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Research progress of targeted TIGIT, CD226 and CD112R cancer immunotherapy
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[ ZE1  Hal, & 2R s f R . PD-1/PD-L1 f CTLA-4 HIRE [ S 8 Va7 S S 7 R IR R AR A £ &
HARMNREEBIT IR . BRIk, A 2 BT 08T B0 s RIRTT 7, LR R S VR TT LA 2 . IR i T 4i i e e sk s A
T2 L ITIM 45435 (T-cell immunoreceptor with immunoglobulin and ITIM domains, TIGIT) .CD226 1 CD112R %53 & T % E ER 5 (4
RIS, SR AR 45 & 5 AR s A ) BOMIE A5 5 ARAT TS A AR LA R B 2 G5 5 RE 8 TR T S s 20 IR DR o T 4 )
TIGIT.CD226 Fl CD112R [ a8 ¥ 97 WF 7830t R AT 4538 , B4 48 TIGIT. CD226 . CD112R [ £E 42 51 , i) ey sk 08 e Fro AL

il , S8 AT A U .
[£58i7] TIGIT;CD226:CD112R; & 731697

[(hESHES] R7358:R730.2  [CRAFRIRAE] A [XEHS] 1007-385X(2022)02-0150-07

IEAEK , 51 %F CTLA-4.PD-1 A1 PD-L1 ] 6 f ICI
CL ik 55 [ FDA fb#E . SR1 , ICTVR YT 78 SEARR g
() AR AT R H A 20%~40%" , TEA il FH S e A 2
e BEL A RIS 7R R B B v N B R O A RE A
Mo TIGIT kS22 — 4 s BR R R R 214,
5 NECL S BCAARAH BAF 5 298 75 e S 5 V0 IT
B SP, KEK B AL S TIGIT. CD226 (4% FR N
DNAM-1D) Al CD112R (PVRIG) £, iX & 57 {4 Al fig
W2 IR A BARE Y 7 TIL g . AR SOH
TIGIT.CD226 F1 CD112R 7 2 JiE % 7% 2% o 1) T R
G IR TT W U AT SRR

1 TIGIT

1.1 TIGIT &9 & 457 450

TIGIT /& —Fh L4 v G e BR & (1 52 0, 7E 20
AHEAZ % CD4'T A1 CDS T 41 il - Treg 41 Y - i€ 7 4 Bl
TYIRB A NK 4 R iRk . TIGIT BH— /M dh 4 5%
BREE A TR X — A T2 2 B IR — AN A X 2
B H S — AN ITIM AT — AN S 3R R A R R R 2
(immunogl obulin tail tyrosine, ITT)FEJE 4, TIGIT
4 CD155.CD112 1 CD113 = it {4 % J& Tk 4 2%
(nectin) Fll Necl 73 ¥ FK & , 1% K% F A T 41 i 2h
B 4 B AR A, 38 AT 1 SRy 92 R0 B8 2K TR 9% 993 25 1) 52
R IEVE R (PR ILEE D, 5 CD226 M B, TIGIT LA
SR 1454 CD155, URSE M ) 454 CD112Y, X
BB C AR 32 B TA T DCL T 40 iU < B 4H i A 16 41 fif 2%
M, bRk FAE M AL, ST E RGN
J g™,

APCE 40

o113 CD155 ¢p111

O. SRR [k
G ER R [ 5 M5
(M) TTIMZE:

(7T ITTZ Myt

(YxM YXXMEE R

CD112R CD9%%6

T4ARBSINKLR AR

TIGIT.DNAM-1.CD96 Al CD112R 3% T T 4l A NK 40,
AT T EL A CD155.CD112.CD113 #1 CD111 F AT JE 2 S 41
i CAPC) B IR 4H I F . TIGIT.CD112R F1CD155 i1 ITIM %
AL INGE 5 DNAM- 1B ITT BRI ISR (HE (5 5 .
i Sk R -5 AN [F) 43 TR0 AH ELAE R 23 R0 1 i 55 A Bl
1 TIGIT.CD226,CD112R 5 Nextin ¥ Nextin #f
AFRIEEIER

