A kRJILE Y (CASno.1115-70-4)
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(1) EREEE

® Niemuth & Klaper (2015)I2 & > T, A R4V I 2 (CAS 1115-70-4, HEEEYE . Sigma-Aldrich)
40pg/L(RX EF= T 30 HlinH 5 360 31365 HRIIXK BT L= 7 7 v b~ R/ —(Pimephales
promelas)~D 52320 H#% D> 40 H AR HUER | ASEIMEREIZ DUV Tid 40 B2 ISR 7RI A,
ARABHEREIZ DN TIE 45 BRICHBRTFRIRE)DREF SN TnD, ZORRE LT, BEARE,
KENEm B, FepEIREIE, PRI PEIRER DRAE., FERIMEEE R =277 | HEIZ I8 1T 2 M HHBL R O @& A3
3}8\&') DT, 7ok, MERE, AR, MEARRGEE. MERIMEREE X 277 HERMEER a7 I3

TR ool
ﬁméhé%%%ﬁ Al A AN T FIARTE~D

® Niemuth 5(2015)I2& > T, A F7AR/L I 2 (CAS 1115-70-4, HEFEgHE, Sigma-Aldrich) 40ug/L(3X iE
PR kKU H T D HIERR I 4148ug/L)C 28 ARIIEK BELIZRA T 7 v b~y K/ —
(Pimephales promelas) ~DFENRET SN TS, ZOREE L LT, HEAFlEF VTG (vitellogenin)
mRNA FFE BB DO @ EDFR 0 Bz, 7ok, MEATIRT VTG mRNA FHXf R T, M- 4%
BT ey = URE, MM A N AT m PR KRPEIRER, PEURIEIS. SERIRENREL. MEREAT
i+ CYP17 mRNA AHXIF 81L&, MERENTIRT CYPI194 mRNA fEXH LR, HERERTIRT CYP344
mRNA FHxt 5Bl & MEREATIET CYP114A mRNA FHXE 5 BLE, HERENTIRT 38-HSD mRNA 8%t
B, MERERFI® S PXR (pregnane X receptor) mRNA fHx 38 Bl &, WMERERFI& S GK (glucokinase)
mRNA FARHIE &, MEHERTH - FBPase (fructose 1,6-bisphosphatase) mRNA FH*} & B &, MELENT
figk ' FASN (fatty acid synthase) mRNA AP EL & ITE BT b v o T2,
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MESNDIERAA =L =2 baZF AEHEETFKF VTG (vitellogenin)mRNA FHx R
O & H)

(2)&FEgE

® Yan 5(2015)(Z L > T, * ha/b 2 2 (Sigma-Aldrich) 100mg/kg/day % 3 » H#sLL LMD 8 M fH
BOeE LIzl SD 7 v b ~O B (& NEEEEE L 12 R R IR BB RE S T b,
ZORERE LT, FE, HINMKE, EEEET AVIEMIC LD A > 2 U Uit (HOMA-IR:
homeostatic model assessment-insulin resistance), IfiL.H 7 /L2 — R JREE - MiEF A > AU PREE,
MiFH V7 F U RE, MiFHT A T O — VRE, FEP TR b — 2R OKE,
M - FExTE &, R, BRP 7147 ¢ e, RSP N Y RIRRE, R
RIS IRE, AR, EEE R ERERBE TR ET T A M7 o SREOS
AR BTz, 75, MG P IR AR LT MR, Mg PSR R ARV R 2 TR
G ONSY (WASIREeY

HESNDLDERA =4 PR oL E

725, AREEBREEROMRIZH T2 > TUX, TIRET VEM~DOIERUGED R 2 il L7125 3L T
B RIIERE Z 545 Sl S vz,

® Hu 5(2017)i2 k> T, A FaA/L 3 2 (Bristol-Myers) 500mg/kg/day % 8 il [H]#% O ¥ 5 L 7 I
Wistar 7 v (9 @) BRI 28 U CRlEeE& G, 5 HER®%IC—BEs®% A LY
N b mIEENE G- LT 2 BUBEIRIE 2 FIE) ~ ORI R SN TV D, ZORERE LT,
HEMEE T VI K D4 A U it (HOMA-IR: homeostatic model assessment-insulin
resistance), M5 FURIRFITL A V€ R BEDARAE, MG HEHEY 1 v o R, Mg ik
BERY 3 — RO A n=VRBEOEMENRO b, ok, KE, MiEF 71 a— R REG R
%), MAEFA 2 AREGFREZNCITEITRD b o7,

F 72, A R/ 2 (Bristol-Myers) 500mg/kg/day %z 8 M [H#% 1 ¢ 5- L 72 1 Wistar 7 > b ()
NOEBEPHEI SN TWD, TORERE LT, KE, fyFH AR Ve iR E ORAA,
MG HEREY A 2o R, MIEFIERE N Y 33— R A = REOEMENRD bk, 72
. HOMA-IR, MEH 7V a— A REGF—RE), MET A 2 2 U REGFEEE)ICITZEITER
D ORI T,

