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Abstract

Resveratrol (trans-3,4',-5-trihydroxystilebene) is found in various vegetables and
fruits, including grapes, berries and peanuts. Resveratrol exerts antioxidative,
anti-aging and immunomodulatory activities. Adipose tissue plays an important role in
energy homeostasis by secreting various factors and cytokines. We investigated the
effect of resveratrol on 3T3-L1 preadipocyte differentiation and its underlying
mechanism. Our results showed that resveratrol enhanced the induction of terminal
differentiation markers such as glycerol-3-phosphate dehydrogenase (GPDH) activity,
lipid accumulation, and the mRNA expression of adipocyte fatty acid-binding protein
(aP2) and adiponectin when 3T3-L1 cells were treated with 15uM resveratrol during
the early period (from day -1 to day 2). Peroxisome proliferator-activated receptor
(PPAR) y and CCAATT enhancer binding proteins (C/EBP) a are master transcription
factors of adipocyte differentiation. Resveratrol (15uM) treatment enhanced the
mRNA expression of C/EBP and PPAR vy, which are master transcription factors of
adipocyte differentiaion. 15uM Resveratrol treatment enhanced the protein expression
of C/EBPS,C/EBPa and PPAR v, and slightly enhanced the expression of the active
isoform of C/EBPf. On the other hand, 15uM resveratrol down-regulated the mRNA
and protein expression of CHOP, which is known to prevent adipogenesis by directly
binding to C/EBP. We found AKT, but not ERK1/2, maybe play a part in
resveratrol-induced adipogenesis, though its role is not clear. These results suggest
that resveratrol nay enhance adipogenesis of adipocytes via down-regulation of CHOP

and up-regulation of C/EBPB, C/EBPS, C/EBPa and PPAR .
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3~ i e 5 (adipose tissue )

R T R AR GEREE AN A R0 WA
(hyperplasia) £ % + (hypertrophy ) # = 3% g 3% g ch o] o 0 & i¢ %

5%y ¥5 i ¥e (preadipocyte ) = T|iE F flgcte m it X B 5 # v 2 Pqiplmie > iE@
i Fg¥mim e e P 3 4r (Caroetal., 1989) - & nJu\ it % >agdRlmie ) = f Y
é%m“\%”?@fJ@%W’@ﬁ@%%@%%@ﬁﬁ%%oiﬁﬁ%ﬂi
EHAEHA N0 AN AR PSR R L RN S} e
it # T '8 (Vazquez-Velaetal, 2008 ) o A R\ w0 5575 3% fm P 4 it =6 A ’97"7..":5'_‘?%‘2’2"
A RAa 0§ fow SR ke te A IV A A A (8 R AT ST a0 § oS ot
Fg & o3 Ay EF A nSRgBeedyd Bo b BTERL &9 g0k
t37 *m £ (Ntambi and Kim, 2000 ) -
s ks A K Z A K- AR S R M A .,»'173 B
Z fay W fig (triglycerides » TG) % f7x?;"5fk (fattyacid > FA) 5 B o % = #f
& Flig ik BT g g 2 R TG A i+ (glycerol) v FAs > @ 4 jé 22 FAs
%ﬁ-\_ﬁrﬂi—sgjg’s‘z,_?\q FEBAS - S22 E2 AR RaBpPELN L
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¥z (resistin) % Pf% 3k 7 F]+ (tumor necrosis factor >» TNFo) % /@ §2 50" 7

i b LR F BB R T F o Flfgihle R b bR G 0 i g dm e gt B

B2t L2 BRHAETEFESS ZEAPIFTEL &4 (Vazquez-Velaetal., 2008 ) -
ffgikE G0 d e ( White adipose tissue * WAT ) £2 4% ¢ *y e R ( Brown

adipose tissue » BAT ) » i fm %z BRI feratty wRo v ELEA

7 %740 B (Vazquez-Vela et al., 2008; Jequier and Tappy, 1999 ) o F]t A 4f 3¢5 ik
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A A5 R LR R R T R
o ¥kt e P W 3 4o (Gregoire et al., 1998; Francine et al., 1998 ) » & f & 57 3=
A 5 T IR A o

R TR S IR S R N NN T

T e ﬁ%‘« NG F 0 VR A R R T g _E'J]%‘« ('subcutaneous adipose tissues ) ~ * %K

droplet) HimPe o me N enlm e % BT Re B?J’Kq,;tﬂﬁ hE R Bl el i > H g9
;'}‘;—75,’\\;} TGs A5 = ,iggifgﬁﬁﬁqz.g,ﬂ B ATPQE;\;‘:B%\‘ R A L S T
3 G G it F ot i A Jffﬂ?ﬁm_——l‘iﬁ«élwF\”%”*“F‘E‘%‘«E}JAW £ L N