1.2 TIGIT #9542 J% 4% B

MM R TIL 0 TIGIT Rk BT e . 72/
AR R, 22k MR R (MMD 3t 2 5 CDS'T 41 i
L TIGIT (¥ m /K F3RIEH %, TIGIT CDS'T 4 iflu 7E 47t
CD3/CD28/CD2 B4 fifi & fit i il ¥k T 3 A Uy g &%
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BLIR AL, SEEE 8D A RE AR AN IR T o I PRAE AL
o, V2 SRR, 55 NSCLC . B 8 2008 Sk 3
R0 (HNSCO) 45 H g (CRCOD  Jit it BESH 8
(GBM) . [ ¥ AT MM 286 2 A 105 CAML) Al
JEVLPERR IR (FL A T YU TIGIT #i i K ik . &
15 TIGIT () CD8 TIL Ak T-#Es R , HRFE & sk is
JH 1 G B A Y A 24K, 40 PD-1.LAG-3 . T 41 g % )%
BREE [ A TIM-3, HL 38 58 A= 2R 91 IR T O B 032
A Y R O AR A S 0 R A AR R BHE
Frie g B, TIGIT 76 T 41 g A0 NK 40 i (1) ik 7+
L B SR RS R A G, RiE AR A
THC #5 A TIGIT 7E 45 W7 9 18 5 W (3R IA , I
TIGIT 75 3208 3 B SR A7 05 26 B 35 PR AR DRIt
TIGIT A 7] R A& — g B Mg 5 b B4

=1 5TIGIT RikZ A HE{EF #Y Nectin 1 Nectin #£5 F

AT TR WAk

PVR CDI155,Necl-5 TIGIT,CD226,CD9%6
Nectin-1 CDI11,PVRL CD96
Nectin-2 CD112,PVRL2  TIGIT,CD226,CD112R
Nectin-3 CDI113,PVRL3 TIGIT
Nectin-4 PVRL4 TIGIT

1.3 TIGIT #9 %% 49 %] AL 4]

1.3.1 2B SHLAH

1.3.1.1 DC#is 5 TIGIT DC1EHN APC, %f T 4 ffl
Jo NK A 3G 22 Ok B 22 . BLAKE 2560 72" R I,
CDI155 %k 7 DC L, TIGIT 5 CD15S #HH HAEH )5
ik CD155 (1) DC AJ fg AT 52 DC, o552 £ )
RESZ B Lo 53 - 238 Bl /D | S g | R
IL-10 43 W38 2 A/ 98 40 Wi BRI -7 TL-12 1372 AR sk, K
T T 28 A P s 3 5 5 0 4L

1.3.12 Treg 40l 5 TIGIT TIGIT £E/N AR A 1 —
HR4> AR Treg 41 P AT N K11 K £ 2 Treg 40 M H =
Fiko TIGIT Treg 40 ffl v L 1F 2 Treg 4 il br £ 4
) 1% , 45 FOXP3.IKZF2 .nrp-1.CTLA-4.PD-1 Al
LAG-3. TIGIT Treg 41 /it t ¢ 471 il § % #E Th1 A
Th17, {H A GEFNH) Th2 AL T 40 Jz S">",  TIGIT 5
T Treg MM RILBN 7> T EAFEBA?2
(fibrinogen-like protein 2, Fgl2), RN T 4H i & A= 38 i
I,

1.3.1.3 NKZI5 TIGIT %A TIGIT ¥ NK 41 fitg
S N BRI N NK 4 B 6 A50R 248 1 BT 5 1 7= A= A
S 321k CD155 1 i Jed 240 Jfd 1) NK 48 B A5 1 240 i =53
fE ™. SARHAN 52 58 & B, CD155"MDSC H]
DIAE FH T TIGIT'NK 41, F#{% ZAP70/Syk 1 ERK 1/2

