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[Abstract] The clinical treatments of tumors have been changing in decades. In addition to such traditional approaches as clinical surgery,

radiotherapy, chemotherapy and targeting therapy, tumor immunotherapy has also shown strong anti-tumor efficacy, and has become one

of the hot spots in anticancer clinical research. Based on the recent exploration on cancer antigens, several crucial driver mutations and

their targeting T cells were identified. Moreover, the driver mutation antigen-specific T cells effectively induced an anti-tumor response,

revealing the potential of anti-tumor clinical strategy via T cell receptor-engineered T cell (TCR-T) immunotherapy, which based on the T cell

recognition of tumor driver antigens. This paper summarizes the recent progress of tumor driver mutation antigens and the strategy of TCR-T

immunotherapy targeting these antigens, so as to provide a theoretical basis for further clinical research on TCR-T tumor immunotherapy.
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WA B B SRR R A, BUR G RIGYT
A —MERT, AR TR EOR R BERI Y T 40 ARG
I7 AT A X — B R AR R KRR, 7€ CAR-T ¥7
P, G B TAREOR, R 1A T 4 O B
[ i H 0 45 7 1k #% -3 (cluster of differentiation-3,

CD3) B &Y CHE ] A4 F1 F0 3% B3Rk 8 [ AT A=
%) T B A2 6 20 58 Wi & Bt R 32 AR (chimeric
antigen receptor, CAR) , il 0¥ A T T 4
M T 4HRE AR A AZ FEALUHEMEE 59 (major
histocompatibility complex, MHC ) FR i 19 5t Ji iR
ey, st —iH0, WAL T 400, A&
FEHYOMIE T EE. Al T% 118 CAR-T iG kg
J1Z B, JCRK BT &R T 4 v, FrAFESS 1
& CAR-T Ay Al I, 8 5 %% 0 0 38 2 e P R
AN FAE S5, KRl T A 1 AT
(55 2 fR CAR-T. #iA 2 A3 & 5 Z Loy 71
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5% 3 A8 CAR-T S EA 4 R 15 b I 132 AR 1 25
40 CAR-T, KAMESR T T 40HE A9 TG L AAE G .
CAR-T HAHLIEASZ MHC ()RR, I HAEI 40
MR HEHUR, HFR 2R A e & T
JHRE DIRE, X AT AR A0 P R 2R A AR X — A
FEREIVERRER, HET, CAR-T 7 kAE g i
JERNGIT TR T E RS, (BAE LA 6
SPHRCR AN, RIS, oA s BT
AE AR A RCR R R FE— L8R T, T 46
Moz & TR 4k T 40 Bfd (T cell receptor-engineered T
cells, TCR-T ) Se&y 7 iR B2 2 JI-MHC 514,
ARG E ST A B X Se Z RR A 4, HL AT )
JIr A8 MHC S b et B T4 R i),
JCHIEMIN B, e 52 AR BT AR U8 T B0
HPUR, BeAh, T TCR-T ARSI ik-MHC &
A, M CAR-T Y7L, FEMIEH A BE RN,
AN PG BB L, RKREE S T TCR-T 52
PR 9 LAY AT RE. X SRR AT 42 TF TCR-T (1
USRI DIfE . A SCER S R AR IR Bl 5278 |
T 20 J 52 1 5 Bt i e 5692 1 24 Sl Al (¥ TCR-T #F
FEHERE, [A]IA G9K Bl 5 A8 Ui -TCR 56 TE i 2 52
45, NEIRAMIAIE TCR-T I IR TR FT BT
Jsyis

