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receptor-o. ( ER-a) ~ progesterone receptor ( PR-A, PR-B) #I c-myc >
AU % 17 (61, 62] » [UIMRKE T MAPK 41 » p38 % PPARa,
VR e i cross-talk [63,64,65] ¢ (KL PP [ J{ﬁ* Bﬁ?ﬁ * p38:p38
Fl }H PPARo. A/B domain Eﬁ&[ » PPARo. A/B domain ’E;%Ef = T”“T{sflfj
BTk T2 R [ PR T = ¢ ] PPAROcE=AE | BT P93 L i
AT~ e I R RS WP S S [63] 0 E e Y
PPAROLE‘Z%&E gE §Fq [[66] ¥ &L p38 AZifl TNF-o ~ IL-1 =" cytokine
3?‘ [~ W% [ fY p38 4 ﬁ,ﬁ[zj" PPARa1Y A/B domain BH% [~ » HH (=
[V PPAROURLEE [IF T » — B St ik & 57 puf=n] [63] -
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Ul

SYTET AA TR ARG £ T IgE

ek pURET% (arachidonic acid, AA) fL— 7&. u%ﬁﬁ’ﬁpf ’ FE}:“
1 El,—?“);i,« [y ?ﬂgufai[qupf %l}%&@'ﬁﬂ’ﬁﬁﬂﬁ -
A Wﬁ%’{fﬂ@@ﬁﬁ@’?ﬁ PLAF @ T iUcytosolic phospholipase A, (¢PLA;)
Fir{EH | ’ﬂ%AA@Eﬁﬁﬁ@t’rz PR =57 e > BRI [67] AAT;’ﬁ
Flcyclooxygenase (COX ) *lipoooxygenase (LOX) iﬁ[ijfﬁjﬁﬁiﬁ’?f‘&
SIEEN) [ﬁJEIfJZfFT: - W&k (eicosanoids ) - i/Dﬁlﬁ[HFL—E%
(prostaglandin) ~ | 1% = Zk(leukotriene) ~ [ %[[&&=k (thromboxane) ~ j‘F:F
BE98 T A RS Bl s~ TR - FRELEORSTEE ST - AA
ALHCOX ~ peroxidase ~ PGI synthase (V3] & & PGE, » SgF4cki
PGEszg PR R M o 57 PRl 5a[68] PGEzTﬂﬁﬂﬁjﬂ RIS
JATNF @ ~IL-2 WNO» 5% 5 (2 nf e ZEP# VS 11[69] - PGE,
frEE bR HAYProstaglandin E Receptor ( EP receptors ) i f[ ’
pﬁ’j’%ﬁ[ﬂ? ™ o EP receptorssj B [47E > S5 [{[[EZEP] ~ EP2 ~ EP3 ~
EP4 - EP1 |l Jif,[ P RIESEE W ST (61 7| (1 3 MAPK pathway
f [~ ijﬁ [*"EP2 EP4 » } ﬁiﬁj{GS-protein iﬁ [~adenylyl
cyclase » ffI4%]* |cAMP JE3% 571 S if" “HYEP3 H leGl protein ﬂjrﬂj

adenylyl cyclase - [ [&]@]' [cAMP A [70] - PGE,# iF", (“EGFR >

T PIBK/AK [ » 55531l [68] -
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STIH] A IR RO

S AN BT Bl 7 S R
r::[q‘Hl ; ?JWﬁ?ﬁ,HEAAF‘ INE-= fwfll “Protein Kinase Cp > [ JFE@F{? Jﬁﬁa\E'
qun[ﬂzpjﬁﬁn‘F 71] o i PR R EAAR T ',Edﬁ [
PPARy > {fi#4sSPLA,-IIA (secretory type IIA phospholipase A, ) ™+

[ o S 5 7] -

BV Ay e PUAEPEEE PPARSET” v@%p RYZE

[ R LR ILR TS SO A T
JE@% ,g;r,ﬁH IT.L,‘JE [ulup)fUJr% [~ ;\rv%&m[#—ﬂ Jqqu’rpf L] e FI rﬁjk%
ZFy (5558 ) = PPAR U] 1TATRLE! vy [ B P18 = ij 2B
A o TR N RS PR  AA ~ PPARGE F 8 B 1= F] 5
fﬁjﬁlﬁfg‘[;@fi o FIFCHAERE o L PR R LPPAR iy = RTEHE
[42,7315! % 3 {“PPARGFIRE 11 » [ 7525 [ 2R 90 {5 5
PPAR oAU (A L%Yﬂﬂii_?\, [l st E&rﬁ j,f/iﬁ [“PPARaL - |1 Jlﬁ
5 AR SRL R
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!

