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F1 200 B 95 B 2 A 32 AR I 2K 1% B (leukocyte
immunoglobulin-like receptor subfamily B, LILRB) 1,
BEAR A BRI H AR 55 R T (immunoglobulin-like
transcript, ILT) | A 4AME 53 fb PR 85 (cluster of differ-
entiation 85,CD85) %%, LILRBs J& T 1 %l %5 gk 5
F1, O e e il P 52 4, H i 2 FRY LILRBs 445
LILRB1.2 .3 .4 .5, LILRBs 4T 4545 & A %
Bk H (immunoglobulin , Tg ) #4514 38 1Y 1 A1 X | 85
DX, 557 i 95 52 A T 2 1R 40 1] ik ) ((immunore-
ceptor tyrosine-based inhibition motif, ITIM ) 4 g PY [X.
A, LILRB 7E AR R KK Y ¥ w13k, B
ATACE/N B BN LILRB2 il LILRB4 (¥ [w] I 25 1
Ji %oF £ 9% BK 2 (1 FE 2 /K B ( paired immunoglobulin-
like receptor B, PirB) F1 ¥ & 1 49B1 ( glycoprotein
49B1,gp49B1) , LILRBs 75 AR 40 M vh )iz £ 3k,
REBVUNA FIBCHA I LI Z R IIRE . ASSCRES T i
B LILRBs (AR Y1~7 I RE , IF0He T e e
PR IVE R, LABI N J5 21 B TR ABIE 5 0 Il PR 1
A%,

1 LILRBs

1.1 LILRB1
1.1.1 LILRBI fykix5® & LILRBl &L
[i78ie e | i AN R ey v OANRE R 721 DAV SN 2 1 R )
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IR 40 Jifd ( dendritic cells, DC) . B #k %% 15 ( natural
killer, NK ) 24 it 11 bk U2 4 g 92 3k o AHLIE 40 o 7T L
LILRBI1 ~4 [y3Rik , BAE K4 ig WA 3% 35 LILRB,
FLATHEFE % 8L, LILRBL 76 i S R4 fg %35
TSR S5, 75 NK 40 o, 5% 5% B JunD 300
LILRBI i % 7 8, % LILRB1 % ik #4797 77,
JunD FEU S EL LILRB1 5 [N 78 3 J 5l 1~ a2
LILRBI kMK . LILRBL 1] 5 ZF LKL, £,
W AN ZE A 40 M HL )7 ( human leukocyte antigen,
HLA) T 28537 . A\ E 48 0% 2 (human cytomegalov-
irus ,HCMV) ULI8 2 [, % 1 5t e SR 1 bt Jot i 52
I 53 1 (repetitive interspersed family proteins,
RIFIN) 45454 2 11 S100A8 i1 SI00A9 %, Jt4h,
LILRB1 5 HLA T 287y 185 hk X 1) 2 35 AT 42
FRAE DR SE T W Z AR Y B A

1.1.2 LILRBl WEMEIESHEXER FN
GeRE PN A2 A4, LILRB1 38 40 47 1] S 5 1wy 11 4 i
BEVERD, AT S T AR B B SR SO, SRk
B LILRBL #l i B 40 M 36 Ak Ao ik 4 i, 78
CD8 " 4 Y 73 Ak F g 2 3 Fe vy, LILRBL R %o %
Ky s or ¥ 52 T 20 MY 14 5, #0 ) LILRBL (19 7%
PEAT LA CD8 ™ T 4 AY S R o 7 Lk fiR 1]
], LILRB1/HLA-G #1j1 ] NK 2 ffg F1 5L I 48 Jfd %f i
00577 A0 1 0 L T A0 S8 Bz, DA T 44 i
PRXT R )L 9 ) v . LILRB1 LILRB2 I HLA-G
S 2355 1 N IR SR LAE By B K™ R A
K, LILRBL 5 HLA-G (3L 2% Xt 1 4R 37
HARPVER, L e E A FEE . it
4N, LILRB1 | LILRB2 & 47049 i & HLA-C . HLA-G
(1) 38 R 22 25k 5 I S A R B g S PR AR OG, JF R AR