1 BhyEaR3h 38 35 4 P E 4

I A BRI A AP E 2 Rl s, R D ERE
BRI R KRR RAEOE SCIKB RS, X
BB 5y 5870 S I Ied AN R RRAE bR S 2 — B i
oA A L 1 K 50 5 78 2 IR VA I R DG HEER Y e 4
JHL ) BIR By 5 722 ) S A A D e PR R g e PR 7
Jir s A DAL v 2 A B BIK Bl 9 A8 i — 2D K iR T i e A P
MIDIRE, ARHE T bR A MG A, TIOR3 5 AR AE S
SEDR rP iR I T JECGT i g 24 e A A TR A R
W A . KR, TR BRAF Wi i Kk
A2 B VOOOE J A8 2 A ff HUR i . RE IR . 25
I8 5 2P R e A BB B B RS
By B TPS3 DR 2 I 215 T g AR 1Yy
FEHEC, phh, WA K P F-B (transforming
growth factor-B, TGF-B) FURFSTIESE, TEMRE &L .
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KRR, HAR SR A RALTE T 1 IR Y
KA, TAERRE AR R, HE5E TGE-B 5 5 Y%
ARHREN T IR e T R, REE SR T AR R
TERMIRE KA e R YR LE [ BOE SK SR T, T R] —
FE PR AN R 5 ) (9 222 3% nT REUK Sl 1 g (T8 1l o
A I 0 S AE AR DG AR R BB S R B, A
90% A HE R A KA TRAAM LA 20% 1Y
TEREIN G Sl TLE B AR, 1T 10% AR JE R 5%
AT [ P R 2 R A B AR e A A P X A A
TATHANNE P AR N AR L], IR B A AT g
TN, RN K E Ok LA A A Y A
YRBYFEAL (AL KRG IR A e AR A i LA
BV 290 0 98 78 4 T 4 24 B 2 485 A7 K 8l 2
A, I AR . X 2R 2 SR A Y A
AP TR, REBEEASET AL 1 AR,
Horp oAy — Se S A AR B 2 SRR AR it 1 B
HAEILHWTFE 9 30 FhMR shAr 25 S 77 16 5 4F
B DRI R AH DG IR R PR DR 5 1O IR, g 4
AR AR L — BB RS, W E LRI
AR R AE LLVE SRR B A 2 . R, Tk SE 3K )
FEAL BEI 6] A RS AL AR I N 12 RN, R B
TR KA o T X AR e e DR L A i PR 4 T
AT A B, 28R I iR e SRt 44 4~ 5 IR

BHRAL, EAEL 5% (4 1] Hp A I 21 2 0 3K 5
RAL, IXTEMRAE T REILA B 2 W 1 KB R iy

KB e R ERB T, ORI E Y
Se T REZEURMAE AL, IF A R0 224 e A
RIE, X R W A AR AT RE R 2 IR B R
PREIVE IR ZE R, — AR 8 28 AT REAS /2 LA
iR A S, T X e AR M PR 2 T O TR AR R
] RE A AN [ K Eh S AR TE R A2 R R P R B[R]
Rk

2 T BRSO S A IR R 3 i s
#{ER
TEBTIR RS o2 ) iR, T 40 B 2 32 (Y R
YR, BRI MBS AR o T tH AN A
(pro-T ) MR- #E i, I 78 M B il PR 55
Fm o T 424K (T cell receptor, TCR ) 1A
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SR A5 T AT BT, R E A R T 4 S Bl 1
TEA L8 T TAMNRME R S E b, 40t
Mg £S5, TCR BPERTS T X5 MHC 731 S 5k
PRSP BTy, AT DAHERR X B St s
AITEGN, INTTTARAS S e i 2 e 1. o MLTE B R —
T 4 Jf 5 B X 485707 A SRR B TCR P31, A] e S
HPRHAR R, TR Z IR, BOE AR R T AR IAA
[ TCR, M BEA 5 ZH MR TCR 41)% .
TCR 21 [ 1) Z2 5 P 0 L0 R S B 8 7 280 19 43 1
FEfilh, DB T T Y LTI S i AL o
21 THIRS THARZHES
TCR ZHZA B IRE AR E AT E G,

HAL& T M TCRa 55 TCRP 5, TCRy 55 TCRS 5%
R —RAK LA Koty 4 Fih CD3 ALY 3 25
1K (43514 CD3e3, CD3ey F1 CD3(L). #h& i+ E
A TCRo %% M TCRP #EL LAY T A (J5 SCHEFR:
TCRof RS of T 4 ) 5 & T 4R 90% L
b, WMiEA TCRy 5 & TCRS & TCR 4LALHY T 41

(Ja3CfiFR: TCRyd —ZRAKEL vo T 40 ) 105 AH]
10%", 5 v8 T AIMARFAE, of T 4liE-SHER
P2 MHC BUBR M, 3 e G i 10 2 vh & 45
TAER . of T YA TCR K R IMANX h 3,
0 57 TR G At 200 16 2 1 0 R B - R AL SV A
& 4 1K (peptide-major histocompatibility complex,
pMHC) . A tt, TCRaB-CD3 &2 & A 1 i i TCR
JEAMX SHUE-MHC 455, Xl CD3 R {RH
(CacaizE ke

