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Immune regulatory function of T cell-inhibitory receptors
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Abstract T lymphocytes play a fundamental role in cellular immune and immune regulation in immune system. However, the over—
activation of T cells may induce many diseases including asthma, systemic lupus—erythematosus. It is crucial to control the T cell
over—activation in the immunotherapy field. The inhibitory receptors of T cells can regulate proliferation and function of T cells by
contacting with their ligands. Latest studies have indicated that T cell inhibitory receptors targeting therapy can attenuate the
symptoms of diseases and graft rejection. Intensive study on the regulation of T cells would provide effective strategies for preventing
and treating immune diseases.
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CD4'T 4B RE R IE K 7 T #1424 5 5 5 PD-1.CTLA-4.BTLA,
GITR.TIGIT.TIM-3.LAIR-1;CD8'T 4 f 3% i% # 3 T Il M 5244, B
GITR.TIM-3,LAIR-1
1 TR EFRE RN H S
Fig. 1 Inhibitory recptors expressed on the surface of T cells
1 WERRMERESHMETREEFZ&

W R TR S 1 IR IR SE IR - 32 14 (glucocorticoid—in-
duced TNF receptor family—related protein, GITR) J& TNF 52 &
G A — B3, JLAET 19 IR S A Gy S o v 22 2
PEHS, N GITR SN F55 1 5 e @ik, 8 5 4-5h
W 76 B AL ERAZ AL | A AR S AR A R TP T
Y (regulatory T cells, Treg) X ALK AR F L, FELA
GITRL (glucocorticoid— induced TNF receptor family— related
protein ligand, GITRL) TEZFhANAL , W E W20 i A% 5 4R 41
JiL B A B AR BRI NF=1 A 52 B e D B B 4 A
(antigen presenting cell, APC) 88 33k GITRL, 78 4 5E b H
A FEEAE . (et B BESTIA M GTIRLAE S MRERIFL T 40
JHf0 3 B S0 Treg FLAT 401 T 40 i 4 58 19 20 AE , 1X BEHA
GITR A fE 2 JiN 58 Treg Y 01 ] D) fE . 3T 4F >k , BUUK GITR
(mouse GITR, mGITR) 32 FITRKGIE , mGITR ££ CD4"T 4 s
1 CD8 T A AR -2k , RAT I T AN BT AR (T cell
receptor, TCR) & F2 JII 5 3k A fig L, SR M 7E CD4'CD25'T
2 i AR A, Yukiko ZEMR I, 78 Treg H X LR
P3 (forkhead box p3, Foxp3) 5 #% [A -7 kB (nuclear factor kB,
NF-«B) G5 AT Gitr iR 15 o 75/ B B BB 52
&I, GITR # GITRL Bi 3t GITR Hi iR L5 & )5 % R 8 Treg 19
TR DRE 7 0 SR AT JiJ6 G 25 (14 B3 SO, (E [ I
W2 FECH B B 1B P, # GITRLAIG
RYITEIRYT Hh S 25 L5 R B 77 TH N 2 A T E M E
Kim S5 e IR R FEAE T 1IN, 5 [ I L 23 P A A 5
RN P GITRL R IE B3, IR iz R IB Y 18 2 2 Treg
A TAREPERAS . W ELARATT A& UL GITR 5 GITRL AR E{F:
JHA R T 475 Treg 19 TN BE , I IMTHE B AL AH R, GITRL 5
GITR (455 BEAS I 1 P 22 5035 AL 2 FLA (Mitogen—ac-
tivated protein kinase , MAPK) \NF-kB" | ¢—Jun % J A b 4 Al
(¢=Jun N-terminal kinase, JNK)ZE @408 T 40 A0 SN EE (&
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2)o TEMYRBLEIH  HTIR DTA-1 5 GITR 455 J5 i ] Treg Hh
Foxp3 (235, ALY CD8 T 4l i Mg s,

PD-15 PD-L1 {8 E{E AN Akt {5 S1E 5 NF-«B IhgE;
GITR 5 GITRL#BEE A& NF-xBHEBEZN;
GITR 5 GITRL #E1E A% S INKEEER L
B2 HEIEZEPD-1.CTLA-4.GITRNTSHEEERK
Fig. 2 Signal pathway mediated by PD-1,
CTLA-4 and GITR