- 836 - G Bl

2018 4E 435 &

http : //www. xxyxyxb. com

HIRE AR L bR S . BRI kB,
LILRBI K& 2 2552 H S5 BCAR B AH FLAE ] M A% A
JE % HCMV i 55 J8%: . LILRB1 7 HCMV J& 4L & Fil
Sk Bk BEAE I B8 K g in' . HCMV ULIS
%1145 LILRBI 4543 Al 4l NK 4 g ohfg” . RI-
FIN 5 LILRBI Z5¢& r[4)ifi] B 4iiffdF1 NK 412l fig
RO kiR . LILRBI 78 A\ ps Bl
Wi 5% (human immunodeficiency virus, HIV ) J& L J5 1Y
SR R AEE SR LILRBL 5 S100A9 £ 4
AL NK 401 A9 B HIV 354, e sh, LILRBI
LILRB3 LILRB4 & a] #ijifil i & 4 Ml oAb . 24
FBEFSE (genome-wide association studies, GWAS) Az
LR F R4 L B %, LILRB1 HLA-A fil HLA-C
AR RIBR R A

1.2 LILRB2

1.2.1 LILRB2 ¥Rix5EME LILRB2 FZAErg
15 Ry v ) DA 1 oA e T BT OF 1B e 1
( hemopoietic stem cells, HSC) H Z5" LILRB2
TR T P B2 AN 0 P I 0 4 A e
AR A, T 25K IV R 200 R I D B ) S UL
JZA[ WL LILRB2 35", LILRB2 A 5 2 Fl it (4 45
A% HLA T 280 F & AR RHEEA R K
(‘angiopoietin-like proteins, Angptls ) | B-3E ¥} #£ 25
142 ( amyloid B-protein 142, AB142) f CDId
sEU SRR YT & B, HLA 5 LILRB2 Jfa4h X Y 2
A Tg BEZS IS4 T Angptls 15 4 4 Tg FEZ5HY
s, I, Angptls 5 LILRB2 f55 Fi S #iam
BT 58 & B, LILRB2 2 fig {5 5 & [ 4A ( sema-
phorin4A ,SEMA4A ) 7E CD4 * T 4iffa 1 iz k",
1.2.2 LILRB2 WEMEeE SHEXER
LILRB2 J& HSC R4 4 34 iy 06 B2 46 4 . LILRB2
Fik B ES DC A S0 S 52, LILRB2 &
FCyRI SZAASZIE AT SR AZ 20 I Fe 2R S 015
AL B AT A LILRB2 % Y 1) W8 B 14 1 1995 28
WM 5-%% 8 e i) R Tl AE /N BROG T RBE AL, A
LILRB2 [A]JE % 14 PirB 55 HLA-G2 £54 314 S
sl iz w7, LILRB2/HLA-Class 1 &5 HIV-1 J&
FEHIAOC, 78 HIV B 5 1 [ Be, LILRB2/HLA-I
£ DC ik 1, SEGURTE e L B m  wp
ZA 1A A LILRB2 (PirB 522 5% B-JE M HE & H
FBE R AH A R 25, I v 2 40 M 2 Ak
SECPIME R GRS IR L R O
AU /> BB LILRB2 3406 -2 5 38 - 19
Kt B peAh, LILRB2 3 a] i i ] /R 2% i 2R
TR A, 5 R ABL-42 FIMI 4y F & ABL-42 A
Fb, B0 T AB142 5 LILRB2 454 5 5 {i ik By /K

FUFBIR I R JE . SLUAIF ST, SEMA4A 5 T 41 fifg
FIAA LILRB2 454, 43 CD4™ T 41 fig e hz , A
i Th2 4534k . LILRB2 78 R Gk LI BE RS
(systemic lupus erythematosus, SLE ) & DC 1) il 24
IR AR G AR L, IR DC A S Dihe, (H 2
LILRB2 F-/ 52 W g 5 % B 41 DC. 11 Jlg 24 G % Ty
EZ . bAh, /NN LILRB2 [R5 2K (1 PirB 2 1A 3
EAIESBER AN B 443 fk. PirB i8] @ i 4
il Al 90 1 00 B P AR 2T 2 T v i A o A 4T 4
I

1.3 LILRB3

1.3.1 LILRB3 ¥Rz 5EM LILRB3 F2 1
PEAL LT AL | I TR 200 PR 200 AR 20 i v
ik LILRB3 th ik T4, 76 FAR I 2 R4
AR BA AR R B AH >, 1Ak, LILRB3
A1 LILRB2 7 28 WU OG5 4 JEE W B 2 h k36
W FEE TR T Mt & B LILRB3 3Rk 3
T WRERMIERER T LU R I LILRB3 f ik, #F5%
WESE, FLIR IR R PE AR b B M f A 818,19 vl b
LILRB3 #p HpE4E 4% ) LILRB3 A4 HLA I 284y
T4iG.