TCRa #f #1 TCRy £ t 2 > A [6] 19 o] 22 X

(variable region, V) | X (joining region, J)
F11E % X (constant region, C) F B 41 i, TCRp
BRI TCRS BE Ml AR F Y V X 248X (diversity
region, D) | J XA C X B4k, HAANR B
A Z AR EE R R B, XSO R 3 A R BeAE
FEHEA LR RIS, X JE TCR ZFEME R0 &
ZHLH . TCR SHURRIESEIELS &AM T TCR ik
SRR VX, VXA 3R, TR E AN E
[X (. complementarity determining region, CDR) ,
Hrh CDR3 (728 5P | TCR IURAE 1, 454
TCR YV (D) JEH M EHE, AR A4 K
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f) TCR #H )%, & TCRap — KX 41 -MHC & &
R 50 F, CDRI Fl CDR2 32 5] MHC 43 14t J&
Ziaml el o SRBELH LAY M EE, CDR3 W B 40 )
MHC Ji 38 B9t
141 g #M ) TCRop-CD3 =5 W45 & 2hE 52
AHHVCECH) pMHC, S8 N CD3 &AW it
JiRe AR S B — 5 91 A, TR I R
( protein tyrosine kinase, PTK ) RY/EFI T, TCR H
BB R, s RS S E . s
BT 5 P L/ A ] 52 A7 A i 5 —
B9 UL TS, Yo T k4 b s
S e R B g A2 1Y
2.2 T M bhiE SRR R &
FE T 20 M (9 Bt Ji 96 B 98 102 25 vf, CDA'T 4 Jfd
i it CD40L 5 FR 20 ( dendritic cell, DC) Y
R CD40 ML A, 755 DC =N ER-12
(interleukin-12, IL-12 ) FIF4%-15 (interleukin-15,
IL-15) BU4iffe A, fEHI T4 EEPE CDS'T 41,
e HOR MR TIRE, EAE AR AN, T 40Hdt
JJeE ST Y DG B T B R, BRI 2
FEAM E MHC 3 FiffT 28k, fEMIEM LA &
Jrert, bR 4 B e 2 AR 1 S AR U 2R IR, T
BEUGHE DC i3k ; DC XX 2edigk o st m T
A3, JFZ MHC 3 TR PR 2845 T 4000, i@t
XSE PR R IR PR TSAL T 400 R is b Ja 1 Ak
RN CD8'T 4 M 2GR e AMRIZHZ, Sd %t
MHC-1 2843238 (1) RG], R 3REX
S [ 5 P e 200 5 A 0 1 o g 40 e R i o
Z R, DASESRX — T A d i ko 1,
BEXT 2 K5 AN [H 89 A28 40 i 40 ) (human
leukocyte antigen, HLA ) MV %5 & 850% M 45 G0 5,
225, TCR XFHLI 2 BRI B AT 77 A AN ] 1) 1 25
RO, HAY HLA WA A& 20K, HA DL
) TCR A5, T bk AMA GRS, M
XA A 5. AR R, MZIK-MHC 5
TCR HZEFI ST BARET, PD-1 ks, 43y Tk
# (interferon-y, IFN-y) DLKREIRSER T ( tumor
necrosis factor, TNF ) -a A7 CDS8'T 40 My 3 fiii, M
S0 CD8'T 4l i X e (i R 5 T g U5 53 4h,
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MHC 5 TCR WYHF£E25 & (415 CD8T 21 i1 2 il i
ARSI SZ AR T 2 DB R s B R, Rk
HKPETFUR R R, ISEm T CDS'T i AEdne ',
X B MHC T REA U SR ) T 40 2 s i,
HE5 TCR W4EH 25 T X CD8'T 4 i T e 14 1
5o SR, iR A0 R e 2 R AL o 2 Ik-MHC
EARIEL, LR MHC 5 T 400 p045 4, #
hE T A0 M T 0 R 7. PR 22 BKAE i 983 20 i P s
SEBUE N TR SC a3 T A2 2 P T
MHC-I 2853 F rl A & AR RTFI R Z K, B
ZJIK-MHC & &R, 7E iR 420 Hie s T/ 258
HLUHIARSCEE R R B 1 S B B DL, AT 8 — L
J6 AH DG BN RE 442 i 2 P9 5T ) P I MHC-T 2%
SFEEE, XKW T R PUR-MHC & A7k 7E
Jiirse A e T ) 2k U oA, LR A A/l
it s FOF 9 B, e A R 9 L e 4 e ok
MHC-I 2853 F i 3eik, (R T Mg b e o
CD8'T 4R B AR 17,