IS (I B ]

&
TTh,

J

i

FUER = P B () IR [t P PR
5 Ak MDA-MB-231~MCF-7~BT-474 * X703 - (2 )
SYPTRSFIL 2 PR AP IR (7 o () $5UTRYAY
T I PR S AT (R PSRRI [ % » PPARa g 1ETEEH
LRV A AR -

BRI R Tt P PERL A (Tt =

TS o 2 e B PR E’ﬁﬁ?r%?r BVl 7 [REE e

ST o 7 O IR AP o 2 R
SSTHBE PR (R SRR T [ L
ERE Tl o 0 Ry [l 2 DY PRSP A W Ry > 25 TR
S AR - S F PR (R )
MDA-MB-231 £% ERa (—) ~ HER2/neu (— )f93F @tk ; MCF-7 £33
ERa (+)~HER2/neu (+ )i farksk s BT-474 £3%25 ERa (+) HER2/neu
(- + A apsk -

A ey B J};Kﬁj‘ﬁij o %lﬁlﬁljﬁ?f@i [, pglmilﬂpﬁglqw =
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L AP RS 55 7 TP R = AP e E R iR
i D g PRI S AF VI B AR 55 Araf VI HA o5 1 o
O IR RS LR DR PR AAT T & S OBl 7
PRI REEURAE T S VEVASHP ST A7 B 5 LRl 1 E PR
S VETIOAST ST D R SRR S 2 B
ﬂJE-Ii%{’—TﬁEHE«‘J‘ :
1. AA 5P PPARau g} TETIUASHE © IR AA BRI [~ PPARGIY= R
B [595T AARLYT i [ PPARGASH -
2. AA EPFSTVafE R S TETIVREL ¢ 2 %l}%r‘:ﬁ 1 ?ﬁ@%ﬁﬁﬁlﬁﬁﬂ
F3EF TETRL  K5HEf Cylin » CDK ~ CDKI 3 7 5 -
3. AA 5T MAPK fURy2% © = %lﬁg«fj ERK 2 ~ p38 AIfl o AT
P A TR P 0 AR 3 2 3 OB AT R P e 1T
FUATRE S BT -
4. AA ST AU BT Bax-Bel-2 UK Bax / Bel-2
OB R AT fy ] Bax / Bel-2 f [UIRANIVE 2 14
ct ﬁﬂ%ﬁ]‘ Bax / Bcl-2 pJFﬂﬂf\_ f BRY2E o
FPHC WS BRI EIF I 1% FBS > HATHUS AR
SUENOSAE AR BN - R IR AA BT VR Y
BHTE AA S 1R -
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SYAT PARTR P

4-1-1 FfVafk -

PR | = 78 fﬁJElfJ . @?“%%E'qaﬁi » 75 {IE MDA-MB-231
cells » MCF-7 cells » BT-474 cells » J[IF— -
4-1-2 %,ﬁ#l :

Merck * ﬁJ : KCI ~ NaCl ~ NaF - KH,PO, ~ Na,HPO.

Sigma ° _F[J : Arachidonic acid -~ Bovine serum albumin ( fatty
acid-free ) ~ Insulin - B-Estrodiol - Wyl14,643 -
N,N’,N’-tetramethyl-ethylene-diamine, TEMED
DMSO - Propidium iodide - EDTA -~ Triton X-100 -
NP-40 -~ SDS - Sodium deoxycholate ~ PMSF -
Leupeptin ~ Aprotinin ~ 2-Mercaptoethanol - Ammonium
persulfate ~ glycerol ~ Sodium bicarbonate ~ PEG -
Sodium orthovanadate - Hydroxyurea

Bio-Rad ** _F[J . 40% acrylamide/bis-acrylamide solution (37.5:1)

