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Immunomodulatory effects of TIGIT on hematological malignancies
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Abstract: T cell immunoreceptor with immunoglobulin and immunoreceptor tyrosine-based inhibition motif domain ( TIGIT) is a novel
type of immune checkpoint receptor and an immunosuppressive receptor mainly expressed on the cell surface of T cells and NK cells.
TIGIT affects the tumor microenvironment and promotes the occurrence and development of tumor by inhibiting the immune response
mediated by T cells and NK cells. This paper introduces the structure and function of TIGIT molecule and reviews its immune regulation
application and prospect in hematological malignancies.
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W& A &, JATPE T M (regulatory T cells, Treg) X T 55
i 52 FOAA PP BT, A UERRE  7E Treg QUMDY , S
FURTEE R 7 140 A R (interleukin, T1) -10 #4330 47 #i T
FIR T RN Treg 2 AY B bk I 40 I 5 5 VR 1 1 (B lym-
phocyte induced mature protein 1, Blimp-1)'") | i Blimp-1 &2
PESE £ 1 IM% (acute myeloid leukemia, AML) 77 T 40 Jd 655 (1)
WEPET I, AT DUE R LR R )T T ]
( programmed cell death protein 1,PD-1) F1 TIGIT 7& PN f 1 il ¥4
SR KR PVR F PVRL2 S #5441, TIGIT 53
KT ECAML Ry T MR, OF 5 R R R 45 )7 A
KIS AN AML HR A Y, ik TIGIT (40 L 3E Ff A
LB SZ A& DNAM-1 3R 35yl /b , 38 2o 410 ol 94k L2 400 B 11 2 g B
T HHT M RE I, 35 U R AR AT A

WFFE R I, 55 HABARZE I e A [a] 1 2 , 1 1 94k L2 4
[ L5 ( chronic lymphocytic leukemia, CLL) S5 4K i T 3 B
PEATAEE RIS . fEXT CLL 40 p RSN 5E b % B PD-17
T 40 S CLL 20 i %A . 35 5% 0 , {5 PD-17 A TIGIT* T
AR Bk 2 F B CLL W77 15 R PR . /e CLL ok J
I g A B T 40 M ( circulating follicular helper T cell, cTfh)
55 TIGIT 3k 8 5™ 5 i I3k 1L-21 Al 114 fr 7= A
L[R5 S CLL A B r 50 AR PE 1S 58, 7T B B 777 A X%
GiAkSTAHRPL T CLL 40, 7= A4 S B IR R TS it
&b, CLL 4 T4 2% (interferon, IFN) -y F1 TL-10 1% T 20 &
ARAE TIGIT [X [H], TIGIT 54 42 2 4 Mo AH 5. 4E FH AT, i3k £ 2
ML PR T 4 a kg U8 TIGIT T 40 M ) 4 A A2V AR 1T il 2
BE Tk SO M PR 1Y) 4300 o A SCRRIRIE CLL oy IFN-y Rk
It AT LA EOR A L 5 CLL 41 p B R T
FHME CLL 35 rPoULgE 2 TIGIT Tregs 40 HA .54, A% T
TIGIT Tregs 4l i, 42 Bt 5 5 ) S e 4l T i 2, CLL g2
TIGIT" CD4™ T 40 i 7= A= K it 1L-10, FL AR 9 IF A 2 e ik T
CLL 411735