(VTR A, , AT e AT JF 7% 40 i
132 @M mALE B 71 DC A NK G0 )i 15
Al 741, TIGIT 7] B #2240 i T 48 i 5 NK 48 /i . (D
CD226 & — Ptz 14, 22 R Ei S 5 T4
NK 40 A% B8 R ) 24 TIGIT FiA Bk B K Rk
i}, CD226 5 PVR 4 & 7] 5 5 CD226 | i 2 R 322
(Y322) i B Ak , AT 38035 T 40 M 9 15 5 Bk I L .
PVR 5 TIGIT i 45 & JJ K T CD226, 4 TIGIT 5
CD226 [F] i ik B, PVR AR 56 5 TIGIT 45 & , TIGIT
A7 F M5 1) B 4 W B A, 3 B0 CD226 kAR Tl R
A St 1) T 248 it 1 70 e 8 6 92 e BP9 (20 B 1 BHLAE
CD226 {554, TIGIT ik A] LLjs i 3 28 i B e A% 1 410
H{55 . M TIGIT 5 PVR 45 &, ITT 3 5 i s R AL,
5 AERKE T 32445 & 5 H 2(growth factor receptor-
bound protein 2, Grb2) &5 4, B 5 7 25 7 SH2 [ WLEE
% % Wi -1 (SHIP-1) , W] 0 i) 6% g M AL i 3- 3 g
(phosphoinositide 3-kinase, PI3K) Fil MAPK 15 5 i@
%, FF T I NK A A E A 4 9 1. (3) B-arrestin 2 5
R AL 14 TIGIT 45 & W IE L ITT #2557 /r 5 SHIP-1
M) 55 62, JR 4 MR IR LK 1 2 K A R H - 6
(TRAF6) 1) H 3z 2 Ak, AT $0 il) NF-xB (1) 05 Fl
IFN-y #1772 A2 P, (4) /)N BT 200 P 114 4 225 DR 2 R 1)
MW, TIGIT 2 5@ F il TCR MRE L LS Y
TCR M CD28 15 5% 3 1 Hoftl ) LA 737 R B AN T
1 P S
1.4 3@ TIGIT %2928 77

HH T TIGIT 1 BR il 0 i 88 s 8 iz AR A,
5 e () 3k Ji AN ¥ B ) AH 5%, BELIBT TIGIT v g =236
I IR 1 — PR LR IR YT 7V
141 R AR (LS /BB F, bt
TIGIT [ 5 5 BEHTARIE YT 5 » R I8 A AR e/ HL /Iy
RO AFIE R B A, R R, ®ik
CD107a. TNF. IFN-y fl1 CD226 [t i J83 I3 71 14 NK 2]
I %) A28 1y T % HEZHL, 3 B LT TIGIT Je i 4% 1 e
R NK R FE v o 78 N SO AE R NK 40 i
() 2 g 3 4 AN o A BT TIGIT B4 4%, & B9 R ik 7
CDS8'T 20 M A7-1E FI - 5L T Bt i Jgd 28 e Rt 27 %
W AE B A NK 40 19 15 B, A BA BT TIGIT %
CDS8'T 2 Jfd 1) BEL BT AN 2 LA 38 37 A5 280 P i I B % o
A TR I, TR B T TIGIT 835 1 PD-1 471
B BB R YT, NK 4 B 1 5k 2k 8058 18 TFN-y 5L
TNF F) R332 38 P CD8'T 40 it f) /K T A% , 26 B NK
411 AT REAE 3 CDS T 20 A I¥3I2: 0 , UE W 7 NK 41 i 1)
HEE,

9 1 18 BBt TIGIT S e B i g S sy v (1) 7 A
B, HAN 52V F MC38 A1 CT26 fif 8 B 77 15 5 %
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SE T AN R AR B J I8 9T 5 0 B 98 s B 1 5
Wiy , SEAGHIE B mIgG2a 7£ H 9t TIGIT Hudf 55 5 i e
N5 T B A R 1) F AR #, Bt PD-1 R T
TIGIT: mIgG2a A V5 JT EE$T TIGIT : mIgG2a H
TBIT BT R B2 . R A LA R R, mIgG2a
IF) 5 B A P 4 5 1 52 47 S FeyRIV, & FeyR IV 1) 88
FEZ R (CD IO ) AMYUAELE T I, AELE TR v o
P TIGIT ) Fe #5435 FeyR 45 & 75 B8 5 [ v
R OCHEE, &G, Uik K, TIGIT /£ TME H 1)
Feik KV T4 E T H TME F & W £ R85 Fey
AR B RERE 41, IgGFe 5 FeyR 45 A Rl H0E 6 & 41
M, 5 2 bt R A 2 T RE B o DL A& 4k R Cl
CXCL9.CXCL10 A MIP-10. Z5) FI4Ha 1~ (A TL-23
IL-27.IL-12 F1 TNF-o %) 43 WA 34 58 . CHOW Z5°HIE
B T CXCL9.-10.-11/CXCR3 #li %t T35 PD-1 169797
KB B O8RS P AR 4 A D) g M Fe 1
CXCL9.-10+-11/CXCR3 #7E 4L TIGIT 1697 H LLAEHT
PD-17R77 B N E 2L,