FAR HETC A X B 19 GITR $TR 259 Al IR
IR B B, (0 )& GITR/GITRL 2 5 45 538 22 48 B AL AT 15
HE—2 5, GITR SHUiRSS & )5 T I Treg H Foxp3 ik 1Y iR
BTSN, S ABFSE GITR/GITRL {5538 B b HAE
MU, ANAT Bl TSR 5T 1 IR S e R G Ja T ML ) B
i, A RTh 25 I R SRR A3 3 S LAR T Hi iR 25 7
GIEIRIT N

2 HMiasTHEMRAXRE4S

ANAEEE T Wk EL AT AR AR S PTI 4 (cytotoxic T lymphocyte as-
sociated antigen—4, CTLA-4) J& F T 41 s iR E 1, NE CT-
LA-4 St BE R T4 25 etk A 4 Hh i ZE0E 1
TR AN R 2351, 7E FOXP3 Treg HY, FOXP3 1] L) 14 |4
Treg "' CTLA-4 335", 4 i = 18 43 7] 0 AH ELAE FH A
5T 20 e 8 BN RS A R S 8k, T AR TR B2 A (T
cell receptor, TCR) # 52 T T 40 Mg 1R 51 (9 48 5 1L BRIG 2
AN, T A0 A 1% S A 5 1S 500 5 2 HAB R SRR 2
5 Horp i B E T AN A CD28 SHT i f2 4 A i B7-1.
B7-2 &5, 1 BT [6) 245 CTLA-4 255 HRE % S 80X
SN R, CTLA-4 5 CD28 M2 A R4, {H CD28 RETE it
SRS TR T4 2235, T CTLA-4 FUA 76 T 4 M g i
24 hJ5 A BEGOR I F)™, CTLA-4 %% BT [6] 2 4 14 3% Al ) 0
CD28 1) 10~100 75", & TR KKV MR MBETT 225+, CT-
LA-4.CD28 5 BT 5a L4555 , 2 5 I S0 5 5 2
BV AL T FE PR 5 T 40 i SRS B R 2
AR, 5 I C—n (protein kinase C—m, PKC-7) 5
CTLA-4 5 5 W85 Treg H S BEAM I VEHT, PKC-m 52K 5 |
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HE Treg MM DIHE MY I, 3X W 7 PKC-m—-CTLA-4 {5538 fi%
A BESE SR IRYT AT A

FHFAEE S T 40ME3E 2 h B EH  CTLA-4 g% ih
IO AZ BIR KOG . IR CTLA-4-1g & & A AT
7 CD28-B7 By LA H , FE S Wi B oh  an B A HE
T W i S o s g A LA A FH 2L AR B UE >, FE I IR
R, CTLA-4-1g & 2 A AT A R0RY7 S8 R B . H
B, 22 FDA HEVERY CTLA-4 BA T REP IR 45 Yervoy .tremelim-
umab, tremelimumab 15 JH 18] J2 38 03697, T Yervoy DU T
W A A 1 R 8 IR YR YT o

3 BEFfMRETRE

fi’?‘ﬁ%t%ﬁi(pmgrammed death 1,PD-1) & —Fh
RG] 1, AR PD-1 gi SR T4 2 5 e (a Ak
B 6 A A, FE T b I 20 B L BOTE BY SR R A At
(NKT) B Itk L 20 S AZ A0 A L B — SR SR A B S 1y
FIAP, EIR XTI A2 19T B TR H BT T 40 225
PEERET IR BRBAL T I0I8 AR AS , SR — 28 ) Bt R
T bk U 200 30 R % 24 J58 b AL A i BECPE S D B, TR e S J] i
X TP RGN AERF AR B, SN N 52 405 Z2 Fh il
il , ALK PTG B | sl TORE | S ZA LA K Treg 4H L A4
PEHIAER, —Ff 45 PD-1 & HCBC & PD-L1.PD-L2 f#) B7-
CD28 % 1 388 % B U] 55 0G5 3 15 5 =2 18] (9 F- A , 32y
X H BT 52 T 48 i D) REAS A 1Y 4ERF e T 40 A i B0 R H
L, PD-1 YRR PD-L1(RF B7-H1) \PD-L2(EI B7-DC)H
ANTA] R FRIAAE T, B S 4 5 240 A OB S bR 240 B . e 240
B 4 %5 ) B S % 8 PD-L1, B )5 #6i5 LIl PD-L1 7¢
PO I T 40 rp 23K, 3F H PD-L1 WA AE 2Rk 1k i 41
FfLH IR AAE A8 P B A0 B R 5 A i LA SR e e R A6
WG A AL RIS S, AHLLZ R, PD-L2 2R B0E A 58
RE AN W 240 0 s R IA . AR PD-L1 45 PD-12 1k
AR B AR S S AR 40 M T #4336, {2 PD-L1 L PD-12
FIRIKV- ™, TE B B SN T 40 T G 5 0 ) 4G B
BE,PD-1 Al [ B 5w T 40X B TR AR 5 )
i PD-1 BB B SV T A0 Ak i 2H 2L VE I Lt Rid
T B B SN T AR A S 2N 52 AR A 2R 32
JEAG R AR SR AL e A A K K 1B (TGF-
B) IL-10%5 Al 75 S4ME CD4*CD25™T ihk [ 40 M 4 738 2 iTreg 4
Jl, PD—1 e ik {2 37 iTreg I 5 55 EHF4 1) T 248 M 50 95 S5
IO, PD—1 3 At 5 R TR A L T R B AR 45 5 A
FHE - ITATREL L A80E T 40 B A3 5, A T4 e e 5
PEGRE R s BERE S T AN A PD—1 REBH 1EA5 24
SV T 20 M A3 58 -5 B AT R,

