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WFZER R OMEEE (330) : We made an intrauterine inflammation rat model by intraperitoneal
injection of Lipopolysaccharide (LPS) to late gestational pregnant rats(LPS—treated
group). The control group was injected with same volume saline. After birth, the brain
tissues were harvested from 7 day—old rat pups of both groups. We examined the protein
expression of progesterone receptors (PRs) and 3 8 hydroxysteroid dehydrogenase (3 8 -HSD),
rate-limiting enzyme in progesterone biosynthesis, by Western blot analysis, and compared
those between two groups. Both PRs and 3 8-HSD protein expression of cerebellum and
cerebrum were almost similer between two groups. To analyze translocation of PRs to the
nucleus, we extracted nuclear proteins from brain tissues, and examined the protein
expression of PRs and 3 3-HSD. However, there were no significant differences between
two groups.
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1. WML OE R

(1) B4=EJEPH A EHLAE (periventricular
leukomalasia : PVL) (%, FpEIR (FFIIERR
3 O AT) O JE M A B4R T DIRA
T, RAR DKM OJRR D% < % 5
LN, FOHGREEK, K OERRIEE
BRI STV AR,

BAE, PVL OEKE LTEZBNTWD S
DI, O EREEORANE, OMKIME B
FFRtige O AR AME, @oligodendrocyte (A
ZEEBMIA) BTEKHIIE O MEEE. @RRIE -
A RARBEIZRE S IR T, ©REif « FFEET
12X B free radical FEAE, GOF &= NG
L DEFERIENE A T 4 A X —~D R, %
WAL RBOEELFHK & L THR STy
Do
H1 T, oligodendrocyte AIEKAMIE D g5

I, ARBOFERDO—D2EBZ 5N TED,

I, FRCIERZEH TN D,

(2) oligodndroglia %, 7'V 7 #iflmod—F#
T, HHXARRERICI T HBE A > T
%, BEESTERE. TERR 2 4 - 2 5 DAY
HEnDHEFHLILTEY, PVL O risk DFE W
fEfR 24—32 HWORMEOHETIE, FL A
ENRRERER O 72 STV W Rk 7
oligodendrocyte TH D I &30 > TV 5,

EBED PVLIZB W T, RFICEHE SN T
W DRI, A3 E7e oligodendrocyte
THY (de Vries LS et al, 1988). LZaEfl
JazHWwWiEE iz, 2 nsxof2
oligodendrocyte X . % & L 7=
oligodendrocyte (2t L. free radical 5%,
apoptosis FIPKIZX L CL Y feggd o Z &2
FEB STV 5, (Back SA et al, 1998)

INHDOHFEZFELY | oligodendrocyte DR
AAMERS, PVL OJRRE L TRV EETHY
ZORRAERET D Z EA, PVL OIREE L
THMTOLAREENEZ D,

(3) FREEARARICIZAT 0 A RALE K
THLET I —=PHEL, MR THREIZE
b AT e A NMEEWILFRIC
“neuroactive steroid” EHMRIILA,
“neuroactive steroid” (ZiE. O Re{FiH#
TEH,. @FhiessaE (58 - 5b%) EH. &
VQFLE » FEH 72 E SR~ DIEHE)R &
L EWE S TW DA, 2005 4RI

Neuroscience (2488 X #1172 Ghoumari & @
FAERT > MM R A W 2@ ST
1%, TPROG D512 L V. oligodendrocyte
RITERH IR O 95 K OV #A oligodendrocyte ~
DL DIEEER R A B NT ) & OWEN 2
7z,

PROG (%, iR RN IIAE CREA S LD T2
B, MRRFEEEIS TRFIC I RIS PROG JEEE
IFIK T T DAMREERH Y, AT A RELE
> D BT M K OV i % B FH oD @ it P 73
FEFITEmNT & XV | HAERTORHAfLF PROG
REMET T 5 LMY PROG IBE LK
THEEZLND,

PbkXv, © TERIMLT PROG JEEDIKT
DNPVL BIEEERLT D], @ [REANA or FHE
~® PROG OFEHAZ XV PVL FEIE M HIH] S 4
D1, EWVD 2ODEFMNILTHILD,

2. WROBEB
MHAERTOREA PROG R EE DK T 23 PVL D3
JEZBAT D) KO ERAM or RHAICKT
% PROG D#5-12 X 0 PVL SIENHNHI SN 5
EWIRFAERFE L, PVL DA =X LDfR
B R OV 7= 7R TR R VE D ST 2 AWFZE 0 B #Y
LT 5,

3. WrgED Ik
ITFEOWFIEIZEB VT, KA T 5
Progesterone + estradiol OHFEIEIETIL,
PVL OFJER|IZHBEZITR o 7= (Trotter A
et al. Arch Dis Child Fetal Neonatal Ed.
2007) LT LWMEN RSN, WEDIEIC
BUNT, progesterone (Z X5
oligodendrocyte RiEARDHETHL DOIEHENEH]
% progesterone receptor (PR) #4145
(Ghoumari et al. J Neurochem. 2003) &
WOHREbH oI, REANIZE W T,
N PR FEBIAFLE STV D A[REMEE B %,
oA E UTHE NS RIEZ £ DOf
flie UTIRE LTz, 18 PN/ JE 13
DFEERE L THONTWNDEN, ZTNHHE
R~ DG ECHRFEZER T 2 b EET S
Z EITERIRAIC B ERR I BV T H RE
SNTWD,
PLEX D, #Hil THENEG/ RIEICL D
ARV PR FEBLUIME T 51 &5



