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HIRICBWTHEIRIE, RETFOXRFFLBEHRT, &
HIZ o TE—BOREBHRA TH 5. BEBHEICBV
TEIEMSIRFI AR S h, FICBEFOHLA R
BLY LY bDEFNEBLDEEITBBRIERGH
B E NS HRICBWTIZHLA DEEESZRINT
WE BT TRZVIZD2hb 5T, BEIEERRES,
R AIERETEFSETVE,. ZORBOBEAICBIT
2 IR O BERT I 1950 £ S R b R, R7ZICHE
HEhTwizw, ZhET, ZORERELZHRETI
LonRELTREDEBATHIEB/ NI T+TIR L
EOHLA 20V TEH L O RS E S TE T,

HLA RETE, 86 RafEpbIicFEL, Thbid
classI & class I iZ5 ¥ & h,class [ 13 & HIZHLA-A, -
B,-C®class[a ¥ HLA-E,-F,-G Dclass Ib IZ7 S 1
5. class [a BEFIREFEICSRICER, £LD(&TT
BV SHROMBRERICEIL TEY , BIEBLLT
X, NEMEE T MERICERR L, —EORERIS%EH
MRS HHEE, B I UNK MBBOMBIEL 7y — Ik
AL, MREEHEELIRT BRSO TS,

—7%, class Ib #{ZF® HLA-E, -F, -G 1987 £~
1990 4E |Z Geraghty 5 2 & 1) HLA class I I8 @ gene

mapping KBWTERSRZbOT, %, ChbidF
BUNEL(Z LW LU ZORBRBEICOVT
L ALHORTWE oz, BRETELR—
BEh, BLOBETELLRETOLKTITHE LD
EhhTw7, L2 L 19904, BEAI® HLA i class I
bclass I BRBELTVARVEE I 73 7F X M EIC
FHEOHLA B FHRBELTEY, ZhH»HLA-GTH
BT N2 RTEERKBEZICLVHAPICENSTH
k, CORIEFRHEZBULZ Lo, FOK,
/7 70 F VHEOERSICL ), HLA-G RIZFOR
B BENOT S L{EETHARB IO T &
TSRAMIBEBEALTVAIEXHALRICRDY, 0O
HHEHUDZ LV HLA-G ZZ%, BEOREZINERED
5, ¥BHAELLTOBRERELTVEOTR 2V
LHASh, BERARD S VEIBEAEESIIBVTE
MOBFRERA 2 SN TE 72, $72HLA-E 122 Tid 1998
£ F2r7uFrBfick) by r 7R ERICE
HLA-E 3 RBLTWAZ LW BT DORIZF O
R BEHICOSHLPICERTH S, TOREGT
DOBEEICE L DIFREFEE DTSR, HLA-FIZD
WTIRREL ) R T 7 0 F VHEISER & o,
MEOEIIOVEIATHS.

B, HLA-G ORBEI BB IO 7+ 79 X LSO
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e, »AEOBHME, BREFICBAEALTWAELY, 1§
HAL T MRLASIT B HLA-G iR 2 5 L, FRrsmE
BERAZFIERIT L) L), BREeBilfEIcE
BERRLZBESHINTYS, FRICBW TR, Th
LRIETFICHT 2 EMYMRALMHT L L L DI, KA
B L 2B OMAIC OV THIEE L 12w,

& B ©

class Ib JLE DHE7E 1T class [a & & [, MfaEAs
Dal, a2, a3ND3O2DFAAL v, EEBEESB XU
MEERL D25, ZLTa3 FALIZBVWTA2 IS
vru7) v EEEEEEICI DS L, HLA classI D
VAEEEER RO TS, 2L LT, classIa & Ib D
i, class Ia D-A,-B,-C Bic BT 5 HFAME L K& <
3EDbL RN,

7272 class Ib BIZFOEE LML L CIZLEIM 9k
BLELWItHHs. ZRAROFEIZORETOR
BELECEETLINLELON, ThETHLAG B
S U'HLA-E BRIEFOZHRMICOVTE L ORISR &
NTEAD, RBSNALRIE Fig. 1IRT LI ICEL
CZLWbDTH o7z,

HLA-GD7 I /BULALVOSZEIZOWTIE, 110 F0
TI/BEAAL L oA VAL Y VICERLET YN
BAREIZE D# 20~50%FEL TV B DRSS DT, it
FEEIHEBEDEVWEZRIIOVWTORENDTRIZALR