Patsoukis ZF537 8 PD—1 #1# Akt(v—akt murine thymoma
viral oncogene homolog, Akt, % 1 # B) 55 Ras (rat saroma,
Ras ) {553 4 , 18 528 52 o) 240 A B1 28 47 180 v BEL L2800 T 4
JELRIHE 5 . Nikolaos 5™ BFFE UEW] PD~1 £ G 1 BIBH 1- 21 2 43

B 86

24, PD-1 BARANIAE G120 e Jis) 1018 10 DA S A4 e S B A
WA P25 (B2 233 SKP2 By 5%, PD-1 538 5 1
P27 P15 Rl Cde25A AT T 4134585 . PD-1 5 PD-
L1 A EAE FRERD ] CD28 /519 PI3K By ([&12) , i
il T 20 B S AR bR 20 B e TR 1 PD-L1 45 5005 1Y T 48
JiL 1 /% PD-1 )5 e A T 4D fg , AT AT RS2 T 4 M i
JoT P R it 1] PD— 1 B N Sl R AR 00Tl g Tk AL BSE 3 -3l i
2, BUE T A0 AE 3 W EE M URL A RE T A

TCie e TEHE AT 72 8 R G RAF 58 1, PD-1 5 PD-L1 119
BT AT (AT 2 BEL DRI 0 2 4 AH B AR, DT VR B2 T 40 1 2
PEIRE , 3638 H 23 T BUM R P K i i E A, BB R,
ST R S G S BT R T A M R S e DR, T CTLA-4
P AR 25 8 R R B 5 PN 45 b e S T A ) 384 4, PRk PD- 1/
PD-L1 HUARTE e ity 7 vh B Wi iR 1k o 7ESRRREIR YT
S, H T PD-1 WSt T 58 C HUS K 2 HE e, 28 FDA it
E (1) PD— 1 470 1 25 £ 35 Keytruda . Opdvio , Ipilimumab , MP-
DL3280A 45 , fio B (I RY Y 302 B : PD-1 BUARRRIG A1 10% 42
A7 B B TR N, 5 ) 50% Bz 0k g 110 95 E E e | b B 4 il
249 5LA7 0 [/ INAH R s 148 A 1 Ak E I SRt 5 5
FOB IR RIS 71 Opdivo BEAH 419% 1Y s F AET L —4F .

4 BHTHEMMRHREF

B 1T Itk EL 41 2 96k Kl 7 (B and T lymphocyte attenua-
tor, BTLA,CD272) , & —Fl S IR 1, J& T S8 3k & L 5%
JILA, 0I5 X A, 5 438 37 MR i SR R 4 S Ty (TTSMD) 02 52
PRI E R AN L (ITIM) |, A X AL 55 Tg 45K 38 . A5 BT-
LA gl HE K7 T4 3 5 e Ak 5% 6 1M+, 7E CDA'T 41
Jitl .CDS8T 4 s . B 40 B 2R A0 B W gm e i ik, T
S0 L P08 [ 75 2 TCR 5 MHC-BK S A W AH EAE AN iR
R E S 25, W1 CD28/B7 i& 4% . ICOS/BTRP-1 i 7245,
CD28™/INERA P 7 A B it 32 1 T A i v BTLA R3A31G 5,
X F W BTLA W S 545 T 40 S8 i A2 o # 1- 3189 T 41
LB TG I, BTLA 3G 7 4% T 40 M X sk, 5 L f——
¥ W% B 1% A At 4K Cherpesvirus entry mediator , HVEM ,
TNFRSF14) 4 H A =, HVEM 45k P A3 345 & 2E 4
PR Y X3, BTLA 5 HSVI RSO 2 (1 D se k4 G fE i %2
PR IR A Y X 3 —— 55 2 DR U 1) DX 35 1 R R