HANSEN 460" # 2H /N i TIGIT DY 2% 44 4 9%
TIGIT2/2 /N B, il % 1 /N B Pt TIGIT 5 e B $1 44
1B4, iZ A 72 MR 1 TIGIT BH B H 4K 164 £ MC38 45
Warge /I BRI R0 R B T TIGIT BX A 1 PD-1 3t
BHL ¥ 25 ) CD4 ' TIL 433 IFN- v 34 i , CD8'TIL 7=
A IFN- v W TNF-a A1 IL-2 B0, PD-1 A1 TIGIT [ B¢
A BH Wy B 2E 3G R 7 MR IR E T 4 M 1) Th Re .
COM902 & — Ff 56 4= N Y5 P4 Bt TIGIT B 8% £2 € 1
IgG4 .o [ fu 4, i) DURE S M 5 N F0 /)N B TIGIT
454, 3R B AR TIGIT 5 PVR [0 45 &, /N R ik & 7Y
COM902 54 PVRIG 84t PD-L1 Hiid&E B A 1097 7]
S A ) e TR A A v TR e () R R ) R S o A Y
IFAIE 2o TEUM IR IT 1E 5 3 S MR BT I i 3L (1)
[F] IS, A7 AE — € ) S 22 40 1] B , GRAPIN 485 1
YO TS 6 I7 NPT TIGIT &5 & e ok, RIS B A T
TIGIT A1t PD-L1(9/10 H /N B 58 42 L&D B, 0T
3x8 Gy [IHLHR RO IR & B 2, WIS CT26 B2 T Mg
NIRRT R GE B 90%. ZUO 55y # T 4 fY
TIGIT # 4% $ 44 (TIGIT ScFv) 75 98 955 7% Vv-scFv-
TIGIT, W 7t 1 AL JUR/IN R B T e g A5 B A — s
IR e A 2R e R e e RO 25 SR SR B 98 T Y
VV-scFv-TIGIT 5% TME % 2E M\ “¥& IR 25 B “ 4R
SHEAS . VV-scEv-TIGIT 531 PD-1 Bt & 9697 7] LA
FE R IR VR TT T 3K
142 WERAE  HEr, i 10 ¥k EE A F 1gG WA
SR AR R A JEE ST TIGIT 5t 2k A R 56
IR — e FL A5 R B IR T IR AIE K Fe v BL 4 da X
VENVEIT HEDUR BB . B H Aok, JEHE A

HIEIT M 1gG Pk JE T 1gG1.1gG2 8L 1gG4 W2 . Tiff
FPIR M, PiAk Fe X 5 Fey 524k (FeyRs) 45 4 1l 5 3
2 Pl G2 Ui 1T T RE , B 4G ADCC AE FH  #MA A8 s 4 41
o 55 A F AT PR A Pl B AR . (H2 3T
TIGIT FAL (1) Fe &5 F 3878 i PR AR Y o R B R HE AT
P VE H AT RE 2 B T HORHE A Ak TIGIT (1)
Treg 20 Jf fr B2 7% 1 3 28 BT 80, IX 4\ 922 it TIGIT
BB FHUMIREAE B — NI AENLH] H 52, H AT
ANIE FE BT TIGIT 40 P e R0 2 5 WO T Treg
A o