HLA-E

mF

ARBETH A9, »- T,vander Ven & Ober »* African
American IZBVT 26 ryFTICEH VRV OERVEET
By, class b BRIETFOEBRE® LT &) s
FHLTE 298, RAFBRLZEZS, BOA
BERERL, #0089 E5BBERO Lo 29,

12, 77 ARDOANEICIE 2 K130 D CHRIAL,
a2 F AL Y ORED HZAIER & M vnull allele 2F
B%DHEETHELEL TWEED,

HLA-E 22T}, 107 FBOT7 I VBB )T U
BVETVF= U THL2BEOT I VINIELAEET
DANBIZBWTIERRRARFETLZOATH L0, 20
MICE BEDEHRITL bTFPLFET S LI B
BB DS o T 157 FIZBIT 5L E A Oriental 2B W
TIIH 50% DIEETHEEL T 5 L Shrze 2y,
IRV EADVERLALZS, ZOBRITE - BH
ENndosn®,

HLA-F 22T, ThET, 2HFAOZRHERE X
MTVaD, TERERINTIEVENS,

HLA-E & HLA-G O RBIC DV Id % { DFFITR &
NTED, BB, BR2EDOTIVHFFEETLIOAT
5. Tiabb, BLOBRTEREFR2EOT I LD
AERoTELLVWS Z LI, FNLRETFOHEEL,
BRUOBEIAHIERT I DOLEL LN, SHEO
ZRIM R R TV 5 class Ia BIZF L3 RE o7, A
LPDERLZBEEZTRRTIH0THAS).

HLA-G

O Synonymous changes
Fig. 1 Polymorphisms of HLA-E and HLA-G genes

. Non-synonymous changes

White circles show synonymous changes and black circles show non-synonymous changes.
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RIEZFORH EMEE

BEFORBRIZOVTIImMRNA BLUEHELTO
REAFALITRELR SRV, %L OFRENE/
2 0 FVHEOTERERATE A, HCEBRILTY
v, FEA4IZ IR FETIZ, Table 1127RT & 9512, HLA-
E,-F, -G IZx¥ % 7THEOE/ 7 0FLfifks o wo /gl
CESIL, Che2BEwWT, Zh bR EFOBNET
T&7,

1, HLA-G
a) BBRICHIT SRR

BRIrPT 7475 EICEBELTWARMO HLA
HHLA-G T2 Z L HFEL I &R TR, HLA-
G ORBIOVTEL OFF RIS R SN TEN, EHE
LTHRBENADIIEBINIFR TS A MIRESNTY
%. mRNA 22V Tid, &M, ], T, BRI, MT%
CRBELTWS EWIREFER LS, RedH
HLA-G €/ 7 0 VHifo % B T ABBEKIcD
WT HLA-G UEDORE 21T o 728 %, RBUA TRV
FTRICOBRH SN L h o7z,

GAIC BV TIE, HLA-G ZREHBICBAL2DH
% extravillous cytotrophoblast (ext. CT) IZ i J& 45 &1
HLA-G B EFE ISR BHRENTE ), BEORHN
Hizh ), WMEBMEORAEMICE L TV 5% syncytiotro-
phoblast (ST), 3 CHRIIZH 5 villous cytotropho-
blast (vil. CT) i< {3 T HLA-G RS EER - S s h
TWah, &5ICHEMEORFMIAIC D TEETURIR
HERTWAEL0 (Fig. 2). = HLA-G HUED BRI
WFROFRA 7 — VI BT b FAROMBEm %R L7225,
TP BVTRIBLBHL T, Z0XHIC, B
RORERREETLITRTO I 7+ 75 A b EICE

Table 1. Anti-HLA-E, -F, and -G monoclonal antibodies
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BEDZ LV HLA-G 2" BH L, £1 5 O 5 “FER
T ETBEINBVE ) CRELTWILEEZLNS.

