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Bl Leydig RO a v 2 WwWEWT (HSF1) Z#9°5

A b VAR ER

W FEKEE, BAf 3w
WOASFAFR EFRHARE BRBTFHE

w8

TAMATE L, FHEHEMBICAET 5 Leydig
MilgcalLAra— vz e LTalan, ks
DFEE, HRAOWEE, BHEEOMFERE, £ OEHY
TULAZHEG LTS, TAMATO VL, HEHEE
FLRE\CHFAET 5 LeydigfifacalL 25— % FE &
LTABRENS. T A MAT 0y AROAHER, 2
L A5 a—)Vilik ¥ ~ 737 4 steroidogenic acute regu-
latory protein (StAR) %414 5% I Fa ¥ F1 7 A~
DAVATU— VO AL THS. StAR D5 T3
B FHEARD S50 E L5 Luteinizing hormone (LH)
X oTHEINS., HEIIAREL D HIRVIRE Tl
ICHERE T 2R TH D, AT 7 FIREIC X 4B
BALDBMA ML AEZ TR T VEHTHSD. AL
AFERERRI B AR 52 50A %GBT, TAMATH
VEBBBICL BERRARZ LS TWS, AT
A4 FEBGERIZBWTIE, StAR DGR EZF &2
L, TAMATUO VEREET S I EAHEINT
WaY FAMATU Y REELTERT 5720128
PLURAISERBPLELEZEZ ONLN, AT0A FEE
MBI BTBEA ML AIREEHE T 2 851340 7%
W, Doz Ears, bivbiuid Leydig Mt D2 X T
L AINERERECAEH L TiE &2 Blda L 7-.

B b LAISEL, AW BRI I S 2B
By ML NV TOREEETH L. B L ARE
&, AEWAEA ML AHEE LR HERT 5 LT
REBEFZRTHAH. A ML ARFIZL - T, Migidsh
av sy R EEAGENRL, ¥ HOEE
2BEL, MRANOEEELHREL TS, Todubm
LiEE %, B3 v 7R T 1 (heat shock transcrip-
tion factor 1: HSF1) 23H5CTw5Y. bhbhid, Ley-

SEARSE ¢ RERER  IDTR SR EBEEE - R SE R R 258} 5
A

T755-8505 WIOEEEimEAM I TH 1K1 5

TEL : 0836—22-2275

FAX :0836—22-2276

E-mail : s-oka@yamaguchi-u.ac.jp

dig ML DB T+ L R I BEME % 3 % 72 © 2 HSF1
LATOf FEROBEEZ 7. HSF1/ v 7 77 b
XTI AEHCT, EREEICLLZBA NV ATTOT A
AT H YEEANOFEEL SN LY. £/ HSF1z /) v
77+ L7z Leydig itk (MA-10) % v CTHlifig L
NV T DEEREFENT %2 47 5 72.

BEREREFVEHNOVWET A PAT O VERICET
% HSF1 O #%&)

HERMIZX D, SERKEE TV~ 20 Leydig M
fa b T OB REEZ I L. ZhZhoa
Yiha—) ki L T, wild type (WT) <7 2 & HSF1
2w 77w (KO) =7 2Ok TR % 0%k A 5 17
%572, HSFIKOX 7 ATIEWI Y7 AL LT
TR AT S HICHEA, BT REA L ) B
WCE S 7. Tho oBERR, ERBEET VN
TEHAMR B R A P L ARBRL, BFRIRICE
BEERZEERLTVS, FO—FT, WI<YX
& HSF1KO ¥ 7 2 ® Leydig Ml % g L7 25, #l
R a3, il 4 OMBIEEEILIERD kb o
72, Leydig fifan 2 5 v 4 FreEge % dHli$ % 72012,
ELISA #: & Wl 7 A b 2570 U izillE L7z (X
TA). TAMATU YOREZRATH SKHEHEIIZT Y X
IZhCG 25 L, FAMATFOvEEZFE L. WT
<7 A& HSFIKO ¥ 7 ZAD¥AEF A b 250 VMEICH
BEEIADON o7 EEBEETVIIBWTIL,
HSFIKO ¥ 7 ADIiEF A M AT 1 YD A DHFIZ
WALz Zho RS, HSF1 #/KiE L 72 Leydig
MR P LV ALTTATEA FEKIEZ T
LTWZ EHAIRENT.

