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% BN kU0 B AE B (polycystic  ovary  syndrome ;
PCOS) WXHEIRREE, W7 v Fus Ve, 2 ZERatkip
WO LIEBERETH L. EFEEEERD 6 ~10% 1272
O, PR EZ X - AR ERER E RoTWA[ 1],
PCOS IZHAMLMEZ/RL, I F Moy 5lis,
w7 a4 A CRPuE, JPBERREEREE, oY
MEEFEILEZEDS FSFRNTOMEIERHICE - TR
ETw5 [2]. PCOSPOIIHTIEZ, a9 —7 v LM
HMEEOWLAEITL Y, IEEKOLIELZGED S [3].
L2*L, PCOSIZHBT HMHALDEEF I 52 & %o T
W\, AEORET, FEREAIEIC BT 5 Transform-
ing growth factor (TGF)-f1& <D i TIEM T % con-
nective tissue growth factor (CTGF) 28R IZBIT %
WSt~ )y 2 20) 7Y Y ZICEE5 L, 72,
PCOS BE DM 2 & IR BT 5 TGF-1D %
BAEEMLTw5 [4,5] Z&h5, TGF-f1APCOS @
MHBIZHEG LT AR ITRIZ SN TV 5.

FIERTRILA b L A% EOJREHN D JFFT T O PCOS
DOIRE~NOGIHE SN TWEY, BFIRTo1-ok
L CT/MaEA b LRGP~ Ofi#zic BT 2 filwofE
U2 O WTRBIRS 22D BZ LML T
5. MRS X7 BEK - MEEIT ) MIBAERE T
HHH, SEFIEFLRTRERER L EDOA L AL
&Y, WA ARELR T VR EPEREND. /D
Nk DILERE)) 2 B R CTRE & 237 B EM L72IKE
AR A N LA, FRATHT B A O @ FUG % /M
AT L AIBE LS. PERBICBWTMIAKZ LA
HEHAL L, THHEREREEDRIH & 2> TWnDH T LATRE
i, DR, miRZEPEERE, i B ES ST
MWEBICHELTWwWL I PO RS2 [6]. —F
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T, IR BUI B/ AR DL ADOZRENIITE A ETRE
NTwzwv, bbOMERETIE~ 7 ZDIPRIZB W
T, 2 WINNE DARE O JERL AN L 25 AL S 7/ ik R
ML A VH—% %7 (inositol requiring enzyme
1(IRE1), double-stranded RNA-activated protein kinase
dike ER kinase (PERK)), /Mufkx b L ZEERFT
& B spliced-form of X-box-binding protein 1(XBP1(S)),
Heat shock protein 5 (HSPA5) mRNA O3 % i85
ZExWL,ICLA [7]. LaL, ToMakigics
ABHWBIAHTH 5. B, DMEEA N L AR
AL 2 FHET 25 2 LAVRENTE 72 [8,9]. AWFZET
I, JHEOMMALICE B L, /MaEKZ b L XA PCOS
DOINETIHMEAL L, TGF-1% 4 L CHIHEAMHEAL % 75 35
LTWwahE)yrEmat Lz 2512k M TRENDTE
PO BN TWAIEEKRZ ML ZFHEH O PCOS I H 12
Bl 2 I RBHALSE R R 2 AT L7z,

PCOS BH 0 BRI RN C/Mad A - v ARG
L, TGF-B1DFEBBWMLTW5

PCOS DYIHT/MEfR R I L 20 LB L OFAEL
ZRO TV DTz MR b L A2NEHALT 5
ENRAEA LA =8 YT B TH S IRELE
PERK 3V Y AL %2 52, /MR b L RISERH T %35
BT 5. 1ART £ 912, PCOS JPHE o Jrbr B e
\2B W, phosphoIRE1l, phospho-PERK O%H3 A4 &
WML, TGF-1D3EBL b ¥z 58 7. £ 72, Masson’s
trichrome #1238 VT, PCOS BH TN M EIZH
B REME O EE RO (1A,