¥ 7284 i, Fig. 31IRT &9 1Z, HLA-G IERK
ATSSA VYT E ), TEHHLA-G B LU 3D iso-
form ® mRNA ¥ BE&£TAHI L ZHLPICLI®. 2
b isoform 22V T, &FAL kb D0bD% HLA-
Gl, a2 AL V% RLBD% G2, 223 FA A V&KL
bNEGIEHABL. IRLDFFIETRT, RNase
Protection ¥ & ) BN ICEROERPHEET 52
EOELMIEY, FRENRC, AS5HrOMEERST
WAHLDLHERENS, FTAE, GlidclassIfiEE L
TOBEEY R, $/-G21RFD FX 4 VHEEOBEM
5 24+F T homodimer % 5% L C class I1 55-F & 1L,
LBiEEZ Lo TWATERMLGSH L EHBLTWD, &
DX H1Z, HLA-G iTBIRHA T 54 ¥ » 72X D class
I, class I B X UBERESEOSFFEZEYHL, MO
A7 A+ LEOMHC O&E %O L) TEHRRLLTW
BEIICRAA.

b) RaMELISCHTARM

BN, BRICHSNT

U BT BB L )V ORES, BEB%EICo
WORERESRIILH TS,

WAL BE class IUEORBBAMET LT 5ICd
PHHLLPFTNKHBOKEL SR TVEA, P
HLA-G ORRICL B DTV V) #ERICED
WwTwW3, Paul 5%|3 melanoma DM 23 4 >~ S
5% 7NV HLA-GmRNA BLUEBHZRHEL T
LEELTWA, 77, Pangault S5PIE AT AMBESIC
BELTWwAY 07 7 — VLBERMRIC HLA-G 2°%
BLTWAZ LEHELTWA, LA L Real® 53 501
DMK L 31 D tumor cell line IZDWTHN, 1§&

Maf;lr:io&lg;al specificity re(;rccg\sri—ty Isotype FACS pg:;;;gg;n ELISA histology western blot
B1G maea nc gG2a  + weak + + -
olG HLA-G1 nc IgG2a + + + + -
16G1 HLA-G1 sol nc IgGl - + + + +
3D12 HLA-E nc IgG1 + + + + -
4D12 HILA-E nc I18G1 + + nt + +
3D11 HLA-F nc 1gG1 + + —+ -+ +
4D11 HLA-F  HLA-Cw04* IgGl  + + + weak +

® crossreacts with the Cw*0401-3, *0405 but not *0404
nt, indicates not tested

nc, indicated no crossreactivity with tested HLA-A, ~B and -C specificities
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Fig. 2. The expression of HLA-G1 and HLA-G1 sol on placenta
a) The cartoon of placenta, b) magnification of [ region in (a)
HLA-G1 is expressed in extravillous trophoblast ( CCC, CS, IC, IAC), HLA-G1 sol is expressed in CT, ST,
IVS, and extravillous trophoblast.
FV: fetal vein, FA: fetal artery, DB: decidual basement, TV: floating villi, AV: anchored villi, MB: maternal
blood, IVS: intervillous space, ST: syncytiotrophoblast, CT cytotrophoblast, CCC: cytotrophoblast cell
column, CS: cytotrophoblastic shell, D: decidual cell, IC: interstitial cytotrophoblat, IAC: intra-arterial
cytotrophoblast.
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Fig. 3. Summary of the alternative splicing of HLA-G transcripts and the encoded proteins.
Left, schematic drawings of the alternative forms of the HLA-G mRNA. Right, drawings of known and
hypothetical HLA-G proteins. The lower cartoons indicate the surface-bound protein whereas those
above represent the soluble forms. G1 is the full-length HLA-G protein and G2 and G3 represent proteins
encoded by the G2 and G3 mRNAs (left). The soluble forms of G1 and G2 are indicated above with the
unique 21 amino acid carboxyl terminus indicated as a hatched line.
* indicates the position of a stop codon ending the open reading frame in each of the mRNAs.
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AYD¥AIZ mRNA I RT-PCR TREI & h /25, 3
B E) 7 0+ VHEKSTG, 0lG, G223) & AV TH 7
EHE LTORER, WTFhoBaddbmlishidrork
LHELTWAS, 20X ICHMEBKICBITS HLA-GD
ZHIZOWTREL DHFBE L-BEN L2 STV,
4, HLA-G OEBH D EREZBIEORIARD LN T
Vwa,