ERBREFVI T ADAT AL FERBEOREHE
1t%, Western blotting % HHWTHF L7z, IV AT
O — Vs 7 Y87 TH D StAR DR E NI FWNE
tL7z (K1B). EHBEETLVEMERLTLEBR
121X, W~ AB LW HSFIKO 7 2D StAR (¥ ~
= VEICHARTHEREIKT L, 28 %2R
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T5E, WI=7 R & HSFIKO ¥ 7 2 StAR D37
WZERDHY, W7 A0 SARSKIZ T > ha— Vi
L% F TWET 595, HSFIKO ~ 7 X 0 StAR I3 #k 5
NS Lk, ¥ ha— Vil ED10% £ T L7z,
JFEAPLATIZBWTIE, WI< ™ 2 & HSFIKO < 7
A HC SAR DR BEIIFETH Y, EAPLAT
T StAR D% EMEIC HSF1 3 H TR b o 72, B A

FLAEFNIZE o T SAR DEEESIH S hTw b 9
EWMRAT A0, VT VI AL APCRERZHWT
mRNA % ZFffi L 72. WL~ % X £ HSFIKO ¥ 7 X ®
StAR mRNA it 1 T2 ¥ b 7 — W2 TH40% K
B U7, ERREIE T VRN 2 B H%IIZIERIL L C
Wiz, INSORRD S, SRR K 2EANORE
FRREMTH Y, HSFIKO < A Tl StAR O FlFLH L
FEFRBBHIHESNTVWSEZLERLTNS.
fod A 7 a A4 FAEREEHE % WT & HSFIKO 7 A2 Tt
W 1L72%%, CYP11Al, 38-HSD, CYP17Al, 174-HSD
DB EALTFED SN o 7z,

FANVL Y FORBEHWT, LeydigfilsnalL 2
TU—EEHMEL, MlENOI VAT -V AR
PHEBEHRH L (M1C). 2~ ha— )L Tik, WI=
v A & HSF1KO =7 A TIRE MO &HF R ITED
SN o7z. HSFIKO <™ 2%, BA P L ATICH
WTHIBEH O L ZAFa— VEERISEZICHIMLT
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FEREEETIVICEH TS SIAR DREBREIL

W7z, HSFIKO ¥ 7 A THBIZEIN/ I L AT HE—VD
WP BRI, BB P L ALMETIZET 5 SAR O
ARBEIZE ATV AT O — VEEREENEEE 20 5
XRIINILERET EHERTH- 7.

MA-10faZ W= A5 a g FigkeBl av v ¥
VNI B DIEBRT

MA-10/IB2 1, ~ 7 X DK HE 2 5837 & 7z Leydig
Mgtk ch Yy, A7u4f FEKELXETLHBTHS.
MA-10fiff21%, StARZMA 352V A7 U — Vilii%eE %
FLTBY, ZORKEDIITOryS 270305,
CRISPR/Cas9 #: % fivwC, ~ 7 X HSFl #1n T % K
X EERL, 2oy o—rE2EEL. Mk
ZABENIR U 72 I I C T RERTINIR L, 6 —1285
D) HNY =W EBT 0L, Ml REEEEE UL
7o, MR & BRI A MY % 3EEM AT IC 1 mM cAMP
Z M L 72. Western Blotting #: % il \» T StAR, CYP
11A1 B X O 38-HSD O 5B 2 #Ef2 L, ELISA % Hw
TERRTO7Or A7a ka7, WT Mk
BXUHSFIKO fifdicBiF s 7ur25u v Sifia%x
L7 (F2A). JEA ML ALMTTIE, WIS
HSFIKO fifan 7o # 25 a v IS EAEO bh
Bholeh, BMA MLV AZIMAZBICIEKEL-EZ 5,
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2 MA-10#IB2IC 5173 StAR &8> a v 7 2 L INVEDEL

WT Hiif12 <X C HSFIKO #ifg (7 w—> 1) & HSF1
KO#Mile (Z7u—>2) o7urAsurySREldARE
WA L7 (B2A). WIS X O HSFIKO il fa 12
BUF 5 SAR O ILAEFEI R L7455 TH - /2. HSF1IKO #i
2B % StAR ODFHEIZ, BA ML AEMZ L2 &
WX ) WM L bl L CAHE ISR L7z (M2B).
) AHoN) —HE] R R CStAR DB 2 I L2 & 2
%, WTHIKLIZ B W T, StAR O ZE B 13 6 B[ 1% A
LU s, 12Eif#BIciZay ba— v R L LAV
¥ L7z, —J4, HSFIKO #ifg® StAR O 53X 1285 [ F
THUHEINT, WIHIML L D A FITME A, - 72, SAR
O mRNA I, #A b L ZMHEEHICWTHIEE L O
HSFIKO fBTHE T L, 6 BMUBRIZ VT hoMikd
I bO— VL RVIZEEL. IS okFIE, HSF
IKO =7 2% Wi E O R TH 72, Zh
5 OFER L, HSF1 RIEIZ X 5 StAR DA EED 2 7
T4 FERICEML, BAPLABEEATTA FEK
DG ERETHHERTH 5.