BTLA HA ] T 4 G980 24 S i i fig , BTLA AJ GE
1) PE 4% Foxp3 151, W45 Treg MIAMHIIE P . BTLA™ /MR
FEAE H B RN A8, A I ™ B 4 o e e R
1M HANBEHZ 32 R i L S A5 M 2 A O TE E O IE R AL,
HVEM " /NEAET] S8 A(Con A mitogen)ﬁ%ﬁ*? BT
HRRAHSPE 7 B eI R

Tao & BAE /N RS H | TCR BTG B4 9115 2
OV T AR B 8235 BTLA FE ST 1 T 4008 #3655 HVEM,
CTLA-4 GITR 7E#LIG 1) Treg F1 Teff 40 g 2y a] ek | il 14
Z AR BTLA 75 B85 1 Teff 4 i 235 i, (22 AE Treg Hh 35
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KRR A, SR 1T HVEM ZE LG 9 Treg Hh 2218 K45 5™
X P 27 AR R A A AS [R] 400 it o 1 28 58 0 Xk 3 3 BTLA-
HVEM {5 5 3 [ 8 15 T 20 Ji 5928 1 28 S o B8 48k 1 507 JEL I
BTLA-HVEM {5538 [ 0] B8 2 5 Treg 15 M AL G 28 i 52
RS T G G P8 0 25 RN, 3K Treg 7E B8 697 A 0L
AL T I BV HVEM AR N Treg 800 43 F b 74 LA 4R
1= Treg TESRSETRTT TP H]

5 ABHMHEXGREKRERZEK

N A AR S B BR B 1 REZ 4K 1 (human leukocyte—as-
sociated Tg-like receptor—1,LATR-1,CD305), ST 5 IR
A, EMAN X 5 A BASE G 5 BREE PR X d 45 4 (Tg-like do-
main ) , J 5T DX 55 A A G2 SZ AR R 1) 56 (immunore-
ceptor tyrosine—based inhibition motifs, ITIMs) . A LAIR-1
SR FE AL T4 19 S Y AR A% 114N+ 7241 & T 48
i v 3K H IR AK P& A AR TR, W1 iR CDATT 41/ .CD8™T
AL L CD8 RS T A2 = 1K LARI-1, iCAZPE T 4i e
AR, FFAZ A 1 T 4 #R 5 LAIR-1, 70%~
80%M) CD4"T 4}l .80%~90% ¥ CD8'T 4 i F& iK% Z 1K, 31X
VLI LATR-1 76 T 40 P i B ML nTBE LA 2% . LAIR-1
TEFZHZ IR (hydoxyproline ) Bip Bl T 18 ol iHU e SRR (4677 6
7 SR 5 T S L N e S A AR P TR A SR T L e
JF AR 15 LAIR- 1 AH B AR R BRI 6 Se 2 4h i D g, At
LAIR-1 5 U H FT RE S5 el S 4%, e AT A A
R A A O BE A o DU A0 A0 T L
B JF A RE AR L ABGR I BOE 55 YIS (55 KT "
I, 2230 T4, 73 Al it T 98 LATR=1 f 32 ik A
{H" WA R T T AR . W46 T A LAIR-1 1Y Rk
REAI R XS B B0 n B, A ) T S e it 52 (10 447 , AT
BHIE B B S Be i i & A o XA R LAIR-1 25 B S e 52
BLHILIF BE A i BT B2 A SR BT BE A U0 T 20 i 1Y Sz
N2 T BRSBTS T4, 1CAZ Pk T 40 M e G
PUEAFTE I 5 58 G212 1 1 /b 1 B S5 A g T DR 9 i
R AE 11, 3 A LAIR-1 7630420 T 4t b k4
A BUERAR, P2 5 3G o LAIR—1 FERUN T 40 e =5 4535
Maasho 45 "'iff— 5 & B LAIR-1 & 8% T 4 TCR {5538 % , A
AT A A0 75 R 8 IO 25 B AT o