Amresco ’° _FIJ : 10X TG-SDS buffer ~ 10X TG buffer

GIBCO ** ﬁj . Iscove’s Modified Dulbecco’s Medium (IMDM) -

Penicillin/Streptomycin ~ L-glutamine ~ 0.25% Trypsin

23



PAA ﬁj : Fetal bovine serum

Fermentas Life Science ** ﬁJ . PageRuler Prestained Protein Ladder

Pierce ** F[J - SuperSignal® West Pico Chemiluminescence Substrate °

USB *t _F[J . Tris ~ Trisodium dicitrate

PerkinElmer ** _F[J : PVDF Transfer Membrane

Cell Signaling ** ﬁJ . Prestained Protein Marker,Broad Range

Fluka “t _F[J : Methanol

Panreac *° ﬁJ : Tween-20

Worthington Biochemical corporation : Ribonuclease A

4-1-3 ?TEFE}

Santa Cruz Biotechnology ‘* _F[J :

anti-B-actin antibody - anti-CDK 2 antibody - anti-Cyclin E
antibody ~ anti-ERK 2 antibody - anti-Bax antibody - anti-Bcl-2
antibody ~ anti-a-tubulin antibody ~ anti-mouse [gG-HRP ~ anti-rabbit
IgG-HRP - anti-goat IgG-HRP antibody

Cayman Chemical ** _F[J :
anti-PPARa antibody

BD Transduction Laboratories * ﬁJ :

anti-Cdk 4 antibody - anti-Ras antibody - anti-p38 antibody
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Upstate * _F[J . anti-Cyclin D1/2 antibody
414
WA (FACS CaliburTM, Becton Dickinson, NJ, USA ) ~ =
SRR T B VSRR ’E“i“‘”’ﬁ%fﬁl TefiE 2 m
ELISA reader ( Enzyme-Linked Immunosorbent Assay reader) - Hoefer
FETRIFH RS ~ BioRad frf 1ETFEAME) - BioRad o srp (EVIHAAY - I+
{F‘FF.EE, B~ -80°CEE-20°C IS ?EW]J‘?‘?I 4°CY J,%(ﬂ‘fﬁl Fuji ye - £5 -

Kubota #&~£% « Particle counter Z1 -

“—i
TTh,

ST Ay HERLE
421 fpspl R
1 mM Arachidonic acid-BSA Jiel&] 3% 537V 2 mM arachidonic acid
== 1 mM BSA solution '] 1 : 1 "Jﬂiﬁlfl ] 0.2 xm filter Il;ad R
7’3%%%2?[' 4CHI -
4-2-2 AVERRE TR
MDA-MB-231 ,%E'ﬁali‘?fii‘ﬁéﬁf‘ 5% FBS ~ 2 mM glutamine > 100
ug/ml streptomycin 71 100 U/ml penicillin [ Iscove’s Modified

Dulbecco’s Medium (IMDM) f[1 ; MCF-7 %’:Elﬁﬁlﬁi’fﬁéﬁ? 5% FBS ~ 2

mM glutamine > 100 pg/ml streptomycin #{1 100 U/ml penicillin ~ 0.01

25



mg/ml insulin iV Iscove's Modified Dulbecco’s Medium (IMDM)f|1 ;
BT-474 %E'ﬁﬁlﬁi‘ﬁ B 5% FBS ~ 4 mM glutamine > 100 ug/ml
streptomycin {1 100 U/ml penicillin ~ 0.01 mg/ml insulin IV Iscove's
Modified Dulbecco’s Medium (IMDM)f|1 = I'| == ZE3 @] 5% FBS
‘ﬁ’gﬁﬁﬁé =g Jq’ElﬁwE'Hclﬁﬂ‘fﬁgﬁ” 1% FBS IMDM {1 » MCF-7
= BT-474 “E"iwﬁ”ﬁﬁﬁéﬁpﬁajﬂ I?T‘J[l 10 nM B-Estrodiol ° 7wkl FF[[H\
37 C » 5% CO2 » &1, 95 %pfjiﬁéy’@gﬁliﬁé o
4-2-3 %E'ﬁﬁlﬁ'?ﬁE*ﬂ/ JipT
iﬁ%g[Ip@;glqa;ﬁiﬁﬁqﬂgglﬁ@jp@ [R5 & » p é‘fﬁ%f»{
2.5% FBS[IVIMDMI | {1 HHigf 1TRP9 (=7 ] » SV % [SmLgE S
#o ) 1000rpmEE S 5 538 - FAE ik AR Y > F T R
Elfiiﬁéﬁl o f%'é}[fj’ﬁ“xE'ﬁﬁij‘ o= 24 SR T [ﬁjﬁiE'ﬁaﬁﬁseeding
i "[E@"TF E| 7 IFl> MDA-MB-231 Atk Eh 2x10*{f#/mL/well » MCF-7
SuRk RS 5x10%{i/mL/well » BT-474 fWafktl 5x10*f/mL/well « 5
24 PR T R P72 Pk (5, 10, 20, 40 uM) BB
53 I 24, 48, 72, 96 | [ ET R IVREE ! o APSRET TRHECRLE R A
il B o ARMETREN > A2 B GL - TPBSTE- v St 200 pL
A p TR RN - ST FpUp Tt 200 pL%’" YR J%%ﬁi“s‘m@@ )