Etigilimab(OMP-313M32) /& OncoMed il 24 2 7]
WFA (99T TIGIT ¥.4i. Eitgilimab #0] 1 fy A2 1
240 i B ZEL 1 0BRSS AR e R R VR ) R 8 E R 1 A
Ko fE T 370 & 3 19 BF 58 (NCT031119428) 1,
etigilimab {F 4 #. — 254 8{ 5 nivolumab (#71 PD-1 H.
PO A VR IT 5 Fh e S B0 A2 M S A4 1 g, o L
RPN )1 AT TN, R T a jiiase B
3 7 B, HAE 20 mg/kg LT 7 E T, eitgilimab iy
SR RAF AR BT M R R R 8 5 1k

Vibostolimab (MK-7684) 5& — Fi N U544 1gG1
v BEUA, 7T 5 TIGIT 454 I FHI L 5 HEd /& CD112
F1CD155 FAHELAEHT o 7215 31 5 (A o i 1 391
W 78 (NCT02964013) 1, ¥F i 1 i 19 7% & 1)
vibostolimab #.—J7 % Y cibostolimab Bk & PD-1 1 il
71 pembrolizumab [ 2 4= 14 1A &Pk, 245 3 K I A8
cibostolimab ¥t & pembrolizumab A £ #' , ORR A
26% , F i 1 il R IE ] 51%, o H R G R 52 P A
PR IE PR

Tiragolumab (MTIG7192A #I RG6058) »&
Genentech/Roche 2> 7] JF & 1] 45 & TIGIT ) 4 A $i
& . PD-LUTIGIT XX = [H Wr (atezolizumab/
tiragolumab) 5 . i PD-L1 [H W7 {E 24 PD-L1 [H 14
NSCLC B 1 — 467 #HEL, 3R At T 47 1 Il PR 25
b, B T ORR MG e 4730 22, A8 B MR RRAEAH
. 3% T BF 7 AL 3 135 4 NSCLC & % , 3
atezolizumab It A tiragolumab 1] 2 M 2% fif % (ORR)
N 37%, I atezolizumab F1 22 E 7| 1) ORR A 21%. fE
PD-L1"fiff& (Bt LL 51l 9170 >50%) 1, atezolizumab Hk
4 Tiragolumab [¥] ORR 4 66%, IM atezolizumab 1 %
& 7 ") ORR A 24%. H HI , tiragolumab X &
atezolizumab 5 22 & 71| BX & atezolizumab 167 K& ¥4
I7 1) JR3 5 R 0 AN Be D) B Bl B2 P PD-L 3k 5 1
NSCLC & # M L3, BB WL, XUE BB B 7T
(NCT04294810) CL48 %% 500 A, T TRE7E 2022 428 H
P AR T

FH Arcus Bioscience 2 H] JF K [ AB154 © & 46
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T T #1 R BB (NCT03628677) , T fili AB154 15
VRS S AB122CH PD-DIA 7 IS
R o L A WA L= AL Y K T 2y G L E
AT BB WK T TIGIT (13 25 )7 AN
1.

2 CD226

2.1 CD226 & & 4h 5 451

CD226, X FR N T 4 M FF 5 1 B0is ot i 1
(TLisA1) B /MR T 48 B TR 1 (PTA-1) , & e j%
BREABEERI R T . CD226 ) 12 R ik T )% 41
Ji, A 35 T 40 B NK 40 i AT 40 i . CD226 4% — Fif
MM, 3 S A . AN X A 2 A
o e BRER [ V FE L5 3R 8 AN N-IE 2 B B A 1o
CD226 43 FF 5 A1 1 28 — A &5 14 382 1 0 e A
ZH PR B9 R ik TV s RT A B B A FH I S5 A SR it P
WNIX & 4N BRI R FE RN 1 N Z Bk . CD226
FIfic A4 CD155 A1 CD112, 24 CD226 5 Hfic A 45 &
i), CD226 431 5€ M A& N B A M - R4S b, IE4H
SEAM N 1E 5 01, W PTK AT PKC, 3X 8 778 PU A
TR R A M T S8 4 7
2.2 CD226 #4p %A% Bl

