YT 4 TZ—Fk (CAS no. 41859-67-0)

XRME MRS R

TREhI=ER

IRMOFY | RIRMOSY | 7oROFY | 7o FO85y | BRIBRILEY | RBERIERILEY | BRERBILEY | Z04°

- - - - - - - 0

O: BFEAMEMSTHREIN-ER
— BFHMEN SRR ESNGN o -/EA
D BRRTEH—TEER—ERERE~DERF

RYPT7 47T — FORNGWH < EERICEEE T 2 #HE L LT, 3B o#REICBNT, 2L X
T — )VAESKIEIER., A7 A FEMR~OEM, IBERBUCEEEN. XU UGk scsE
TER BT AER, 770 22— 2 AREHEMETRIE -~V A5 o — S HEFEANGS AR 52 451K PPAR«
BERBG T ~DERZTRTZ L, B b~OFRGERBROFEITBN T, 4 2V ARG EER.
i p AR RECCEER . RIESOSIEEA., M Y 7 V'Y FlESEIER. miEfh A > 2 U R
B TER 2R3 Z & RBENRBROBE BV, 115-HSD1 {EMELEER(Z Vv aavTa A
RERBLE). 77 1 AR 7 FUAEBIREER. 4 v 2 U U uMEtE, ~ v A2 Y — AHEFHEE 1
TEMALZ K PPARy R 2 T D EH 27792 L DR & iz,

(1) g
® Velasco-Santamaria & (2011) 12 & - T, X% 7 ¢ 7 — k(Sigma-Aldrich) 5,000, 50,000,

100,000ppm (EEHEX EIR T 21 HFIREEHR 5-(KHE 2 %4 4 A [Fl) L7 pBEE 7 7 7

4 /:L(Danlo rerio) ~DEEBENRFT STV D, TORES L LT, 5,000ppm LI EDIEL X

o L 27 o — VR EOE, 100,000ppm DX < TEX ClgEF 11-7 v T A AT
/;gf;@ﬂi_&f‘[é; pparb mRNA FH%f ¥ Ei &, star mRNA *fo?éfﬁi cypl7al mRNA 38 5l &
FERE NI 36 1T 2 A FEARIR A R AR I8 A28 RS AIAE NIZE L 360 2 K RERB IR & A R oo e 23
D BT,

I, RE, R, IR, ATEBARTEE. TTIEIATE . pparg mRNA FHxi 38 &, cypllal
MRNA FHx 5%, had3b mRNA Fxt 55 &, hadl7b3 mRNA *ﬁﬂ%ﬁfﬁ% had11b2 mRNA #H
KRB E . cypl9ala mRNA fAXIFHL &, cypllb mRNA FHX 3B EIZITHEIIRD Lo
72

£7-. Y7 7 — k(Sigma-Aldrich) 5,000, 50,000, 100,000ppm (EF &% I 2 H [H
IREFR G- (RE 2 %Y 2 B B L7 BEE 77 7 ¢ v 2 2 (D. rerio)~D NG S
TW5b, ZOfEHR L LT, 5000ppm 2L ED1E < #2[X T pparg mRNA FHxt 385 & DA, 5,000,
100,000ppm DL < #EX T pparb mMRNA FHxf#BLEOKAE, 100,000ppm DL < B X THFHE PR
B OIRENTED bz,

B, E, KE. EEE, FiEEEL, WP v 27 e — ) e, mER 11-7 7R
h AT a PREE, star MRNA FEXF R BL B, cypllal mRNA FHX R HLE . cypllb mRNA FH5F 35
i, cypl7al mRNA FExf 8l cypl9ala mRNA *ﬁ %7 HE had3b mRNA fHx%I 3¢ 81 & had17b3
MRNA FHx 58 Hl &, hadllb2 mRNA R B &I B TR b o 7,