FIP pipet b ot i - KA 47 9.6 mLAY 0.9% NaCIf[1 > 4,
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L AP AR R AR R A R e A VRS 10 £ TR
AR
4-2-4  FPVIEEI 5 A
SRRV S 12 SRR T [l T rseeding Y iR E D
MDA-MB-231 # Mk £ 2x10* {i#/mL » MCFE-7 5F Wakk £ 5x10*{i/mL »
BT-474 5 aff £ Sx10*{@/mL » - SR EFLETEL 2mL © 55 24 ]
[ i< o PIAARCERFW > S0 4 -] RIS SRapia e af i s g Ao
FRRTERE TR o TR 0 TRA T Bl AT VW O A o ARVl
PR B R0 > TIPBS - Wi - 917 200 pLA g 17557
= TS P 200 pL g TiE OB BRI T SEVRRIZIRS
= 15 mLEE=FY > ') 1200 rpmEES 4 3 &< > G ETR - A9
ferizp ™ PBS » F[I') 1200 rpm#E= 4 535 - 1 i BT RO SV
fpffeis > et 1 mLFA,“‘J 2% FCS[INPBS - [ @i =55 i > F )
1 B0%F RS IR e > PR 20 C U AN o 9 e e AR e B
A e 55 A o
RS AT I S > 1) 1200 rpm ES 4 038 BN
fle > APWEATIHEEN S PBS » FI 1200 rpm B 4 56 > 1 e T F
Eik %E'ﬁaljfﬁlﬁ‘fr = > 1" 0.5 mL solution A (3.4 mM sodium citrate >

PEG 6000 > 0.1% Triton X-100 > 44 units / mL RNAase * 0.05 mg/mL
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propidium iodide ) - ‘F*E['JE?\ 37CH JEJJ: % > F]Y0* 0.5 mL solution B

(0.56 mM NaCl » PEG 6000 > 0.1% Triton X-100 > 0.05 mg/mL
propidium iodide ) » ¥ PF[JE"4C* ffat EJJ: % o B e R S
JEJE ST o 1) Cell Quest FIPEIES 10000 FEApUafors& - F|)
ModFit i fE = A e BAp 5 5 4P -

e

4-2-5

LH

AfafliZfk (Total cell extract ) V5 |TF
AR AA BT IR ARSI S o 1) 2000 rpm B
oo o 2R ByER T i E RIPA buffer (pH 7.4 50 mM
Tris-HCl ~ 5 mM EDTA ~ 1 mM EGTA ~ 0.05% 2-mercaptoethanol ~ 150
mM NaCl ~ 1% NP-40 ~ 0.25% sodium deoxycholate ~ 0.2 mM PMSF -~
5 pg/pL Leupeptin ~ 5 pg/ul Aprotinin ~ 0.1 mM NaF ~ 2 pg/uL sodium
vanadate)¥={JF H{EH] 30 ;55 > '] 14000 rpm EE< 30 556 > [¥& -
TR HE e PR -
4-2-6  S=F I@’TFAEHE[H—
ﬁ;p’ﬁ%]fﬁ?}ﬁ?ﬁﬁ% % > “ff 200 uL Bio-Rad protein assay
T (R FFﬁ) 1" 96 well ELISA microplate » F]ZV 10 pL f?“j RS
R IR FET BSA {1 15 S S R
s et > ') ELISA reader JH] 620 nm [R-k fifi o USSR v flIG6L

