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A . AT A K S L BB, 1998EMEAM R ALV TE S LERA¥
(G4#), g d LRFBARMEFE L ¥40, 5T XE P 23k KX FShands
BREFOEZHLENSE. BEXAMFFELRBEE. BEXGERALT XHFH
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S HREEGAREF¥ 2 RBHERERTEZL4IEER. TEHMR T AN EHE
RS MENEABT TRANETEHR, THERXAEFFEL1T
Bl RE AL RRAETRALT | RE R IO XD 3 4E A A 1T
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Abstract

tremely important role in the occurrence and development of tumors. However, due to the existence of im-

As an important component of the tumor microenvironment, T lymphocytes play an ex-

mune escape mechanisms, cancer cells often disguise themselves, making it difficult for T cells to recognize
them, so that they can evade attacks from the human immune system. Therefore, how to awaken T cells in
the body to eliminate cancer cells has become a hot topic nowadays. In the past few decades, various new
anti-tumor treatment methods based on T lymphocyte immune response have emerged in the field of basic
research and clinical application. There are mainly three types of T cell immunotherapy: cytotoxic T lym-
phocyte therapy, chimeric antigen receptor T cell therapy, and T-cell receptor engineered T cell therapy.

This article briefly reviews the mechanisms, techniques, and clinical applications of these three types of T

cell immunotherapy.
Keywords

gineered T cell

AR R R BN 9 R o SR T A R
PR 2 —, KR T B A [F] T 55 50 R RFAE
TS, TR A A A AR 2 A (R S AR I R A v
SR 25 b AT S R IR T SN R e . LUk, B A
TE A B e — v B Y 1) P A i, HGAth 2R R R A
Fom Rt o B k. IR, Bl A
H B & 595 R 4058 KM MR, AR 22 4 g
ERIT LB R T A B G, T 2 M8 oA
5% (tumor micro-environment, TME) [ 5 % 2H i 35
a3, AR KR B 2 b R A AR PR R
M0 24 (antigen-presenting cells, APC)3R
E firk 928 A O B 88 R S PR 0 i RN AT N T,
APCHl T 3 B2 A 25 1% B A K (major histocom-
patibility complex, MHC)¥ $t Ji Jik 52 328 45 T4H g LA
PR G R T M AE T B 3 3R AT R 0
A, IR A PR T A 7 2R B R 2 1
oh, R R R, S AR SO RON . SR, b
Jei AH DA 0 i G 928 SRR 5, TR T A ) AR e
FPUE AT AR A B TAH B U, S50f s kAR b g
eI, DRI, o e] 0T M AT BUE, R AETA R
G I WA S R 1R ) RE B =4 1 T B8 9T 98 B
HE, B X G AT {5 T2 A v it A R ) ek g Bt SR I
O MR A G % RN, B ST E R T BLR AT
JTI% ANHE R M TR EE 41 B (cytotoxic lymphocyte,
CTL)RYT « #REPUE 2R T (chimeric antigen
receptor T-cell, CAR-T)7G 77 LA J& T4H A 52 1k T. 7%
£ TAHHE (T cell receptor-gene engineered T cells,
TCR-T)EYT o« AL LRR 11X = Mg yT 77 X
BLA L BOR SRR A .

immunotherapy; cytotoxic T lymphocyte; chimeric antigen receptor T cell; T-cell receptor en-

1 HfEs M THELHAE(CTL)
1.1 CTLAER#LHI

CTL & —# LAl fE 8 1 8 E Z I REICDS ' T4H
Mo BT RS YRR BUMOR AE L, AR 2 1
5 HOC R AR FHCTLRE AT MR e ifyr . H
BTN, bR 4 A 2 1 CTL T R 5 R bR L, 31X
Lo R AE 2 IS APCAE B 5, BT DL LA oT 5 IK-MHC 1Y)
T, HSCTLEH T SZAR(T cell receptor, TCR)
4iE, W RCTLR MR A KAEAP. CTLA S b
Je A0 B o7 KA R4 22 B L], o E A2
CTLS| RIM4I 24 AE . & %%, CTLYE B I TCR
RS TR B A MR T PR S, BRI AL R AL
1S AR 20 PR M IS E IR 2 /NFL, BT IR AMBIE TR
A7 CE (SR AN RREAE T, FLIR, CTLIE BT
ORI, f5 B FLE S A R PR Al LR, 5 bR A
J5% J5 G caspase 2 G S B, A FERGH I IE T, BB AR,
CTLZR 1k FasL 5 #8403 171 1) Fas 73 145 &, L A] fik
RICT G S BRI S . Be)a, CTLAY WA FITFN-y
FNTNF-ofE 5 83 4 B (R AH B2 AR 25 6 Ja, AT 5
PR A AET
1.2 CTLRALTHEE R EIELE