£7-. XY 7 7 F— [ (Sigma-Aldrich) 5,000, 50,000, 100,000ppm (EFH &% E ) 7 H M




IREEG-(AE 2 %Y 2 HE B L7CBVEE 77 7 > ¥ =2 (D. rerio) ~DFENIRE S 1
TW5, ZOREEE LT, 50,000ppm UL EDOIE L FEXCHEF 2 L AT 1 — LR O N TR
O,

B, E, KR, EWME, ATEMARTEE. IR, T 11-7 T A MR T e R
J& . pparb mRNA fHxHJE 8L &, pparg mRNA FHxf 78l star mRNA FHxf 785, cypllal mRNA
FEXF R B, cypllb mRNA FfH* R HL . cypl7al mRNA fHx 88L&, cypl9ala mRNA FHxI 385
i, had3b mRNA FHxfJE8i &, hadllb2 mRNA FExf 78l hadl7b3 mRNA FH*FRBLEIC IR
BRSO N7,

HBESNAEAAI =L : a LA TFa— LV AEARKRIE., A7 a4 REmR~DIEH

7pB. AR R OMPUIZHT- > Tid, 5,000, 50,000, 100,000ppm (FHH15% E L) D1 <
BBV T, EFRRIEREE 1,700+£100, 33,000+2,300, 70,000+2,00ppm Kz UMK H I 7 i
8.8+2.4, 80118, 201+81ug/L Th o7 & DFLMN H 5 RITIEE L EHT D Ll s,

(2)K#H=E
® Nakano ©(2007)IZ L - T, XY 7 ¢ 77— M(HHLEK) 100, 300mg/kg/day % 6 D> & il
S WM F TR D 5-(H 48 10:00 F TIZHLR]) L 7= db/db ~ 7 A (AR R~ DR EEN TS 1
TW5, FOfEFE L LT, 100mg/kg/day LA EDIE< @BERECIAES U 27U & U RS, M
WEHERE AR e . Tl = L AT m— LR A 7V 2 — ZAMRER(OGTT)IZ B 1T 5 Il
HEh 7L o — PR 0 ~ 1 BRI B L FE(AUC), B R 118-HSD1 mRNA FH 528 B 0 (il
FFe ol B, A & U R E EMHDL) = L X7 1 — LR fFlE ACO mRNA FH%T
FELE O EE, 300mg/kg/day DIE < FERETHIEF R Y 77V & U REE, MAEH 7L a— AR
RHIRA > AU CARRRBR(IVITT)IC 3T 2 miET 7/ o — 2P 0 ~ 1 IKefi] AUC, “B#& 5
116-HSD1 mRNA fHx 3 B E . IS 118-HSD1 mRNA FHXI R B EOKfE, migEH 77 ¢ R
F 7 F UPREE(6 BER). KT UCP2 mRNA FHXEELE O &S EN RO bivlz,
7ok, RE, FHEEE, BREEEESE, EPREEY REAE(LDL) 2 VAT o —/b
PREE, Mg A R Y PREE, IET LT F U PREE . Pl CPT I mRNA fEXE S BLE, Al
UCP3 mRNA FHxf 7Bl &, 2 FARIGH 118-HSD1 mRNA AR H B I I IO H Lo
77
BESNDIEMA D=2 JRERBLEEH ., 1 o2 ARG SGE R
® Franko ©(2017)I2 L - T, ¥ 7 ¢ 7 — 1 (Sigma-Aldrich) 5,000ppm (£F 1 ) % 5 3 [HIEEE
G- L7-#f TallyHo ~ 7 A LD R#t(Il BUBERIFZ HIFIER) ~ DB LG SN T\ D, £D
faR & LT, RE, RIENRORME, RRIENER, MR At EA- RO S ENE D b,
F7=. XY 7 7 F— h(Sigma-Aldrich) 5,000ppm (EE-HIEE)E 6 ~ 7 BMIREE& S L=
TallyHo ~ 7 A LD Z#(Il BBEIRIF % WIRIER) ~ DB (EF Mg A > A 7 F 7
(euglycemic- hyperinsulinemic clamp)ifBR 23R STV 5, ZOFERE LT, Zra—REA
2 (GINFR: glucose infusion rate), K27 /v 22— X pEA: &8 (EGP: endogenous glucose production).
fby 7L a— 2R iA A & (whole body glucose uptake) D EE DGR B L7,
P, M7V 3 — AREITITEEITRD bR o T,
F 72 Y7 ¢ 77— (Sigma-Aldrich) 5,000ppm (5 H ) % 7 MR EE 5 L 71 TallyHo
~ U A LD RN BIPER A % WIRIE RN~ D (7 )V 2 — AMPERABR) D F S T b, £ 0
R L LT, A4 AU UHPHEE(HOMA-IR: homeostasis model assessment insulin resistance). Ifi.
7L o— 2 PR EE R R RS (AUC) DR AN 3R BT,