TEMEHBE 2 H LK ( chronic myeloid leukemia, CML) Ff i
ZKOF- TIGIT AT g J2: NK 40 2 A e i 09 Js P =2 — 1 HOR
ACE M NK 208 50 g 68 7 , i3 2o Jal /> INF-y [ TNF-o
1 CD107a 473 WA 40 1) CD8™ T 41 Jifd ) 2y BE A #4470 b 9o &%
PO W TIGIT A (1 15 6 TS AML v Ay By
BT HAR , E—P R T CLL B 738, BB BB UG .
22 AEE OWRERRE IR T AR A 2 4 BT
PEE o, AR U R A0 M B O A 4k B ((Hodgkin
lymphoma , HL) 5 4 7 % 4 ik £ 8 ( non-Hodgkin lymphoma,
NHL) B2k, BHiAT EZ LS A7 v £, #Egeit, FE HL
2y KRB 8.54% % T2 10% 1 5 WU A 9T 5, 24
10% 3k J 01 J 35 R ARAT 52 R G2 ik , 047 20% ~ 30% B |5 1
SRR P & BB B PD-1 kI 76 & &/ XETA HL Y
I T B BUSWI A BURL, B FE B 4iiE NHL b 943 50 R IE AR
o HL G835 i (R 58 h Reed-Sternbery (R-S) 41 i d i %

TS b A0 At B -5 s 40 BRAH B AE R R T R A S A7 A
8, HL 55 PD-1 78 T 4 ffg b () 15 v] e 2 i H i f& PD-
L1 Al PD-L2 78 RS 2 EJHEK3010 RS 40k T LAvE £
WKk 5 PD-1 {55 AHC W e W A, e T & A
galectin-1 143 41 1 40 L 4 7 TL-101 i 45 WF 5 % W] HL
B TIGIT KA % 55 PD-1 £ iKFAT M I, TIGIT %3k
TR ] B8 AZ B3 LL I T 43 F B RZ ), X T HEVR B & HL, B
[ TIGIT 7] G Je—AMAMS 2K IAYT % .

TE VL K B 98 (follicular lymphoma, FL) ) CD8" T 4 if
IFN-y DL K& TCR 75 5 1) 2 [ B RNA B P J5 199 38l ( phos-
phorylated extra-cellular signal-regulated kinase, p-ERK)) 1= & J;
/b5 TIGIT ()50 ¢, Horp TIGIT Beia ey FL Jibygd v i) 9 30
W ZOIRAN L follicle dendritic cell, FDC ) Fl P iz 40 i #6157
734k FL 1 TIGIT #1 PD-1 7F CD4™ T 41 g v () 7 % 15 5 W 1A
PRl B S W TIGIT Al B JRIATT FL A4 BOHAR .

VAT NHL 5 NK 41D RE 25, ;X 59634 T 4 PD-1
HI TIGIT 3k A3 AR 3¢, 110 TIGIT £ TL-15 7P 55 5 19 i
H T AN NK i b it — 4 B9 peah, fERIB MK B
2101 6k L8 11 B RS T 1) B 22 ) 5 R A 10 o) 400 e ( myeloid-
derived suppressor cells, MDSCs) , MTfii 45 7 X% NK 2 Jitg 4 $1
i, EPUR HE 2E MG R TS e, 4 T ENA PE NHL, 4
[ TIGIT 1% MDSCs/IL-15 [¥if 97 il RE & — MR Ir Il &, 78
—ETR WA NK T fiE, s B WiE
2.3 FHE £ M #E (multiple myeloma, MM) J& — 7
¢ B TR, S 2R RS UK T LIRS Y IR R G
MVEPRIR o B VDR B e ORI e (BIR {4 K R B B B B Ak
(¥t CD38 HL ik B CS1 Ptk 55 ) G725 W 1 & B, A IR
MM F8 5 (0 A A7 25 W 38 i, SR, R 2808 40T )5 e
TSR o EZRIA/D SO IR E MM 41 i =5 33k PDLL, &
6 P I RE 28 40 il ( plasmacytoid dendritic cell,pDC) & T 4 if
BaFeik PD-17 (HEEFEBF 52 W1 PD-1 40K g8 iR L B4t
(nivolumab ) {E R B—Z5 %5 MM 25 VR YT I A BB RCR,
BE, W55 MM AE S 1 oAb S i i 2+ b B, SR
KI5 4 A8 L, TIGIT B 45 Z M 3235 T MM 3%
CD8"T 4L, iX 2% B TIGIT {3 MM fie 3= 2 1) Fe 32 46 2 i
a4 aE, £ /N BRURI AN 2 b, MM 3 247 5 CD8' T 41 g 19 =5
TIGIT ik 5, HBR | T CD8™T 4 Jfd ity 3% 7 1 3% o7 41 it bl
F0yye A T TIGIT 223K B 9 58 3 38 30 40 8 I KT 1 g
SRR B T e G Bk 2R 11, i K W] TIGIT™ iy MM iR %
TR B 2% AR A TR A . FEXT AT T A B AS AR 1 MM /)N BRF
FEHP R LR B 4 Y8 R R - — 1 22 {4 ( colony-stimulating
factor 1 receptor, CSF-1R) {1 5 s 4 it A0 6 vh 43 TL-10
HIA SR AR HE T BB (R R T i s 5
CD8"T #iififl TIGIT F &7 3 H. 7 2 40 i B8 4/ 98 4 i 2k
T RS TL-10 %5 T 40 Y B B4 515 S 06, i i DC
A= AR 1 TL-10 7 40 i 1 S ke B4 i 52 % i FE L,
TIGIT 8t i 7 1k H 5 CD155 #E DC L AHEAREH , W T
otk DC 72k 9 TL-1017) 5 6 B TIGIT S IT 1 45 2 i N
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MM 8 T 40 M4 )5 0B 2 R A T B o