WA, IV ZRE % itfT L7 PCOS B (n=11) & Con-
trol 8% (n=10) ®v M FARCERBEMIE (GLCs) 2
BT B/EAZ P L RARERTF B L OWHALHERNF O
mRNA B &2 A7, MREA NV ARERTFTH 5
XBP1(S), HSPA5, activating transcription factor 4 (ATF
4), ATF6, C/EBP homologous protein (CHOP) ® mRNA
J8H1E, Control B# (ZL-~XT PCOS B# » GLCs TH
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X1 Control B & PCOS BHEICH 1 3/\athX b L X DiEMAL & FRERHES L IRM{EBERFORE
A. Control 8% (h=3) & PCOS &% (n=3) DIIEI(Z (3 phospho-IRE1, phospho-PERK, TGF-B1DZ /NI R\ % REEEaT, I
B DIRHE{E % Masson’s trichrome & TEH@ L /2. 75 7 B EEBRFHAERT. *P<0.05 GC, FHIZMAE.
B. Control & (n=10) & PCOS £& (n=11) Ot MEMLFERIEAMA (GLCs) ICH 13/ \RBIAEX b L AEERTF R LFERF O mRNA
RIBEZTETEM PCR z W TEHE L /. Internal control & L T GAPDH z Fu /. *P<0.05

HICRHEP LA LTz F72, B LHENTTH D
TGF-f1, CTGF ® mRNA % Bl &, PCOS i # ® GLCs
THEZHEML Tz (H1B). PCOS & o kit
L BV T/PREA B L ADEEAL L, B LR
FOFRBDSEEMLTWE I EATRENT.

e MERBEEEMRICBECTMIRA L AR
TGF-B1& CTGF O3Bl % #4835

MR EAINE I BT /M lafE A - L R @ TGF-BLIEHA~
DBEFRDL720, v b GLCs (/MR - L A
#)T& % tunicamycin % ¢ 5- L 7z. tunicamycin #% 5- 12
& ) TGF-p1% CTGF ® mRNA B o Bn % 8., /b
Jatk 2 b L AIRENTFTH % XBPL (S) b AR
RO (F2A). Ak b L R BLEHK o TUDCA
#5102 X 1, tunicamycin (2 & - THE & 1 5 TGF-A1
& CTGF 03Bl % 8o 72, ELISA DR LD, tu-
nicamycin TG R TGF-1%7 ~ 787 O3S LR L,
TUDCA X » Tl & s 2 LavRrEhsz (K2B).
NBARA LA X B TGF-R1O 3Bl EA- O 4512 b
Fpaifi~X%7:®, XBP1 (S) #siRNAT/ v 7 ¥
L 7z. XBP1 (S) ® mRNA %311 siRNA I X Y 41% D
W% RD, TGF-f1 mRNA D3EHII36% Db % 3860
7= (F2C). /MR ML ARITLIC X 0 R B 2

BT % TGF-1O 5w TTHE L, XBP1 (S) D#EFEA33E
BRI S L Twa 2 EAVRE N

PR A UV AMEANIZE, PCOS EFNV=T ADHN
RICET 2 HHLEER OB ZIKT L, SRR
ML ZS%3 5

IR A b U A BLER O AR BT 2 IIELRRHE LA
OMPEFRD 728, PCOS EF I~ A2 2 HIEHD /I
fak A b LA ER 245 L7:. PCOSET VYT AT
e AT 92 THE 37 ¥ T v B dehydroepiandorosterone
(DHEA) #45-€ 7 V& w7z [10-12]. 3 i Balb
/CHE~ > 2% A L, DHEA (6 mg/100g body weight
/day) %20H BT8G5 L7z AR b L 2
& LT, TUDCA (50mg/100g body weight/day) %7z
13 BGP-15 (3 mg/100g body weight/day) % 20H f#%
M5 L 7.

