR.

BEARCAR-THI I AE AR R G MR . B i A
PR R I AR AT 2%, I T AN RICRESE, (B
JECAR-THH IR T SR A BB AR W N & (
10%) ), S A% T I 8 6 97 1A 2R . LR
R, SRR BT RS IR 08, S A8 R Il 3
S 1) T 22 7 5 B0 T OAS £ DL RO A 1) 2 A
. B, FICAR-TYHMIT % ML BURE 4 4k,
R T SRR T, AR SO IR 24 2 1 R4S AN RE
71, BIINTSAsBRZ . CARZE M+ A, CAR-T
P PR3 98 2 R AR G 28 410 ) 14 TMIE 5 3 R

3 CAR-TZHAEETr SRR £ EPk ek R EH
Xt SR B

3.1 B> CAR-TH A T TR Z fr R E 5|
ERNRL2HEENE

H H i B SRR S P R EE A TL13Ra2
EGFRvIII. CD171. GD2. MSLN. EGFR.
CD133. HER2. CEA. PSMA. CEACAMS5. c-

Iy

Met. VEGFR2FIGPC3(F%1), JLT-Arf #i)a
AR A D% B I (tumor-associated antigens,
TAAs), 7&H 2 IE 5 HUH FEMKKFTAASR
ik, AT REFECAR-THH A ) = i e 4 Al r= A= it
H#E A4 N (on-target off-tumor toxicity) 5/ #2 ™ 5 75 &)
PERMS D &5 B AET

3.1.1 B A E R Ao T F A 7] FuAk

BR 1 AR B AL G SR R A, CAR-THTHE A1
t H 538 0. AT AR 48 Hh 2 By 9B 1E #E TR A 2 41
Tk, W TOAHEIEFEAEEDUR D Koff-
tumor®E P E S H B, ZhangZ: I F B4 i .41 g
M B4 F5 38 7 CAR-THE BT IR (1) 1E &% H R IE
W, ORI CAR-THE 55 7EAS [R] (1) 1E 55 2H 2R sl 4
MR AAEAN RIFR S R IE, NG G R )ik
BRI T — MBS H M E . TingZE R IE & 40
) P BN 5 B R S5 i 1 520 NI AECAR-T
BT A B A R R A, R T —AME
T 5T AT P R R A R s & ——
C ARAE b5 5= K] 541 i 25 1 7 & (https://hanlab.
tamhsc.edu/CARTSC/), NE G Ak FERe L 1
—E [PUEHE -

R 1) i 98 e JER R 470 A 5 A ) A2 2 MR CAR-T4H
S T A DG BER 3R o SRR )i s CAR-ICs H] R il
fK/K"FTAAs, 5l Kon-target off-tumor®s it XK
KARIGIn. H Rl R, biiksemn )it —
SEBME(KD<10"® M)XFCAR-THL 8 5 1 1 $2 THE
FIEA . ParkSRIESL, FiARSERIIITEL10° M
CAR-THJoff-tumorEs PEAUIK, [l H £ S s fit
JEH . B, AYEIIN “AYRTE” K
SORCP T CAR-THH M7 VA M RN g, J7 v AE
A4 2 B I I AT 52 R IRV A O, AT SR I
CAR-TZ5 3 [K] T2 G 2 200 (0 I PR 5 AL S F B
3.1.2 5N RiIZH]

BT TAASTE IR HEURRA MR R 1%, )
B —TAAM CAR-TH AT SR AFAE off-tumor 3 P & A=
RS o BRI, Bk ORBE 22 IR BIE 5T 3 51 N AT R 4R
IR CAR-THI ML, FH A& 55 70
1 “517(AND gate)” HEHg [F] IS #L 5] PN TAAsK
ST IR R B U o FRATTRT LA A B ZHL A A
AL TAA-AR)—fRCARAE B TAA-B 1k & L
B2 AR, SEILT OB pi BE P i R 4 A T AR 358
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1 LARECAR-THHBETT AN KIRNIE B3

S #L CAR-Tf{IK I i 71 575 7R
Ji& 5 R 200 e IL13Ro2 1% (9.6~10.6)x10? P P9 3G 1*PR; 2*SDI20!