6 THRSERKEAFEANF-3

T 4N S e BREE A 26 85 43 F -3 (T—cell immunoglobulin
and mucin-3, TIM-3) J& F I B A (1, MM XA & B 8 1 IX
RS PR Y Tg R DX, T 2002 4R A8/ N B P 1 U0
KA T Th UK AIIE A CDS TR ELA4IAE™, J5 K PiE
SENZET Y0 MIAR R IR TIM=-3, & A 302202 , AR TIM-3
SRR IEI A S g R B & 7 AN BRI TIM-3
AT 282 A S SETR  dw A L R F A 11 S YR, 5 UK
TIM-3 43 63%HFIIE™, A BFFEUERH TIM-3 J& AZ& Th i
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EL 200 %) 7 T A 4 FERI R AR R R 1 R A
AE 7B/ U P, TIM =3 2 ZEAER SR A 2 k™, HAE/ b
FRA 9 CDAT Ik T 41 it . CD8T 7k T2 41 At v 22387, R4S
Th 3 AETE A LR, TIM=3 38 0 28 54 7 B8 e 17K SE A
S IEFRE,

Anderson ZE % ¥ TIM-3 B 261552 Thl $5 4 s N1
T-bet B TE , T-bet it H1%5 TIM=-3 Ji 5l 7454 o {H Szabo
STV IAE Th ALY R B BE T-bet AYFA £ F I, X
VB AT REICA ) e S R AR PR 4% TIM=3 193638 . 538k, T-
bet 4 i L 245 TIM-3 35, X B ifF— 25 15 BH T TIM-3
W) R T B AL S 7 1 2 5 | L A R — 25
o 3B A NS TIM-3 J5 PR 1) BEA% R 22 5 (SNP) R B
T AN T 3 GRS X [ SNP, 1% SNP [ % A 2 3 3 s L ik 58
AR 3 g 2 R ST AR FR A IR TIM -3 5L PR A J
A LR A AT R 0, TIM=3 1 BRA R 2 25 1 5 S 3%
RGBT R R AR Graves 28 & B TIM=-3 J& 31 T Fil 9
T X ) B 10 22 25 P R R M e R 1) A ™,

Sanchez—Fueyo %‘77%EEU§¥$L75%§—9(galectin—9)%TIM—?’
FITCIR . ~FLEER -9 1 2 AR A h 23k , 78 TFN—y 3
TERIA RS, B { B r SR ] X 5K (carbohydrate
recognition domain )| TIM=3 TgV X3 ZEME, (RSNZEE K
P, FLEER -9 BEVE S 2234 TIM=-3 1% Th1 41 g (1955 B 7 4h
T A SR A A B BE T, T TIM=3 S 7Y Th 4 ik
HABEE-9FEFHIIET- . IFH, FEL M [ B S e i 5 4
R FLEEZE -0 D855 T AN 7S 11 B, AT D 3553 9 175 1) A%
16, X HAh S P A A g v R B LR -9
TIM=3 A AH EAE FHAEEE Th F1Th17 ()58 N 258 N, 1% 4%
T LA i PRI SR DG 48 HSV 5 S A IR R A AE VR
ISP, IF B R R -9 T FF R AR TIM-3"CD8'T
YRR AYFET , DI RAARR R IR A A = 2 11 A0 i B A5 DA AE K
yeaad: gl

/N EAE BRI R p R A TP 2 RS
CD4'T iR EL 40 A . CD8 T bk E 4 g 41 3 35 TIM =3, {ELFifi 5 o 175
AL, , AR P25 2245 T A TIM 37T Ik 2 48 i e ek 2L, 3¢
KU TIM-3 7E80 6 EAE & Bt Bl 5 FRUMAEH . 2 %1%
WAL AE (multiple sclerosis, MS ) i FHIRN TIM=-3 93635 N,
AW ZJE TIM=-3 F k1 &™), IEH 78 HIV FTHCV &
TIM-3 2 5 1P IR T 9k C20 40 1 G328 17 228 s 1 1, TM-3
G5B AR R LT RER B E TN ThiE . LA LB UEm T
TIM-3 8 f P R4 T 20 f G 8 1o 2% B o vl 1 2 4 T, BEL DB
TIM=3 {5538 A F T T A RE A4S -