Fev T, WT AL & HSFIKO Miled# <y a v 7 ¥ ~
7827 & (heat shock protein; HSP) O FH &% ik L
7. AHF%2Tix, HSP110, HSP70, mitochondria HSP
70, HSP60, HSP25 % Mt B & L7z, WIFho##y 3 v
75 VXY, BEEBRREASTH 72, 2D
ANV ARMA 6 BERI DY A1) — B % 3% CRBIZE
1bZMRLE S, WIHIHETIE HSP110, HSP705
L O"HSP25A3# ML 72 (M 2C). HSFIKO Mgz B\
Ti¥, HSP110, HSP70, HSP25MD 38 BRI ZALL %0 o

7o, DLl o#iRa 6, HSP110, HSP70, HSP25& StAR
B O B & B L7z

HSF11X3I b2 ¥ FY 7IREM RS2 8% L StAR
B R %R

2704 FEBROMBBERIZBWTI Fary Ny 7
ARURTHY, ZOWEIEALEIE SAR OFIREFEI2E
BEALZ2BLZEDPMOENTWSY. MA-10MIFBI12 351 %
HSF1 RIE I by FU THEOMEZERT 5720
{2, mitochondrial membrane potential (MMP), ATP
A, BLXOI ba v B TIREREY %ML /2. MMP
& ATP & HiE, 42Co#Y 3 v 7 B, S128E DY
Ho3) — IR & BT CERMI L 72, JC-1 Jeth 2 v T,
MMP D& % 47 - 72. & MMP Tkt 3t %2 R34
J=—=YL LTHAEL, & MMR TEFEEHEEERT R
Ve —b LTHIET 5720, 7R Fko G owd
¥ MMP O TF #7379, B2 b L AL TIZHBWT, HSF
1KO 13 WT M2 X T MMP 234 E 124 LT
W72 (F3A). 72, #2 L 213 HSFIKO Mo ATP
ElERAEE (K3B). IhbofERiE, HSF1 %
RIFEESLE MA-IOHIIBD I b a v B 7HRER &8
FIENBH I L ERLTWAS. MitoBright LT Red %t
ZHWTI IV N TOREEZHER L. EXPLA
FMEFIZB VT, WM & HSFIKO Mifiad 3 b a >~
B 7 IEMHERTH 5 72Dk L, A ML ALHETT
& HSF1KO fifgic BV TRt L7z ha vy FU 7o
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3 MA-10#BEDEZX RL XIZLB I bO2 K 7HEERS

BAHEIMLTwz (M3C).

IR TIREBMEEZFRT S729, carbonyl
cyanide 3-chlorophenylhydrazone (CCCP) # L 72
R M 3 HERIBEEE L, 1280 ) AN 1) — R
A CHIfEZ B L7z, CCCPRMCE Y, wiho
Ml D JC1 Jeft © MMP K F 2SR S 7z, 120 o
) HNY) —EE R TCMMP 2 LR L2225, WT
B TlX MMP 12 1EE L L Tw 7248, HSFIKO fll g ¢
EWT & HARTEMIZMMP 2K T LTz, Blko
ZEMS, HSFlix3 ba vy FY THREMOREILICHE
59552 EdRENT. CCCPIRMRICRY a vy 7 & v
N BOBEAL R TR L T A, HSP25A R iFE ST
w7z, DEofE»S, MA-IOGRIO I va v vy 7
Ji 7B A D %2 AL HSP25 S £ IS 597 5 & & ASRIE &
nz.

HSP25® StAR &EA~DHY-
B ML A LTHSP2525I ha v ) 7IREA

ZHEEALE DR T B 720, HSP25.2%F9 % siRNA
ZMEH LT MA-10Mla > HSP25% / v 7 ¥ v L 7=,

HSP25KD i Ti%, #AZ b L 2% MMZ TS HSP25D %
BRI 3, HSP250 % Bl & 13 HSF1KO g & [
BT - 72. HSP25KD M iz B1F % StAR O & 1K i1 2
APMLRIZES>THA L (K4A). T8N A
% %\¥ 72 HSP25KD #1231 5 MMP 3 X OFATP L
~NVvdh, HSFIKO Mg & FERISHA LTwiz fing,
HSF1KO fllffg 12 < 7 2 HSP25% i {3 A L C, HSP
25% BFIFI S &M% K L7z, HSP25% B H B
&7z Mg cix, HSFIKO Mg & el L ¢, B+ L
A&MAT 6 BERIHEA 5 O StAR HEA I L 72 (X
4B). TN5DOHEFEIL, MA-10MIFLIZBVTHA F L
AGMTTOI Fary B 7HEEORELS X U SAR
B OMEFHC HSPONSEE 2 H A2 ) L 2R LT
Wwa,

E Rt ]

HSFl 288 A b L 25 X ha > ) 7HERE 2 {4 #
L, 3Fa vy Y THEEMZRELSELILIZED
SAR & & #iBh$ 5 2 LA Ensz. FZoHLH
% E % HSP25254H 5 Tw/: (M4C). ThiZAF 1
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4  StAR &RICH 1B HSP25D 1R E!

4 FrEAMREIC B % HSFL B X O"HSP25% 4i- L 72 2
APLVARAIBEDA D Z AL ZRATHH L VR TS
5. I MI YR TOREEE, BAMLAHI M
YRYTORMEEGRONS U AERTIEERLTWY
5. 2L, ;A7 7YV —%2gD2Iba v FY T
EOHIIZ B ) % HSF1 OFEIEZAWTHY, I b
TV R T OREX DXL RRT E S BN
Thb IhOLOMBIZATFTa AL FEAMBIZBITS
HSF1 O L\WikEZ /R L, A7804 FEAMio 2 b
LAREDOH LWIEER RT LD TH 5.
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