SR S TR -
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427 Pt
S VTR AR ED Ime/mL » [ERCYYIH S ST - M Al
SR UIVER T HIN  TRERHIAR H > FIR] 12% SDS-
polyacylamide gels & 30 mA ”FILT*HL 73 BESTF 1T o
#8H] ( Transfer ) E\ij’ » PVDF [ 'f@i?ﬁ (= 5Fpehe » '] =

TRISENET ST F1I'] transfer buffer (25 mM Tris-HCI > pH 8.4 > *'

T

192 mM glycine » 15% methanol ) 348~ 535 fify ™| o e 19757 BE
% }H stacking gel & [} > Fﬁ_k separating gel > (&~ }[—j Spl! f YRk ~
separating gel ~ PVDF 51 ~ ik ~ ?E?F} T = FIFHFJUF’?HI B
R A i@irxﬁ] transfer buffer > I'] 70 [J\f[ﬂj ?‘iﬁ%‘éﬁ@ﬂji JEJJ: > HilL
fﬁf@ﬂy“"* 5 o W[ > ZVEl PVDF 5> 1) PBST
(PBS + 0.1% Tween-20) &k = v Z7% 5588 > Vb ™ 5%
Q‘F'lq‘ 57135 7% blocking - Bk 4°C > Bﬁﬁz BRIl 2 A
s PVDF #EIH R S%QfﬁFﬂ“ FHpEvE > ') PBST JR% 3 7% >
%557 1§ #K PVDF fEH] ﬁgil}gpﬁ” “&}TUEE‘HI  HEHEE N (R Ry
PRV e S ARG AT - PPARa (1:500)~ Cyclin D1
(1:1000 )~ Cyclin E (1:500 ) ~ Actin ( 1:1000 ) ~ o.-Tubulin ( 1:1000 )
CDK 2(1:500)~CDK 4(1:500)~ERK 2(1:1000)~p38(1:1000) -

Bax (1:1000)~ Bcl-2 (1:1000) - PVDF ') PBST {5 4 % » &%
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10 758 5 }%%fﬁ{ﬁ? # %) HRP I/ anti-rabbit IgG - anti-mouse IgG -
anti-goat IgG fiv = ﬁ:ﬁﬁu’ﬁ% (1:5000) Fl1» HTHE (B = ] EJJ:TVL“
PVDF I'] 0.3% PBST J&¥ 2 7% » &% 10 5568 » £|') 0.1% PBST i
B2 % BN 10 534 - ] ECL 2V [ &1 » Kodak X A %A
ok B3 > 2777 | Kodak EDAS 290 i #5751 47 -
4-2-8 AV
A 5T BT 12 TR T [lAR Frseeding Y W B T IR
MDA-MB-231 # Mafk £ 2x10*{i#/mL > MCF-7 3 Vafk £% 5%10* {f/mL -
BT-474 #f Mg S 5x10* {f/mL > & — z'ugfjfg,ggi 5% 2mL o 5% 24 [
% EIE\}?‘/ | 2mM hydroxyureafl J%%ﬁ%% 15 7| EJJ: 3 =
FA'I 2mM hydroxyureaflflif[%ﬁl » M PBSTEHeaf W F J,I‘J%ﬁéiﬁég
T R T 1% FBS[USEEL Pl AARCE > 50~ 2 -
306 ]S AW o P SRS R I IR T o AT B
AT AT @ AP EUR R ESLFERR - TPBSTE - i -
* 200 pLHE TR0 ST S R 200 pL T ERE B L
F9 > SPVERRIPIEFE S 15 mLESSH > ') 1200 rpm#E 4 5345 -
R APV R P PBS o (1) 1200 rpmEEs 4 558 - i
A o APl > P T mL ) 2% FCS[IUPBS » il

ST B BO%IF USRI P22 20°C YA - TRk

30



Fffaf Ve & A o 8 55 47 o
4-2-9  FRFHIE

T Hr R I Hr R FRP] SPSS %’ﬂiﬁ&'ﬁ? e i RING
EIRyoi P (one-way-ANOVA) & Post Hoc g [ 11V Turkey 12 2 E1 =
g ﬁ“ﬁii’ CIER NG Th S E', p ffi-[ 45 0.05 '] E?J: ) EJ[JF?’JE@E;'

