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Abstract

During pregnancy, as fetal tissue implants into the endometrium, fetal trophoblast cells and deci-
dua cells interact to form the maternal-fetal interface. The unique local immune environment in
the maternal-fetal interface not only has the function of resistance to pathogen infection, but also
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achieves immunity to this semi-homologous antigen of the fetus. As a non-classical MHC-I mole-
cule, HLA-G is highly specifically expressed in extravillous trophoblast cells (EVT). HLA-G plays a
role in regulating spiral artery remodeling and immune tolerance at the maternal-fetal interface.
The abnormal expression of HLA-G in trophoblast cells is associated with adverse pregnancy out-
comes such as preeclampsia (PE) and recurrent spontaneous abortion (RSA). Here, we summarize
the regulatory roles of HLA-G on various target cells in the maternal-fetal interface to clarify how
HLA-G exerts the local regulatory function. These findings enhance our understanding of preg-
nancy-related immune mechanisms and provide clues for the treatment of pregnancy-related dis-
eases.
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1. 518

BEAG SR RIAEASE,  phgh S DT A o S 2 2 AT R A M ZH R [1] o X FRAFFE RS B AR BEIG 4
A EARTT LA R I 73 F IR S, SHEIRSS J5 A 5 2R EE M. ANKAdbiR G (HLA-G)IE2
BEAR S P B L 7> 72— HLA-G 7E 30 4ERT#E S Kovats 57477 2 AN B Rk, 2 JETEr~
BRI — B 52 RVE[2]. HLA-G B RJE T MHC K%, 54t HLA-I R RTEL I FITF 5 -4 86%HI4H
PR3], (HHEAEZ AL RAL A6 S MHC FEHANF .. HLA-G IR 2 &R, 245K
T 51 A~ HLA-G S8, 1 HLA-A CURIEEAL LR 3356 M[4]. 53 —TJ71i, HLA-G FAEBERIAR
PR T JURRAH 2. WEFR4nM . E AR . /T N R A0S [5]. fEBEAG S, HLA-G EERIA T IR 4.
JUE A FUAE HAE — Lol 5 G 2% 40 B VA BRI ) HLA-G %1k, 41 DC-10. SIGN'DCs. CD4"HLA-G'T
4Hffl. CD8"HLA-G'T 4Hfu[6] [7] [8]. 1H MIXLLA 52 R rh FATIA et HLA-G fEH b B IRRIE ) 45
W, DR g I G 28 40 L T DA B8 S 92 9 ik 308 3 JH 5 (trogocytosis) 7 30 M 4 77 i 3R E HLA-G [8].
HLA-G CRIIA 7 s, Bl HLA-G1-7. Hith HLA-G2. 3. 4 #HliF N4 47 HLA-G 4> T, HLA-G5.
6. 7 gifidiiF A HLA-G 701, 1 HLA-GL n]EHF A IRES & Al A HLA-G 7 F[4]. A [ESEA
HLA-G 7EI% 740 B & A IR T A A — 8 . 0B /7741 i (extravillous trophoblast cells, EVT)#]
Al RIL G & RF S 8 HLA-G, TR BG4 3 ZRABF B 8 HLA-G. KEMFRH, f£TH
R R MRS EIRAR R, B HLA-G Rk /K PAE7E B3 10 R F#[9] [10] [11]. fEA—AE
B R, HLA-G TEBFIG S e B0 Jm i s T . BEEBEAARIER N, HLA-G 1)
o THLEIAS B 7 SR B o T ELSE A I ST R I R R S A R R IA T HLA-G 5244, 4%
I HLA-G 18162 15 Z AR FH UG/ B 06T . TEARSCH AT HLA-G SRR f 5 R G A g 77
4 HLA-G £ B} i L i o i R4 DI e

2. BEFE4MBA HLA-G B RS RILBIE

RPN, PE SR AR TEAE — AT SR A RO IA S . Anna K. Wakeland 54580, ARSI ARE 77 = 40
FEAIREE(29%) I TR 561 ) TG Y HLA-G 33E ) EVT KA, TAE 20% SR IE TR
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SN HLA-G 153£ 75 . HCG miik ) STB £ AU[12] [13]. MbAh, ARAME IR I N SEAN LT 2 40 ) 4 3k
[KIZH DNA HEALIE IR, 147 A CpG st A 70 MEMRESME TR A s H Ak, B S 40M0E 37 E 4R
A TR IZ A A R B ISR CpG (LS BB [14]. IXELIEHE M TIRAA BN 4R HLA-G &
K EVT REWESEEH, GUHFiel, S48 (e 5 A 52 R (PR)SS & HLA-G ¥ a 8 1 5 44
S B Te(PRE)HET S 58 HLA-G [FRIA[15]. MEAMA 2 2ORE R FX HLA-G RIS EARIEER . bz
PR IIEANAL R 740 IFN-y. IL-18 IS HTIEANAR A 710 TGF-4. 1L-10 S4RIE il 75 3477 2 HLA-G Kk,

IR T A2 o SRS IS AR SRS B R AN HLA-G FIZRIE, 6T Bl 2 B W FURIRE .

