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earhe & #5Aria

ERE®E (ZEF)

oEic
(CEFE8)

=3 (BEEBREL)

B1. E»LEEMKE, Moahh. 2k, £»08E. TOEXK, ZHOEAK.

1. 2% 8 (complete mole)
2#HFBIT2LKIRAFM (complete hydatidiform
mole) & HFEY, JEAE L72#&=E (chorionic villi) 73
FEMEEZHE- L, BE - HBHEITH Y £¥A (Mcnnes
et al.,, 2007), BIRIIAFIZSL A, TORKITE
BORBREMROBIHEZ M, BRATIZIILIEL
T LERIE, EEREROET,
BTRINCBRBARIC LT 5 e RE
(diploid androgenesis) S K¥4r T, B F=HE
(dispermy) THA U E T, AiEREEH I Ti<
RoOTINCHEFVBALT LT ELT58L.
BT ORAZICIVORIBES ARG T2 2l &
NTHRFRIMBET 2L 920DV T, B
IXKER 503 46,XX T, 10%72% 46, XY, il 48, XXYY,
ZOMDZ BBV ET,
2 FFRE IR YR 23 < PO B 3R B 3R D R A T
LINTWE L2, BEERIWIESE KR L TR

BHiceFREZHINTHRINZHI8HE 23
o T, ¥K - JiRE - MEBLYE - HERMIK -
EEDO~wI/n7 7y —YREONMBRNEEEKDOKS
BHONBHIRHTEE L, MBHERBRY HFWV
FATIIER L-FEREOERII2mm L L &
NTWETH, EREHOLEFHE TIZ 2 mm L TFD
Zib, EEMEOEHEIKEL X DOMRRNT
EbbHYET,

AT AN ARER O T, FHEHEE O
H L7 DNA & 80D DNA O%R % ik L TEHIE
BHE¥D DNA 282V EE2EATHIE, 257
ETHHTLEEHLZZ &ITD £9, RS
RETREAKRDEBEF IS IV T4 T %
ZITTWBZURIERREBLTWRNWI & EGE
BHA+AZ¢HTEEY, p57KP2 (Chilosi et al.,
1998). TSSC3 (Kato et al., 2005) 72 ERENT
T




#£1. 2HBLEEOFHROER,

06g =27hR L HoHFE

Sy o) oy arha
IR HERZ R A SfERII TR TSR
B TR (46,XX 2% 90%; 46, XY  =fEfE (L XFIZPY Y I—16- 18, MUfE
25 10%) &, EEZR)
W ERBYAT
B DIER EEOME D R JERR L7-#E & EE B IRIE
BIR. R — +(LEiz-)
IR B R BT R
fekr7 T2 MBFK +++ BEE-IX—
=R A W ¥ - $75% ++ BEEIX-
BN O ST AR — (& XITIERRR) +(E&iT-)
% (BREHE¥R) KRMmER — (&ZFic+) + £k -
MEREDKE gR ey
i PR AR
EEmE (R) ®hCG BELR BRE LR
IEHR D hCG EETEBIE  17%~20% 0.5%~4%

K2, “HERME=BERE M=

et =5k (diandry)

=5 (digyny)

IR KB _KHET3%K (dispermy) KERGY DI W Sy KO R 578
Vi E 11.9+3.3 @ (F#E>8.53H) 9.9+2.3 @ (F#E<8.5#) ;
F TR e~ R E R~ A E

o E iR FEAE S AR MEOERIZ 2V
fRIR D 3= Bz 1E Bw
& Zaragoza et al., 2000.
#3. VFuXrvarDREL NLRP7ER -

27 2 =L E 2R 1 E HAREE 3 BNk
B 45 B 64 B 26 il
NLRP7 DER 60% 13% 8%
NLRP7 ® NSV b 16% 51% 57%
NLRP7E# 24% 36% 35%

a Messaed et al., 2011.

bIEHEMICLHZONDT IV BOB# LS ER (nonsynonymous variants)

2. ¥45# ks (partial mole) rrEBRBNEINTVET (R1),
HWOTRITERE LZREBLERL O ARWVEE HAMEDIZIE 6%% G, BRI KIS =M%
BREL., RIR - B - FRIIHD2ZL0B3%<. W EKT—HIXTEFEZE (46 XX; 46,XY), 4D LY
EAARMEAR CHREBMBOBRE DIRFR, Btte Y I—, WICHEE T, bAETIX 1982 FiTHk
R, MEANOME, BIEAROAKARLEKEZED  EBHERBERRZESNHSBECRALTHrLESF



R DBRGHIE 2 F U723, 1984 SELIRRITIZIFHEE W
T9

BoHFREE ZBEOKRTBFIIIZBETFZR

(dispermy) IZL VAL, —HITIFEHEBEFICL S
T, MEZHE T THEEMEXRE (diandry) &
FEOVE T, ZHEBMERBIC X 2 =5 083545
TR Z W ET (Zaragoza et al., 2000), —iERETE
ZH (digyny) IZX 2 =B EKITEHOWE, FEE.
FEITAEEICT I, BERORZIIRL ., BoHFE
TEWERA (F2),

