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Abstract

Tumorigenesis was closely related to the states of immune tumor suppressor cells and immuno-
suppressive molecules. In the paper, we overviewed current functional situation and newly re-
search progress of immunosuppressive molecules, e.g. programmed death-1, cytotoxic T lympho-
cyte-associated antigen-4, T cell immunoglobulin domain and mucin domain-3, B and T lympho-
cyte attenuator, LAG-3, CD160, which took part in the tumor immune escape in the process of tu-
mor immunity.
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1. 53|

LRI B B P R R N AT T PR T e 42 R LA S e R Ge e A R0 AR DR i, &
R A LR ILR BRSIE R . AR ARIURE BRSO AR SR AR 3 350 1 5 A
k4. Schreiber RD S¢[1]F 2002 4E42th 1 “fefedmi At ” , HOMRRNU. RR AR, okl
AP B AL AR, ARG R, BEE MRS R A, HLR SRR R GRS,
—LERR AN PR B bR, SROBIAAE AR N T S A6 AT . RIS T . S MRS B G R I By B 32
F L LT AN BRI o BEAM A AHAE L Go et 7 T35 25 5 VR PG T ZRM0IS A DRI IEOGH B R A G e e
5 T BB T O IR R T A, AT B O I PRI R 4L R0 R T SR O BB AR o BT ) LA R P 27 4K
Xt IR AR O S B A ST AT FTAE — T EELRA

2. PD-1 53F

FEFPPESET: 7 F-1 (programmed death-1, PD-1) .44 CD279, T H AN T-AH R M dk an 44, %495
FEALT 2 SY Ak 2937.3, J& | BUEREE A, HRAMX . BRI AN A XA . HAMXA 4 N E
B N BN, ESHEALS A REZER, WA KA SHANSERMHIETTIVM), 525
5T 2RI AR, B R RN B Y B A S5 24 SHP-1. SHP-2 B IX, {Rff TCR AHXAS
SRRk, TCR/ICD28 {5533, PD-1 4F FRIATIHLH) CD4+CD8+T 4iffil. NK 4iffd. T
Y. B 4iff. HAZgiiu b, ALK PD-L1 437 (CD274) i T Y tiufk 9p24, HMANX . Bk s s
Pt MLPN X2, BT B T i N

PD-1/PD-L1 &5 AJ LIG S AL A0 i S 2 )15 = 2k, Xt TCR-CD28 i1 1) i AR It /UL -3 T3 iy
W, BRI AKE BERRALAVE A A, J0i T 40BEvE1k . PD-1 Sl R ILRIATE SIV i CD8 T+41 /i
b, ARPBHLE PD-1/PD-LL &R P ek T 4uMa e, A0 724 & SIV Fe 571 B 4Ui 2 (2] e
REWEI HIV HILPR ™ B . R E . CDA+T 4UE NS5 HIV #r 5t CDS+T 41 b
PD-1 ik /K FHHK.

WIL R I PD-1 7£ Z PP SLAR I 2R b S Rk,  HA5850 Mos B TS A5 . Ghebeh [3] & BLEEFL
Jiie IR 4 i PD-1 R IEA K5 g 4H 41 2 28 | Z i S 4k . MEBR RS2 Rk 2 2 3 MEAE 96 . Konishi [4]
ZERTIE] PD-1 7EE/INH g b 3B KP4 v o (R TSI R IR AS R BT (1 S iR 4 4 b 1 i 3R A
PD-1, B2ty PD-1 B MIVE, (R Rl PRk 240l A PD-1 =358 . Karim [5]554RkiE
PD-1 {XAE 19%I1) B S 2RI, S5 ATGETK . Gadiot [6]58F 7T i PD-1 Rk /K P B