BESNDIER A 1 =X A 0 FUR T E— N EA—HR R~ D1

B KRB R OMERIZH - - Tl TIRET LVEM~ORERUCER B2 s LI-5sC T
D RICIERZET L Ll STz, £, @FEE) 2 W CHRBIZ B W TREREORME R
DHATWD RITHEEZET 5 & S,

® Brill & Moenter (2009)IZ & > T, A b/l 2 2 (Sigma) 500mg/kg/day (KK 2 2.5mg/mL (2
)% 21 Hil2 5 35~38 HilnE TR AO#SE L7 C57B16/] ~ v A (BEFL#% @ g CEE)
NDOEBEPRET SN TN D, TORRKE LT, B PREQT Hilp), MmiFh- > 2 U Q27
H#m) OARAE, FER 1 H OBIENGTRD B v, 7235, REWER O B), Mg HEsEns i mei E 3s
~38 Hiiin), MIGH A AU REE(GB5~38 HENIITEIIR O b o7, 2B, A KR
Jb 2 (Sigma) 500mg/kg/day (/K HEEE 2. 5mg/mL [ZFH 2) & 21 HiiA~ 5 35~38 Hii % TR
B U7 C57B16/] ~ 7 A (BEFLIZ E 0 EE CHRIB)~ O BEPRET S TW A28, (RE(ER N
H). BEBHORQ27 Aim), RO R, MIGH A 2 U SRE, Mg T FENE R mede B (2 1L
G IRV (WAL RESW

HESNDIERAI =L 1 4 A URREA
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7B BT T VB~ OIERUGE R W LIfi S Ch 2 AICIEE £ BT 2 LMK S h
72

() HAMBE~DFE
® Xic H(2021)IZ k- T, # F7R/L I /(Sigma-Aldrich) 1,000uM(=129,000pg/L)D 2 5 H X
<FELT=E FRISLARD AFIAE LNCaP ~DE NG SN TV 5D, TOMEL LT, MinAETT
AR (T v R 25K mRNA fHRREBLE, Bel2/Bax & FVE AR XIS B & b OB 2352
BT,

F7-. A b 2 (Sigma-Aldrich) 1,000uM(=129,000ug/LYDIEE I 5 BEIE< @ L= bl
SRS AUHERE VCaP ~D BN F ST\ 5, ZOREFRE LT, M4 F3, 4R mRNA fH
KRB, Arv7 (BBAT  Ra b U R K) mRNA R BLEOKfE, Bel2/Bax & A FH%F
FHRELOBEENTRD LIV,

BESNDIERA D=L 72 Fa o2/ ERBMHEER, 748 b— ZBEEH, 2

AU RR G S EN I E H

(4) AMP EFHtT0T4 o3+ —ERHBATONAMEADFE
® Xiec H(2011)IT k> T, # ha/L 2 2(Sigma-Aldrich) 1, 10, 100uM(=129. 1,290, 12,900pg/L.
AR FE R AR TIE 0.1uM K LR E)DIEEIC 72 FFIZ<#E L7 b B NS AR
Ishikawa (ZHEED)~DOEEPRF SN TWD, ZORERE LT, 1 uME=129ug/L)LL EDOPRFEX
THRUNEHITE R OB (ICs0 i 21.4uM), 7B 7 AT B U RK(PR) A EAERBLE, B PR
mRNA FRRP B EO EE, 10uM(=129ug/L)LL O X T PRB & B % B &, PRB mRNA #H
XPEEHLE O RN bz,

F7-. A B2 2 (Sigma-Aldrich) 1. 10, 100uM(=129, 1,290, 12,900ug/L. M HFH =R
BRCIE 0.1uM X & 52 E) DI FELT 72 FEfH ;’c< ZL7-t b EANBED AR HEC-1B (FFRRE D
IMEEDN~OEENRFT SN TS, TOREL LT, 1 uME=129ug/L)LL O EE X Rl fuby
SEEE DARAE(ICs0 fE 18.9uM), PRA & H'E 78L&, PRB & L E &, PRB mRNA FHx R Bl
¥ PR mRNA FAXPRBL & O SENGRO LTz,

RE. T ORI, AMP IEMAL T v T A % F—E (AMP-activated protein kinase: AMPK)
FHFE AT & % Compound C BIALERIZ L o Tl S 7z,

HESNDIEM A T =X b0 S AKITEIETEINGIER . 7'a 7 27 0 2 SR SR ENE M

® Saguyod ©(2020)(Z & > T, A b/ 2/ (Sigma-Aldrich) 10, 100uM(=1,290, 12,900ug/L) D
FEIZ 48 BRI #B(178-= A b7 ¥4 —/L 10nM T 24 BFREIRTALEE) L1 b5 NS AHT
fitl Ishikawa (FEYER) 7 L o — ZYRE 5.5mM I THER)~OEERNRF SN TV D, FORRL
LT, 10puM(=1,290ug/L) LA F DR EE X CHEFHEFER OARAE, 100uM(=12,900pg/L) DR FE X T
A 2V > DI (cyclin D1: CCNDI) mRNA AHXIFEL & OKAE, 7' 2 7 X7 1 245 K(PGR) mRNA
PR B E, 7'u 7 AT v U KR-B (PGR-B) mRNA FHxf 68 & | PGR-B/PGR mRNA FHxf %%
BB OEENRD bz, 7k, FHEEE MM (endosphere) R IZ ITFEITRO LR o T,