TECTLA 2K i 87 40 Mo 11 #82 H, SEILCTLR AL
(I AERR . RBUER B MRSl A A A T R A FH I K
o BEEEDE BT IR AL 2] B PR
K&, BT AE B ¥ MCTLR A B & A H Al
I LV TN FBC, fER S BT 015
FMCTLRAL &, 14 7 Zl ik — &R 51 5256 5% 50
ICTLERALHEAT HE— 20 %58, M e 47 e 24
B S I CTLAR AT . X T 55 38 3 for oy 2 b AT
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&Y EA, B O e i s . s
ST ARSI RE AR B /) BRI R ASE A SR A W B e g
55 M CTLAR 28 R ALK S 2 S A S R A P

FRCTLEAL iRk b, R A OSBRI %€,
SR CTLHAT PUMB G T G . MO RE AR
H A2 JE P 1 o 22—, DR oR ) B SR CTLER
ALK ) Fo 2 N 25 1R AT UM IR V6 97 B AR T8 A X oA,
HAr B T B4 NI TR I PR3 B Bt GLO-
GERZE it 1o A5 Fft 2 690 208 40 L 22 v 70 B HYHILA-T
KEAY), Hamd iz s HLA KB AT 7, e
T I 10 000 A AT ) ik LA L2 2502 /> 5%F 152 i Jed AR
KPR RN BEAh, B FTN GE K I 5 2 8 2
L F AT 244 B0 3R R A AR N 4l AL HLA K &4
HIE K (B APE B EHE, 7N 4l R A
SRV i g8 2 2 HL A K ZH AR AU, X6 Jifseg 1 i
JR 25 5 MR IR YT SRS I e B R . It
b, 5 S S0 IR K B S AU A AE DG AR, (R
H AT K Z 054 T 5256 = 0SB Bt . ALBERSZE7HK
T 1R e R e Bk A g B R R L i N S LR
J93 7% (human papilloma virus, HPV)IE () 5 EE 43 J3)
N20%H150%. il o A5 HPV-16"MTHPV-16 Sk 3516k
RN (squamous cell carcinoma of head and neck,
SCCHN) & & LA % fitt fE N FICTLXTHPV 16§ 2 ik %
AL T A TR R S 1 B 5 SO FR iR S i, A AT R B S
HA P ANBEAALL, HPV-16"[1ISCCHN 3 T /g~ A=
CTLFF RS M. 5 2 2Bl SUSANZEFIXEB
J93 25 (Epstein-Barr virus, EBV)AH ¢tk L8 £ 3%, 175
Had i a, P S =77 il RA RS2 AL (1) [5) M R
REBVAHF 5 MECTLHEAT 40 M S V6 TT - 45 R B,
4545 535 A 29151 (64%)IEF T 58 4 L2 fi# (complete
response, CR)EHF 42 /7 2% fif (partial response, PR),
FER SR W F . XGRS RN 2 Flows #8540
FNEFERESR AL 1B a7 7 1
1.3 CTL&5a) ST %

I 4k 40 i JT % (adoptive cell transfer therapy,
ACT)) F E AR AR B kg . fk4h
R I AIE AL, B 2K A0 HE S IR bR B 4 P
MR F AR N, LS 2 s R . 5 TACT
(%) £ A A 471 e i bk £ 200 il g 92 ) bk 24 4 (-
mor infiltrating lymphocytes, TIL). CTLI# i & % 5
KA E R, 7E ACTH B CE T, 201447,
ERICEFI# 1ot 4 405~ 11k B AE % 4% M JIH s 2