IR B A A B 0
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3. CTLA-4 3F

M EENE T A E A SSPTR 4 (cytotoxic T lymphocyte-associated antigen-4, CTLA-4) X 4 CD152,
R—MBEgi o teits, T 4 b s e, MR IXCE R e R s m IR B, EERIA
TR T 4 b, Wk e RE T T d0f(Treg) i, M Treg Thft JFAEMEIVERL 2,3-1d E LB =
Feik, MTTTHIHIHLAA T b 8g 20 i 2 A= G g8 ;2 B o CTLA-4 43 F-55 CD28 4 31% 5 Sl [E i, — % 3k fa =
15 CD80/CD86 fitfhs, H 5ERL: &SRR Jim T CD28, nlsa4+k4s 4 APC %Kil CD80/CD86, Jf [Hi%
16 T AL IHE 57, FHIRF 7T [8]IESE CTLA-4 FEHUI AT AR s AL i g R A= % . Lute [9]
WFFEAESEHT CTLA-4 HUA T AUV A e de 2, RKIEPUMIR RN . s RZR B 72 Hh 0 R I CTLA-4
Ig 7ETF-H ARG« PR 51T 28 S5 PR 58 o A o iR &2 [10] [11] .

4. TIM-3 &F

T 40 S 2 BR AR (1 MR R (1 45938043 -3 (T cell immunoglobulin domain and mucin domain-3, Tim-3)
& TIM BRI R A Z —, ZHEEENMT 5 54tk 5933.2 [12], FERIATF Thl 40/ L[13], H5HAL
- PEEEE -9 (Gal-9). S AU & R4 & fa M E/EH BN T T 4 iy 52 . 75 Thl 40iust:
[14]. SEREHYIRER I TIM-3 5 Gal-9 454 rIHT R ey 32, 5K B B G MM 15]. IR/
SEIGHE FEUE B /N R TIM-3 AT {2 3F CD8+T 4 G i 52, 5 350 H i R YR 01l P 4 pra st n [16]

SR R P R AR I R B, TIM-3 43175 SE €0 203 400 A B S8 BRI AE K 4l it v 247 2k, ml@ st 4
1l G P2 (12 3 P €0 BRI AN M AF G [17]s ARSI Tk ER 9 B LA i) TIM-3 AT 38 3o A 5 2 306 2 6 f
kR [18]. (HAL A B TR, FERAE IR 1/ N AR b, 45 T Gal-9 AbFE vl 3458 T 40 M b i s 4 [19]
HUEAT L, TIM-3 FEAN MR AR R R R A E A AR R, BARHLSIE A LS 2

5. LAG-3 &3F

MR TE AR -3 (LAG-3) X 4 CD223, 72— Mg EbEEE, H 470 ML . 25N a5 8
MIMNE T, AT 12 Stk 12p13, 5 CD4 J:HA — & R M:(<20%). LAG-3 7 T-H AR X . #5H5H
XFIHLA X 3 4, & MHC 1 2850 T RIS, BT 1g BRI 0L, I FE M RIBERE T ke
4iAE . NK 41 SRR SR AL b, 4R 7 IL-2. IL-7 A1 IL-12 o] _FifH %R IE[20]. LAG-3 454 CD3/TCR
L EWIR ] CD3/TCR {55 1£3% [z TCR Z4Ki%E S Ca® Wik, Mimidisl T 4ipshfe[21]. 5 PD-1 47
FHEE, LAG-3 43115 3 75 95 S JEMEAS 5 I D ) s 3Rk .

YIBTIT LR B LAG-3 73 FIIZRIA ] T 40 6e, X 5RpEU& e CD8™T 4l D) e k65 AH
K[22]. H LAG-3 73 X IR E 45 1R MR G —. AR LAG-3 LKIA M IR 4. JifgsiziiE CD8+T
Y (TIL) RT3 LAG-3 4 FHynll@id 5 MHC 1 289 F45 454k APC, % S MRS G N2, 0
il R A0 AR K [23] [24]. (H A E DR IR LAG-3 4> T HIHIALAR PR Sl N2, itk g R A R
Grosso S¢[25]#F 7t~ , LAG-3 fEVGAGI CD8+T 4Hf b K-k, TG B 5E A B g 25 R
7o

6. CD160 4F

CDI60 f% F.fir 44y BY55, 72 H Bensussan 55 % 76 F AV NK 40/l & VI12C2 [ 52 %)% BALB/C /)N,
HEREFRIE NK gHiR 7T, &5 0A 19V S5 R L IR BB (GPN S e 2, AWE T
B7/CD28 %k, Wl &fEN NK 40 - MHC-1 28 T4 % 2 i K [26]. CD160 F1 BTLA W35 #8] 561k
T 400 _EECAR HVEM 454, FE£A7A CD56'CD16'NK 4 M. NKT 4. yoT 4iffi. CD8'CD28° T 4