F72. A MRV 2/ (Sigma-Aldrich) 10, 100uM(=1,290, 12,900ug/L)@(}§}; 48 IFfIE < 8
(17p-—= A b 7 VA —/L 10nM T 24 FEIRTALELER) L7z b b 55 IR AsfiiE Ishikawa (1527 /L
I—ZARE 175mM (I TEB)~ODEE IR I WS, ZORELL T,
100uM(=12,900pg/L) D & [X T PGR-B/PGR mRNA FH x5 Bl &l O K AE, PGR mRNA FH x5 5
BEOEMENED BT, 7o, MIaHEFESE, CCNDI mRNA fH*PREL 2, PGR-B mRNA FH%}1H
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Bifr, endosphere HIZITHEIIFRO N> T,

F 72, A bV 2 (Sigma-Aldrich) 10, 100puM(=1,290, 12,900pg/L) D 1Z 48 FERIX < #Z (Al
ER7e L) L7c b b B NI AR Ishikawa (BEHER) 27 /L 20— RYRFE 5.5mM (2 TERE) ~ D
ﬁ%i‘*ﬁ%ﬁé NTW5, ZTOFERL LT, 100uM(=12,900ug/L) D% X T endosphere SR DA A
WO LT, 7k, MIFEHEFEEE, CCNDI mRNA FHXI7Bi&E, PGR mRNA fH*FBl&E, PGR-B
mRNA FHx 58L&, PGR-B/PGR mRNA FHxf R ELEIZITZEIIZFR D o7z,

F 72, A bV I 2 (Sigma-Aldrich) 10, 100puM(=1,290, 12,900pg/L) D 1T 48 FEfIX < #Z (Al
L7 L) L7 B R B NI AMERE Ishikawa (5 27 /V 20— AJREE 17.5mM (2 THER)~D 8
DEFFEN TS, TORELE LT, 10uM(=1,290pg/L) O 5 FE X C #ll i 15 5l 2R o & i
100uM(=12,900ug/L) D ¥ £ [X. ¢ PGR-B/PGR mRNA FA%I B OBEME N B O bT-, 2B,
CCNDI mRNA fHX}FEHLE, PGR mRNA FHx{ % 8L, PGR-B mRNA fHxIFHl&, endosphere
FIITHBIIRD Lo Tz,

B, INLOEEDH> L PGR-B OFIFEEIT, AMP {HHEA T T A4 o FF—E
(AMP-activated protein kinase: AMPK)FHE# T & % Compound C D 5-THfi], {HMHEALHITH S
AICA YV 7R X 7 L 4 F K (5-aminoimidazole-4-carboxamide-1-p-D-ribofuranoside: AICAR)D#¢ 5T
L s T,

HESNDIEM A T =X b2 SAITIETEINGIER . 7'a 7 27 0 U2 SRS B eEE M

72, AREERAE R ORI H 7= > CTiE, HIHEERE ORI ELME 100uM XD T —Z D Hig
RENTWVNDRICEREEZET D Ll s,

® Collins 520192 L > T, A FA/LI COEFEE, Sigma-Aldrich) 10, 50, 100, 200uM(=1,290,
6,460, 12,900, 25,800ug/L)YDFEEIZ 72 RFEIX < §8 L7z & b= R ML EM2 ~0D 22818
BitEnTVW5s, ZOfERE LT, 10uM(=1,290ug/L)LA O JE E CTHIIAFESR (24 HifE]), = A
ka7 U K o (ERa) mRNA AHXIJ8 8L, ERa & AR A B BB OKAE, 50uM(=6,460pg/L)
PLEOEEX CHAATER(72 FEF)OKAE. 100uM(=12,900ug/L) LA F D FE X CHJWRIR 1
(ADP VAR —Z2)R U AT —EEAEMIBIEE, AMP EMH7e 74 o F 7 —F
(phosphorylated AMP-activated protein kinase: p-AMPK)&& FI'E AH X R BLE O SH{E 8D H LT,
BB, T T AT v CZR(PR) mRNA HHXHBL &, PR-A mRNA fHXI 3 HlE, PR-B mRNA
FEXPRE B, PR-A & FVEFAXREBELEICITEEIIRD b Lo 7,

