-0

Necdin (&3 GnRH = 2 —0O Y O F:EHI1H

U oI

Necdin (¥, =2 — 1 > O bAEHE & EAFHERH 2 <
SIEHETEEITE CTH 5 [1, 2]. & T Necdin #{=F (NDN)
g ARI5qlLl-qI28EHI I E L, ¥/ A4 VT v
TA YT E o TRERBAEROAN LRI L TVE. Z
DFIRASCHIRGAOARTRIAT 2 L WRFEERFTIETDH
5755 — 4 ) —dEREEE (Prader-Willi syndrome,
PWS) 23583E9 4. PWS I3, B\EIC X 2 00m, KyE,
PRI E R F IR E 35, 72, PWS TIEIHEES
WVE YRRV E Y OGWAERALNL. Ih
5OMERIE, BURTH=2—0rOIERFIIHTLD
DEHEEEINT NS,

Necdin 75 PWS O KB b % W HEME 2 et 5 5 72
®, P Necdin &z (Ndn) £~ 2 % {76
RAITONTVE. INEDETFINI T A TOMN O
B Necdin (ZPERRHIEAR OV E >~ B AV E &~ (gonadotro-
pin-releasing hormone, GnRH ; Jll % luteinizing hor-
mone-releasing hormone, LH-RH) %43 5=2—01
YOGAERBENCHEG L TWA I EBHL MR- TE
7z. TZ T, Necdin & GnRH = 2 — 10 ¥ D 5E D
HIZOWTOFEEZ N 5.

GnRH = 12 — O > T® Necdin D%

GnRH 13107 I J BRI D %2 B RTF KT, #HIKTF
HO=a—urTEASN, TIERMAFTZETOMEBRIE
VEYOEREBMZRE TS, GnRH =2 —1 Vi3,
SEAEMINCR LR S5A L, S EREIMOERICH
LRz EE LT, $SURTHICELEST S, BELKAL
GnRH = 2 — 1 VIZIEPREERICHRZMIEL, ToMiE
WD S TEAMIKIC GnRH % 78V ZRICH B 5
[3].

GnRH = 2. — 1 > Db L BB DFF T X B PR
RIVE Y OGWEREIL, KT F F o R R
T4 (hypogonadotropic hypogonadism, HH) ®JEK®
12ThY, HH 2SERERE &L AP L 2B iE v~ »
JEMHE (Kallmann syndrome, KS) & L CTHIGNTW A,
GnRH =2 —u Y OBEICHEb % KS H#ERET & LT

KBRA ST S EFTA
=)l F0eR

KAL1 % FGFR1 & &0 shTws [41].

Necdin (ZMRERTBRAIRL 2> 5 0L L 72 BB O 5 245K T
Za—u IZEBLTWS [5]. FAMEICE, Bk
FeINEB X OVEER & BN O B AR T B MBI SRV IS T
AbNs (K1), Necdin ZEHMIBIL, SMEEHZB L O
B> CHEIH O GnRH =2 — 1 I —F 3 5.
GnRH =2 —1 > ® in vitro TOMNTIZIE, SV40 large
THiE % GnRH #1Z T 70 € — % — 0Kl T THHES
¥72GnRH = 2 — 0 Y HEROBALME A H WS 5.
NS DOMALHIE DT, GnRH % 453 % Al GT
1-7#13 Necdin ZF$H L TV 525, REFA GN11H
FaTix Necdin D FEHFED LN LW [6]. Tk
¥, GnRH = = — 0 ¥ O #HF2E 12 Necdin 2B 53 %
CERIRRT B,

NSCL-Necdin-Msx/DIx 2B & IC &5 GnRH Z 2 — O
S DEE

HEREOREICEELBHE 2T 2GR L LT
NSCL-1 (#1% Nhlh1, Hen1) & NSCL-2 (34 Nhlh
2, Hen2) 2855 h Twb, NSCL-2 (Nhlh2) %
Ry AT, BREEREICI > TRIEIZR 2%, B
EHOBEKRTETGIRH = 2 — 0 Y BOHARA SR

K1 <7 XRBRICH TS Necdin DFEE
< XRRE1. 5 ADKER & AN D Necdin mRNA % in situ
N Ty R ESEIC & > THRE L 7=, Necdin  mRNA % 5
BLTWB#I8E (X8B) &, GnPRHZ=Z 2 —O  ¢HESI QB (5
HE—, FIIIF08E @ RHEXR).
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Ol=d
= GorH |

2 Necdin #"F % GnRH Bz FDHIREE
Necdin Bz FOHRBIEEERFNSCL I L > TREES h 3.
Necdin i&, MAGED 1 4L T Msx £ L U DIx & BEKEFR L,
GnRH E=FORR £ EFMELT 2 (AXSR).