F 72 Y7 ¢ 7 F— h(Sigma-Aldrich) 5,000ppm (£5 H i) %2 8 il [FIREF 5 L 7=/ TallyHo
~ A LD R BPER % WIFIER) ~ DR BN SN TV D, £ORERE LT, miEd
EBERINERIEAYREE, AR N Y 7V Y MR, ES Y 7 V&Y FRE, mH 7 ra—2R
VEEE MIER L o — R PR R L o — AR MAE A AU LR R
JFfgH X b = R U 7E (B i AE ). P 7 = e G plil% R mRNA FExE R E, it 7
T U PRA R R R B E AR R BLE O ®EN RO b LT,

B, BEETA AU CFBUEL (B AR ER), Bl A Y R BN (B m A ER) 12 1T
WEIIEO Lo T,

F72. W7 ¢ 77— 1 (Sigma-Aldrich) 5,000ppm (5 H ) % 5 ## MR ET B G- L 71 TallyHo
~ U A ED R BPERIE FHIFIER) ~ DR BN SN TS, TORRE LT, KA
bt BHR . REOBEMERED N7,

7pB. IERAER, RRIEMIRIITEEBIIRD SR o T,

F72. W7 ¢ 77— K (Sigma-Aldrich) 5,000ppm (5 H ) % 7 3 IR EE B 5- L 71 TallyHo
~ 7 A ED Zfe(I BUHE SR R IER) ~ D B( 7 L 2 — A PERER) B ET S Tn b, 20
L LT, HOMA-IR O&fE, 1 27 /L 2— 2P AUC DARAENNZE D STz,

F 2. Y7 ¢ 7 F— K (Sigma-Aldrich) 5,000ppm (AFH1i#2 ) % 8 i [FIR AT ¢ 5 L 7= 1 TallyHo
~ 7 A ED R BPERF R IPRIER)~DOEE N BREFT SN TS, ZOREHRE LT, Mg
ARG GRS EE . Mg R Y 7 Uk Y NRE, 7 va— A RE iEfh 7L a— 2 RE
OARAE, N P e B 28, R T A > X U S BRERAL (MR i FE =), g A o 2 U o FE BN (1]
GEfE=R), S I = R 7 (EG A ), iR 7 = G AR mRNA FExHREL
&, e 7 = A R R A EAR R B E O mEDRD b LT,

B, Mg RY 77Uk Y RREE, MEHA 2R ) VREIDITEBIIRD Do T,

HESNDIEM A T =X b [RITRAER . A 2 ) ARBUESCE RN . 70 =2 — G
TP R

® Chikahisa ©(2008)(Z & > T, ¥~ 1 77— K (Sigma-Aldrich) 5,000ppm (£H H132 %) % 8 il fiin />
O 2 MRS U721E ICR = 7 A~DO BN HET STV 5,