F7o. A MRV HEFEE. Sigma-Aldrich) 10, 50, 100, 200uM(=1,290. 6,460, 12,900,
25,800ug/L) DRI 72 X < 82 L7c b M FE D ML EM3 ~DO R RET STV 5
ZOREE L LT, 10, 100, 200uM(=1,290, 12,900, 25,800ug/L)DiEE CTHINAIEER24 FiH)
DK, YIKIRLAR U (ADP U iR — R)R U A 7 —¥ & A B E O EEG0UM X7 — & 11
R72 L), 100uM(=12,900ug/L) LA _E DR FE X CHRfEAF3(72 F5fE). ERa mRNA A8 &
ERo & FVEHAI B S OIKfE, PRA B A EHXIHELE, #8 PR mRNA fHXIFElE, PR-B mRNA
FEX R BLE, O AL p-AMPK 25 FEAH 5B & 0O & E., 200uM(=25,800ug/L) D X T PR-A
mRNA FHRF B EDO SENRD bz,

ek, I 0REDL 1L, AMPK BEA|ITH 5 Compound C [FIRFHE < #EIZ & - TN &
iz,

HESNDIEM A T =X b0 S AMIBEETEIHIEN . =2 b a7 o2 /R EImHEN. 7

27 AT 1 2 RSB EELE

72k, ARBRAE R ORI & 7o - TiE, MR O RIELMT S0uM KO T — & Z4E7R L
TWRWRICEEZET 5 LS,



® Zhang 5(2017)I2 &k - T, A Fak/L I /(Sigma-Aldrich) 1,000, 5,000, 15,000uM(=129,000. 646,000
1,940,000ug/L)DIEFEIZ 24 BEEIE < #8 L7c & M NI AR Ishikawa( 7 (B~ D F 273
eSS s, TofERE LT, 1,000uM(=129,000ug/L)2L EOEEX T A kv 7 U2 /K
o (ERa) mRNA fHXfHHEOMKAE, =R a7 SR B (ERB) mRNA FHXH Bl & D mifE,
5,000uM(=646,000ug/L)LA EDPREEIX T ERo & FVE X FE L&, MAREAER, M= 2
k7 A=/ 1uM HEFFE ). cfos (proto-oncogene O — FH) mRNA FHXf I &, c-myc
(proto-oncogene D —Ff) mRNA FHx%f 7 B & DK, ERS & FVE AR R BB O SE 2 Z8D BT,

F£7-. A Fas/L 2 2 (Sigma-Aldrich) 1,000, 5,000, 15,000uM(=129,000. 646,000, 1,940,000g/L)
ORI 24 FFNIE< T L2 e M BN ML HEC-1-ACGRMEAD~D 2B R gt & T
W5, EOREFE LT, 1,000uM(=129,000ug/L) LA _E DX T ERa mRNA FH%F %% 8l & DR
ERB mRNA AH*IFE B & D B E. 5,000uM(=646,0000g/L) L _E O FE X C ERa & FE G FE 8 &
HIRBEAE R MG R (= A T P4 —/L 1 uM 24 ). c-fos mRNA #5635 c-mye mRNA
FRXHREBLE OKAE, ERB B HBEMAM BB ED ®ENRD b,

. TN OEEDS < 1E, AMPK HEHITH 5 Compound C FIALERIC & - THIH S 47z,

HESNDIEM A T3 =X I 23 AR FE A /E A . ERa ZEEBLINHIER . ERB FEBUEENEH

® Kim 5(2016)iZ & > T, A F7R/L 2 2/ (Sigma) 15,000, 20,000, 25,000uM(=1,940,000. 2,580,000,
3,230,000pg/L) DI 72 RFIL < #& L7 b FELAS AUMIIE MCF-7 ~D B3 et ST b
ZORER L LT, 15,000uM(=1,940,000ug/L)LL_EOFREEX THIALEENER, — A b o7 U5 1K
a(ERa)E FE X BL & DIRE D F8 O b v,

F£7-. A bV 2 (Sigma) 15,000, 20,000, 25,000uM(=1,940,000. 2,580,000, 3,230,000ug/L)
DOWREIZT2ERENES FE L= FEL AMAL TR MCF-7(# €3 > 7 = L FEEZ M)~ D) K
FENTWD, ZTOREEL LT, 15000uM(=1,940,000pg/L) LA D7 FE X THIKHEFE R, ERa
B FVE R R BB DRI AN D ST,

F72. A bV 2(Sigma) 25,000uM(=3,230,000pg/L)DIEFEIZ 24 FERIE < B(17p-= A b7

UA—/L 100nM HE7E F) L7728 FELA AN MCF-7 ~OREBNRF SN TV D, FORRL
L C. ERo mRNA A5 E& DR FE O b v,

F72. A bV 2(Sigma) 25,000uM(=3,230,000pg/L)DIEFEIZ 24 FERIE < B(17p-= A b7
U —/L 100nM HAFF) L7z MRS AMAE TR MCF-7(% &% v 7 = VIERZ M)~ D 2218
BatEnTnb, ZOfEFE E LT, ERa mRNA FHx 38L& DIRE N RD Hiviz,

F7z. A AL 2 (Sigma) 25,000uM(=3,230,000ug/L) DR EEIZ 24 RERENE < B 7-= A N T
U A—/1 100nM A7 F) L7z b FEAA ML MDA-MB-361 ~OENBREFTI SN T\ D, Z0
fEid & LT, ERa mRNA FEX B EDIKMENTBD H v,