F I TILH A7 LE BE % 1R 79 i 98 48 i %2 14 (T ERBB2IP
A8 (ICDA  BLAH BTN . 538 7 3 [ TIL
Ja, BFERE T KM MR AR 15T — T
Xof SRR 1 = IR PR R, BN LA N 168151
B, Horp 4 i 3 B 2 ACTAN MLy 7, 84451 FE &
B PILKRBPIRIT . SR ER, BZACTEEN
HR S G 33 J A2 A7 1 (progression-free-survival, PFS)i:
TR FILR BYUR T I # (7.2 A X EE3.1
AN HYo AE— T B B T 9T, CATHERINEZ5U0)
5 I B AR B SROIR 48 B d 14 ok B RS R N B CTL, H
T HKERT . SRER, 294 mEE RIS
o, B28 NTERIECTLIG AT IR, A1 2%
FRISTAA3. 14 . e A, #E20214F 35 [ I PR R 2% 2
F, WERENAAR T — WCTLE A 3 % 1 B b ih
I W S A /N 20 R e DT SO ER T 7L o BRBF TN
20194F6 -1 —20204F 10 H Wi v5 #1445 & 3, 1 # 25
SR, LE 139 ] VP4l ) R, SRR (objec-
tive response rate, ORR)N38.4%, 9 1 il K (disease
control rate, DCR)A71.4%, 1% 70 $& 7~ CTLAH iy n]
DA S8 B o I A s o (H3RATT 75 22
T B2, T AR E] a2 i3 A P g 2 T I s vl A AE
T A5 i) R, 3 17T 52 e TAH M B2 At 458 A R0 ik e %
SR, 20004F TOHAF 48 | CTLYT V2 £E M A1
BRMEEE R B EGIT AR .. ZTRI N
1145 W A BYC 5T £ 8 e AR 3, O CTLIE N 5 R i 8
AL EE R MR . B R B IS K X S AT IR T
2%, HAESH1(45.5%)F WAL 2] T CTLAN M s 1,
H I CR, 3151 PRAH 1451 95 13 JEE (progressive disease,
PD), Ifi 75 H 4% 645 8 35 v A W 2 1] CTLAH i vif 14
(54.5%). 2 NIEFI2, AR, 16N
P 43 B Ak R gl L, R R Z510% I CTL
AT LA JE LA e A e, LA T A e A i TS DG Y
CTL. RIS, F24 B IR H SR AR
AV RE R B B I CTL, R X W 1 4L 3 ke A
7R T TILMY, hAh, CTLIT AR B AR Nt 75
Bt — DM, LIANGE X156 4 1I~1Vall, I
{& EBV-DNA =4 000#% 1%t /mL#2%2 | [FJHSALIT
(concurrent chemoradiotherapy, CCRT) 1] & Wi J £ 3%
AT LABENL, $ 2 B2 BAATILIE G )T . &5
AW, CCRTHLA TIL = 4 2 6} b F1 4ECCRTAL34F
PFSTE 5 5 22 5#(75.6% %1 74.4%, f& & HL ~1.08; 95%
BEXIEN0.62~1.89). HEMSHRN, TEIHH
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CDS'TIM3 4l il Il FETL-85LPD-L17K 1 55 1K 1) &
i, TILIRYT AN A il Pl R H) &
R T PER -y — FR G JEREAH O HE DR 1) % K
P38 0 DA B 32 v 4y BRI, BRI, RICTLIR YT /]
RESZ I A2 AR T I 55— J7 1l pH U450,
T A A 38 T T A e IR B2 2 A 28R ) e e 4
ML) e DA Fr i . 78 B AT B IR R, BT
1E 2 i ik & BU5 52 48 (chimeric antigen receptor,
CAR)SE N THWHIA, T FCTLE =R A Xt
i 988 1 B 77, A3 A ik Ak 24 B T v R OR P B AR OE
A RIVER, FRATEA S G 22 545 ol 3 S A .

