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[ Y] Natural killer (NK)NK ffifi@did CD56 DFEEL L~</L-C CD56"" & CD56" "
OB E AU, CD56 M R L 72 NK Ml T 5, — 7 CDB6™ " [ IR # e T,
YA MIAVEEZTEE L TITo TS | HRPIIBLIEREL NK Mifao5 7 & »

B L TIEZ < oENRH Y > 7 CD56™ =" 16-NK #llfz (D56+CD3-CD16-NK Al fia)
NTE NKAHIIEE LTabNTERBY ., ERVIBLIEE Y > /RBRD 70~80%% 5@
5 Y LU, AEHRRIIBLVEIEE NK iR 7 » b O I35 etk i s 3
HHHODT7E—FA AN —IZRD5HEITRV, NK Mfd oM EMEDOTE
MAVIZ B0 % 2 254K 1% natural cytotoxicity receptors (NCRs) Td 5, IFIREH]
I OD NCRs i E & 2 3 I ARIUEIR O WS 13720, Z D72 O RN IEH
MERBGEYR O NK MY 7 & > b DZ{k & NCR D2 LA Rt L7,

SEfI e = (PE) 1, SE#R 20 M LARE A3 4% 12 8 % TICmLER A bk
AR ZFEDIRBTH DA, T OFHIKE X OYRREICEE L CII RS MEIRZ < |
T2 OGO GNHRE SN TE2°, Lo, B NK fiflay 7% >~ h<°NCR
CECIZE L CIIEERENRF RS2 b 007 a—H A R A U —IZ X5
X720, Z D78 NK My 7 & > h° NCR I LA Z J rEEMED & 5 PE IC
HEH L, NK#HifEY 7 > b2k & NCR D284k & 1 I R HAEAR & Hei Lk
L7,

[71£] Informed consent @ & & Mgk CIEH M E4Tm & PE B K 0 R M K&
O A I U 7o, ARG I & BRI L R AR A4 | Z S B OB T, U R
ERZpEEERE LTz, U U RERA AR ) 7 n— VBRI TR L, FACS & H
WTHIE L7z, U o/ BREEIIS RS 5 M3%E 7 7 v — L HuR G e o &4
ZROME Uiz, MIRAY A M A VEAICONTH, B/ 7 a—FAbikE
FAWT Yt L FACS IZ THIGE « Biit L7z,

(5 R ] IEH M E s T4 U o/ ERT 0D CD56+CD3- M D EI G 1%, RAEMIT e~



it 5 J6E Y B 7] A 32 6D 7=, CD56+CD3— il o> CD56+CD3-CD 16+ i D EIA 1R
R I 1S BRI C A E I L, CD56+CD3-CD16- #1100 El A 13 AR ML (1 kb~
% A B AHIIN L CUh /2, CD56+CD3-#MAE T > NKG2D (CD314) +#lfi . NKp46
(CD335) +#fHfiel, NKp30 (CD337) +ffific DBl G 1AM ML FE B CHEITIER T L,
NKp44 (CD336) Hillfd DEIS ITMHEE THEISHM L T, IEH MmEEmR ToY
A N HA UFEATIE, CDB6+HIIEF D TNF-o PEAMINE, 1L-10 FEAMEER L O
TGF- B FEAEARRL DOENA S AKAY M AP CHEIZ A LT\,

EH I & PE BE R COMFITIL. &Y v /3B o CD56+CD3-Hllfin D
Al BRPERECIER M EAEYRIC L~ PE CHYIMEM 2589 7=, CD56+CD3—Hiifa H
7 CD56+CD3-CD16+ i fd D FI G IT B % 2B\ T PE THEICHA L
CD56+CD3-CD16—#fll fid D FI A 1L BELVE B IC 35T PE THEIWCHIM L Tz,
CD56+CD3-#li il H 0> NKG2D (CD314) +HBAE D FIE X AR 12 35\ T PE CTH B
L. NKp30(CD337) +ffi el DEIE I BT 35T PE THEITHIIN L Tz,