7 ETHRAEREQEMAEZABRIAMMNAERF
MER
B T 240 0 5 5 35K A 1 Bl 2 2 AT R A e 1) 2
(T cell immunoglobulin and ITIM domain, TIGIT) J& F I Y
W TR [, BT XA 5 ITIM 565 il PDZ 456 S5 F 5k, B4 IX.
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#% -
AL B S REBRER 11 VARG A S, AR TIGIT it JE R A T4 3
YR AL S AN T, FEAE NK 1R T 4k, )
i CDAT A LB I 2k LA

Joller S i1l T TIGIT £ F B oy Oy vh M8 4% T 24
JLAY e B 4 SV o FE TIGIT Bieghit /N AR AL T 40 i HA o
SR AIEEERE 7, OF HR A 2R RN T, IR RIAE S
‘ﬁiﬁﬁéﬁﬁ*ﬁﬂ(Collagen—induced arthritis model ) 1, A
PEIR) TIGIT-Fe £ FH BE 2 MU 15995 17 AL , BEIBrHT TIGIT
A FE 23 s e (4 & A6 ™, BRI, TIGTT mI f ki 4 T 40 i
(R GRRERT 2 N, TS 5 [ B G BB (4 il

FLTF PD-1 A, TIGIT BLf& CD155 .CD112 75— 2L
YA b IR, A B R L RO R 2 A0 R A
TIGIT 5 HACIARZE A Jo BEHN ] T 40 A4 S8 I 285 S BE , AT 5
S5 IR 0 2k 5% | DRI TIGIT HUARFEBL I8 G 8 v T 40U L
HE KM

Zhang SO TR AE TR B A A 0 aplastic anemia, AA)
SEF RN TIGIT CDA T I B 40 A 5 i ik /D , 7 /N FRBE R v
PLTIGIT Y3 ek E N i CD4™T 20 i A T BE T HLZZ it AA JE
AR LT TIGIT 4 A% J DR Al % Ji CD4 T 96k 2L 400 Jfd Dy e 44 it
XATREN AA B RS AE AR , I TS AEA 2L AA JRYT
Fmg

8 i

R T YA I 2 AR O I 5 1 SR AR PR (BT A AR 22 1)
T TR DB LU Q4 o) 1 2 A 8 2 57 5 R 3R T =2 B
PRI, 30 7 1A S 5 WS {5 53 s, 00 7] 1k A7 A 5 e
PREE G 5 TR R RS S AT . Hn, BRI R
VA T 40 0 ) 2 2 A, N TR 44 52 Ak 5 R TR i 37 Ak
TESLIN o3k TR P4 R 4540 S D BE 45 7 TR A AR K 24
5o HIERPINRTFI AR e Z R D ie th &6 T
ASTR] Ab A P G g3 i 2 I 24 v A P SZ AR T BE 2 1) 2
TR A 431 0 S ) 4 , A PR A2 2% 1) B e PR B R AT 4 T
ST M A M A2 AR D R ) 15 5 i, A X REA AT REVR A
b1 A B2 ARG T A1 A G2 1 2 I (A IR B o 3Ry
IATHs SRt BB IR e A A I R AT ZE 42 8 T B i e it
WA R X AT B A e BE iR e il T kiR

B0 T 40 M 0 ) Az R TR 2 H et 24 b, an
PD-1/PD-L1 Hi{Ak 2y | CTLA Hiik 255 , HAEIG RIAYT H 3R
Wb, B FHTE T K, BRI ELAK FDA I A 1 1 32 1A A
25 L S AGTIR 25 W), T G 8 AN R S 2 T Y
NSRRI A XU SRR 25 R = HUR 2k &
F T30 52 AR B A 25 W) 25300 & 4% . L PD-1 P ik S
CTLA-4 Hik 13 4 5% PD-1 Hi1K 5 GITR HUAAR 196 4 45
KRR SEPEGTIR 25 09 107 FH v i 2 08 K T3 ) SR SN, T
FF 5 g 4 i i A VR . B AT A0 BURE S B 1A 24
Ytk A RIS B BE, 7 i AR ], S Ak AL 5 B
1) 3242 T 40 At AT 40 B 0 LR Pl B4R, < RV 5% 7 4 4

B 88

PEHCR I RIRIAL LT . 2) BERT F Kz 40 LR N T (Epithelial
cell adhesion molecule, EpCAM ) 555 CD3 f9 XUHE [in] B A , KR
1E 2009 4F ) 2 b = 25T MR PRI K AR OG5 b, &
S FIE & 1Y BLINCYTO J&—Fh XURE S04 T 41 CD3 254
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