IL13Ra2 2/%(4-1BB) 2x10% 1x107 PP G 1*CRP!

EGFRvIII  2{{(4-1BB) (1.75x~5)x108 K 1] 1*SD; 9*PD

EGFRVIII  3f{(CD28&  6.3x10°~2.6x10"° K 1] 18*NR2!

4-1BB)
HER2 24%(CD28) 1x106~1x10%/m? EndEk 1*PR; 7*SD; 8*PDI
PR REE SR CDI171 148 10%m?;  10°/m> i EE 1*¥PR; 5*PD®!

GD2 1R 2x107/m?; K 2] 8*NED; 3*CR;
2.5%107/m?; 4*PD; 1*PR; 1*SD;
1x10%/m? 2*Tumornecrosis*®!

ik g MSLN 2/{(4-1BB) (1~3)x108/m> i idEk 2*SD; 4*PDP7
PYAR(7%19) / / 1*CREY
RS VE R I EGFR 2/%(4-1BB) (1.31~8.9)x10%kg 4 ik [ 4*PR; 8*SD; 2*PD™)
e 4T JE T e R ek HER2 2%(4-1BB) (1.4~3.8)x10%/kg 4Bk 1*PR; 5*SD; 5*PDP
i 1 JIE A e EGFR* 2%(4-1BB) 2.2x10%kg Ik = 4 1*PRBY
CD133
R 2 E CEA 24%(CD28) 1x10°~1x10%/kg Ik = 4 7*#SD; 2*PD; 1*NEF2
TAG-72 1R 10%; 10° 10% 7K R 4 < 16*PDB!
JHF B ik 1= 4
J e GPC3 2%(CD28) 1.35x107~1.469x108/ &k [al% 2*PR; 2*SD; 5*PD;
kg 4¥NEB4
PUAR(7%19) 1x10%; 3x10° F kB NIEST 1¥PR; 2#SD; 1*PDR
M ol 25 B CDI133 28(4-1BB) Ik 15 4 3*PR; 14*SD; 6*PDPS
MR B i CEACAM5 118 1x10°~5x10'° FA K 1R 4 7*SD; 7*PDB
CEA W% CEA 2%(CD28) 10%; 10% 10'° WFEhkEH 1*SD; 5*PDB”
/N it EGFR 24%(4-1BB) (0.45~1.09)x107/kg EandEk 2*%PR; 5*SD; 4*PDP¥
IRz PSMA 24{(CD28) 10% 10" K ] S 2*PR; 1*MR; 2*NRE
FLIRE c-Met 2/%(4-1BB) 3x107; 3x108 I8 A 1*SD; 2*PD; 3*DODM
Sz HER2 2%(CD28) 1x10%~1x108/m? 4 ik [ 1*PR; 4*SD; 12*PD;
2*¥NEM!
NS IR HER2 2/8(CD28) 1x103/m? K 1] 1*CRI42

NED: IS (no evidence of disease); PD: Jipiift & (progressive disease); CR: &40 %(complete response); PR:
843 Wi B (partial response); SD: JiJ#F85E (stable disease); NR: Jo/X M (no response); NE: JoikEiFli(not evaluable); MR:

1355 ) ¥ (minor response); DOD: Jji4t(dead of disease)

B3, F 46, RoybalZE*FF & T synNotch-CAR &
4, @itsynNotchZ &R TAA-AJG WK 5h HE )
TAA-BIFCARFKIE , AT < I B A8 pOBH M 1 40
S B AR RSCERES i JOH VA e 2 L ) X 53 o
3.1.3 IR AP MR 301E 5

SRR A B B X0 T 1R A RO B )
A RE, HFHTMES 5 4% CAR-THH g i 1
() WS S ONAT A8, SRR ) L R E(E 5 A
A G, A FKEA RS E . —
BRI 75 “Z2HCAR(masked CAR)” , i —