—7%, Lila 5@i20HBHEZASEEFLTVWEEE
OMELEREBCHLAGERALTE), 20
HLA-G # &£ L TV A Mifad CD4+ THRTH L L
PHRE L7 ) UBRESEERBREIT, HSHHED re-
sponder/stimulator D &G HE 2BV T, responder
O allo-specific CD4+ T M AT % HLA-G & 57§
A2k, #LT, *OUBHHLA-GE THEO7IR
BEEHT AL EHREL TV S,

EMAREROBEKICSWVT

RS BV T, Fuzzi 513 in vitro TR & &7
SRIEEE P IZ TN HLA-G P shTnwas L %
HELL FLTCOZREINELTHEEHLA-G 25W L
TVBEHDE, LTWRWADERZI V=TT L7
22, BFMLTWERWI V—TOZHEIVIFENIREN
TOHHBEICREST, FWLTVAR T V—TOZHERD
24% PRI L2 BE LTS, Thbb, TE
HHLA-G 25T 5 Z Lid, ZHINRERN CIEIRY
MEET S -0DUERETHoC, THFHETERY
IHITH5,

37, MERHEEORBIIBVTIIEEBEPICBAL
Twa ba7+75A D HLA-G DREMNHEELTW
BrwiHErdFn ohHb. LEL, ThIZOW
THABWEFARS LA, HLAG 2 HEL TS M
T+ TITAMITRTHR 27—V ARRBILTNT,
LAETMBICEVIREICH - T, OBEESEFLE
{goTwiz, T¥4bb, HLA-G 2HEXL TWVH DI
FNOSEEPBEOREE VI X ik, HRTLIZV
B R Y (WA
c) MBRBRREICOWVT

HLA-G PHUERRET > TV ANE ) PITOVTD
EENERIZF 7 AH 020D, ThEXRT L6
BVl o2BEEINTWS, TTIOFFHFNERRK
DRTFFEHFEETINEIPIZONVT, A,
HLA-G BET 2 EAL-MREBVWTHANZEIS,
FDRESRTF Fid class Ia L E#IC, MBENESH
EHRTFFT, LodHLA-G DREHED TAP KHEH
Thotz. Thhbb, HLA-G ZHMBENELEHRON
TFFREETHIENTELLEELOND., £I TR
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IZ,in vivo CHRIBEORTF FEHEAL TV I L) »
2EB 72000, B, S HLA-G 2L, 2hofs
NRIFFESH LIz A, BniZ LI, invitro &
LR ST, BRFALAMHAVLET I —HRRTF
F—EEOATH 12 (RER). TOZLrb, FUERE
TRITHLA-G 072 2% BTCREVO TR RV L HH
Sh5,

—%, HLA-G ' VAV xz oy 2wy Ak HwicE
BicBWT, HLA-G ¥ MHCHE S F & L THIEEL,
MR EETHBRCTLORE2ERT A LERL
THEINDL, LPLIDII VAV 2y IT TR
DBAE, HLA-G By AMBEEBEALTSY,
L rDBELIZRRY, BEL classla 5 F L LTH
BLTWADTIRZVWALELIONS, T/, HLA-G
PHERREToTVAEL IV EL>DOHEFEL LT,
HLA-G i CD8 # B L THAT A LI HEDR, &
5124, 20 CD8 & HLA-G OEMES L I EE
WHREMHHENRTVS, LALZhsoBHEIIHL
<T,CD8 & WM HLA-G @ Z ® i id Fas/Fas-ligand
¥4 L72b DT, T cell receotor (TCR) FERFHETSH 5
Z %KL, HLA-G 29t CD8 T Mifan 7 & b —¥
2 e HUT DLV BEONHENL. ThbbIND
DERY, HL4OEH, [HLA-G RAUERTRE LT»i
V] ETELTWAIIIELONS.

d) NK S#EMsIeEIconT

HLA-G @ NK GG HlaeIc B LTIk, MBS
AT EICOVTR—HLTWEDTH B, »Whikbdl
LTy — AT HOPICOVTEHMBME LT,
ZOEMIZOWTII HLA-E ODETHBR5. 1998 FICA
Y ,HLA-G D#47 % NK L+ 7% —id immunoglobu-
lin-like transcript (ILT)2 B L T ILT4® O TH 5 Z L HF
BEZENR. 512, killer immunoglobulin-like re-
ceptor (KIR)2DL4 b HLA-G £ &8T5 Z L @ES
., 1999 (213 2 @ KIR2DLA i$4 T NK Mz %31
L, HLA-G lCOARBERBICEAL, D class I F L
BEIBLwEREDE L., Thbb, HLA-G RIZ
EALEZTONKMRICERT S ILT2 8 LU ILT4 R
KIRZDLA DY # ¥ F & fz o T NK B EFEOHNIB
WTW3EEZ N5,