P T EE =8 0 ¥ £ wA = mesenteric fr omental & o F #F 4 £ F K
FE o dodrobh o 0 4 P uR kN ey RS R § M en TG i (R Ry F
(lipolysis) 11 4% # FA 33 6 i 2 2 i £ » 2 ¢ AR A0 775 1 0 8 B &
WA o o L gy i e S i 42 (Vazquez-Vela et al., 2008 ) ©

Ao it trimied s TG s S B fRiTd L 0Bl > § &2 iF% &30
PRI PER] g ke BAREREAR R S § & R TR )N RIT Y PR e B
RMAL R > o § PR R fRivh REEFE A 2 R4 R (free fatty acid)
24w o FA¥ 5 f figit (re-esterified) = = e W g T £ x5 > @ H % B 7]
Fpipmte @R B R bW Ft R p g isimie PO D SRTR K SLix 16

%o o 5§ F#EFT4 9k (Kishida et al., 2001 ) -
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< 44 (mitochondria) ¥ A4 » &V @St B HAEASTHE» 18 5 4
TER ~ 5290 i (Vazquez-Vela et al., 2008; Rosen et al., 2000 ) o — £ ¢ % R chd 4= >
P i Ak E R Rne A L0 A I ARG T s e i B
A L RE R 2 » 35 A B bR A1 7 (Cannon and Nedergaard,
2004) oAb Fgipm AT g AT o SOAER N 0 £ H B Al AR o ] )
b do e fo A SEATE TR MM < B ERA R F 0 TN 248 gk e R
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A DA ERRNTEF RS R R AT T HE G ¢ e
( Cannon and Nedergaard, 2004; Vazquez-Vela et al., 2008 ) » 4% d #5950 & %ﬁ d
#£1% & $-v 1 (uncoupling protein 1 » UCP1) e+ B |+ % 7 k §T 2+ 2 # (Garled et

al., 1998 ) -

= ~ P ’973‘?_‘%‘4—,5 LLAEE e ;&j"[iﬁ.}]%
Rk f e 5 B FALICE & 00 E D KA e R G LA

IL\—})%}T\}?.} rg‘ﬂ_@‘ff'rg_ﬂ_ q—i—ml-@}iﬁ
A sk rgipme (fatcell) #cP BAR LB F Mo FIE § rgirimie m B% E R

44
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s;l;oyé}agpﬁﬂw;l;;ﬁf;;fﬁ;f%ﬁ; oD ;3—; *-mq%fj\%m%ﬁﬁ %]
£ Hp e ks 514254 § 2 fE 4 (obesity-linked insulin resistance) g ) i g v
% (Chandran etal., 2003 ) 3% 5 #54 F Shdq NiB R F S L2 7 R 4cf B> 2 B 5
ikl g g N RF SRR E R ¥ o 4o L B (hypertension) ~ & i Fq

(dyslipidemias )~ B i #&% B § 258 4 o @ 27 %ﬂ?‘]“ﬁ (KO) & # A 7
Bo e 5N dg Ay i g B R AR AR e Fl et W R EARY Y G S AT Aol
HFF AL BT R FE R A R SR T e R I
& & L 714 (Vazquez-Velaetal., 2008 ) - F]pt 3% 1 1 f34 B 4287 B * 304
#1797 #c B (adipocyte cell number) % 33+ 5 & 2 5 % Jp 2 B (Ntambi and
Kim, 2000 ) > F]pL F2 F "q ¥ lm iz e L AV S H B T fRL AN S E

Ar 5.‘.&1 FE'I& é’f’]ﬁﬁg BE;I}:J’_ o

-~ W BRI R BT Y BN 2 e fR

B 1% w0 5g vk m e (preadipocyte ) 4 b = P85 m#e (adipocyte) £h
R MR T BN R AT G g s iwre 4 & 18 % (adipogenesis) ¥ it { 4r 1 f2H B AR
vk eri i 4 (Rosenetal,2000) o 7 BAT T * 0 BRPg A e AT A G
B %0 — 5 % %4 §7 ¥ (pluripotentfibroblasts ) # & § 48 % & % 4w % 4| ik (cell
types) > #*#g 3] ¢ z 7 10T1/2 ~ Balb/c ~ 3T3 ~ RCJ3.1 v CHEF/18 % > } if ‘w¥s