3AIWZ/RT & B, Masson’s trichrome 4t T
PCOS E 7V~ 7 2 QYR HE VB TIL A AR O B8 i % 72
Wiz, F72, PCOS < ZADIIETIXEEEMMSICBIT S
collagen type I, ZEEMEIZHIT 5 collagen type IV D3
3% 52 72, TUDCA % 7213 BGP-15D £ L1 #2 5-12
X0, HHERLAR - collagen type I & type IVFEHOMKT
7. X612, TGF-p15H X, PCOS~ v A D

ROV T 47 15
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B. &k GLCs (2 TUDCA 1mg/ml &24B5[E3% 5%, 2.5ug/ml tunicamycin % 2483855 U 7-.
C. b b GLCs (2 XBP1 siRNA 50nM % 24R%fE#% 5%, 2.5ug/ml tunicamycin # 24R5fE1% 5 U 7=, &MALEEREF (TGF-B1, CTGF) & XBP
1 (S) @ mRNA %R % EE/ PCR T&Hfi L /=. Internal control & L T GAPDH % v /=, &ML TGF-B1D 2 > /X7 43k & ELISA T&F

fli U 7=.

*RIEERT, P<0.05%7~7. Tm, tunicamycin; TUDCA, tauroursodeoxycholic acid.

RN CHRB LA 2 8%, TUDCA % 7213 BGP-154%
52k, WAzl 72, PCOS @k AL T
B3 L T 72 phospho-IRE1®D # 2327 388, XBP1 (S)
@ mRNA %381 1%, TUDCA - BGP-15%% 5-12 X 0 #ifl] %
A7z, E=MPCROFMRIZE Y, XBP1 (S) - TGF-p
1 - CTGF DI AERIZEIT 5 mRNA FH X, PCOS~
7 A CTLEH L, TUDCA - BGP15#%5-12 & - TRA %R
w7 (KM3B).

Ebhic

MEARZA L RL, S F ST LAEANRTFRERIEA b
VABIORIELR EOWMHRFIC L hERESH, 2y
YR EOERE IMARLEE O TR & 2T
[13,14]. — 5 CT/MBRA DL ZIZBIEA N L A - RIE
EHETLIHTTHDY, BILRXA ML ADELRELH
B9 5L, Lo T, MaEAM VX - BILA ML A -

SIEIZHVICERICHELTWALEEZAONE. THED
WF7E T, &8 ORERAEIRES X OCHREMICB T 5
T DJAEREEDS, PCOS DIRREICHE- L TWwb Z &8
IRENTE [2,15,16]. & 512, PCOS Tl % BF
7 v Rus AREED R E & OB A R, SAERI
FREME» ST v Far VA EREL, $ET
Ry IR R B T RAEMET A DA A v D
A% FET 5 [16,17]. PCOS DU 2 3 CTHR1L
AMLVAR—=H—OLRZED (18], BILA + L A28
PCOS DIHREICH G- LTWB I EAURIEEI NG, Thb
OHMPE LY, /WMEAA ML A - BBILA ML R - RIEDS,
PCOS DIPHAC BT 2 IR O INBRES IS % 5. 2
TwheEzo05. %72, PCOSDIEMTHHA ¥ A
D IRBUEAS, B F 22 REERIMBE A P L 2D
WHALICE ST 2R 2 S s, BRI B W
T, BEHEIZDNEEA P L AZBB AL L TWAEZ &b,
A VA VPSRRI B B/ R A LR
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Contral

PCOS PCOS+

PCOS +
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3 /A b L ZFAEHIO PCOS ¥ XIZH 1T D IBIGHIEN DT

Control 8 (n=5) |4 sesami oil # FT#5 L, £ERIEKE20HEZO®/E L/~ PCOSE (h=5) TI, DHEA (6mg/100g body weight

/day) &R T#5 L, £ERIEKZ20AEEOHKS L. PCOS+TUDCAR (n=5) Tik, DHEA £ T#H5 L,

TUDCA (50mg/100g body

weight/day) #20BRE#&O#%5 L7=. PCOS+BGP-158% (n=5) TI¥, DHEA #KET#5 L, BGP-15 (3mg/100g body weight/day) #%#20H

EROKRS L L.

A. JREERH1E % Masson's trichrome #+ T, collagen type lcollagen type IV,phospho-IRE1, TGF-B1MD & > /XU RIB% RERET, XBP1

(S) mRNA %8 % in situ hybridization TFHfiL 7=. 75 7 EENFHEERT.
B. HRE(CH TS XBP 1

BIFSMET, P<0.05%7r9. TUDCA, tauroursodeoxycholic acid.