ZOREFE LT, RIR(ZT0-5, ZT18-23), 1M#EH p-& Fu X7 FUREIREE(ZT10, ZT22).
R T Pomel (BEEMR S S 1L 22— U B ELE (1) mRNA AH X7 85 (ZT10) DA
J b KEIR ARG KN BT X NT —(IEIROIE S DI & 72 57 V& &), migEh 7
t MR BE(ZT10, ZT22)., iThiE+ Fof21(PPARa #53E M85 F) mRNA FEXI 7 Bl & (ZT10, ZT22),
i+ Clps (PPARa #5EMEE (A1) mRNA FEx R Bl & (ZT10, ZT22), JHFhE+ Hmges2 (PPARa 7%
EME(R ) MRNA PR BLE(ZT10, Z2T22), AFlES Pnliprop2 (PPARa #8485 7-) MRNA
AR BL§(Z2T22), AT+ Cptla (PPARo #5381 m 1) mMRNA fHxHREE§(Z2T22), K TEH
Npy (FEERFRET L= L X — U3 BE S T-) mRNA FAR R E(ZT10, ZT22)D SfENFE D 5
iz,

R, RN, 2L AREARAEGIRER, L AREIRAEGERER . MR b ORI EE(ZT 10,
ZT22)., tHIE FEh Adora2a (BEIRFHEN %= %L F — U BE E S ) mRNA FH%F L #(ZT10.,
ZT22) I3 BT b o Tz,

HEESNAEAA T =R L ~LF ¥ — AGEAISEMESZ 5K PPARa AEZEE (G T ~DIE
H



(3)mIERAEMElE~ DEE
® Nakano 5(2007)IZ &> T, ~¥7 4 77— b(HSMEE) 1, 3. 10, 30, 100, 300pM(=361,
1,090, 3,610, 10,900, 36,100, 109,000ug/L)DEE & 48 KElIX < FE(IMIa ~D ki
0 T AT 3 8 L 20 ) 7= BTBARIAING 3T3-L1 ~ ORI MM SN TIN5, TOREE L
T\ 30uM(=10,900pg/L)LA_EDPEEX T T 7 ¢ AR 7 F 2 mRNA FHXS FE 5 (24 Wl $2) 0 il
100pM(=36,200ug/L)LA EDPRFEX T 118-HSD1 mRNA HH % FE Bl (48 IR ) DARAEANTR D B L
72
o, NPT 47T — M(FAMEEE)100, 300uM(=36,100, 109,000ug/L) DI AR 48 FRFfH]
< BEOIRNS RN~ SHEI IR T 7 iR 8 B 72 5) LIS AUSEIS AN 3T3-L1 ~O R R
AENTND, TOREL LT, 100uM(=36,200pg/L)LL EOREEIX T 115-HSD1 & FUEFH
Bl (48 WEITR) DARA, 77 « ARk 7 F L AR R BL R (24 e [142) 0 i 0338 B LTz,
TEINDIEH A =X L 11B-HSDL {EMRLE(Z Vv a a T a1 RERRE). 77 4 A%
7 F R

(4 ESHB~DZE
® Yoshikawa ©(2001)IZ &> T, %7 ¢ 7T — K (F v &1 #Hih T.3£) 3 . 30, 300, 3,000uM(=1,090.
10,900, 109,000, 1,090,000ug/L)D#REEC 1 FRIE< 88 L7277 » B EMAR(IAE 150~2509 HE
Wistar 7 v FHR)~DEE LRI SN TWD, TOREEE LT, 300uM(=109,000ng/L) DL
XTA A oW D EED T D AT,

F o XY T 4 T T — FE A S TE) 3,000uM(=1,090,000pg/L) DI (Z 48 BEfIE < &
L7227 v MR (ARE 150~2509 M Wistar 7 v b HR)~DORENRFI SN TV D, T Ok
FELT I a—RA T AR—F—GLUT-2 MRNA X &, 7L 7 114 > 21U > mRNA
M B &8, P+ —Fe A A 4 » 7 2-1 (PDX-1: pancreatic duodenal homeobox-1) mRNA #H
XIFEBLE ORI BT,