2 BRAEMBEZHEIRTHE(CAR-T)
2.1 CAR-THIZMRIERAERHLE

CARGEIE I 5 [ TRE & B — Rl 44 & 3244,
&b B I 45 A5 3 1) B A B % ] 4R [X (single-chain
variable fragment, scFv). £0HE. #5545 14 380 S i Y
(K115 5 G M IR K, B — AN S5 I3 CAR-TIR I7 41
W] D o B A T R R AN R 5 A 4 B 5 B Ak )
LG, PR S5 R 2 () R N RS, DA v
RS TRV B A5 4 e L2 R P AR Ao 2 5 il
PrURSG . RALVUN B 5 FE— RIS,
24 1B BE K B A VE PR 25 A UIRIE N H bR fr
ZELIEPR A A RS, B R 45 AR CARI
A B, 5 4 B S5 0, 4 R T R A R e S
A AT AR R 3, e e R R - RS kR
P IO 3% lEse Pyl . X AN SR E SRR H &
Fi (i sc PV 25 (8] B0 i R 35, [ I 22 52 R ik A 15
BT B NscFVIR R M 42 w5, 58 5 R I B 45 s 4
P 2% T PU R R FE 40 35 2 . (A, CAR-T4H AN
T ELE R MHCIR A2 th i) DL A% 40 M 25 30

JL A A7 5 5 MR CAR-TVA YT R 14 R0 f o
H85y, TECAR-THH AT 71 A1 2 B 4 52 1), A
155 S5 LI 5 T AR S T AN CAR-TI A 52 17
o CAREA LA 74T, 5 —HRCARIEAE
F201H 2904 AR AR, H A P15 5 45 M £, 5 CD3 8},
FeR{E 5 45 M7, RS 45 K 2 BLCAR-TH fg i it
TRAHCD3 AR 1) b 328 52 AR I B FRIS B A4 R 5 A2
SN, AH B — CD3 5 5 45 R LT A A UK A%
CAR-THE K (KU R RO, IRPR o7 2 ™. H
T RT3 N HE AR CD3 545 5 G5 A4 38 BT B 1)
A, 5 ARCARM N T I SL B g b . e

DL RPN CD28FICD 1374 il i &5 A4 3k 10200, I 7 1.
R GUENE R R I T 5K IR YT U8, TR
REAN AR . BRI PRR . TR R 08 55 2 Bl s Ao
A B M7 8. 1EEFXFCD28FICDI13 71 HF 7T &
B, AN [) P 7R 38 45 A4 456 C AR-T A0 i () A= 0 22 4T
A AFE RN CD1374{# CAR-THH g £ ki 44
FEAEREIN. HRRTRR AL AR N, A AR 1
S A L ) S AZ T 40 E . TTHCD28 I 23 e ik
CAR-THH (1) B B i, F A8 I ) 280 R0 0 12 T4 M 53
P21 g T A AR FE A 7] o) A 3 ) AR 2
RN, 55 ZARCARKECD137MCD28 [ I 45 45 7 i 4
B DR BRI ) A AR I TA0 R 4 4k, 38 58 CAR-T
MG RE ), S mbTRE Y. 2 DU CAR-TTE
55 =R EEAE b, R EE R TR 7, KR T
JiR ) AR S TR BR X 8 R P R T4 i v AL 7
SRR, SN S RIBMIL- 1235 R, 13k
CAR-THH I 515 S RIL- 120 W E i iE k. & 738
i [ w7 R SRCAR-TZH M i AL A, TL-1218 RE DL
5543 WA 7 T 5 HE IO 2 R 1 G 9 A B, TR ELAH
SEDR L Y B TANA, 5 L RE N4 S M R AT Rl . 29,
2.2 CAR-THIE PR ER 2%
CAR-THIH =25 IR B 28 K 8chn RS (1) $2
W A A A AP TR, I R G = BB
BTN, (2) TANMRAAR NI, (3) I LR TRE6T
T2 M 33k AT CARIEM; (4) W& 1 (T2 M i3k 4T 36 1iF
KA1 (5) CAR-T4Hu R 4. Horh, B E )
ST U] X T ML PE AR A 31T CARE M. H BTCAR-T
1 o 5 R AR MR - ) DA A SR 28 . s 23 2 i
FH OG0 508 5 1 B 54 Y 7 VEIE D THR AR 313 1
T+ CRISPR/Cas9. Joiki LA Je HLZEfL. JEDAHE. 44
DK AU 55 0 B % e 7 1, SR B v ) R DR SRR
2, Yk D B G S BN EUR E A R R
2.3 CAR-THIIERR
231 R ZHGHNE  ECAR-THIIEG IR H
JiTH, HOAT, 55 A 5 2 5 R R SR HES R
CAR-T4HM b7 o 5/ b7l 19 CAR-TH g 45 %8 [
B2l R HiAx 4, HpH43ERCD19, 144 )
BCMA, F % TIR97T 2 R8I PE K &R Gk
i, CLFE: BAHMRSKRIE MR I . i LA R 2 K
PEEBER . 2 — TGN T5H ) LI e AR R A
YA PEBAN AR SRk A PR (1 I, IR Kymirah(—
FRCAR-THH M7 7216 J7 1) 2 WO it 72 o, {8
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Kymirah[f{JCRZFIE60%. 750 &34+ 5561 3 (73%)
RAE T 3~A H IR FEAH KA R B, 35%1(47%) N
fFFERE WP =097, 3T 7T, Kymriahl N
TS [ A 24 5 WUBHE B R L E A CAR-THH My 7
o WG 2 TR B OR/MEIE M RBAN AR R . B
R/E VA PR B A AR ERE R I AR R ) &
W s R A, BRI T B WM R T3%~93%, 564
IR 53%~6T% ] K IFI7 R, AH B I CAR-TAH
il 2 s SR AL b TR0, o Ik e 5 () K AR U R,
053 A ARSI CAR-TZH SR 4F 2 J5 R4 2 AR UL
BT, VR FrEE . Hil, AT WRCAR-TA
EIT LR PR kR, R R EE Al CD19AICD205EY
CD19F1CD22 K] % I s CAR-TIEZERT 97 24 h, 2 TRII
W PRI AL EFEEAT