2.4 BN A F % 42 A-4E (myelodysplastic syndromes, MDS)
MDS 26 365 i T 40 0 19— 2H 5 I 1k 6 2R T B R e, =
SRR IO ML — FR B 2 FR G P 20 D e KU )
AML %46, 58 &3, TIGIT Ky id B Ml T MDS B4 NK
T 035 4, A B T 5 o A R S g k3, MDS
FE3E MDSCs FRIL X NK 4H g 1Y) TIGIT {14 41 il , TIGIT/
CD155 J& MDSCs fifill NK 2 a2y g i DG sl , Horp MDSCs
HE KRR PR T CD11S SE N 3h T4 & ol A AL B
VH Y A% % R T A% P K] F--1 ( nuclear respiratory factor-1, Nrf-
1) FZt A 5 BT TIGIT sl vh PE R , AUKE T 40
R A I8 5 2 1 B4 (extracellular signal-regulated kinase, ERK)
172 1 ZAP70/Syk (B Ak , 1 B 56 423 %% T MDSCs 431y
PR PR, BELBE TIGIT 38 % ] fgat iod 3 i TFN-y (553
IR MDSCs ARy M, — &R & EPKE NK 4i 113
HE, IESE MDS [y,

3 REERE

o E G2 SR 2 ULV AR T2 28 9 e B o i PR P
i3 2 PD-1 #4670 X uEvR 2 & M HL 09115 PR D) 35 245 2 UE
S ARG T B R B T R B R TS . H R,
[RIREAE R G e A a5 0% TIGIT 76 1 3 Ik B2 28 46 Mg v (9 98 1
WL R BT AT, 2 B 09 AR 2 R ANIIF 58 e 34 55 3
TUESEE 25l I 00 By v SELIT TIGIT 5 AT LA 25 18 7 P 9 400 J
LB K, 5 e ) HE T L 5 A TIGIT BHLWG 3 2 & 7
MM ( NCT04354246 NCT04150965) y& 57 AR 22328, {2 H #i47
KA WG RAH L . B X TIGIT A5 4 He 28 2 B 98 5 BF 5%
FIERA , TIGIT BHIKT K 26368 97 I3 bk B2 38 0 i ed | ol /> i 24
T T R M I 52 4 45 7 T R HE AR, B2, IRABFSE
TIGIT X Ifil 8 bk B 22 455 b 98 1) e 2 VR A A6, A B T TIGIT
RELIT 77 L PR A 97 Hh B R FH I AN Wi etk L B iR I IT %6, M
FREEI TR AL 9 S
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