3 T AmREmMERTRE

BT AR H AR (4 441 1 - P AR panel
0 T AR R A A o R T T 4 B DNA Hb K
20 B 3 PR 2 AR 1 B Bk, B MR 98 A8 A7 ff (tumor
mutation burden, TMB) , ‘& 4% R X %48 f14E
) SO AR M0 45y ) TMB (ELH /5% I3 4 it = A 45
22 MR BB I AT R A B £ B RE B T A0 TR 1 e
AU o T8 Ak 0 ke T AN (] e g 26 B Y 224 b e
HAWEAR R AT LB, 78RR 35 1 R
@R h, 4 E 4TS DNA A 8 10 AR
SgEAR AR 96 A0 M R A g 5 XN A 150 A
R g 0 MC38 bR R AL M F s R, R
A 10% HE R SCZAR P2 A i 22 kAT 5 MHC-1 2643
FREM GG, MX 10% St DA R 1) —3F
SYREVE SN A B EET, R I (Y 4 DK 4y
fif g ) TMB /N 10 2%, ik, Fifsge 4 it 7= 24 11
RE5 - A2 0 25 0 BB e Al 2

1250 T 40 Bt s BF s v, X T B AR it
Ji 18 3 % A v AR — 26 g v i A0 S e R B
W FEMEIB PR RSB AR, i X e
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SLC3A2, KIAA0368, CADPS2 F1 CTSB Y %8 7% &
F M= 0E T 48R pIFTE 2 B8, 3X 4 T 4iffdnf LX)
GEAE R SN IR ORI, BLRER L T X
S8 T 4 AT AFES IR I Rk e e st ) P2

4 THRERBERSHE

FUR W - KRG EE ( Epstein-Barr virus, EBV) |
G B A FL3KJR89% 57 (human papilloma virus, HPV )
WAL R R AR 7 ( Merkel cell polyomavirus,
MCPyV) . & # i & % 8 (hepatitis B virus,
HBV) . NAIF4 %7 (hepatitis C virus, HCV ) |
U VE AR AH OC 92 i B¢ (Kaposi’s sarcoma-
associated herpesvirus, KSHV ) J A& T itk 2 41 fg
F M3 EE 1 % ( human T-lymphotropic virus type-1,
HTLV-1 ) i 23850 e £ 1) R 280 IR &
X BE BN N R BUR . Hd, HPV L
B 11 E6 Al E7 RR 5P 33k T ey SUE A Y5 3L
i 1 p53 Fl pRb [ B fft, E6 Fil E7 5 p53 Fil pRb
45 6 1 U855 S v R I S MR R, 3O A
% 14 B R g AR, AT 5 3 HPV A OGS
fif 83 19 & A2 BP0 EBV % Bt JR 1 ( Epstein-Barr
nuclear antigen 1, EBNA1) MRS H (latent
membrane protein, LMP ) 1 fil LMP2 #f ik J J&
SB0B 40 A  E RE K E  SE B EOE BRR PY
MCPyV BHE R BR 5w /K 20 g v, s 4 e 2R 5k
KT HIE AR 20, B9 W], MCPyV K T $it
JE B 3% — S AR A FT MCPyV B/ T R & (4 SR
THAKMBUERES B e MCPyV PR 2R
S 20 L 9 P R 240 LA S L BRI R, K T P
FARFIIN T PR RER V155 MCPyV FHE A 3R
TR AN A FET B FE R Y & A L R,
YT HBV Ml HCV L 5 400 T Ak 1 1R 98 4,
Y (1) B 11 P REAS 238 A FLBE 5 R (R B R A Y
D7 AT TR R &k B SRR R, BUE
SRHEEPUEE REUMR A A E N E, FE
JR HAETE T irh, NEETIER 4, JEE
SR sp S e T R R A L RS PN =AU EL
FERAIG, A2 IR L8 4 M ) rh AR T 32 52 ma 450N, DRI
e B DU HA AR SR 09 Sy fU M, & TCR-T ¥
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R BARAE A

5 T MR mMEERHEERE

UK B9 AR SR K A . R R MR A, 1
eI A4t e v 9K 8 5 A 75 S A L A A R S R AR
PSSR ITHI], 3k S 58 70 BT S5Che Jte 2 g i e
B, RFRTIELAIL, I e e SR 7 511
B 22 RO T8 R G0 ot A Ba AR, HASFE R R
Fik, RNETEMNR T 40 BF 1 BE BRI 72 b bl 1 5
ORIE T S R HEA N AR, BASHES:
T 4 A rP AR S g s R v 0 = A it 2, R nT LU
PR N A RPN T 40M e . kAh,
TR S AP A Mg R M2k, S DR A
FENZAEF TR ALY, REEmIEH i H 414,
AR KRRt H B 1 A B 5 S0 i fa o ik B