CAR-TZH MG YT ILHAE 2 KM BB R T 145
FTAEI . — T4 NKarMMa T IG R BT RN T
20 R AR A G Sy YR R & BiCD3sBi i G
JT TR R R/ I M 2 R M R R, IR
B e 22 R MR R 20 IR R T I BCMA CAR-TZH
MIIEIT (Abecma)® . W FL 4 R IR, 12844 835 H194
4 BB H IR R, ORRNT3%, 4244 1A FICR, CR
#933%, PFS 8.8 M, watt Rif. BT
HIEAE, 20214F AbecmaiR it T 5 kM 16 1 2 R 1
B BEIR 1) 448 I UL BRI . BRI, B4 i CAR-T
YA YVE T a4 IIBCMA BT R IR B &, X K K5
Wi T CAR-THIVAIT R . &Fxf Bkl @, HafF 3
T I X i B e e iR 2 B ok 1) T 3 X —
JRIBRA o I PR AT 98 & B RL A4 APRIL 1] LA [R] i 45 &
B B 983 4 i 2% TH I BCMAMICAML, #2 = CAR-T4H
LR 2O REBO ke A, B e AR R Y CAR-TAH M, 4
SLAMF7(NCT04499339). GPRC5D(NCT05016778)
H At AL T 5 RIG R T B
232 FIRE H AT CAR-T4H ff v 7 1 SLAR I
WAL TR AP B B, 3 AR T o B R R — 8
IR R (E— 4T XF R IZEGFRVIITH & Ak 1 i i
Jo 24 988 A DA 77 B TC S I PR 9 o, A
1 F #E [\ EGFRVITT CAR-THH fl #4796 97, 45 R &6
NHRAIPFST U3 H, BT A 838 3 AR 3R B0 H i g
ZERRPY, 5 — 5 & 6 CLDNGRH 8 fry e 1 Sz 44 98 )
CAR-TIlfs RS K I, 75 [F] i) 4617 CAR-T & CLDNG6
RNAFEH 5, 21460 m] VAl & FIORRA33%, H A
1151 58 4= 22, DCRN67%PY . it EEHIA R NN