F7=. A FARIL T 2 (Sigma) 25,000uM(=3,230,000ug/L) DI (Z 48 FFRENIZ < @& L7= b FELA
ARG MCF-7 ~O B REAE TNV ERa JEBH)PBFI SN TWnD, ZORERE L
T, c-Myc B VBRI &, cyclin D1 & HEMEXRELE, 70 Fr A7 m U2 RRPREHE
FEXPRS B, pS2 & HEMHEX BB EOIRMNGRD b,

F7=. A MR 2 (Sigma) 25,000uM(=3,230,000ug/L)DIEEE(Z 48 FFRENIZ < @ L7= b FELA
ARG TR MCF-7(# £33 7 = L IEEZ )~ DB RE L E XV T h ERa B M) 23
RV ONGAYH %@F%k LT, c-Myc & EEMHXIFEB &, cyclin D1 & BHEM5#HE, PR
HEAEMR TR, pS2 B HEHX B EORMAFED b,

Flz, A RARR /(Slgma) 25,000uM(=3,230,000ug/L) DI EEIZ 48 KFEIX < & L72 & MELAS
AAAIE MDA-MB-361 ~O B GG E B EITWT LY ERa A ) BIRFT STV 5, £ Ok
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R LT, c-Myc EREMAFEILE, cyclin D1 2 HE AR B, PR & EMHA I, pS2
E AR R EORENZED i,

THESNDERAA T =L Him 2 ba 7 AR

k. REBEROMIRIZCHT- > UL, ZHDOEEBIZHOWT AMP IEH LT a7 A &%)
— B (AMP-activated protein kinase: AMPK)Z#XHI4 2 Z L VRIBSI NV TN D RICHEE L EHT S
ElEr = e,

(5) AN~ DEE
® Detaille 5(1998)IC K-> T, A hA/L I (EEEHE, LIPHA labs) 0.2, 2, 20, 200, 2,000uM(=25.8,
258, 2,580, 25,800, 258,000ug/L)DIEEIZ 90 /3 MIX < EE L7277 U A1 A J7 = /L 1 R I REA
ffd(Stage M~IV)~DBERRET SN TS, ZTORFEE LT, 02, 2., 20uM(=25.8, 258,
2,580ug/LYDIBREX T/ Y a— vy v Z—F afiEE( v 2 ) v 2uM EF ) DO EE., 2.,
20uM(=258, 2,580ug/L)DIEBEX T/ Y a—F v Z— a EEMEA v A U > 0.05uM 2
D EENRD STz,

F7-. A AL U (HEEEYE. LIPHA labs) 20uM(=2,580ug/L) DI 90 /3 EIEL B L7=T 7
U 1 A H )V SEINEERE (Stage TTI~IV)~DEENBF SN TW5D, ZOMEL LT, 7
b a—AEFEBPGEE (A A Y 2uM HAFET), Zva—2D 7 ) a—0 o ~OR Y A
HE AV 2uM HFE P OEERRD vz, 7ok, 7 a— AELERRIGERE, 7L
A—ZADT Y A= ~ORY IABEEIZITEEITZFRD bR o T,

HESNDERAAD =L : AR DT a— AFY AL EHE/EH

® Detaille H(1999)IZ X - T, A FA/L I (ERFEE  LIPHA labs) 0.01,0.1,0.5, 1 ,10,20uM(=1.29,
12.9, 64.5. 129, 1,290, 2,580ug/LYDIEEIZ 90 pRNELS FEL =T 7 U A A H )Vl kIR
Hfa(Stage II~IV, MFLEH /L2 — R kT 2 ZAR—4 —GLUT4 % —BERE )~ D BN Et
ENTWD, ZOFERE LT, 0.5uM(=64.5ug/L)LL_EDIEIEX T 2-F 4 F -D-7 /L 22— ALY
HEC A Y »2uM B F D ESEDGRD BT,

F7o. A MR HEEEE. LIPHA labs) 10uM(=1,290pg/L)DIEEEIZ 90 pIE< @\ L= 7T 7
U 77 A H )Vl SRIFREAE(Stage TII~IV)~DRERBRFI SN T\ 5D, ZORERE LT, 2-
FAFV-D-7 I 3 — AWRGEE (A AV > 0.5~10puM H1E ) D EEN RO S,

BESNDERAATI =L £ AV N2 LD GLUT4 B 5D 7 v a— ZABGA AR

® Stith 5(1996)IZ & - T, A has/L 2 2/ (LIPHA labs) 0.0077, 0.077, 0.77. 7.7uM(=1. 10, 100,
1,000ug/LYDIREE 30 IE<K T LT 7 U B A 5 =)V SRIFREE~ DO 23 R S
TWb, ZOREFEE LT, 0.77uM(=100pug/L)LA EDOPRFEX TR AR Y X—8 C {HMH(A /¥ b
—L 3 0 ABRFEA B D BENTRD S iz,