Tz, XY T 4T T — MNEF v BAFE L) 3,000uM(=1,090,000pg/L) DI FEIZ 8 BRIE < #&
U727 v NGRS E 150~2509 i Wistar 7 v~ ~ SR ~DRERREFT SN TN D, Z 0Ok
Re LT, A F v Y — LHENFEHEEZ K PPARo mRNA fHXFFEBLE, 772/ CoA 7
F U X —F mRNA xR BE, HL=F 2 LI hA )L E T A7 =T —E-1 mRNA fHX%
WE, YL rviye Ry —+F Elo mRNA HREEE, CALEVBILRS YT —F
MRNA FH*H R B2 O SEAFERD DTz,

HBESNAERAADI =R L A 2 AU A5 UMEE

(5)IMERRBH~DHZE
® Hara ©(2011)IC k> T, <7 ¢ 77— I (Sigma) 200uM(=72,400pg/L) DI FEIZ 12 H X < 8%

(PR A L > 100mIU/mL & ONESSEHEIN 7 o 2. 5 XIE 10ng/mL 17 ) L 72 9B I8 i
MR ICR ~ 7 AR ~OREI M STV D, ZORRE LT, A{EE, R
(antral-like cavity)JE R, FEE8IK T 178-= A N T A — LI FE O @EER D D LT,

Ik, ERICIZEBIIRD bhAhoTk,

o, XY T 7T — 1 (Sigma) 200uM(=72,400ug/L) DR FEIZ 12 H N < #& (IR filER £
> 100mIU/mML & OEEEHER T o 2. 5 X% 10ng/mL 377 F) U 7= JF Bl ke ik (Rl 2t ICR
<Y ABR)~OEBA2 ABORYET 75— MEL Bk, T BN TF Fhory s
IU/ML 16 FEEVLERZ) R ST D, Z0REEE LT, IR B a0 b,



721 PEIRTE N o AR 221 (antral-like cavity) TR, EHEEH%HJB@’FEA{ZIS(COC' cumulus oocyte
complex) D% Hu frE#E(GVBD: germinal vesicle breakdown)=RIZITFEITFE O LR o T,

B, LRoO@BVBO LN RO T XTIE, VA KV Y — LA IR LS A
{K(PPAR: peroxisome prollferator-actlvated receptor) 7 & 3 =Z ~ GW9662 10nM D I:A754:1Z
FoTHIBIHEN T,

HESNDIERAA =KL LA — AEFEIA IS ML R PPARy B AT 5
EH

(6)E b~ADEE5FER

® Tenenbaum ©(2007)iZ & - T, A A7 /L2 T(BIP: Bezafibrate Infraction Prevention Study).
W7 47 Z— 1 400mg/day(H £ HL[R]) & 2 AR 0 & 5 L 72O AR AE ZE(MI: myocardial mfractlon)
B 168 44 (LT 61.446.6 i) ~DEER G SN TWD, ZORRE LT, 77 AR KE
TE 183 4 (CFH4F i 60.746.4 %) & DL (AT & T o 7 LML B E R 7T & At EER) I B
T, BERAMZICB T DAERFFIA A > R Y REORGRIZICK T 22, mEMEET LGE
fli(HOMA: homeostasis model assessment)iZ331F 51 A U HEHPE(IR: insulin resistance) f54%
DO HHIZ BT 22 LR OEEHRBE CIIAE 2B CTH L DICHR L, HEHTEIAE
72 L), HOMA (28T 5 B HifutéhE(BCF: beta-cell function)f& 4% D ¥ 5-Fiit4 (2 JLZDZTﬂ:#@m
EGRHEETIIAERIRETH HDICK L, EHTIIAEZEZ2 L)RRO T,