FERE RNk T Aiifyay T b, IR 4 it E
PR R R A R R A, FEURE T 4R
S bR P A A M P e B Bk, RUT T 4H M
FERPIRE I A A L Je v Sk IR Dt A 7 A R o e gt
INT BT B 3 — e D A R 20 e g i —
AR ST PR A 28, MR T T 40
JLi A . 7E TCR I Bt U b, PASR % 748
( passenger mutation ) TSR TE AR, BEA
HLR AR RS 2 A TR A T 2R MR A A, T
IXBNGEAR S NI PEPE R R, U DAEK S 248
P A HAR S, TCR PR3 AE (4 M3 1K T I & 28
Ar, XA AR IR B 58 A8 BOA R AR E 1 T 4 LU
bR, AR T IR IRTT h e ki A

962 248 Jf 58 248 JIT 7 A 1) 22 JOKHE R R 2 1 AR
AbFRE AT 5 MHC 254, X855 fr = A () Z2 ik
ARG T 40N, fEMPR A, B KA GFIEH
S P R 98 JIT 7 A 1 22 K o5 e 40 i 35 1T MHC 52
PR LR, BIRIRSN AR Z K & b,
B—BH5 MHC 455 3Ri5 T4 m, Walg T
MR, X & TCR AR PR E Y. X
P53 IR SN 5 A R IR E AL B IT L B, 5 SR )
%I B TCR 2 LAY 550 238 1% 9R 3 2 A8 BT 1)
ifrJe A B 0 2 5 Y, i FE 4 A 5 KRAS G12D 878
P25 B R i B b, I A AL b )

PPS

BB X KRAS G12D 2848 (1 g 20 T 40, JIF
RSN 1 I AR F RS, v 51 10 A iligs
Bkt o Akt IR B sk, P53 A
KRAS (189K 21 28745 7= A (1) I8 0 J mT A Sk i 697
(R R FHAE S

6 BHRETMEFFET ARZIEIRET A
Y ) e 985 I o T o ik PR

AT, 3T T 40000 %y vk B Tl R
BT ANISSLMAYE , TCR-TYF IR IEAL T & J v B,
2006 4F, Science ¢ 1B | — Wi ik 300 e s B R IR
it T 400 SR A 0 1 (melanoma antigen
recognized by T cells 1, MART-1) A9%¢5E: TCR, fi#
K B AN LA FLA T 40 MR 1330 bR i fg
HETT AR 0 ZRIR A8 BT AR A I AR5
SRIMT, D H5CHE [o] i AHOCHT L) TCR-T G977 AT 51 &
FUE L BB IR KE, Gn4s H Vs TCR-T §8
] i 4T )5 ( carcinoma embryonic antigen, CEA )
MG ARG T SE T oOf & T E R RV 2k T
Whge ¥, ¥ [ MART-1, #7519 100 ( glycoprotein
100, gpl00) 1M 8 2 99 #H C P It A3 (melanoma-
associated antigen-A3, MAGE-A3) 09 M {4 % J§
TCR-T &7 51 T 1E % 41 810 f= 3R ™ ™ &
(R 2 BEPE R W B2 E BT ™, DL IR R T
FET-RY KA Y TCR-T J7 k75 Z MR R S P T 5 A
BUREEAR, AR XTIK Bl 2 42 () TCR-T ¥7 32t T 9K
G ABHE IR L —Fik, HAT DI SR g
B SZEA T A R v A B A L R R T 2R S TR R
2P kA BV, KRAS YR B 278 2 e 1 4 L i
PR, 25% B3R /N0 e it s 28 5 o 4 A AE KRAS %6
12 F5S 13 S8 LR R 9848, i 2 8 AR A
S5 H e SR T R A BT IR 39%, TR R E
R R AR R R R 95% 7, Tran 45 B A4 & R
KRAS YR 2 578 B Brbii i il LATE NG R A 35075 5 1
T 2 0L G e I 25 5 T 3 e A g 2 28 A PN 0 o 1Y
HLA PRV R4S 5 1Y i SO 228 PR S0 T 40
M, Bk 2 AR5 KRAS SR 8h 2% 28 1 1 145 5+
P TCR #4131 A#ZE 2021455 H 4 H “https://
clinicaltrials.gov” Wk [ E B R TR 8 58 A8 hi J5
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KU AEDUR MR TCR-T F7 kI AR 5655 B I,
A UL AR S TCR N FERIEF XA ) eI HT T &