F7-. A FA/L I (LIPHA labs) 0.0077,0.077,0.77. 7.7, 77uM(= 1 . 10, 100, 1,000, 10,000ug/L)
DIRPEIZ 7T ~10 K (A > AV U GBERIC S 0.5 FENIX<SE LI=T 7 U By A T )Lk
INEERII A~ DEER R STV D, ZOREER E LT, 7.7uM(=1,000pg/L)LL EOPREEX T A
2 FHEVEZ I AR EE(GVBD: germinal vesicle breakdown)ZR (1 > A U 1uM HAF D EEN
BBz, 2B, GVBD (A AV OIMAFER UITITEEITERD SN o T,

BEISNDIERAA D=L 0 A R FHEMIN R O AV HEEH]

® Khan %(1994)iZ & - T, A h7s/L 2 2 (LIPHA labs) 20uM(=2,580ug/L) DI 1 44 FFRENIZ < &L
27 70 J A9 )VHSRIN I~ DR F SN T\ b, ZORRE LT A AT &~
MR I AR (G VBD: germinal vesicle breakdown)Z&(f > A U o 2 uM A7 F)D SENFED 5
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i,
BMESNDIERA I =K L o A R FEMEIIRE I O Rk BV E R

(6) HELAEMBmOFERBADFEE
® Alengrin ©(1987)IZ & - T, A F7A/L 2 2 (Aron Laboratory) 1, 10, 100, 1,000uM(=129. 1,290,
12,900, 129,000pug/L)DHEEZ 20 BiIE< B L 727 » FAF IO Wistar &~ b HSR)~D
AN SN TV, TORERLE LT, 10uM(=1,290ug/L)LL EDOREX T/ Na—2Ap 7 )
a— U SO IAFEE DIAED RO LTz, 72k, T I A4 Y T FIOVEBERIGEE, 1 > A
V UEAERARICITZETRO N o T,

F7z. A AL I 2 (Aron Laboratory) 1, 100, 500, 1,000, 5,000uM(=129, 1,290, 6,460,
12,900, 129,000, 646,000ug/L)D#FEIZ 2 KfIE < Z2(cAMP 0.1mM 47 F) L 7= kA KE Wistar
7 v FHEXT v MFHRA~OEERKRT SN TS, ZOFEE LT, 500uM(=6,460ug/L)LL
LOREXTT 2 A Y7 FIVERRIGEE DR ST,

HESNDIERA D=L Frrvh A AER, Hia v 2 U UAEH

® Al-Khalili ©(2005)iZ &> T, A 7/ 3 2 (Sigma) 20uM(=2,580ug/L) DI 20 /0 NIX< #& L
7o i MR (AE i 43£6.7 m%, BMI 26424, ZEfGRF MAEE 5.3+£0.43mmol/L DAREHHEES &4 3 4
HR)~DOREBENRFI SN TS, TORRE LT, 7V a—F7 U AEGEHEORERTED 51
776

F 72, A FARL T (Sigma) 20uM(=2,580pug/L) D ¥ I 8 H REIE < #8 L 7= i 2 M (4 1
43+6.7 3%, BMI 26+2.4, ZEEHFIIFEE 5.3+£0.43mmol/L DRFHEE S 404 3 4 H3k) ~ D8N
RSN TWD, ZORERE LT, PGCI (~IVAF Y — LHTERIEMACZ FSIK y 27 7 F
— % —1) mRNA FEXIFEHE, GLUTY (/v a3 —A hT o AR —Z—4) mRNA FHXHREE
GLUT4 & P EMAAFBLE, MEF2a (Fhiflilafr Ay o~ —[KF 2a) mRNA FHXf 58L&,
MEF2c mRNA %7 Bl 5 MEF2d mRNA fHX R BLE O SED T O biviz, 723, GLUTI mRNA
FEXPR BLE T IT B TRD DL o 72,

HESNDIEHAD =L - A R N8 D7) a—F G aTER O/

® Fuhrmeister ©(2014)IZ 8-> T, A h A/ < 2/ (Sigma) 10,000uM(=1,290,000ug/L)DFEEEIZ 30 47fH
(X< & U7 SR LR AR f (R0 34.544.6 7%, BMI 23.36+2.75 O RALIEHE 43S 27 4 H
F)SNDOEENRFT SN TS, ZORELE LT, IGFIR (4 > AU UHERERT 1 Z&IK)
mRNA FX S B IR (1 > A U VS 25K) mRNA FH5H BB O S E A1 O S 7=, 723 . IGFIR
B A&, Aromatase (7 2~ % —1) mRNA FHxfF B &, Aromatase & FH'E FHx
B EBIRO SN ho T,