T 2 1 Pl e 2 RT ) SR IR, I kDR E 1 A
LM T AT IBHIICAR S#EGUEN S &, HANE
FlEE R MTME)S, BRI, MR ) e
BT R T s AR D (B 2a) . HR, AT LA
TME& £ 1JIL-4. TGF-BAIVEGF4) 7 i#%CAR-T
(¥1980 Py 385 5 500 2b) RS S 1R A BT (B 2e) . S Ah—
b S B U SR FH S A4 9 R SR B A 15545 5 R T2 CAR
Tk, FHAERATME FESRIL, KIMCAR-T
21 M i 98 Bl PR B S S AR BRI Ak . Liao %8 PSRN
Kosti% 1) F1) F i 42 /2 B 764 (hypoxia response
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’ ‘,” P;)tease
a
RRRR
i | "§§§§ SRR LIS LN
o) (e8]
@ @D ()
el | B
.. (4] (0%
Nomonia Hyi)oxm
O,-dependent | Inducible CAR
degradation expression
o®
I Inducible ATF| expression
[ ] ..
Nucleus &b Normoxna . P .“
€ ) VEGF ATE- W °%*
ODD ’;‘ s} T
x§§§§ AR il
LAt l ATF, artificial transcription factor [ £
D Minimal prompter
RRRARRRRR RAR RRR
RS TIRON | SN
E2 MEMIMEESEIECAR-THER £ MR
element, HRE)F % K #i 4 i 45 K9 3 (oxygen-  CAR-TEHE G ZEHEFS" . Ao, mBESERTA

dependent degradation domain, ODD)[]H {4 CAR
B S AR, SEBL T SRR B R RS HES 5
bR R S /7. 3 — IR T BRI %
KR GLHITA), AR LA I e 2t i 75 CAR-T
SHMLE M, T ELRE S T R R R TBORURE S I T
2N W fir$2 4% (bispecific T-cell engagers, BiTE)%5#1
TR AL 4y T 2d) o
3.2 L CARE Mg FIE
3.2.1 CARZ M4k
CAR-THH A4 PN K S 4E 5 2 YesE B 8 97 21
HIRHER 2, T CARSE A 2 K 4E #5152 252
MR . HArga A AFICAR(ARCAR) £ Z
HRRANX L BB X I XA A 15 5 I
FEVUARCARI HE— A2 g 1 an 40 Jfa [5] 1~ 25 B )
o HAETMAMER X 2 B85 (single chain
antibody fragment, scFv), M-3R IEPTIAZHET
AR A NIEFUAR, DAL A e i1, By Ak

Sk

(n BB AR ) A B T S B AR B RSB SER I HEBT
JEARKAS 3 A5 5 (tonic  signaling), 1 4 CAR-T4H
MIFERTT . HARES X AN A& Thik, HEK R
SRR A A E 1T A CARM Gk A CAR-TAH
PR i g0 3% 02 o E I S B IX B R C D28 Bk
CD8af5 i [X , FHEL T CD28EE X, CD8as fif[X
[JCAR-T 73 b EA/K P I g L IR -, B & 1)
G REAT o M P A5 5 3k S T A5 5 IR CD 3
AR, ATHM S 2SR R . H Al
I 9k () A S 5 180E B CD2854-1BB AL il
Wy, #EAr4-1BBIIITAE S I CAR-TK 4
FrRe /1 5E, [RoR4-1BBIE A o] DR #ECAZTE ik
I 7 B AR o R 22 1) L US55 A T
T CARMIE, BHHCD27. ICOS. OX40% 4>
T, TERAEARMES, CD3UE 512 A CAR-
TR Z WTCRIG 5, A3 AR
IR ¥ 3% %5 ¥ (immunoreceptor tyrosine-based
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activation motif, ITAM). BFFCRIL, #HEHSH1IAD
ITAMIF]CD283L 4l 5 38 ) CAR-THE % B 4 b~
MBS A AR, A8 3R A5 T A 1) A A 4
FREPEC, BbAh, BRI, R4 CD3efE
5 30T DAFE SE 0 IR e VL B p8 S ok (2 i CAR-T4E
FO BE, TANMRSE &R EE 75 EETCRAS
T RS S A TE S P E . F ik,
Kagoya 5 ik — 5 41 R 715 5 3IL-2RB/YXXQ
BEZE TRCAR-T, [FIHBUIPRT AT LR T .
3.2.2 CARATCRIZ 515 £ &