¥ ¥ P S-azacytidine B2 T S AR B me o 10 10T1/2 5 &) » H 4 3
p C3H & % er| BU3275 (mouse embryos ) » £ & % = preadipocyte ~ premuscle fv
precartilage ‘e % iy 4 (Ntambi and Kim, 2000) = ¥ — #f » unipotent
preadipocytes » p* #g 3] ¢ 7 3 3T3-L1 ~ 3T3-F422A ~ O1771 ~ TAI ~ 1246 = 30A5
Eop i aAlmre ke SATER S D BRI R 2 g amie > MY A
SR g A e g s Py VR e e enI2 A4 o H ¢ 3T3-L1 {r 3T3-F422A ~ 3t p
Swiss &% 17 3 19 % g ] B322s > & B L1 * 208 7 2 'w? tk (Ntambi and
Kim, 2000; Gregoire et al., 1998; Rosen et al., 2000 ) > F]#* A= 3 #-12 3T3-L1 * 'w
kAT H

Z N lwmre i %

ey & A Ap AN m e dee o B RRCHIES WO 2 2 IR 2 B
Hwied LAt 2 g A R B4 RRAT B Ry B8P - A

FeATAT 1950 4 1 o f v pA T 0 B2 K FER 0 S0 Vw8 A 0 sl

e AL b R BN e AR I XA e BB PE LA R FUEIE SR AV ER
Wi AL PR BB R e R Sk RS Fla 2 TR

b F DR BEE G R e 075 fi 8 4 1 H g (Cowherd et al., 1999)

= ~3T3-L1 5 Bgfq W0 fm e A v 2 3242

A dw ¢ 3T3-L1 % BgPg%simie 4 £ 1 3 ApAf§ 14 i 3 confluent » p* P&
fmre T LM AR ST ’T SR c AR TR ¥ i v 4 B QAR LRERUUR ) e AT
7 7 7 4% B w2 ) cAMP level £ 3-isobutyl-1-methylzanthine (IBMX ) >
3 ¥4 ¥ % (glucocorticoid ) ~ 3% % % (insulin) % #22 & F (fetal bovine serum
FBS) erm2fe™ » ¥ i g X2tk o An S hme P L L 2 XARE (M
IR PR T PR
(insulin-like growth factor 1 » IGF-1) % #8 (receptor) % & > I /& i* BRIRpL jFofv

AAEL B4 RS SHARES

(tyrosine kinase ) » i&m i 554 s i v jgpF (Mitogen-activated protein
kinase » MAPK ) £2 %z ¢} 21 & 3 47 ¢cfi# (extracellular signal-regulated kinase » ERK)

1 222 I8¢ e JH3 0 0 f ke Spig B e & 1L S R ik e AR Y ELL T e



(Ntambi and Kim, 2000; Gregoire et al., 1998 ) - Dexamethasone (DEX) #_ 4 1

& = e a7 (glucocorticoid agonist) » Bt b AL * KRB pEA B R B LS

& FiEI e N TS AN TR & mre ank it o @ IBMX £ cAMP

BxBEfn i® (cAMP-phosphodiesterase ) Fr#|#] » 3% @ Fr 4|k B fiq fix K3 2 fmre p
CAMP =hE > & IBMX ¥ * & {1 cAMP-dependent protein kinase i j5 i& @ i

i A (b e - A R &R £ % 6 %~ DEX 4o IBMX % 3% %5 5855 05 dm v

i {7 4 i+ (Ntambi and Kim, 2000 ) -
B it A W e 2w 0 3T3-L1 @ 55 i s e ¢ 1 * H& TS 0 W

AN

B%"g 9% ¥ F]+ 1 (pre-adipocyte factor-1 > Pref-1) kafF A & it » ¥ 3 &
WA Y A ALY X BRSa AR R EmE Y PR T

(Gregoire et al., 1998 ) - &4 + 3T3-L1 % 5525 "6 im % o (LG AR T A& = B pF 2
(A 2feB LB T ) &% 2% ¥ (very early stage ) ~ & ¥ (early stage) ~ 4

it ¢ # (intermediate stage ) fv4 it & #f (late differentiation) = f&pF# ( Gregoire
et al., 1998; Ntambi and Kim, 2000 ) -

Progression of Preadipocyte Differentiation

very early , early . intermediate
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i
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@ A5 = confluence m A= 4 £ &7 » tar 2 4 & ®/F# (growth arrest ) » J* pF Hp
BRI R e Flho e ALY A AR RS e SR e Ao it ;}é 1% (very early markers
of adipocyte differentiation ) > 4= LPL (lipoprotein lipase ) f= % = 3| % & & F] (type
VI collagen genes ) % I ( Gregoire et al., 1998; Ntambi and Kim, 2000 ) »
2~ &3

AU FDRm e SR SA A A TS RERY GG AR
% %/ # (hormonal agents ) ¥ ff# — i B ¥ 23 & %0 SpPg Wk dmie A 1L 2 2 Ay
AR o PR R A A R BT N B A e i e E e
Tl > X VAR FAF 2 L (mitotic clonal
expansion * Tang and Lane, 2000 ) o 4 it ¥ & 5§75 ¥k ¥e (5 B postconfluent
mitosis fr2 £ B F > L PFwme S0 SR - =X DNA 4f ®l{vimre & 4 o