BESNADIERHA D= AL A R Y VERRER T 1 BB KA R Y 25RO mRNA

FEHLF Y

(7) E bADZ5EER
® Liu 5Q2019)IC k> T, HEIZT, A FA/L I 1,500mg/day (Metforal) % 6 » H [El4% 5-(H #2 5
13~ 5 H B L) G U7 22t IR BUEGBE(PCOS: polycystic ovary syndrome)Zz i
F (R 21~30 5% D 55 4 L BN D) ~DORENBRFI S TWnD, ZoRRE LT, &hATL
DTN T, MIETEARTER AR VT IR, MTE AR AR /ORI AR V£ R
o, MiEFT A AT RE MiEF T KR AT U OF URE, iERT e Rro T v
Fr 27 1 CRER A R E ORMESFE D b,
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F7-. A b2 2 1,500mg/day (Metforal) & 6 + H B4 5-(H #&BA4A 3 ~ 5 H H2> 5 BALA) &
5. U7 PCOS J# & e MRS 34 44 (4FH 25.244.4 7%, BMI 21.382.4)~DFENRFT ST D
ZOREFE LT, oMk 31 44 (B 25.245.2 7%, BMI 21.442.3) & O I TL i H Al
WL T F U RIRRE O, miER A R ) REG R, EEMET T VMmN X DA
> AU UiitE(HOMA-IR: homeostatic model assessment-insulin resistance). {5 4 &5 (AT p% A4S /L€
UEEE . MG AR LE /IR AR LT PR MIER T A N R T 0 R O S E
OO, B, MIEF T FaxAT7Fy UF VRE, MEHRTE ReE 7 RrATRr Y
BREE AR, MG 7L o — A REF BB bz no i,

F72, A FAR/LI 2 1,500mg/day (Metforal)Z 6 # H [#e5-(H #8614k 3 ~ 5 H B2 b BRI
5. L7= PCOS JIEV i et AR 21 44 (FFHin 26.4+3.2 7%, BMI 25.043. ) ~DENBFI S T\ 5
ZORERE LT, fH Ao 31 £ (FElS 25.245.2 1%, BMI 21.442.3) & O Hefgz 38T ifn i Al
VEVE L 7 F L S R OIRAE, Mg > R U R GERTE), HOMA-IR, (i & AT Ak
ARIVE YR E TR A VE /IR AR VR R, BT T A N AT o RO
EAESERD BTz, 72k, mﬁ¢7/%ﬂXT//ﬁ/®E\m@¢TEFHIt7/FHX
T u U AR, g 2L 2 — AR E R ER)ITITEEITRD S o T,

TBESNAEHA T =L 517 v Fa X U BEEH

® Mari H5(2016)IZ L > T, A—A MU TIZT, A AL 1,500~2,000mg/day % 5z 52 ¥ fH
e LTz 2 RUBE RIS BB 140 L (BME 63 44, Lotk 77 4. PHIAEHR 55.5410.5 %)~ DB
AENTWD, TOFERLE LT, BEBIARTE OEIZRBW T, M 7L o — AR (Z2E ),
i 7 v 3 — R PRPE(R % 3 REM B L ImFE(AUC)), A > R U R (R 3 KR AUC)D
KB, A AU JEEHE(HOMA2-%S: homeostatic model assessment of insulin sensitivity) D /& fi
DO BT, 2B, pHIIMEREL A > A VU > /7 )L a— A AUC t), MLl ~F 7 1 Ale
WRE, A R Y PR (ZERERE), I C-XT T REFE(ZEIERE), M C-XT T NI (R
% 3 WF[#] AUC), 1A 27V = U PR EE(ZERERRE), i 7V 3 R B (R th 3 RERE] AUC)IZ IS
BT N2,

HBESHADEHNA D= 0 A v A ML

® Krysiak 5(2020)I2 X > T, A—F > FIZT, A FA/L I 2,550~3,000mg/day (H 5 3 75%l,
e 5-BHARRKE 850mg/day 7> 5 2 ~ 4 BT Tl %2 16 ARG L7277 A AT 0 U BEIER
(M35 F IR EE 4 ~12ng/mL) B EE (F158 2 BUbE PRI M OMEE e tE B IR REAR T ) 12 44 (-
51 8 R)~DEENRMM SN TWD, TOREGE LT, BGBAMART L ORI T MU,
HEEMETT VNI LD A4 > A2 U it (HOMA-IR: homeostatic model assessment-insulin
resistance) DIRAENR O BTz, 7eds, MG HARBRIE AR VT SR, M9 lepE s o %
VURREE, MG TR N Y 3 — R A n =V RE ET T e T 7 F R, i FR A
WARNVE AREE, Jﬁl?%ijﬁﬁiﬁﬁ)ﬁﬂ‘}l/% VIREE MYETR T A N AT\ PR, Jostel’s thyrotropin
index |ZITBITRO IR T2,