DNLTHIL, T DEGLDIRAED T2 HIZLL T D
FHETEBREIT> T2,

(1) LPS #45-
fatn 156 OIEIRT ~ b (Sprague—Dawley rat)
ZHEN,
fifths 18, 19 ITHEAR T » F 2 (DLPS 58, @
cotrol BEIZ31F, OLPS £ 5-BECIE LPS 500
wg/kg %, @cotrol BEICITEHRED saline
& IEEN S,
LPS or saline ¥ 5-/iif% (H s 18, H i 20)
RS & U miEEk i, migmBE% ., RHARm
progesterone ¥ /&% ELISA kit Z W CHIE
L7,

(2) FHEVRNREL
Hiis 7 OFAN T > T 50mg/kg D= kX
e H— VHEEN R 5T K0 RRIE, B .
2003 K Y Phosphate buffered saline (PBS)
WO WrEH, BHEREUIBA L s
Do BRIFIEHWIC L0 R HEl, S 61T/
& F DA &z, WALERIZRT —
80°CIZ CTIRAT
Bt EY =4 X
BSREAR 2 9 (SR EOKB NNy 77—

(0. 25M sucrose, 50mM Tris-HC1, 5mM MgCl2,
10mM KC1, 0.05% Nonidet P-40, 1mM PMSF)
HCTF7urREY =t AP —2 ATk
TV 2 A X, REY = 35— b ZEL (15000
Xg, 4C, 2047) L. EEHE, AEET—
80°CIZ TIRAT
& AR
fMAHAR R E Y = 2 — M LD EE AR X v
I (NE-PER Nuclear and Cytoplasmic
Extraction Reagents; Thermo Scientific)
ZRWTHIH L7z,

(3) Western blot
kR F 2 FE % . polyacrylamido gel (2
k@ . PVDF membrane |2 blotting 21T 7=,
— kPR & LT, Hiprogesterone receptor
HU& (rabbit polyclonal antibody, sc-539;
Santa Cruz) K OWL 3 B8 -hydroxysteroid
dehydrogenase Hif& (rabbit polyclonal
antibody, sc—-28206; Santa Cruz) %\ 7=,
— PR . HRP-conjugated
anti-rabbit anitibody & VT Z&RFUIAK
Jtvo ECL detection system |Z X V12 550 E %
fEMT, B-actin & {5 5B CHEE(LIZ, &
BTV TR AT o T2,
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(1) FHALPS B 512 L 2 BV R O A= i~
D

A#s 18 (LPS or vehicle ¥ 580 l2BITS
B7 v FOIREIL control #f v.s. LPS #&5
BE:431+27gv.s. 420+27g (mean=SD, n=6
v.s.8) THEZII/ho7 (p =0.6), HPFE
0% control #fv.s. LPS &G/ : 15+£2.7
v.s. 10£5.2 (mean=®SD, n=6v.s.8) TLPS
BHRE TR 22 MBI T - 72 (p=0. 059),
PEDHAEREIL control B v.s. LPS &5
BE:6.6+0.4gv.s. 4.8%10.2 g (mean=*SD,
n =35 v.s.30) T, LPS HHHECHREITAE
(A& Do 72 (p<0.001),

(2) FHAfLH PROG

R MLT progesterone J2E X LPS or saline
PehRi—1% (H# 18—20) T, control £f :
9.1%0.3 ng/ml — 4.9%+1.3 ng/ml (mean+
SD, n=2) LPS #&5-#£:7. 9 ng/ml— 7.2 ng/ml
(n=1)THY ., control FEIZBWTIZHHER
18—20 2/ TIfiLH PROG I HE 13I8 ) ©
BHHOITxE LT, LPS HEFECIB WV TIHIZIE
RETH-T=,

(3) Western blot

BN T v MZEsiF D PROG OFERIZE D b
F/INEIZ B W THHZETH Y (Sakamoto et al.
J Neurosci. 2001. Ghoumari et al. J
Neurochem. 2003), AHFSE & [AIERD LPS $x5-
XD FENRIEET VBBV TN
FUE R oligodendrocyte 2D 13 ity
XN T35 (Gavilanes AWet al. Am J Obstet
Gynecol. 2009 Dean JM et al.
Neuroscience. 2009), ZD7=®H, F3. /h
23515 % PRIEBL & (DLPS % 51, @control
BEENZENOFHAERT » MW THREEL
7273, Wesernblot {2 L 5 PRFEHLIL 2 BEE T
B O RETA NN T, PRIZAT A
RZRIR, T 720 NS A RER G K -3
ThHY ., TOEMFEHIZIT. VTV Fiia#.
OBENICEAT. OFF5H DNA BAICHE. @
EHE ST OEERE, LW EREET D,
INbEY, FERAREETTVHERT v B
IZBWTIE, /MK PR OENBATHLE S
NTWAAEEMERE Z b2, Wi, /h
iAREYR— X EEAZML, BEAH
PR FEHLZ 2 BERRT CHE L7228, ZHIcBE LT
HH SN ETA LN o T, K EERL
ffAfE AT X — MEAICBWTH RO
fERTHoT,



WIZ, WRPTIZEIT 5 PROG FEAEZRRFET D
72, PROG FEADHEBEHRE TH D 38
-hydroxysteroid dehydrogenase (3 8 -HSD)

DEAFKBEZ, bt 38 -HSD HiikxE AT
western blot \ZCHRAE L7z, #AERT v F/h
Jibd e ORI AR 1 v 3 B —HSD 8 BiT LPS $e 5,
control FETH 5N RZEITHA LR - T,

UEXY, FEARIEETT MITHEWT, ik
VM progesterone FEAE M (N PR 3 ELIZEA &
INTREC A 2 T I R ER AT B v,
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