R CAREY] W IT M TCRIE 514 S, H
ATCRIF G R e /7 lLCARZ 38 1 i LA
. Salter @ LA CARFITCRIFAL 5 OB 2
WWEAFRZEEL, ROTHRESEHACD3S,
CD3efICD3y LA f 23k 73 F LAT/ECAR-T4H i 1 35
KRR B TI IR 1L, 78 & CD3UE 51k
CARETCRIG S SFEREE . N T HIFHf
WTCRIE 1%, WHFTE XM CARBE— B TH K uE
T T A8 B %5 (T cell antigen coupler, TAC)+
THH ML 52 AR 5 M Z#AR(T cell receptor fusion
constructs, TRuC)F#HL{A-TCR(antibody-T-cell
receptor, AbTCR). TACHI i FiRAHH. CD3e&h
H I AICDA/CD8ILZ AR i, TESETAC-TAIR A
B L 1 bR 9 AR RN AR A A B TR A, B
SRS R Ak B 22 4T TRuC @i ¥ i 5 iR
IR AN B AR ) B2 Rl G B CD3 e i R15 1),
[F) A R I AR M R 7 4 TR e, B
EMT ZARCAR-TV", AbTCRMIZEML T 0/LCAR
(F1), HTCRAIAR X BEH ANHanr A2 X, it
CRISPR/Cas9ZE [X 4 & S #% AbTCR I A 2 T4
JRA I TRACEE R 52 |, M &4 i A TCR, i
% JE A TCRAADTCRIHL, AR TCRIE S
fe '3, B A W R BT E R R 1 R T R
T,

3.3 1838 CAR-T4A A i i3 18

B R PTME CAR-TH M7 72 75 B CAR-T4H
PR S v R 2 IR e, R A A A
B K, FREYE LI R Bk LB KRBT R
TPERNLES o LIRIR BT A 1) R A 58 18 3 A AFAE T4
PRI I, T SE AR B R A A A
bR, HAMEME. Z4A. KEFR. @8

175 0 22 o G 2 A ] 2 R A P AN R ek 98 A
5, AFTTRMERNE. mAmEsmE. Bk, A
A6} Gn 4T i i3 C AR -T2 Bg 4k N\ g s Al 17 1R 2
R Horb, 5o 3 0% st &2 i 1
ZAREHECAR-THH LI #% 25 Mgk A 7 3 & 1
R A, A FECCR2b. CXCR1/CXCR2. CCR4
SRt RS . FLUR, SR R I R A T R )
PG FE [ A 2 R ARCAR-TY M (3R H , 8 )
VEGFR-2JCAR-T4H i AT LAY B 7t 1 e 1L
AR T CAR-TYH ML B e Jeg 329, [ B 7] By Jie g 1
gokams R KT HAh, S R SN E
A Ji 980 A 5% B 4T 4E 41 9 (cancer-associated
fibroblasts, CAFs)fJFAP CAR-T#H i 3@ i i3 4
CAFsKAE#FCAR-T/ R 5 S, [FF£1Y, EINB
CAR-TAEH T iy 228 o ABr 2B I, AT A2 12 4
P A IR T IR A R A KT B, O E
15 2 B (heparinase, HPSE)aXi% A Ji i i (PH20)
(1) C AR-T 1] LA F% fif 21 Jfd 41 3 i (extracellular
matrix, ECM), MT{ERETAIMIR R,
3.4 ST R H M MERIRE