2, HLA-E
a) BH ,

HLA-E EHi3 class Ia & E#IC% { OMBICHB
TEh, Ladclassla LIZE R THBII 7475
AMCHRIALTVAEY,

¥4, HLA-E 88U 2B Uho 72, £hixl
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DEETIMOHLA LFE IR -7 2> TW»
LEIENHLIICENLLDOTHE, Thbh, D
class IFURA 2 CHBBE LTV 2 WMl IZB W TIZ HLA-
EREEICIBHESABLRADOTHS. HE HLA class
La&Bid, MENEHHARORTF F22OHLASFA
HEL, FOZLTHTIRENLL, M ECE®
EN, FCTIOXNTF FETHEIICERTZEVIH
Lo T3, LZAHHLA-E I, MBEARDH®R
DRFFRFLRIBLALREETHILITEY, HBARN
DD HLA class I DS ZF )V « RPF FOAEESL,
HBOTRERACRRATELIOTHL. LT, TV
FNRTFFLLTDclass IHRD S DIKATES
DBIFTIE%L, HLA-B27T R B51 DY 7 F ) « RTF K
A LW, —4, classIb DHLA-G HED b DIt
HWETEDBEV) ZEFHEAPCIR 72V, ZDEH 7%
HLA-E OFENRTF FIOHT % v BIR 0 14 S AT
IZE DB 5N HLA-E BESFONRTF FESHEOHK
HEIPLOTHERENLLDTH A,
b) HIRAREICOVWT

DL B LEBEBRRRCRTTF FREECB T8
Hid, COHLADOBEZHELTWEbDTHAH iR
BHIHEESNS, WET SO HLA class 1 0F % T
Mfad 5\ & NK MIfICIRRT 5 2 L A5 04 F Ol
ZOTR%EWTHA ) ». HLA-E BIEFHO<I RIIB
THFREQTEEZZ OND Qa-19%%, = AD class Ia
BIZFH2D DY 7 FVRTF FEREESLT, TURE
HTHEICINERRT LI EIFHREINTVRAS, B b
D HLA-E b F#ic, #IEMICHFET 2 HLA-E DS D
HLADY 7+ 0V -R7F F o THIRICIRR T 2 et i
S>TWATREMLELZONAE,. L L, 2hIFTHLA-
E % T cell receptor £ BT LV IREFIT IR TV
v», —7%, influenza virus 3 & UF Epstein-Barr virus ®
21D virus EH% HLA-E 25 & L 9 5 L\ ) fise
HERGLH & NS, HLA-E OFUFRFEICOVTIZE
ZEHELBBHER TV R,
c) NK {BW;EMAREICOWT

HLA-EWX, CPA V2 F Y RA=—=77 3 —
WKRTHHBIMENK Lt 7% —,CD4/NKG2A #E4& L
TNKBEBEHEL I T 535 = & 471997 4£ Geraghty
525 L U'McMichel 522 & ) #iE& S TLLsk, B0
MRDPEEME SN, SR ER L 2572, CDI/NKG2A
L& 78 — IR RICHRIR WO NK #ifgdtd o T3
ZEBHMONTVEY, ZO5TFH, AMhiglAro
HBRICRBE LTV HLA-E It 5L ey —L LT