IR T AR 5% S e A 3 1Mk

o, FO#ES> 41 CDAT. CDS'T 4Hf b, A7 i 4% 4 it J 30

CDI60 Z5A Heik sHIA-GL J& Redmil M 34 28, ZEPUIIE 1a Y7 Hh 3 A2 U % B it R 4 448
Bro RGO, Bk AEE AR5 RO A IR e, HGRIE HLA-DR 1 CD25 HIiE{Li¥ CD4A™#I
CD8'T #fiff, 2y MALIER[27]. 1EHFI R A5 15 (¥ K Jok CDA™T 4ufifarh, 35 REA I CDIG0 mRNA(GH
Sy ESI) PBCDA'T A rh L PR A B IR0 . w] WLE R JEk 2 PRI e, CDI6O0 1 9 B IR il sz Ak v Ak
CDA+T 4Hfid, (A5 IG5 I R 445 L4 23 4E FH o

7.BTLA &3F

BTLA (B and T lymphocyte attenuator) & —# | RIS MR H, WHEMRANE 1gV FEIX IR 2515 DR
PIX o B 1gV AR X 3R BT S FARHEPESE I, BRI F R I e e 3R R B3R T 4 F R, 5 CTLA-4,
PD-1 #2152 A, PR JGRIATE T Bk 4Hu R . BTLA SHEMALE A5, ] T 400G 4k,
77 L 3k TR £ B 928 S8 255 S LA 5 48 S R % 2« cheminitz 25 [28]F 58 K L, BAAN BTLA B Z BRHE /7 88 A
S50 BTLA BH T 40H0iS 4k, R DUASBS SR 57 A i R A 4 2 F 3 BTLA Jdk ik k ohig il
A H A2 N AT BTLA (558 LR MIH26 A1 MIH27 BF50 KRB0, MIH26 ] 5 i 55 e A
2 BTIA A RN, (E AR G 4 e B, 1 HARAS 53148 CD28 %4 1(D28. CTLA-4, PD-1)
() P815 MM B, MIH27 AL fe Mg R B 3R, FHFE4+E mAb 22 X4 BTLA 1] LA T 4i
(IME5E, T HAEDT CD3 UMM T, IFN-y A1 IL-10 f2E ot 2 2400 A1 BTLA 31 T 400
WEALINHIE R, TR AEERIAEAL CDATT 4 N B N4k & I CDA™AI CD8'T 4R & f b, Xl idon 45
AT T 200 B BTIA BBZE T ik th—FhrEe i “XM” (59, 4eRF T 20 Sz %2[29].

8. 1L-10 &3F

IL-10 s&—Fh 2 Thae R 7, FEh Th2 4. 751k B 4008, 4. BEdif -4, =
S50, SN om0 s 2 Fhgn e YT, R B R . T R . R
T R M e 35 25 2 P v o 1 B B I o AEA8YE LCMV IRkt F2 e, PD-1 A1 IL-10 B [FI4E 4] CDA+T
Y M0 [30]. IL-10 @I Fli] A%/ E VRGN Th 4082 CTL 4. yoT 40 NK 40 S 730k 1) 24 o A
T SRR A ki . B R R BB, IL-10 KPSt — BT, InE R AL . EFAR
BT 5 U e (IR N, L IL-10 ZKSPRGRTT R T FE[31]. A 223 4 A 1L-10 AIE Az W
Jet ST HITRS () — S48 HR[32] -

9. RE

IR A SRR A R BRI AR S ML, (e A R AR SR R 0 el 95 TR S e 2L IR A A T RE
PR A A s . R T 2 M SRR . RGN S B AL, (E AN TR 5 A 5% AT
T G BB S TR 7 AATISRIE AR o B X J RS e e 4T 1) 200 0 B 20 T RFAE MDD RERER AT FE - i i
B AT RO AR PR G 8 ) 0 R 4 ] o SR 20T AR IR ORI FE R R, R A PR b R A
IR RIIE T T RE— B iR 42
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