[5%2] CD56" ="'CD16-#MAE & CD56""CD16+#HE & KB & 7k A 7= 2%, EH DL
7= IE 5 M im R HABE I ik (FACS calibur, CD56-FITC fifH). BA D 2/aft
ELTRRBITER)ole, TOHAELTT7r—% A N A—F—0OMEEN LI
DR REE L TIXBIHDR 2o 7o/l aEME, & 9 — D08l & LT, IEF I ELE
i A S P A M5 C 3 CDB6 AR I TAEIR I D 10 43 D 1 LA T D72 O B2 BE & L
TR TE RS AREMENRE 2 HbivTe, Z D74 [EE CD56+CD3-Hift s L Y
CD56+CD3-CD16-fifid 2 CD56" "' CD16— il & & TefE & L TR L7z,

Yamamoto & (X AR MY . NK MM IZ kb U, 4RUR AWML PE M NK i < o
CD56+CD3-CD16-NK FMAE LR DN, CD56+CD3-CD16+NK AR LR DK T &2 #is L
TW5 Y ARG IER MR NK oY 7% v M6 R OB

SER B IV AMEARAIIC H L CD56+CD3-CD16-NK HiAE Hb SR IR Al 2 7~ L Cuhiz,



Jid %5 1 CD56+CD3-CD16-NK AHEIFARAE 122 < /£ % CD56+CD16+NK Hife L 0 |
TA MOA VEARP N ERIE S, HIRMERICEG L TS EEbi
TV 0, AEHRAIIIIC -~ CD56+CD3-CD16-NK e F S DAL, = DL DL
WRMERFHSAE ~ DB 5 O LB LT D b L <X It ol o
AIREMED N B B

ZXUET, invasive trophoblast T NK M BIKD U A7 RIEHL, AR
HAE (trophoblast) TiE NKpdd DU H > RFEBIH 6 BLIsBREAE CTIZ NKp3o <°
NKp44 DFEBNHE SN TWD, UH Y FOZEE~OREAIL, NK ffL &7
4 —% down-regulation 2 Z & BWEINTND DT, 4RI S 4172 NK Al
ZRAORBUETIX, e DU H 2 ROZERER~OBREE A X 5 ATHEM A
H7% "%, NKG2D & NKp30 52 Z&{KD down-regulation X, A/ trophoblast HiJR
OHEMBEZ Y, ZOHRICAHET S Y Ty FOBBEPRBUC LS B2 615,
Vacca O |FAEHRAIII AN NK A oD # EAR R 4 2 M IaAS F5 30885 L T D
CLLTERY ., KT T MG SIS L T\ D AR B D,

T 1 AR AR 2 B 2 F VT NK MR T oD NKpdd D FEBL 23 KRR LI HE~
upregulate STV /2, NKp44 DOFEBUIIEMAL S 72 NK ML TOHRGE O B b,
Z D726 IEH M E AR R VO CNK i o —#ixiE b S hTnd &
Ez b5, EHIMEFEG T IFN-y . INF-a, IL-10, TGF-B 72 EDHA k
A DFEAED, KA & LB CEN L T, AU BLPEEE NK Hifa i
1T 5 NKpdd OFBIHN EBHE L TV D EE 2 D,

IEH MEEM T, ERREICB VT BEEICIS W TN Mt 7 & v
K Cd 5 CD56+CD3-CD16-NK Mt FIX @2 /R L, S 512 NCRs DI BLIFZAL
L T# Y NKp46, NKp30, NKG2D (% downregulate 4L T3 ¥  NKp44 |3 upregulate