YRR TR ISR G AE, BT A B EE TR . %
fiff 75 H CAR-T 5 Ji 988 AH RN ARE T 1) 45 & 1 i 1A
SEARTE 2 AR I T A N RS 9T 2L, A R
A BRI FCHEATIAUE « BRI 2 Ab, BT 72 i 3
SEEAA PR 1 JFG Atk B R TE A I PR IR IR . ] B 3R
H T 7E 22 P o v6 1 16 30 S AR L I PR 3 40k 18 1
CAR-THJ # £ (NCT05848999. NCT05779917). #
)4 25 FAIMUCT [ CAR-T H 17 t 24380 N FH T L AR
(NCTO05812326). AF N AH % J8&(NCT03633773). fifi
FE(NCT03198052)%% . &2, CAR-THH I AF Sz 4455 h
() S AT =2 W R — Rk, A Rt — P IR R .
2.4 CAR-THIRITSMRAIE

eI T PE 7T, BT CAR-T4H AT & S5
MUK G e A ) 32 1R A8 SO, TR) A R K 2 11 4
ML BRI, AT 22 SECT FIRHE VR T JE M (1) 48
M A7 B i 47 A iE (cytokine release syndrome, CRS),
B T4 N T40 st FE o RO 4 i R, FR 3 d
RN R 5. NIRE, mEETTRINZ
W RGIEE . FETT; (2) Wi 4 1 oAk 2 ZE 2R A
AR RE, FEERDACRSEH MG EAT & &
ThRETEME . HFEETE . A oK. il ZK ek 25 4 S
MR (3) H P RN A MR S 2 BEME SR AL, WK
B Fk 5 YR L KT 7P v, LG o B S2 4, R
AP O . Lo, AN REAS, HEE I K
i, SRR O R AR, AR bR ), AT AT
A7 1 30 223 5 M CAR M Ah B I &8 B e 46 1y, fif
FFCAR-T IR B0TE B AE A0 38 B &, X R BE AN 52
W R V697, A T 80 B I 20 B R R . (R,
TE SR Hh LR B O R e R R T B, [
I AR M #ERI  .

HFAS N ERE, FEEMA R EEEHER
12023411 H28 H 5 A1 JIr A 42 m]CD198{BCMA ]
CAR-TYT V2 #8A 4k J THH Hi T 4 i 98 1 XU, H
BT C G 1907 & AE 9 2 CAR-TYT i Ja 4k k. T T4 i
AME IR o CAR-TYT V24 J T2 it 1% 12 Jie 9 A4 L 1)
Il 2R 1 1) B, AT RE S5 CAR IS 1 5 80T 40 i i
J 438 5 BN B U S R SR A MU A G ST
CAR-TIT VELE ML 5 G i e vh AR e 1097 2%, A2 AR
BFRA AT R (9 S0 AL 1 [, 212 E 86 G £FCAR-T
I7 VBT SR R AR 2 AT XSS o
2.5 CAR-TIETTHIRFKRE

AR, CAR-TTE 2 Pl M g (1767 B 3481
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H TS ) e A MR R, ABAE WIET ST E, U5 o
BE B2 CAR-TAIMG YT J5 97 A . Hil, CAR-T
TRIT R B UL Dot R A B S e 3, g e o ik Jdk
2 R R R H T 2 R A Bl SR 2E T 5 R R
FRo BEAEREFCIRIE, 7%~25%1) 9% N 1E 3552 $E 1)
CDI19/\ICAR-T4H i 5 Hh B i gg 52k, L2 K i ogg v
CDI9) R IE B BT W T P, &5 & R0 A 1)
Ji 988 12 AT DNA SLRNAM 7 & I, 52 % i 9 1 CD19
A IR A, T T ECD 19 Th RE Bk
LSS IR, B 25 B R BT R B IREY . AR
#E M BCMAFICAR-TAHBIATT 22 K 1 Bl e 1) 52 K
B, PR BRI T BCMA B JE R H & 2
Ak Ry B PR 2k T S EBCMA £ ik i 2, I & S5
CAR-THIMIIA YT R H FiX Fhe J5 b 3% (1) 7] 7
2 AR I R ) 2 A R R e PE TR IRICAR-T
YT B SR AR v, WUHE p L 5 22 8 A [ CAR-TYH i & oK
KEBRIREN M. 4L, HATCAR-THIMIGIT
MR R Ge g S T 4 N AT 897 3%, T8 S48
BIT T AP L, AR WM RS B R (K EE
B FEPE ICAR, i) 5 JIR Jit 8 ol oA 558 Hh 1) 492 A
VIR A, ] CAR-TIR N b 98 41 43 % 4 400 i 2%
TER, AR Z .