A FEE o
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I E PHGER
9y~ 8] AAZF " PR etk H?F[} e
5.1.1  AAEPPMDA-MB-23 151w & = fiupl 2
A T 5 T MDA-MB-231¢[1 > I'[5, 10, 20, 40 uM T [l
B AYAAECE! > STHIFECER24 ~ 48~ 72 96'J‘E$J: EEFETAE IR o B
Rr N g > R 240 B |I R I AL IRt T il T
PR B ERIA8 R A 0 10 uMPVAAR T RS RpY E <
(p<0.05) - BZEIT27] Eﬂj‘ % > 10 ~ 20 ~ 40 uMf JAA?B R ANES Tl
Ayt = (p<0.05) - 796 RV > 10 ~ 20 uMAA 4 K,
[ RSy E = o fHF=R 1 10 pMPVAAR' '] RAEMDA-MB-231
= TR AP SRR R B
512 AAEPFMCF-TA W & =< pusl 2
AEP YA = T T MCE-T 1 I']5, 10, 20, 40 pM T [FEE PUAA
S o T IRTEE24 ~ 48 ~ 72~ 96 [ EET FIAF VR e drkad
SR> HEIA8 - 722 96 [ i 0 10 ~ 20 pM AAZ!E | (R wlE i
¥ (p<0.05)
5.1.3  AAEPBT-4745 1w & = poslze
FIOFS 10 uM AA ST Bk ﬁﬁﬁ%Elﬁwﬂ““‘ [RLEEtgy o prudspl > PR

FAFERTRS| 10 M AA B~ REH PEIOS AR TRk BT-474 » &
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*‘i 7Y ﬂ"? IRLERF o 2 o TS BT-474 AF Mo 2 S0k a8 2[5
LA 200%En§ s o SRR REE 72 ] Eﬂj % 0 3R 10 uM AA ¥} BT-474

PV AP E R (p<0.05 )

512 A7 AA S STV E PR
B R AA SRR RS S SV Rl =Y PR
APV BT ATAS AA ST [T FIRIAE e R
5-2-1  AA S MDA-MB-231 5 VA plze
Yl = Bt - MDA-MB-231 A 1975 10 uM [ AA B 7E 8 1 [Ff i»
BT S WA s DAL A - (ERL G2/ML R M s 4k
IR = A AA BEE 12 P % » G2/M HIIVRE MR R S
[ERL GO/G1 HHPRF M BRI 1S S R S A ) i i o1 0 A
10 uM AA EZEIfY MDA-MB-231 sfHa % 8 - Eﬁ s S PIE] G2/M
B Hel] G2/M AFaiiERL JH"PLﬁfU“” HES AT AA BE TZLTFU
ALAHES A IR R > S MDA-MB-231 A9l -
5-2-2  AA EPF MCF-7 A Vaya gy
O > MCF-7 AFVAE 10 uM iy AA B 4 P i 0 S 1
ORISR SRR (p < 0.05) > T GO/G1 IRVRwhge Pt it

HIA (p<0.05)- 52 AA BRI 8 /[ > GUM MR Re s 27
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FEIRE < [y 12 1 [ 2 BT BLE]RE 10 nM AA BRI > £ GO/GI
BHpR e w&“}iﬂ*” , % PJ RN 3210 pM AA
PR R L T EI S B 2 I T 4T RS LY G2/M ]
ZRELIS e e B A R R ST
5-2-3  AA $[5 BT-474 3 Va Bfiv sy
BT-474 F{V95E 10 uM 19 AA BER1 12 7 i > S HAFR wfigis
AL GUM Wi SR - [ GO/GT Bpvsp!
TBRRE PACHERIRE (p < 0.05, [ )« ¥ AA B! 24 [ > S ]
O W EREE= 308 D > G2ML ORI REE s AT SR - Tl GO/GI