WIHTRTIA , SRR A 52 — MR AR 1
Wi, B 7S BHBEE RS, BRFEZ PR
o2 0] 14 200 B, B i A OC B R 4 L (tumor-
associated macrophages, TAMs). %8 Z& K IEHNH4H
Jfd(myeloid-derived suppressor cells, MDSCs)#1if
T M (regulatory T cells, Tregs), LPLMIL-4.
TGF-B. R it 7 11
3.4.1 ¥e16) % JE k) P 4w i, I 7

Rodriguez-GarciaZs ™ Fl| F§ CAR-T4H A #E 71
FRFRB+TAMs, i3k ifij (i it L A4 P9 YR e i ee G 2e B
%, JFEGOREI X R H S IMSLN  CAR-TYT R
R, AT UGB BT« AT B R 2R G A
P ri BH By 770 45 il B V6 o7 ok B 98 i R 1 4% DA
CAR-TIZ i B A HLTME . 8 8 1) 26 2% i 9
JE (Sorafenib)# & L 7] LLiE 1 5 4w FE TAMs LA fig i3t
PRE R FIL-121) 73 W K4R THGPC3  CAR-THH LY
PURTHRETT 3077 o 22 00 Pt 2 AR T IR VA Il 1 1) 77 7
J& & JE (Sunitinib) A LA H|STAT3 /5 5 1% 3 1155 5
MDSCsH T, S5CAIX CAR-TIEH G U8 i 1
5850, PARPHIHI 71 B 4 11 JE (Olaparib) AJ LA ¥R
SDF1o/CXCR4EAZ T4l 51 -2 FIMDSCs#i 5, M
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M SREGFRY T CAR-THIH MR &5, £ %}
TregsXf CAR-T4H M ¥ 2 FhaM bl L, B 7035 AH B
H1 5 F Tregs#E 7] 7174 (GITR/4-1BB). CCR4 CAR-
T. WRERMERTAL-12. IL-1855) L R T4
PE7 T AR R IK 55 2 Fh SR SR K Tregs IH G0
e

3.4.2 ¥ 5%CAR-T@@ o4k A 1E

N T AR G % ) 4 TME A CAR-T4H i 1) 4
R, HOREZ 10 70K 0 AR IR (-7 IL-12. IL-
15, IL-18. IL-21F11L-23%)% A ECAR-THH il
b, RIS TAN RS B A E IR RIS =5 Y, X
S 201 i DR 7 76 TME P 3 3 2 1 2 B & ik = 1)
MaZ5 R L, TS th )5 _EHIL-23 32 4R A1IL-23
W HAIp19, {HARFIKIL-23 Hifipd0. Kk, 7E
CAR-TAN M AN 75 i 3Rk p40i 547 5 e ¥ bt S5
EAWE P ERIp19 5p40E BIL-23, REREFFR4H i
HFmERfER, XRiEd |/ WIL-2315 5 e it
CAR-THNH3EHE . oAl , 2H B PR S0 1 40 i 1R -7
ZAR(CTR) IR AT FH R KR L A% 5 THY 58 AH OC 40 [5 1
IL- 7055, #CAR-TAIHIRIGK JAA7 5 A 4ERE 11
REA. HURRRY, B TR B
KT 224k 4h, fECAR-TYHAE L BB AN a6 T
JER S B2 T-0X 40, TR E SR CAR-T4H
L ) 8 B P AN R AT U, I B AR LR O AR
K,

IeAh, EFERIRF AR, CAR-THM™ i 1)
1CAZ HETAH i (memory T cell, Tey) AT 2HAFE L2
P THH g (stem cell-like memory T cell, Tgey), BlE
A KA B3R A A D 2508 M T 48
(effector T cell, T)HIRETT, NCAR-TH K HH4E
R Gy I ) DGR 2, 0 T MR R A
BEWERAGTT & P Wk, fE AR R
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