3. HLA-G HJThAE

D]y T A s 5 6 2 200 M5 i ) LI 4EIREE P, HLA-G e 24— N LT G 56 55 5 00 bk
AR % HLA-G SZRAE S 2 MR N WA A L~ LA . A R A R gt I 2, HLA-G (195 Fh
oA ThBEZ W R4 oK o

3.1. NK Zapa

NK 402 —Fh 2 SR R IR G e 4B, 72 N A P R FE N IR« AP SRS R )R 32 IR G A i 5 S o A 100
() G I ARAE o IS K 48 i (INK) 2 BERR ST b & S R e 4l 2 — o KSR R, Tt
SRR TR AL 2 HLA-GHIZF=A M 5, HLA-G #RREA ZUORY 57720 i % 52 NK 20 B ¥ Mot [16] [17] [18]
[19]. ILT2 #1 KIR2DL4 s& AT RIE T dNK 4[] HLA-G 3244k . Benoit Favier Z#ii HLA-G 5 NK
YHM E 132K ILT2 454 nTBRAS F-actin B SR A AT TE SO (MTOC) AR A, 33 1T 1) 55 200 B 2 M JSTRL 1)
o S AL SRE[19]. FEIZWT AT, M T8 R B R B BB ILT2 U524 E T NK 400
FI4NM BT . 1 KIR2DLA FI/ER 7 =R IR 44, — 71, KIR2DL4 J& 5335tk bifk, HLA-G 5244
ATDABE NK 055 A 8 E [20] (H2 ATV HLA-G 454 dNK 4AffiR 1) KIR2DL4 W] fil R
HLA-G/KIR2DL4 E & RN A, WE/MET R KIR2DLA HEMESE NK 408870 %W IFN-y. TNF-a. IL-18.
IL-6. IL-8. IL-10. IL-23. MIP-1-an MIP-3-0 S5 P4 K1, WU 4 Jay 30 #9258 LA S A b i 77 4 42 28 [ 21] [22]
Ak, KIR2DL4A Al HLA-G [AHEAEF A5 S NK 0L, IR B2 AH K10 R B (SASP), Xt
VTR RN T2 Bk EE 98 B A BN X [23] [24]. B, iXAh HLA-G/ILT2/KIR2DLA I8 R 400
T 7 dNK ZhRER) R IENE, XEVFE— SR EARE T ANK ZESEIU i ) LR B S e i 4 1) [ B
525 — 7 I 5 i S R

3.2. ERELARR

W FE 5 4 (dMac) £ o i RS AR LK) 20%, 235 1 Wi R J) 350 P G g2 TR 1 R ZH 2 B 0 . o B 5 W 4
% 3%k CD206. DC-SIGN Al CD163, HKILHGRENERE /I LM R KA. ILT2 £ ILT4 & dMac Al
FIPHA HLA-G 24k, 5 ILT2 M, ILT4 % HLA-G HISEMI RS, (HE —VE S §8[25]. Cheuk £ A4k
18 HLA-G AT LA 3 A1 & I8 A% 40 204k 2R A B R g A g e 2, 630 CD163 {1k CD86 ik
REE DA S SR AW BE F1[26] 1T ELIXFlbl HLA-G #R Ak 1 W4 At m] L@ 3 43l i 7K 7 CXCL-1 i gt ig
FEMMAR . BEAlh, HLA-G n] il i % 5T 40 i 439 IL-6+ 1L-8+ IFN-y. TNF-a S & K1, #Eme
BRI TR AN ZE[22] . PRIk, FRATTHEN HLA-G —J7 THi o] {2 35 Wt I 5 W 0 f SR i s A i e 70, LG M
Wi SR IR A S B TR oK s 5 — T TR 0 G 4 M 23 WA 12 98 TR LA iR 7= 40 M (1 I RS 12 2818 ) -