HpOEF e 5 pﬁ"ﬂﬁrum o TRl 48 ~ 72 'J\Eﬁ % AD T2 E

m

I
B AL SRR > BTATARIEE 10 uM AA BRI

F’j;cg{ i3 ™ E S H ol R AT R R -

51= 87 AAFES ;‘fﬂ?%a\E'ﬁwﬁa\E‘ﬁﬁliﬁlﬁﬁﬁ%?ﬁﬁ{Tﬁ?EIEIfJE‘Iaﬁé',‘
5-3-1  AA $J5° PPARoE] 1T Bl 528

TEOAA R 48 ~ 72 ] PV MDA-MB-231 5@ » £l PPARogET |
ERPUSTHLENE REE PERVIET (p < 0.05, [|17 ) > = IR I R 2 PHEE
Basern s

Aw AA FiCEl 24 ~ 48 ~ 72 o] [N MCF-7 afMa » I PPARa g

FUETHORZRE P E ST R (o) o =87 BT-474 5 Mafk - 55 AA
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Bapl 72 ) ix o EH PPAROL}EE'IETFEKJ%EF&E%W"EJJL@"J[IEIQ‘[‘??M/ (q{aﬁ'ﬁ ' p <
0.05) -
5-3-2  AA SV wE Cyclin g EVASH EHVEYZE

A AAECE 481216 ~20~ 24 'J‘E?j » 7t Cyclin D1 fVFF

’E’T?‘Rfﬁﬂjf-'l » MDA-MB-231 (u%ﬁ[—{ — )~ MCF-7 (H‘Eﬁ'—{ ~ ) = BT-474
(BH =) f5ep 24 L F [ o= 1% -

Cyclin E &7 MDA-MB-231 sfaiE AA ECE 4 'J\Eﬁ B
Cyclin E frus BB 170 (p < 0.05, ﬂ?ﬁ[‘{ A e R = T [
Cyclin E VA EHFAHET - FEpb iyt gl A & ] Ao
BN A AT EJJ: V% > Cyclin E s H B B S e Ipuzhl 54 o
[FilBfY - MCF-7 A9 AA 57E 4 /[ > Cyclin E JUATHEI R,
0 (- 0 p<0.05) 0 4 i » Cyclin B (UAHEIZHF i
) Eﬂ*—j % > Cyclin E fUASEI 380 B[ 5 [ BT-474 Ao AA
KRRl 4 ) Eijla Cyclin E st IR B BEE 577 ﬁaﬁl—[ + 5> p<0.05)-
12 | EHJ: % Cyclin E UL El W“EJJ;@JJDEEJJ%} s [E5 ’EJ%‘;EJ‘[‘% 16 Z]| 24
' 5 Cyclin E A9 REI 5 ¢ | IZE R4 <
5-3-3  AA S @EI] CDK & 1EVAS B AVEYZY

AT AA BERPW 0 [E-0 = 24 EJJ’ i F > CDK 4 fusk IR

MDA-MB-231 ([ )% BT-474 310 ([ 1) 202 81 13 o -
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(7 MCF-7 AVl £+ L R e A (]
I ) 0

CDK 2 [uAZ > i SRR = AR 2B 0 ] 2D
% - MDA-MB-231 i i’ fLE] CDK 2 A< LB B [ElZ e 4 (-
1) [y MCF-7 51w 8 /[ B ASHEHE - 12 ] FASRE ™ i
e A PRV R ASHEIN FE A (S A - ) e [ BT-474 5wV

amz&z4uﬁ %ﬁﬁ««ﬁtﬂ:>’@zﬁ$WﬁAA%$%

5-3-4  AA $P MAPK &7f 1BV Bl pobyae
ERK2 | 1F7AZH 7 MDA-MB-231 (gﬁaﬂ: 4 =) = MCF-7 ([ﬁl
AP A pLEE AR S R R ) N PSS SR - R
[0F ) e (= [EIA AA SRS SHRGE AT 9 > ERK2 70 R T4 B
T p38 PVAFEI T T T.Ji MDA-MB-231 (ﬁ%, =) ﬁ‘} MCEF-7
A IR A ) A AA RIS Py A 1 e
5-3-5  AA SPFPaVHE SEp ETAS B R 2
HIE: MDA-MB-231 1@ Bax &l u%‘,l“ )5 ﬂﬁjﬂﬁ_b
AT D PR e RS o A D] R R
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