3 THEZAEIIZHTHAE(TCR-T)
3.1 TCR-THUMER#LEHIRSIZRA

1E ER ) E A A, ATE L 173 T CAR-T
(1 G2 97 VA AE LB 8w A 4 N3 = T 2%, R
BATITE B, FAE SR R R a7 AN EAT SR b s
JR PR T BEAE O AL, AT I B b e
Ji IRl 5 S Ak i 8 7 AR R R AR R I B R 2 R
CAR-THH L (3T R 32 PR Brlossg S B 1k 30 1) 42 43
WA IR KHI R R, NE RCAR-TIE T L4k
Jih 98 1 S BR 4, TCR-TECAR Bz i 4. 5 CAR-TA
[, TCR-TAE 5 1) Jif 98 Bt Ji7 1 A% o, K A PC )
PR 2 1EH, R PRSI APCYIN i Ab B2 Bt
JE-MHCH T2 AW G, 7 e TCR-TAH M fir U3«
B 1F DR 4n e, TCR-TA] YR 551 F 470 J5 ol 2R 90 A 558
CAR-THE NFH, G A e APCAL B WMHCE
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Table 1 The differences and advantages between three T cell immunotherapy methods

TAH S VR 9Tl S ARFEIE IR 4 T2 i 52 Ak AL T4 A PR 2T
Types of T cell immunotherapy =~ CTL TCR-T CAR-T

Effector cell CD8'CTL CD8'CTL CD8'CTL

Cell source PBMC/TIL PBMC/iPSC PBMC//iPSC/UCB

Antigen recognition pattern Natural multi-antigen TCR dependent, with MHC CAR dependent, without MHC

recognition, with MHC

Tumor killing pattern Perforin, granzyme, Perforin, granzyme, cytokine Perforin, granzyme, cytokine

cytokine
In vivo persistence Low Moderate Moderate
Ability of infiltration High Low Low
Ability of improving TME Low Low Low
Antigen pool TAA/TSA Large, all antigens presented by APC ~ Limited, only extracellular antigens
Safety High Moderate, may cause GVHD and Inferior to the other, may cause CRS, HLH,
off-target toxicities ICANS, GvHD, off-target toxicities and po-
tential risk of secondary T cell malignancies
Clinical phase Phase I1I clinical trial Phase II clinical trial Have been markted

CTL: 20035 Ptk L 40 H0; TCR-T: TANHE & TR TANM; CAR-T: k& U2 A TAIML; PBMC: A1 ifiL 50 AN AZ AI M, TIL: Jiler i i bk EL 4
iPSC: ¥ T2 A8 T4HML; UCB: i Ifi; MHC: 22 SUHZ I R &7 TCR: TAIMISZ 145 CAR: k&40 E 3244 TME: SR GRS, TAA: oA %
PEHUEL TSA: R ST APC: HUJ5 b4 H; GvHD: B AEYIPUE F0%; CRS: 400 K 7R i ER & 1k HLH: W 40 Pk B 2 24400 o i 4
SiE; ICANS: SRS AN AR SR R SR A AL

CTL: cytotoxic lymphocyte; TCR-T: T cell receptor-gene engineered T cells; CAR-T: chimeric antigen receptor T-cell; PBMC: peripheral blood mono-
nuclear cell; TIL: tumor infiltrating lymphocytes; iPSC: induced pluripotent stem cells; UCB: umbilical cord blood; MHC: major histocompatibility
complex; TCR: T cell receptor; CAR: chimeric antigen receptor; TME: tumor microenvironment; TAA: tumor associated antigen; TSA: tumor specific
antigen; APC: antigen-presenting cells; GVHD: graft-versus-host disease; CRS: cytokine release syndrome; HLH: hemophagocytic lymphohistiocytosis;
ICANS: immune effector cell-associated neurotoxicity syndrome.
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