3. MER

ZABDOITIE 15%B3BAFE (invasive mole)
2720 E98, BaFRIBEL LA LENIS
NoTWVWERATLE, ZNIZREZDITZDOIX
Seckl et al. (2000) DFHILTY, 3,000 il DERSyAF
e DIEYR%ZBEF LT 15 #l (0.5%) ICHBFFHIE
(persistent trophoblastic disease) %, £
YLD TZRBICE I =FEHRoAFRD 3 Fi
(0.1%) TRERMMEBBNBECZZ L ETEHALLD
DTY, ZOZ LT, BoaFEOEER b EHAIC
RH hCG ZHIEL TEBHTILERHHILEE
RLET,

4. EREMEO LD FBEREOBE

2F Ly FROBRNICIIFHERERDOERE
BB K ABENPKEYTYT, FEATEFRL
HafREms T, S OICEEREAL ZERBEMSE T
BLTHERLET, BEEMDFOREIZXZE8E
THEHBOLNRVWERTEEEZEVWHET THETE
¥ 7, Ringer RIEE - IXEBENBREKDOA-T=
Petri M#MEZMAE L. MEBO—RZEY Ko T,
W2 S Petri A5 Petri MIZH L TR % kR
&, ERBEMEOTCTHRELET, REVWERLZHK
S ER & OBEA Pyrex b LA IZ Ringer KK
Z A, Ringer KIREEERB O Y7 ¥ a o THAEI
LEd, BEMET CREMBIEARZBETDIZ LD
HBEMHIIEIETHRL., EREAME COBEL
¥ THRETRETT,

5. AR OHEE

06g =27hR L HoHFE

KD OBEEITHA 1,500 i3t LT 1 TY
B, AFva AV FREET7T VT TIIINLVE
DIZENE SN TVWET, DBRETIE 1972 £~
1990 FITiT2FE L WA TR EZ HFET 1/400 TL
Teo FTERTIX 1975 ELURIILF LB FHR %
ST THEZ L > TWETH, £2FKIT 1980 £~
RKIZ 1/600 At THo7=H DM, 2000 £FIi2iX
1/2,000 28 Y £ L7z (Matsui et al., 2003), #4>
ARITRLCW A BZEMIIH Y 7, 2FRORZWR
B OEBIIRATT, £FKITIRERL L
I8, EROHEOLREORERIZI EF LTV
F9. EHEICEERB o0, ZORE MG H
LRVDIIEETY,

6. FiERtEREMRR TR

1) NALP7&IZTER

KEERKEERRKAE (familial recurrent
hdatidiform mole) % 19q13.4 IZ24% % NALP7&/=
FOREHES (FFBRE~T vER) BRITXY
4 U. hydatidiform mole, recurrent, 1 (HYDM1)
EFEOYE ™ (OMIM 231090) , i & D2 hR DS HERZ
BEICIVALY ) ABRREAKXRTHHIDIZKLT
B RO T, @mBMEAE (biparental mole) &
HIFOVE T, THEN S <. 2008 EHRAET 20 %R
HEYVPMONTVRICBEERA, FCRROL
HRBVIELTCHFBEZERLET (Mclnnes and
Michaud, 2007), IR (EFEEF) IRLEDO R
XD RNA OXEEZITETH. 81 NALP7
DOFREES (FRIFEE~T R EREFOL,
BEFOT ) LOEROBRA TV TA T
FEMBRBNZ R DL ICL o TE2HFRITRD LH#H
EINTWET, NALP7 SEEAERZF oLt
BEFREERT DI EBE (T4%) ThEb,
HRWE (17%) . oA (4%) . EFEER (5%)
DZEtHbHYET (Fisher et al., 2004),

O FiEHETRWEETHROERD 2 BILLE (45 F1) |
@ RUL EFBOERS 1E (64 4). @ BHRH
EED 3 ELAE (26 fi) D 8 BT DOWT NLRP7 DE
BEUBRLUIEEREZRIICRLET (Messaed et
al., 2011), NLRP7 DERDHEEIZDA 5 IZ 60%.
13%.8%T.7 I/ BRE % £ 5 BALiT 16%.51%.



57% T3, NLRP7 DEREBFHEMERTIR DA BT,
Yy ruFsaro@xs0REICLERETEI L
ERTHDTT,

2) Céorf221 R

6q13i25H % Cborf22] BILF R EEELERLE
DEY ) ADEBEOEBMNTREASL VT T 4 v
TRRENZ/2Y , 2FKREALELCET (Parry et al.,
2011), FEMEXEERRFBROFRE L LTI
NALP7BZFER LY 472 < \hydatidiform mole,
recurrent, 2 (HYDM2) ¢ FEO*% 3 (OMIM
614293),
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