CD226 HIFR 1A T 5 35 1 A A7 28 PRI S e
() 33E & AH 5079, JIN Z98F 7 R B, 5 CD226°CD
8'TIL #f £t , CD226"CD8 TIL 7E fif 4T1 8, MC38 # 1#
Je (1) 7N BR AR PN 2R 05 T 22 1) KG-67 RN 41 il [R -1 TFN
AITNF, HE R EZ M2 Ihaet:. oot —2 8
S5 7R K B B NSCLC i 3 DL R fi R I o
( 3L 48 #] ) ) CD226"CDS'T 4 A 1 4 1E : (D
CD226"°CDS8 TIL i5#IA TIGIT.PD-1.TIM-3 F1 LAG-3;
(2)CD226 % N 5 CDS'T 40 L i ik AT M0 b
K5 (3)CD226"CD8 T 4t i o 71 Jir e 57 1A TR 85 1) e
PER 22 5 5 R IR 5 IR (PDAC) FR 3 1 4y I I
FL 7~ , mFOLFIRINOX A7 75 5 40 & 1fil CD8 T 4l g
FH CD226 K IA 1 , 5 TIGIT 8¢ PD-1 B J5 i
R 5 M CDS'T 41 i ) B 5 1E A 2%, 38R = R ik
CD226" ] CD8'T 4H ifd 1] g 24 3% Pt TIGIT B4t PD-1
TBIT I R o

JIN ZEU03 3 AfF 78 TIGIT K H 55 4 36 i) 38 52 1k
CD226 7EAN [ AR 45 CRLEE IR « AR B AR 58 42 2%
fife) (1) AML B3 (1335, 7 At K L) E AML 3
yOT 4l ffd % I TIGIT A1 CD226 43 Aii A F- i , CD226°
yOT A MU /> S TIGIT yST 4 B34 I, AL I7 5 4= R fift 1)
AML & ¥ TIGIT CD226'y8T ZH i Pk 2 1EH . thAhE
RIN, w2215 TIGIT'CD226 AML % % 4 M3-AML
BE B AL RBAL, Kk, CD226 5 AT RE A — N HT

TG G A= W bs &) B2 75 B 2 KE IR
IR
2.3 CD226 &4 % HLh)

CD226 {1 i NK 4 fg i (015 5 18 % Sl 7z
WEFL. B2, CD226 i A M. Bk 45 & B IR 4% 1,
NNz EAEE SIS EEMRE R . £
o J5 Rl BOS FRH, CD226 15 3 B0 15 5 L Bl 5 i
UK EL AT e D e AE G L 1 (LFA-D R 4E . HX,
LFA-1 5 ICAM-1 45 &2 3 CD226 fIH) % A4k, 37 55
Fyn, ffi CD226 (1) Y319 5% J: i f2 fk. . CD226 1£ Y319
L PR B3 R 4K W] AE B BN 71 B Bt 5 CD226 45 & I B
NK 41 A H i 40 f M 5 08 15 30 (ERKO A1 AKT, A
1M #8 NK 20 i ) 48 s 25 PE /F B . CD226WT 5L
CD226Y322A 7 N\ CDS8'T 41 Jits # (1) &1 8 11 3 ik &
], PVR %5 5 ) CD226 1E Y322 [\ B B 1k 2 R {55
O BT 75 1, AL 35 ERK L p38 F1 AKT LA K HH S T
YA N . B » CD226 T iF 115 5 Bk 5 B0k B2
41 B 57 25 1 2 (LCP2) AT Va2 I A 4% 1 1 22 4 [A]
T 1(VavD) B R AL, AT S 30 NK 4 il 159 Bt R50RL A1
5l
2.4 CD226 #iAi=hLH]

Eomes #& — Fl ¢ 88 #% S K+, T 1 715 CD8"id
2% T 40 B AT Tex 40 i 1K) 8 & -F#“. WEULERSSE
SR AN RN IREAR B TR AL, KILCD226 1) %
AT — PR G g% W BE SR, 35 53 )5 (R /2 Eomes % 5%
K1 3R 30 AT S 80 CD226 % 1A N . A HD &3
AhJE I AN]Z2 MM &2 B 88 CD226 11 CD226'CD8'T
M 22 75 Eomes BEATHF 78 & I , Eomes i [ R IA 1) /)N
BB E o CD226'CD8'T 4H i (19 B 4 b & - 5% HEL /S
o oK H CDS8'T 4 g 57 o7 5% P I8 14 Eomes 1) 4 45
o 2 YT HE I 7 (ChIP-SEQ) 4k & 7 , £ CD226 [ —
AT I A B XSO B 1Y) Eomes 25 &AL i, R
B Eomes RJ BE BE % B % 5 CD226 #t [K i A 4% o4 A
HAEH, F3CD226 1) F il , (H A & it — Pt 5
Eomes 7 &5 B4 H 75 CD226. WFR“KRIL, TG Fik
Eomes ) T 4 # AN 2 2 25 CD226 [3RIE , IX R B AT
Reit Ay HoAh R FR 15 CD226 15