BEELTWRLW) ZLRBII2ZIDDEELLND,

BT

HhAC, BEREEEFONKMBOSZbZDOLES
F—%boTn5,

ZHFTHLA O NKMELICH T 2/ERAEZR<BI1CY
oo T, Wb HLAclass I dMBEETICRILT
V1 72 v» 721,221 human lymphoblastoid cell line (.221),
BIUEOMBRIZE M class | BIEF2EAL-M%
ERML L UCTHHENK MIROBEFEEIANOhTE
7z. 20 221 §A8id HLA-E A D class | BIZF IR
HLTEY, L2d HLA-E bHBRENICIZFDOELN
BREINTVWEY, MBREECIBRIATVHARW, &
IHH, TD 221 12D class [ BIZTFHEAT S &,
BASNIZHLA G TF0ALLT, FOHLA Y ¥+
RTFFEBELTCHLA-ESFIBELIERESNED
THHD, FD7H, TETHLA-A2 & 7 Cwd % class
La3FR)F Y FTHILILENRTVENK VET Y —D
9% CD94/NKG2A L& 77 —DFRT, Hhwitiie
ALOBEN classIa TiZ% { ,HLA-E V) ¥~ F T
S EFELMPICE N, HLA-GD — B i
CD94/NKG2A V7% —DYH o FEeEZ LT
25, FRROBEHT, $XTHLA-EXSYF Y Fe LT
BELTW/DTHot.

ZMDHLA-E & CD94/NKG2 L &7 ¥ —DFIHIZDWw
TS LICHIRD & % #E 7 H% Geraghty & Lopes-Botet
DTN~ TG SN HLA-E 384T 517+
FOBEICL ) ZOEAFRLZ-TLBEVI bDTH
272.HLA-E i3 class la HRDORTF FEEAL TV S
%4 1XCD94/NKG2A & #4 L TNK iF1H: 2 #1153 5 28,
EHEL 7% — D CDI/NKG2C LidiF L ALESL
%V, —HHLA-G HEDRTF FEHESLTVEEE
I NKG2A L b#EET 525, hoRTF FEEALTW
BHE LD FOHWHEIEKL, LA, NKG2C & &
DEEELRT L, NKIEREERILS s Lo L C
5 (Fig. 4). HLA-G OS5 T 5 fa#12 3 T,NKG2A
& NKG2C DHFET A HER T EHARS T2V,
DI L3, HLA-E D8 NK OB Ic#b o T
WERZEERBLTWE L) THB,

3, HLA-F

HLA-F ORBBICOWTHEAVIZE/ s uF ik
BOWTRELALEZS, ThT TR cell line 3XT
ZBWT, MRERECEERELTEST, MEomR
o TIARENCEZNEENFERL Tz, B
WTR M7 375 R OMBEPICEE L TV, i
BEROBERFIBALTVWA I 7475 X MDA
KBV TEMBEELICAEICBRL TV This
HLA-G L HiHLA-F ik " Eietn 3 U, $hE SFEME
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target cell

HLA-E ﬁ:
(- [l

peptide (class Ia derived)

peptide (HLA-G derived)

NK cell K cell
CD9% ce CD94 E NKce

NKG2A/B

Inhibition

NKG2C DAPI12

Activation

Fig.4. Interaction of HLA-E and -G with NK receptors, CD94/NKG2
a) NKG2A/B forms hetero-dimer with CD94 by S-S bond. This complex recognizes HLA-E associating
with peptide derived from HLA class Ia and sends the inhibitory signal to inhibit the cytotoxity through

the ITIM.

b) NKG2C forms hetero-dimer with CD94. NKG2C associates with the homo-dimer of DAP12 by S-S
bond. This complex recognizes HLA-E associating with peptide derived from HLA-G and sends the

activated signal through the ITAM of DAP12.

LB LD DT, S5IChoniifaz oL,

FACS TEENBEOHZEETILENHLTHA9.
BEEICOWTHOHLA-FD 4 B2 HAVT, ZhF

ILT2 L ILTANK LE 77— LEERL ) 52 L2 #HED

LbDOXHENLLIAT, $RIEFEALHREIE.

LaL, ZROZLE, BEAMRRBIATWEZ L, £
LTEERIZBALTWVE FO 7+ 75 A PDARICBWY
THRETICRRLTWAZ LSRG, ZOREBEFIM
5 ORFBR R BEEDS ) AR 5.

HLA-E,-F,-G 2 FDMICH (T 2HEER

HLA class Ia ® class II 2983 L T\ 2\ (HLA-C %%
FLRBL TR LI REIH2NERIND 7+ T
S A b Ei2id, HLA-E, -F, -G £ IZBHALTWH I &
HBHEPIZENTE . HLA-F 20w TS HOMEL R
7285 % 2 %\WH, HLA-G £ HLA-E R FE 2 HEIEH
2fToTWwBEIITHA.