TCR-T J7 I 7 i PR AT AN FRATFE o 2R B R
J1e

F1ENRERERBEFSHREMNE T ARZTAIRE T BT EIEKXIREB IR

Table 1 List of clinical trials of T cell receptor-engineered T cells therapy for driver mutation and oncogenic

viral antigen related tumor

LR RS BN BRRE ImRILIEME NCT i3 EX
P53 R RO T RE7157 13t NCT00393029 [
P53 ROTH, HE g4Ik 1144 NCT00704938 %[
KRAS G12V JERHR PR IR L R A B s /11 48] NCT04146298 Hi [
KRAS G12V [, B, B, i, Bk c&ik I/1 4 NCT03190941 3£[H
KRAS G12D HliEs, B, BE 4, BE RIS I/ NCT03745326 [
E7 11 B- IV A 175 3 g 14 NCT04476251 [

E7 T B AR ok I NCT04411134 %[
E7 HPV &, AR g 113 NCT04015336 [
E7 FIYIBREAS R PIBR A T 3 HPV ARG WA BTN 144 NCT04044950 3£
E7 HPV &4y, =3 bR, JEAE, SRR, SMBR HEh /T4 NCT02858310 5[

E7 SN BRIR T B AR B 4 NCT03937791 [

E6 HPV-16 #URGY, SRR R Ae EIEM 14 NCT03197025 [
E6 BiiEms, 80, ML, Bz, OWEE CERL I/ NCT02280811 [
HBV iR HHEH 134 NCT03899415 1 [H
HBV KRN HBV FIRME BEAT 14 NCT04677088 1[H
HBV JH ER| I NCT02686372 H[E
HBV SORNVERT ARH 14 NCT02719782 HE
EBV LI EiE =t 14 NCT03648697 H1[H
LMP2 SR A B RE Ak A 8 CERL I NCT03925896 Hi[H
LMP2 RSB IR 1 ST E R I/T#) NCT04509726 HE
MCPyV BR 50 /R 4 s e 1/13 NCT03747484 Z:[H

HEAKIE: https://clinicaltrials.gov, #1EHMH: 2021 45 H 4 H; HPV: human papilloma virus (AFL3KJ® ) ; HBV: hepatitis B
virus (ZIURF 49 EE) 5 EBV: Epstein-Barr virus (EB % #) ; MCPyV: Merkel cell polyomavirus (ER 5 /R ZRHEE) 5 LMP2:

latent membrane protein 2 (E{REE A 2)

7 BHREHRE-T ARZETTEER

71 ETFELTHAREEF-ZEXAEQREEZEN
nE-T AR ETHERSE

AT I76 40 1 & 6 A IR TCR 3% 3k (9 47 i

A4 468 3% Ty BB 4 Ji 98 BT )5 TCR # 24H J 4 3R 5K T-1%
b T 4i A% X - 2% ¢ 6 2 11 (nuclear factor of
activated T cells-green fluorescent protein, NFAT-
GFP) J76 4y nl LIF 2 BLE-TCR G 248 (WL
1A ) o Bkt 40 & 5 I He s fl DC 3L,
B 356 TCR 5 55 0 AT ISR EL U, ) s e s )
F NFAT i T iR e 5%, HJm 89 GFP ik ™ 4

PPS

PR, AR AN A A B
FIMZRSG, #2457 DC MARIME DT,
ATLLAN TCR 4 A 3E TCR &, TEARSM R
5 346 T 0% A6 AH . TCR Fe B B e gg Bt Jat o Ity A
TR e 58 R i, FHET D, S5 5800 0 1 3%
I DIy R B DR 2R e 2 At vy 38 e O 0 5 1 S
22 Y UERA TS .
7.2 BETRBHWRERABIGENY T AREERS

1 G 1) B L 53 A 7 VAR T L i 2R
B ( polymerase chain reaction, PCR ) FlEyi &
M4 & XA ZeE 5% (fluorescence activating

HFd A ooiren masn e



Bt A 2o2imsH HmasE e

cell sorter, FACS) HiAR, 8% Joik 5 S0 A 541 i
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Figure 1 Charts of antigen-T cell receptor screening system
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