WEULERSSE 254 % B, PVR B[ 74 kg TIL
- CD226 KA E T WT iff . #54 CD226Y319F
AR ) /N B, CD226"CDS TIL ) 7K V- T+ &1 , 5 Hi i 8
SN TEAEOC . 5 PVR 45405 5 CD226 # i %
K AR, X AR T CD226Y319 BRIk . E3 72 RikH:E
filf Casitas B Z bk B8 J5 9 JE (A -b (Cbl-b) FT e 2 512
F ALK 1) CD226 P f# . SR, 75 Bk — 25 [ B
Y319 5% Y322 ) CD226 i 2 4b 75 1 5 T 41 i 3
IVEH , R ix b2k 55 DUFT ) 70 45 5RO R

are
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2.5 ¥ CD226 %95 877

RESHIE CD226 75 T 4 o 1 N 7EAE L, A i 50
X} C57BL/6 /N B 33 4T CD226 3 K K% J5 & B, Bt
PD-1 A4t GITR BX A V697 A B A AT Hi e 75
A A7 2R AL, 1X 2R B CD226 Xt T Bk A 16 T i i
Y& AST] 2 . HT CD226 % 5h 7 B P e B T
CD226Y322 MR AL £E CDS8'T 4 i Sz 7 v 1 1y i 2
Pk, BT 5 CD226 Y322 B4k . VEST CD226
B BT 0E D RE S5 1) CD226°CD8 Tem 4f iy X
P S5 B R, AT BG 6 TIGIT BH W (1) Je )84
PER, WANG S5 KA B A TIGIT FH ¥ 75 F1
B AT CD226 1] LA 58 1 )5 K5 7 1% CD8'T 41 il )¢
N, H /& CD226 F 30 5 TIGIT BH I 7 %% 2 18] ()
SRIR TR AR K I PR AES A5 BESE . BRI,
PLPD-1 67 ARk 5 CD226 A G 2L 11 TIL [
RN Th g, AIE S CD226 34t (1145 5 £ HL PD-1J7
A% B B 1T HL R B KO T Eomes 5 CD155 5
T CD226 Z %k 72 = B 1) R G s e L . ik
LA HE T 37 ) S e v T L, BOR BE 342 & CD226
(1) 2% 15 1] fig A2 32 i G % 90 97 9T R — Rl A F
HEME o

3 CDI112R

3.1 CDII2R & A 45 451

CD112R, X H% A PVRIG, A& — Ff 410 il 4 G0 92 6
AR, RKIET CDAT 41 .CDST 41 fitd . NKT 41
HIFINK 418, CDII2R & —Fp o — 5 iR A, H—
ANMLAE TgV SERI — AN B I 25 AL 3l A — AN ik P 254
W . CDI12R Mg N 453 B A — AN ZRABLITIM 1
57, 0] RE 2 K R B R I I 98 TR 0 2 A AT
CDI112R 5 Nectin-2 (CD112) [¥] 4% & 5 #7 #4 5 SHP1
AT SHP2, M ifij fih & T 41 Jfid o TCR/CD28 15 5 1) 411
Hi“, CD112R AL S 3k F T 40 i, $01 T 40 i 52 14
NEMESES. AWFARTIE—BUEsL CD112 2
CD112R =R A ICAR, |2 RIE T hi i 32 2 4 i
A4 . CD112R 5 CD226 52 4+45 4 CD112,
3R CD112R-CD112 #H ELAE FH v] 4% 56 T 2 o B2
3.2 CDII2R £ #J& &7 F 694F A
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