3.3. WSRpa
AR ORI (DC) & T Hi 2 3% 40 ML(APCS), TT40A: SANNRER SORANM . B 2 SOIRATH.
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BRI MR JF R ORI PR A4 [27] . W DC M (dDC) e &R E, o5 WA A 1%, RIA
CD1lc’. Dla . CD123 [28]. dDC wJLL[EHFIAFF HLA-G 524k: ILT2 A1 ILT4. *4 HLA-G 5 dDC
MBI ILT2 A0 ILTA 244G, 2 30E MiEf5 5 T CD80. CD86 F1 MHC I 2573 FHIRIA, MM
% DCs [IHLJR 2 ThAEE[29] [30] [31]. Bb4h, HLA-G &1 DC 4if vl 5 2| CD4'CD25™T 41 TG
b, IR R CTLAG'T L, FE CDA'T 4HAE T IL-2 & R4 ihsk/b B IL-10 (177438
JN[30] [32]. DC-10 & Wi MM ORI — N ERE, & LG AW 1L-10 K RIA HLA-G NHRFIE, X LL
Mt rT U S IL-4. GM-CSF Al IL-10 $5 577 Faz 4H K 7316 [33] . DC-10 ReA 2753 | 1Y Treg 41 7
th, JEF B4 m A T R I R 1 1IL-10 A1 TGF-8[34]. B, 7ERER S h HLA-G — J7 1 Af LA
I 24K ILT2 A0 ILT4 #) dDC Pt ERIZ a7y, 946 T 40 SR ErE. [N, BLHLA-G %
fIEfY) DC-10 40T LGS T 4p o6 | 2L Treg 40M, HEm#pM] T 40N FO4EEE, RAE T JLM
EwEAKKEE.

3.4. T kB 4mpa

WSEFEL T bk B 200 A2 bR EL A i ) — AN R A, OBRARR I e T A L B R R T A R I DR
HLA-G [ Tk 5 dDC Al dMac [FIAH E/EF R BRI T Ziiest, @nfLhdd gy & T AR 2 14
ILT2. ILT4. KIR2DL4 F1 CD8 E#Zi17 T 0 ThRE[25]. 7£ CD8'T 4Hffif, HLA-G 454 CD8 431
ik Fas BCAA 73 FE05 SIS AL T 4HM0 e N JH TR 7 [35] [36]. F34h HLA-G mI LA CDA™T 4 A5
FEIRASH ) Th2 BRI o4k, XA Th2 BU4H 510 IR0 GG T A8 TR SRR ¢ 2[37] [38] [39]
[40]. fHAS—1RKIE, K. Kapasi Z:IAF 78 KB HLA-G %} CD8'T 41l FI4H i &5 14 L& Th/Th2 LIS
FEMIRETTE 0, BIAIX IR FE I HLA-G ]3] CD8' T 248 i i 40 A 2 v -3k Th2 204k, TR 1
HLA-G f/EF AR S [40]. RITTWERE T U HLA-G (A3 FhRRE (1 9% B2 A0t 1tk Js I ] B A2 FH 59 2 s
P24k KIR2DLA FlG il 5248 ILT2/ILT4 EHCEFEM IR R 8. AR, X imsifE
HLA-G ik /K1 e vl e o S EUR S A B R 2, SECTIRRTI . 7584 RIERFAFI K A .

3.5. IERELAE

TEXTI I HLA-G DhRE R FE A, S 4 M 4h 28 02 e 52 VR I, 1T W50 e G 9258 40 G I 24 L .
V) O 0 L ) A i R e b, B T 4 o I A B A B HLA-G 3244 f¥)#64 [41]. Pierre Fons
SR TR I, SHLA-G1 ] 385 5 4 Bz i P A 1 1Y) CD160 454 HEM 755 9 B 4By T ) P B 400 A i
FULFRE, X 7T AE A& WR e 20 bk 5 4 0 2 9B AN 77 A PREUAR P R 4 i g — b ade A2 [42] o i FLAZEAIE 2 R B
SHLA-G1 7E4R I FIIi e A= s/ 4 Bh TP 8 A s RD R I A= il 2 IR B AS P 5 [42] . X 3R,
BEIG AT HLA-G A2 5 T R g AR = UL B . BEFUIRH, HLA-G #IHi NK 4 R 3k B
PN TR, Bk HLA-G BHPE I ML N 5% 40 vT Be A o — i B e, BELAS &0 JE ifil NI 48 i g K gk N
FERG L, A BT 455 = S A 1) S A5 [43] [44]. MLAEF 1 WLAHHE(VSMC) 3 T 34 il ik ILT4
T, Amelia G S8R ILATEME HLA-G AT LIS P05 WUAN AR 5, X o] BEXT T 25 8 e 3 Jok 22 98 11 3 e
i X[45].
4. ¥1ig

FEARIH, FANFETE T IEL M MHCI 285> F HLA-G /£ RFiR FHI 1 (R IE A% DL S HLA-G St

SRR A R A B ) AR B o BRATIRED, SR IRE . 22z LA IFN-y. IL-18. TGF-B. IL-10 %
M F25 7 HLA-G [h#ik. TiEHIE R HLA-G B4 HH NK 2000, T g, (2dE
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MR 5%

BEZNAD . Th 40 HE i 52, FHIPURIR 2 RPTRIE 28 /1, SEM AP iR ) LTE BRAARIR S A 6 52 S 5 W
i, IR MR ZE . A HLA-G iE8 A IR LUAT R T P gt sE, $78 HLA RT3
LR P B AP P AU B i R A AR S I A A AR
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