A07]. —H, NSCL-1 /NSCL-2 —EA&H® < 213,
FrAERBOEIZ 2 5585, KBIEOHIKRTEH TIE GnRH = 2. —
O rHOBLBALND [7T]. £/, ThHEDR TR
DOBKRFERTIX, Necdin mRNA OFHHENE L WA
LTw5. L7557, NSCLIE, Necdin ®FH % 1
MmMEsrZLiZL->T, GnRH = 2—1a v 05t & it
THMEEELNH 5.

Necdin %%, GnRH #1x T DIEE %= 3 % #%H# &
L% ->TE72 (X 2). NSCL X Necdin #fnT-D 5’
LB AT A ES] (E-box) 12454 L T Necdin
DOFBPEWMT S [7]. NSCLICX > THE SN
Necdin X, [FJ U MAGE 7 7 3V —I2)&3 % MAGED 1
ML TEHEAFT FAL VIEBHNFTH S Msx & Dix &
AL, Msx OBEIHIEMAICHESIL, Dix OIRGIEM
e Z3¥m5 % [8, 9]. Msx 8 XU DIx i, GnRH
BT ORBICHLEE5 LTw5 [10]. GnRH #EETD
FIBEBIC I 4 DR A F B X A4 V#5EES] (CAATTA)
DAFAE L, Msx 3HIHI9IC, DIx (EHERMIC@ <. 72,
GnRH = 2 —u v ORI L Td Msx 3#1Hl1y, Dix
TREWICERT 5. £ LREDO GnRH = 2 — 10
% W95 GN11AIIZ 3T, Necdin (& Msx @ GnRH
BIAFREIHERICHEIT S [6]. 72, HLIRE
® GnRH = = — 1 > % XW§ 5 GTI-TH B2 5 L T
W5 WAEM Necdin K F S84 &, GnRH &15T D%
Bz ons. Lz2>C,GnRH=2—a Y28 W»
T, Necdin 1Z Msx/DIx %41 L T GnRH #1n 7 DI
GnRH =2 —u v ORBHZ2HIHT 20 LFEEINS.

Necdin Bz FZEE~YIXICHIFBGnRH=2—0O
COEE

PWSOEFNLFHRE LT, BRHKOKLH Ndn £~
A (Ndn KO <7 R) B3N Tw5b. Ndno KO~
7 A (AT C57BL/6) DI & A B H 4 WAL
%720, BREBROAFREICHTEZMRE I LIET
E%w, L2L, Ndo KOX®72D9 b, HERNZ
A E O EAR T, RERICHIRTH GnRH = 2 —
o oL RO 55 [11]. Ndn KO ¥ AD
WBTix, HETEH~DGnRH =2 — 1~ OB ERIE &
Mmooz [6]. £72, GnRH==2—1
YOIEHEEANOMERFDFE LB LTnE2D,
GnRH = 2 — 0 Y OREAR LD HEE SN 5.

NSCL X GnRH =2 — 8 » 7213 T4 <, #HRTHo
PV F— R BRI T 2 HRBEOREICLHEDL S
EAIRENTWS [12]. L72A> T, NSCLIZ&X» T
HZ BRI % 521 F 5 Necdin 1%, GnRH = = — 1 > P4t
b AN F— R ERH G T 28R TEH =2 —
Oy OFREICHEG LW 2R D H 5.

EhIC

®ILDNdn KO~V A% W09 T, Necdin 2%
GnRH = 2 — 0 Y O BHICHE B &2 752 L
AR E N, PWSHIBIZIENDN DAMICH A > 7)) ~
N EZFAEHOBETHED Y, s OBETH N
BIZEINT, GnRH =2 — 10 v OFRER TR S H
5. LaL, WHERLRTOXKEIZE > TGnRH = 2 —
OVICRELRITILEAIMEIR TS b0IE, BUfE
D& ZA Necdin 7217 TH 5. L7223>T, GnRH = 2. —
O v QLR BB I Necdin DFG0RKEVWD DL F
Mans., —J), EBIZPWSIZA SN A HH IZ Necdin
G- L Ch 2 2T A TEAHTH 5. &
%, HH & %\ 1% GnRH 5% 233 % i T Necdin # 15
TOERNAEDONDE, GnRH = 2 — 0 Y R END
Necdin OB 5-25% Y HEIC 2 2 b0 L WS 5.

BT

AROBELZED TV WE KB EEY > ¥ —
AR H V- LES. F 72, Necdin (SB35 HF2EIC 1
VARV AYARYAS ST R A L A DS
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