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4(immunoglobulin-like transcript 4, ILT4) 45 HLA-G 524k, 4k10% S48 157 T 41 H0 (regulatory T cells,
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Recent progress of HLA-G-modified DC cells in tolerogenic immune

mechanism
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Abstract: Dendritic cells (DC) are the most important professional antigen presenting cells (APCs), which have the
functions of stimulating the proliferation of naive T cells, initiating immune response, and inducing immunity or
immunologic tolerance. Human leukocyte antigen (HLA)-G, a non-classical HLA class I molecule, is involved in
the generation of tolerogenic DCs, which express high levels of immunoglobulin-like transcript (ILT)-4, secrete

high amounts of IL-10, and induce allospecific regulatory T cells (Treg) in vivo and in vitro. In the present review,

we discuss current findings on the functional plasticity of tolerogenic DC induced by HLA-G.
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FIH/OAN 1L, B8 WHO 4 & 2 IEA 41
HLA-G 250 S A 46 A, 247 T ANgatd 25 A 11
W ARG S X, T g 5 (1) 8 P A4 1S R
(http://hla.alleles.org/data/hla-g.html). HLA-GHJ4f #%
kAL BT, A T R SR AR, 2R
HLA-G1~ -G4 Y i 45 & B pi b Je HLA-G5~ -G7
MG . AABEOLT, HLA-G ()% 5™
) mRNA 15K 22 5010 40 Jof 2 2R Rk, (2
T B K HLA-G AN 23 A 75 B i 51 16 906 A%
TR S DB e T L2, TR ) Lk it RE A4
R AR R AR . BB DR, HLA-G 4y
TREAE Z PR E MR TR B LA B S . W EE
IS B i Ik P

HLA-G 73 1 5 22 1 15 Dy BE 20 4 1 A4S J7 10 -
—J71fl, HLA-G( F%48 HLA-G1. -G5 §iJi ) it EH
PR WA e g i A 2 Th e ), BRI
(1) A7 %M CTL A1 NK 40 i 1) S A3 1k
(2) 55 CD8' T 4 sk CD8" NK 41 ffa fryug v '
(3) #ifl CD4" T 4 Ha s 58 5 FEL AR 4R 8 T 40 M 11 53
A6 T () A AR S CIR 4 M A5 PR s 4N i
(antigen presenting cell, APC) ] il 2V FIVEAL, 5200
Prlsadh 5 N (SHLA-G file 5 51 P S 5 20 1 4
I ILT2, ILT4, KIR2DL4 55 1 il 77 52 44 1) K ik
% U (6)HLA-G REHI APC 411 fitd 53 TGF-B.
IL-10 540K 7, {# Th1/Th2 P-#ir#% i Th2™s 5
—Jj i, HLA-G X R a1, Ed ik
S A A 0 A K 2 e e i 2 B B,
FERIAE = (1) 377 A 52 B SOR 40, 4k
i4r WA A7 IL-107 5 (2) #5971 CD4" CD25™"
Foxp3' Treg 41 ffy ™ ; (3) MM LAY T 41 o oy 4k 3k
5 CD3" CD4"" i1 CD3" CD8"™ i T 41 o v 4 s
(4) il “trogocytosis” AL, HLA-G™ T 41 jig A
# HLA-G $UR U S 2 Thg s . Rk, w90
W3l Al HLA-G 73 5 HUAR N — > H 2 () G e i
%45y ¥, AKX HLA-G 43+ 0 Al A 927 Dy g i A
B RN T

2 THZEDCHEX R REFINGE

DC ¥ T Rl 40 i, 7EAR N a4 ch
Tl 25 FH 40 f RN T AH 40 L, W o AT A BE R
DC(myeloid DC, mDC). HZ 41 oAk gii ; 53
AL A 3 41 ok DC(plasmacytoid DC, pDC). T
41 MR NK 4il i ® JmeEsk, B X s i 52 ML)
R ANITTT, I — 2K 57 B e DC 40 i

P (BLHE AR B DC 1Y it DC) 7E LA AR Fi4b
JEl G T 52 1) B RN e 5 b R AR B, 1Kl
Mg ok “mit 28 DC” PH, Kl DC H & 1R
5 1R M g 0, (R 3R 08 MHC- 1T R0 3 50 3800y 1
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el DC gl & A 1 DC i UG A 584
J# DC [P 7045 A, B IA MHC- 1T A3 i) 373
% [26]O

DC # 2 PR IS T 40y, T 4L &
BORAE SR . T MR TR 244 (T cell antigen
receptor, TCR) 55 MHC- $it i JIk 52 5 4 1) &5 & $2 it
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iy 1L ) DC il i I8 HLA-G 4y 115 5 B)
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DCs)",

HLA-G $i J5i i i 5 DC 41 ity ILT4 32 1k 45 &,
8% 5/ CD4'CD25" CTLA4 Treg 4Jifu il CDS'CD28 ~
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R FE T k% 40 R B DC 2 ). 3X
R e L A1) tDC 4H i 76 HL AR N RE 4 W6 TL-10, JF
R ok TL-10 R4 305 5 = A, B, 2 SOk
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A IC RN ST T g i = B,

IL-10 & — M EZ WP R AN v, Wl s
IL-10 52 44 ( 0 4% IL-10R1 F1 IL-10R2) 45 & W% i
STAT3 /TG 5 F RS, WHIAFER, 75
7SR 2 7 1k 5 AR ®Y. HLA-G Al i
Th2 74 {40 f DA 1 TL-10 b bTF, A 4 33 1 1l
o) Th2 k% ", i BARATL AT b8 1) S 8 4
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Th2 ¥ F M, Jr4E ok & I HLA-G i 5 i 52 7
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I B I M K = AR TL-12, 45 Bh T DC 55 Th2 [ b,
i DC 37k ILT3. ILT4 Z5E40 1 52 /£ F1 HLA-G
Pl B4 HLA-G $iJ5i5 DC 41 fd 52 & ILT4 &5 45,
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