1.3.2 LILRB3 (A ¥ZEEESHXER MR
RIL,LILRB3 5 FeeRI SZ K455 Tl Fe 52 &4
SHYANEIE AL LILRB3 8 E 1 A% B 40 i 43k
LILRB3 5 [ P 3% 2% A5 JXURS: 38 o A 06>, it
A, EjfaRREXT R b, HIV JEge “ RS 345 7 DC 1)
LILRB3 A1 LILRB1 ik I, DC )5t Jit &2 i3 D) Ag
B A A AR R R R ) B S

1.4 LILRB4

1.4.1 LILRB4 jyFiE5HE LILRB4 F: 3 %5k
TN EWEANAE DC | oA Rz 40, A B 20, /)
JE58 55 200 67 R 4 990 ) 40 i ( myeloid-derived
suppressor cells, MDSC) , LILRB4 7E & PN DA 45 &
IR 2 ME Af7 7. LILRB4 JLH 2 &g 2
A, HErc £ 8 15 /> LILRB4 ) A% 1 IR 2 &
Mo GEAESE & B, 16 Ak 1 40 M 3 B4 7 (CD166 )
YN B kS LILRB4 4542 gh4h, 55 LILRB3 4
1, LILRB4 R 5 HLA I 284y F454

1.4.2 LILRB4 A ZFIHEESH X KR
LILRB4 1 LILRB2 7E477 Ji 2 33 4 i rpr 22 3k b, X
T 24 Mo (9 T Be 3 A7 8 5, JE i S 20 G 0 T 2
LILRB4 X BAZ 41 S A1 L 10 200 Ji 5L A5 385305 R4 il X
FPA VR ST ITIM i 22 R 5 5 14 o7 5 A
(5 A R PR . LILRB4 3 i fish % 6 S5 5
H LB, AT AR ETRE . DC ik
(1) LILRB4 n] §1li5fil Th2 20 Jfd (1) 35 iy 4 fie 32 g 225 AR fli
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FRARAE KLV, LILRB4 3 A 400 i 1% - 40 Jd 53 o
VE R S e i R 32 4K, LILRBA 752 4/ BB Bt/ M BE
FrAnfl ik ik B G AL, 328 HAE v Ak pl 2
TGN G R G SZ 1 o LILRB4 76
B i ST A A S IR R L A S R HUR g
() S v, LILRBA JXof i J5E [ e 4 L 17 ) REA 16
REEAE T AERIAYTH SLE o, LILRB4 X 7=
AU T A B BT SRR A0 R A0 A T S
B FESh K o R A 2 e B A Y 4
LILRB4 fift4 , I3 13 2% % % A F--«kB (nuclear factor-
kappa B,NF-«B) {55 /-5 B WA A R AE S0,
PEFESN KR FERE ALY % J o 1 Ah, LILRB4 2{E 75K
PERRI T AY TR P -, LILRBA 3 5 2 11 1o 2 PR
fiX [ ( protein tyrosine phosphatase ,non-receptor type 6,
PTPN6/SHP-1) -t SR AL X 7~52 A4 AH 5 A 1~ 6 (TN-
FR-associated factors, TRAF6) 5 515 &2 53 NF-
kB-22 ZLF 15 AL AR 34 ( mitogen-activated protein ki-
nase , MAPK) i 1% |