SNTWz, UL, BB NK MY S A o &pEA L, A b UA VPE



FIZBWTEEIEIN TS EE X B,

PE TRi%AED NK My 7 & v k&2 Lz & 2 4 CD56+CD3-CD16—Hifa D E
BIIBLIEFENZ BV THBEISHIIN L Tz, Lockwood & I e filiik b 22 FV ¢
PE BB OB 3T CD56" " CD16-NK MfE 2 L CWziiE L Tund %
TIVUIARF S TR DR L 2o TV DA, MRS E 7 —H 1 kA
U —07E GHACIT X 0 ESOMILZ B L TV AR . B X OMF L7
EIRAB O LD H D EE 2 B, Lockwood & IH[RIZE DIEHRA S & MGt L 7=
B, EEILER MR AR A2 R L2 2 Lk D e B LD, HBITE,
ERA A~ v F SETRFE2{T-> T D, PE ICBWTC, EILEFERED H %
SEG], PE OEJEECIIER & NK M7 » M. PE OIRERT L CHZEDAH
HEIZTRRET L7225, NKAE Y72 > MZOWTEWITRD R0 o7z,

PE TNCR OfFt &2 3 Z 72 » 7= & Z A CD56+CD3—#id HH @ NKG2D (CD314) +ifi i
FIEIIARMIMIZIBN T PE CHEIZHA L, NKp30 (CD337) +Hia D FI & I LMLV e
IZBWT PE THEIZHEMN L T\, PEIZEWT, BIMEFRERED & 5EFNE
WC, RAHIM T NKp30(CD337) DEIG N EfE A 7R~ LIzl @ illEDOBRR 1
B L CTW D ATREMEDS & 5, PE O BIE FECFIE R & NK MY 71 > k&
NCRs DWIFIZOWTHE AT o723, AEEITR O N> 7-, PE DR
RC, FHZE AR BITIEFNZ DV THRFET L7228, NCRs (2 DWW TEWTRD b
Nipnoie,

PE B#E TITMBED D OS5I (trophoblast) DT 7'V 2 DL INFLE L
Tk ", R TO NKG2D Z AR D down-regulation &, 52 il i
(trophoblast) DBLEHIMN & B L TWD ATREMENEZ 2 b D,

PE BHICH T DB NK A T NKp30 5% 254 28 1E & i E iR 12 ke L

up—regulation SFLTU=, NKp30 IZIXW K OMT A VYV 7 4+ —203H 1V  NKp30a



& NKp30b (2 VU By RWFEET 52 & T IN-y, INF-a OEANEZ S ', PE
THRAEIL D TNF- o (333G L NK B FIEPEDE I L Tu %, NKp30 F&BLHE N
TR L TOWDAREERH D, A b LA EZITIZMIEsY NKp30 D U 4

RO—D2TH2D EWEINTEY, PE BE CIXIER MIELE X 0Ok A k
L AN FFAET %, NKp30 O up-regulation (X, PE TN L7Zf{L A b L &
BT MR D O EAYE ORI X 2 TREMEA S D, Shemesh &I B
PESBAE DIREEIZ I T, NKp30 DFEBL & | I HEFEIN -1 (P1GF) & DI A DA
N> T= & LT D % PE TO PIGF O X IR NKp30 D up—regulation
B L TW A ATREM DN B 5,

(fam] E5 e R I % B 3 T h . CD56+CD3-CD16-HEf D FHIG 1T AR
RIMIZH LEfEZ R L, NK #IfRoY 7 v hOBEREE Tz & Bk
(23U T, NKG2D, NKp46, NKp30 7¢ & D NCRs FEHLIF Ml &AL CTuv%—J7, NKp44
FELDHENI LY A S A CEEAENEEIML TH O . NK MasEE it Tngd 2
EVHIBA LT, %EH1L, PE BEICHB W TORMIM Tl B (trophoblast)
DT 7V ADRFEOHEIZ LY NKG2D FEITML T L, —J ., BEA ML RIZX

2 W D PEAEYE NS PR NK I NK p 30 JEHHEINCBEMR L T D EHEZR LT,
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