HESNDERAD =L o A R CHPIEdE. WL e E

® Jonkers ©(2002)IZ k> T, A7 X2 T, XY 7 77—k 400mg/day(H £ Hila]) % 6 JH# e
NG Liz@m bY 70 ® ) FIERHE 18 £ (B 16 4. etk 24, VH)FH 48.548.8 %) ~D
B (P 5 WIS T % OB R IRIM) S RET ST b, ZOREE LT, 77 ARG L
DHE(T o Z LML _HEMRZERB)IZBWN T, MiFH A R Y URE, Rk Va—24
FIRRBR(IVGTTIZEB 1T 5 A > A U U HBiHE#(HOMA: homeostasis model assessment), MLig F#&
AL AT u— VRE fiET Y 7 U ') FRE, fiEEIEEE Y R EBE(VLDL) = LA
7o — VR B IfE GRS IR TNF-a PEAEIREE TG A > 7 — v A F 2 I1L-6 PEATR AL,
Mg+ C-ROCMEERERE, MiER 7 47V 2 7PV REORME, mGHIREEY REHE
(LDL)= L AT u— VREE . MG &L Y REBEMHDL)= L AT 1 — /LR E O S a7
bz, 7ok, M7V o — APREIITEITRD b o T,

BESNDIEMA D=2 RIERUCIAE., & MY 7 U ') NiJESGE

® Kim 5(2003)IZ L » T, HARIZT, "% 7 7 F— | 400mg/day(H 18 Hi[a)) % 3 » A Rk 05
U 7o m B e B FT 12 44 (CE2I i 49.542.9 %)~ D 52 B ($ 5- W& T2, — Ik 12 IRFfi] oDl
AFFEARM) RIS TN D, ZORRE LT, BERTE OREICE N T, miEF hY 2
T U NIRE., MAERERER RS . M AR Y REBRHE BIRE, Mgt 7 v a— X JRE,
MAEHF A > R PREE . B FE M T LEHME(HOMA: homeostasis model assessment)(Z & 51 &
U ARBUPE(IR: insulin resistance)., JR i ERAEE R BAFOAE I BRI 2 DR, mAE & E Y R ERE
(HDL)Z L A7 — ViR MR 7 RV RERE A2 B, R ERE AR Eafnig e E o
EEDFED BT,

B, MEETRa VAT e — R AR L Y REAE(LDL) = b AT u— LR
A 7 AR Y AR AL IR MR Y BE R HOMA (3315 % B #lfaiAE(BCF: beta-cell
function), R ERRE AR —l A G ARG IARR IR EE . ZR L BRAE oh A A B A AR AR R FE L I 32 B 338
OB T,



HMESNABERAA D=L - A oA ARFIMEYE

® Zambrana ©(1997)IZ k> T, AL 2T, XY 7 17T — | 400mg/day(H % Hi[=1) % 8 i fH
EOFG LoD R 21 4 (51 18 44 2otk 344, I 51+ 2 jk) ~ DR 2 (F 5- 11 fH]
T, —i 12 R OMERFHIRIM) 2SR STV D, ZORERE LT, BE5H1E Ok
(Lavastatin 20mg/day % 8 HR]#x G- & OfifA & K ZRBR)IZFB W T, MIEF A XU RE, 1
iR a L 27 a— VRE MEHREE Y REREWLDL) 2 VAT a—/LiRE mfEf FY
7wV NMBE, R 7 7Y 2 5 URE, IWER T T XX —5 U IEMALRE T ER
(PAI-1:plasminogen activator inhibitor-1)i £ DAXEDFR D H 7,

k. MIEREEEY REAZEMHDL) 2 L AT o — VIRE, /Lo — 2B, i
W75 X ) — 4 LAEMEALIR F(tissue plasminogen activator)JfE . AT 75 XX ) — 4 Ly
MAEH 02-7 > F 77 X3 ) =7 U REICITREITRD bk h o T,

HESNDERAA D=L R A 2V R TER



SE XX
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