1.5 LILRBS

1.5.1 LILRBS {jRiASEM LILRBS F 2 AEH
RN NK 20 A DA 290 AR AT T 9k 2 200 3
B BFFEIE L, HLA-Class 1 () 35 4% 0] 4 O fid 4
5 LILRBS 4545, fE 888 T 45 HT s , o
BAMDR IR DC v LILRBS % 5:W]R Bl tist,
LILRBS 545200 BT mi B i, BERE fioh S 41 15 4
Jfi LILRBS 4 5 W15 5 5% S 50 4% 40 i 3 i #9
LILRBS 52 K 5 45 &% 7 BOFF W 4% 1% fil OF i &
LILRBS ({55 1% %, #&/R T LILRBS 5 454% 3 BT
R VB FE R S

1.5.2 LILRBS WA EINRESHXER
LILRBS 16 T ik EL40M FAZHRRE A (2 ot A0 7 T ik
EL 4R 385 . LILRBS 15 IgE 52 RSB, A
R 7 A= B8 AORE BN, 4 7 LILRBS 2 5518 K 4
L5 R AR AE SN . LILRBS 78 I 5 A% 5 W 4 i
G0 LR B T 2K 16 R o B b E 2 AR A
LILRBS JE[N 58 554t T 2590 ANt 52 AL AH K,
GWAS 158 st/ , LILRBS -5 1 37 LI ik g A 2L I Jd
LKA

2 LILRB 5phig

LILRB 4252 000 e 110 2 Je - 1 Jieb g ol B
AR DI RE. WFST K B, LILRB A1 PirB 7E il
W R G R 22 3k AR 1 o o kBT S
WA G, LILRBL ~ 4 75 2 M6 40 P H 1 ( a-
cute myeloid leukemia, AML) 40 i # 2 3R 48 57, 45 5]
JEAE VPR RS A ML 1 1 40 P rp 2 e AR AL R S R

T A A DG, BRopk U B LILRB2 | LILRB3 5
LILRB4 AT LU AML 48 9 2 10 B /N B
PirB 5y, gp49B1 KL K )5, /) BUIE & 193 1 P BE R %
FH 0 BESTE K B, CD166 5 LILRB4
4545, U5 p70 S6 JUHER T IF A CD166 " EAE T
20 PR R A B A A o BRI R 4 i R CD166,
A4 LILRB4 5 Fe 2K 105 & 14 LILRB4. Fc
5 T8 240 B 114 445 A B A g 0 A4 S L A,
LILRB 72 F 52 A8 vh 2388 w2 TR Ae R I 9 A 4G
R I, 4 LILRBY 2 (4 75 15 958 | LRI R 6 20
g gk M . R, 2R R ST H 4 LILRB fY
P S HL A S £ 5 B Bl N 10
i IeE 22 R A 5 8 i B 5 v 1) fir g A oG
E W 40 M0 ( tumor-associated macrophages, TAMs ) |
MDSC FITi 7 PR 2R 40 M2 ( tolerogenic DC,tDC) 22
EIAHEAERH . 280 5EEsE, LILRB A BC (A E 25 8
HLA T 285112 Fh e 4 i F2H 21 vh 2255, i
38 R LN A5 R RN SRR 45
TRAINIAR IR BT W A I 5 LILRB Z 1645 &, S5
MDSC H458 , fith 83 21 200 S22 400 7 36 PR B 0k, I &
H M NS . A, LILRB 0 Ja vl LA
Prlsde AR DIRE , BRI s TN 2
GPET 2, ATy 240 e s S e B L. LILRB X
IR ) B SRR 5 4 DR S e A P 2 A i AL
TR A2 THRE IR S s 4 R AV HIAH— 3

3 FHERRE

RALPEDN | F B ST L Y e B
S RGP LGN IR 2 FoA B R i A R, O B
Ferp AR 2500 0 AR ML AT R B o€ 2 B, 367 3%
SR BRI (AT S UERA , LILRB 75 X 655
Wi R A R R FEE AR T
AP 1Y LILRB f) 540 il sl 42 i UL 4 S e T RE,
B G MG (M TR AR sl % i v
A LILRB 5244 K IS A A A6 o0 i, A R] BE &
L LILRB (3K PR Z IR R, Ry itk — W]
S Ko HIL T I [ 3 7 4 (oRT 1 D gk
PR, TRABEFE LILRB 1417 DhRE S LT e
IR, F5 A BT LILRB 1 JR W S 1T
JE& , AHSEPG I IS IR e SR BUS PG I 7010
AP RUHT I R A S B A
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