F7o. A MR 2,550~3,000mg/day (H 3 5El. B 5-BAAAFF 850mg/day 7226 2 ~ 4 1
M2 Tl %2 16 WG LT 2 b AT 1 UEEI T QR E IR M I RE IR T E
ERMrENMIETT A b AT 0 PR 3.0ng/mL AT B A (F13E 2 FRUBE RIS K OMERSE (g
FOR AR BEIS TE) 11 £ (4R 52+ 8 i) ~DEENRFI SN T\ b, 2R E LT, & 554k
Al & OHEIZ BT, P, HOMA-IR, (i 1 BRI AR L€ PR EE . Jostel’s thyrotropin
index DIRMENRO Hivlz, ¥, MIEF HFRBRTE AR VE AREE, g FlFsE 1 v
PR, MG N Y 3 — R A o=V RE, GT T e T 7 FURE, g FRIRARG AR
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JVE PREE MG RRTER A VE IRE, [T T A AT v CREICITEEITRD bk
Nl
e %%T»f/asm~3mm@mw(aﬂ3“% P& 5-BALAEE 850mg/day 75 2 ~ 438
22T Tl A2 16 ML L7 A F A7 1 KT Q£ IZEFE M B PEME IR aE X T E
RS MIET T A M AT 1 PRE 3.0ng/mL ) B EE (W5 2 TUBE RIS M OVEESE fet
FOR RS BE T E) 11 44 (FFlln 52+ 8 i) ~DEPRF SN TV D, ZORREL T, 7 AR
T u R B 12 4 & OENCE T, HOMA-IR, I35 A AR ARSI AR L £ R
Jostel’s thyrotropin index, IMiGH7 A F A7 v VREDIKENEO vz, i, MbEE, 1m
15 FRRARRS AR LT R MG A v EE, METEERY) 3 — KA o=
VIREE, MR TR T 7 F YRR M S FR BRI RV R IS R AT AR L
REIZITEBITRO O o T,
BESNDIERA 1 =X A 0 FUR T E— T E#A—HR RS~ D 1EH
® Celik & Acbay (2012)I2 k> T, h=ZT, A hA/L I 2 2,000mg/day % 12 HEH G L7=%
FENAMEIP BIERAE(PCOS: polycystic ovary syndrome) 221 5 20 44 (4R 25.9+5.7 ik, ifiE ILJE
KT vz — AR 2 BERIE)~ D BB BRT ST D, TR E LT, &5k E
DIERIZBNT, AT ¢~ A58, MiFFA AV RE, MEF 7L o — R RE T
TIVEHIZ £ 54 > A U UTiE(HOMA-IR: homeostatic model assessment-insulin resistance). IfiL{E
AR Ve CRE, T A N7 U4 — VRE, IyEFT A N AT a U RE, Mg+
WEET A AT o B, iETRa L AT e — L. MiET ~U 70 &) REE, yE$
REEVREAE I VAT o —/WRE MEHT 7=T7 3 870 A7 =27 —BIEHEORMHE,
MEFEEEY REAE 2 L AT o —/VREOBMENRED Liviz, 7k, Mg Ipiafigs v
FURE, IETTE Fex b7 v M 27 0 Ui e iR, igh 7T 237 £ @7
J FT AT =T —BIERIZIIREIIRE O bk o T,
BESNDIER A 1 =X A 0 FUR T E— N ARG i~ D 1EH
® Hamed H(2013)IC L > T, =T 7 MIT, 2011 4E1 H2 5 2012 410 AIZ/2F T, A FAL
> 1,500mg/day % 6 » H R 5-(Bith2 5 2 BEIE 1,000mg/day) L 7= 2% 28 fa M O B JE fe A
(PCOS: polycystic ovary syndrome)ZZPEEFE 62 44 (FFlin 29.3+4.2, 70X 7 x> 7 = U RIER G
(2 &> THEHEIN~DEEDPBFI SN TS, ZOREE LT, &ERGHTE OHERIZE W
T, WP, EEMEETVEMICE DA > AU 2t 4 (HOMA-IR: homeostatic model
assessment-insulin resistance), MiFH7 A b A7 1 RE | MG HEEARLVE RE, Mg
BRI R A LV /IR AR VB R OARAE, MiET T T 4 AR TR, MmiEH
TT AR T F R REE, BT H R IR R PEIMEBRE RO ER O b7,
B, AT 4~ A, I IMRBNE AR LT SRR EITRO bk o T,
ESNDIEMA N =X 2 BUR FE— T HRA—EFER A ~DIEH ., A RV VDT
1t
® Codner 5(2013)IZ L > T, FUIZT, A bA/ I 2 1,700mg/day( H i 0 E& 5)% 9 » A &
H. U721 BRI I MERE 13 A CEAERD 17.7£1.6 1%, &7 > R 7 UIE)~OEEN R S
NTWD, ZORERE LT, &E5BMGHTE O-EIZIHEWT, MFTT A N T A4 —/VIRE,
BEH17-t Fed7ur27a gl ETT A MAT e R E ET T Fre AT
UA PR, WERET Vv Ra S R OBRENRD bivis, ks, AT 4 v R b o~E S
oEy Ale . MEFTTE Reo b7y Fa 27 a Uik s {ZIK/E%EZ\ I3 R LT
fae 7 v 7 U B A RREEE, R E TR H A PEIRRICII IR Do T,
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HBESNDIERA B =X L BUR T E— T EAR—AFR R~ /EH

¥, ARG ROMRIZH o> Tk, HREEE LT 1 BRI 2o BE 11 4 RS
16.7£1.7 5%, |\ 7 > R FdE) 7 T v ihfeh & DT > % 2Me _EHEERHEER) S 3405 L T
5ELTWDN, FEHEA AR SIERZET 5 Ll s,
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