— ONDONKM B EICHEBICERT 5ILT2 L
CD9%4/NKG2A L & 7% — i3 # NN HLA-G L HLA-E
TRBTHILIIEIDLNTV A, —F, HLA-E
BHLA-GHRRT7F FEHEAELLHBEDO AR
CD94/NKG2C % EDiEHE bL £ 75 — L&A L, NK M

Ra sl & 0 idEEbT 2 FICERT 5. BBRICBLT
BEETAHLAGFiZEL LTHLAGTH-T, b
FTHAICHLA-C b FEETAHD Lk, #oT, Bk
128V T HLA-E i3 HLA-G B~ 7F Fi2#4& L, NK
M 2iEb s Amic@E, F U NK Mgt HLA-
G IZILT2 2 - L CHEMRICM. T4bb, HLA-E
E-GIRFCNKAR B & 21, —H B EE R IR L,
T IEERILT A LI L Y BEOY A M A Y EGUW
K@ h e\, HEMERICCITTEMEBEL LTS
LEZOLND,

F7, ¥4 M H A4 o D—2INFr " HLA-G DEA %
FETHLEVIHREPROSNS, HLA-G ¥ BALL®
7 A RRMESEMIRE cell line % INFy THIE T % L HLA-G D
mRNA BB L UBHELMNT 2 L) BEOR, %
BIMKAEAL % INFy CHIB T 22 &2k ), 2T TRR
LTWi2WHLA-G ORBEFFHINE L) REVH
b5,

—7%, HLA-G OEB», ¥4 b A4 v o3 %HE
TRLEVIHREDHENTVS, REEORMYIMEHKER
PHLAG#*#REBHLTwawv 21 E, 50vid
HLA-G ##A L7: 221-G Mg & E3E® L, BEHRH, S
DHA4 A4 Y OFMEEIE LA, 221-G D%
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A, HRERICIEALLENTVWAIL-3 L IL-18
DOFWBEIEIML, REOFMIZIEA S { TNF- 13&T
L7z BED LT3, &2 A2, ROERLGEY
MEBREOBEBIRIZOVTIT-> 56913, BEIRICX
5 IL-3 D WEIE 221-G & 221 L OBICED R d o7z
g L, HIEWEESE OB HLA-G IZRIG
LCIL-3 25 WT52BEIMETLTVIZ0OTIERVD
EEALTWA., Thbb HLA-G iFERMERICARIC
726 H A MAIA Y OFWEREL, THRLOER
HEFBHLLTWAS, L2L, ZOFFIIOWTH F2,
FEESNIDDIEL, SLL2HEIFINE.

ZITULD, BERDZHEITHENT WS, Ober
59 ATHLA-G ® null ;&{%F HLA-G* 0105N RIZF % &
ETHoTVARALKET, BEETHEZHELLFALH
HLTWA, 2N iz HLA-G 3EROMEICHET
Biavorbw) BHE5IEEIT. ZORETOHE,
FTRCD R ALV 2FHD HLA-G 3L EAE SRRV,
G2, G3 ® isoform” I A X 1 % (Fig. 3 £H8). Ober i,
Gl % < Tb, G2isoform D4F»%, HLA-G £ L T
BELTWIOTIRZVREHERL TS, LEL, o2
F A4 VD% \WG2isoform diclass b3 F & LTid7-56
&9 300, BHFEHE. HBHVIHLA-GOV VT
WRTF FIEESNS D, ZThifHE4L/-HLA-E
HMclassI & LTOBREBERITTADTHA I T4b
%, HLA-G D& #liz, HLA-E (2R 7F F2#R#E$ 5 2
LithrtiEZONS, LOLIOEFIIBNT, #
DEMBENS b IBEIHETHEIA TV EZVIEND,
null RIZFOREDKENFHEBEFTHRETE DI,
HLA-E % %\ 3 HLA-C |2 & B ABHEEAEIC) <
B\ 7R 1BITH o7 b Lhkwy, ik (Bl
ATRERNOBRE TRV,

M ERXTEA L2, HLA-G £ HLA-E £ 05572
HMEMEH HLA-G O 7 0 SUSMHIEESEHS L ) 2 < B
PICENIZLDT, BRABFEOT T v 2 Ry 7 AL
BWERTEB L) REIZ-TE/HLA-FIZDoWT
b, REEICELIBALAL T 74752 MCOAKR
EHIRSBRETHEN) 2 Ehh, BRZEENS »
b, HLA-G & HLA-E & #2483 DFEI B
LIATHA.
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