(S), TGF-B1, CTGF ® mRNA %3 % E&#) PCR T&Hfi L 7. Internal control & L T GAPDH % 7=,
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Y EBEER LTV EEE, 2, A4 v A VPSS
JERMIEZ A L TGO RAERRBEZFI SRS, HbHW»
ERFTOT v vuly g ETTET 5 2 L1 X Y A afk
AN VADBEBERCERINZ TR D EZ SN
5. DEDXHIZ, PCOS DIFEETALNLIILA ML
A RIE BT RO VIR - 4 YR ViR &
DS F SERIMIBHTBRFERE IS L - T, JRE T/ R
AP UVADPERINTVWEIDEEZOLNS.

PCOS B D MR ML B VT, MMELHER 1T
& % TGF-pl L CTGF OFIJHML Tz, LaL,
PCOS H#% DI W 3517 5 TGF-LIZEBL ORI # # = X
LIS E ENTVRW, KRR TIE, Dk
ML ARIEAINC X PR M R 1 B 1 % TGF-B1L
CTGF o563z 720, /MafkA b L AHEANC X -
T Z3B07:. 72, siRNA OEBRHRICL Y, /N
A L RABERFD1>TH S XBPL (S) A/halk
A2 N L AFHET O TCGF-AIOFHPEHICHG L TnwbH T
AR S 7o, AR, R R AR SR I B T,
AR L AT TGF-AIOFRBL 2 FHE T 5 2 & 25y
XT3 [19,20]. PCOS DR BRBEEREIC L -
T JERL IS B TS ML L 72/ fk 2 - L A4, TGF-g1
DFEBZBEML T 5 REMAVRIE S Rz,

RIFFEIZBVTE PAORRISHZHE L, PCOSE
TNz ANMER A L A HlF (TUDCA, BGP-15)
ARG L, P B MR AL o B R R & SRl L A2
TUDCA IZREDHHEE & L TG EH L LT T4 3 fi
AENTWEEATHY, /24 %) 7 Tlid Taurolite
& LTS, IBAEDHEBFICHVON TS, KE
TUDCAR I ANV vy Ruv e LT, EBWy v sY
DEMZRIEL, /MR A b LR &2 WS 2 /EH 25 &
MNeny, 2BEERFEL EO/NIEA N L AR B O
BEEE LTEH SR TS [21]. ¥72, BGP-1513,
Bl PRI DGR & LT 2 MR BRI A TB D,
HSP720 5 & 58 L, FFENIAERA b L AHEHR & L
THEHERTWD [22]. AHEICBVTIZE hADE
PRI H 2 %% L, TUDCA & BGP-15% #1145 L, 5
HARMALOBIRIZD S % 3R L 72, /MR A b L 2 BHEH
T3 % TUDCA & BGP-150# 512 X - T, kL% -
35— ik OWE &R, BRIEMICB I S TGF
BIOFBUE T 278D 7. In vitro DIER LGS L,
AR A D LA KD, BRI BT 5 TGF-A1D
BHAHEI N, NEOBHLEFIZRI LTW5THE
WAVRIE Sz, CHBFFRRLEBEMIFEEICB VT,
AINBARA N LRI X ) IR A & @ TGF-B1A53 3 %
n, bz 2L CTh), RIFREFEMKDO A H =X

LrEEzbND [19]. RAER LR AN HERHEL 2
FET LM A S = XL OBINITE S 7 BIFZEA
WLEZOLNS.
AWFFEOFMER LY, MEAEZ L RIE PCOS D E
B L, MR A b L A BRERNSIP B L & O L
PCOS DEHIEICT R D 9 ATREMEATURIZ S L7z,

B

AENE, PRE294E B H AR N I = A SRR E . 2
L7 RENEZ T LD DTH 5. RBABIENEIZ Sci-
entific Reports #& [23] IZHBWEI N TnB 720, Fflicow
TRZELELEBRINTV. AREHRETIHREE 5 2 TL
ZEEVE L-HARAN WA SHERM G BEdE, %22
WA R SRS M — B8R, % 6 CICARGEMETE O
T2 D SIEHE L L ET.
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