AP ERRYG ] PR PV RERD - &5 8 F R A 7] (early response
gene )’ 4 c-fos ~ c-jun ~ junB ~ c-myc §v CCAAT/enhancer binding proteins ( C/EBP )
pfrdo£M > B fosfrjun FiXF EHFEFEwALEE > A cmyc B 58
Fods A v P m SRR bk e R cndg e (E % (mitogenesis ) 0 e f A iV P AT F ek ¢
i KRG o o Fretyag % 4 &F % ¢ ZEF % IR c-myc oncogene § [E7& 7 A&

[£3ed

v fe it * B & %I c-myc antisense RNA R € i & > &8 7 c-myc ¥ v &
ERFUIH/LE N me X P T EHFRFEEAS L ERE o c-fos ~ c-jun ~ junB
fre-myc i A EH G > A pgsrs Y %% 23 6] % (Ntambi and
Kim, 2000 ) °
At g &R e 13 e DEX v IBMX ¢ 4 % 1] C/EBP ( CCAAT/enhancer
binding protein ) & f= B % I (Prusty et al., 2002; Rosen et al., 2000 ) > ¥ 3 &+ 5%
7 3 m i A & cocktail 0 Wb B AT 4o BoE 5 r W e AT (E
(adipogenesis) » @ C/EBPB {rd € { i&— # 5l % ) %47 adipogenesis £ & # &
F]+ » 4= ADD/SREBP-1c (adipocyte differentiation and determination factorl/sertrol
regulation element binding protein-1c)~PPARy f= C/EBPa % ( Gregoire et al., 1998 )-
3~ mite g
LGRS B endmre oL fS 0 AT A T % X e = & postconfluent mitosis
a4 K BF 0 A EGp e ehimie A AR A iR Ee B A

Bt § - DNA BRI R2 B 5 2 s A R AR P T R e
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A i A - F i = (regulatory response elements ) » i b 4 K 2 F (S e M
$E 5 = Pg 8% i P2 (Ntambi and Kim, 2000; Tang and Lane, 2000 ) °
& C/EBP B 4r 8 5! # 1 ¢5» ADD/SREBP-1c (adipocyte differentiation and
determination factorl/sertrol regulation element binding protein-1c) ~ PPARy §=
C/EBPq % ¢ B 4o+ # AT 18— #5157 m% H B 144 Fehi > 4 aP2
(adipocyte protein 2) ~ ACS ( acyl CoA synthase) ~ FATP-1 ( fatty acid transport
protein-1)~LPL~adipsin f= Glut 4( Gregoire et al., 1998; Cowherd et al., 1999; Talpur
et al, 2001; Wise and Green., 1979 ) o = 4 = ;Fﬁeiﬁ ho A3 ",% DEX 4- IBMX 48 -
PEis > C/EBPS £ i) 4 » @ C/EBPBEH R » 93 % ~ % (Day8) #7mij %
(Gregoire et al., 1998 ) - @ 5 C/EBP P 4v § #7314 cnPPARy ** % = = (Day2)
2 ¥ E =25 %e X (Day3~Day4) 2R E &+ o @ C/EBPa B&A it %
B A 3% - % (Day2)R4s4 3 #30% 7 X (Day5) 4 3£ & < (Ntambi
and Kim, 2000 ) -
4~ &t xEp
POPEER 2P ke e SR BT R S S R g e e > BAe LG R AR F A e

PR rm e FREBATIE R BAR F AR KR AR
B hm SRy A e W e b R e B T e g a EH R LT L F
end S TIRGHR B K b 0F 0 At BEEP . ¥ R T insulin-stimulated glucose
uptake %3 4 > B, L R T AP - A gpee BRI LT R G 3
5 pEE M doiq 2 v ¥ (lipolysis ) fo#q FAT4 £ % (lipogenesis ) ( Vazquez-Vela
etal., 2008; Gregoire et al., 1998 ) o 7 pt prdp &2 = a4 b fig B4 B cf¥ £ ~ Fv
B 22 mRNA - 4c ATP citrate lyase » malic enzyme > acetyl-CoA carboxylase °
stearoyl-CoA desaturase 1 (SCD1 ) » glycerol-3-phosphate acyltransferase ( GPAT ) >
glyceraldehyde-3-phosphate dehydrogenase ( GAPDH ) » glycerol-3-phosphate
dehydrogenase (GPDH ) A fatty acid synthase (FAS) % ¢ L& #{ 4c 10 | 100
B oo lpPFs M4 d FAEHE 30 (glucose transporter ) ~ % § % X B g ok §
RACE R o Y R Bdp s i R e SR A (adipose tissue-specific
product) » 4r?q s fs i & F-v  (fatty acid binding protein » * £ aP2) ~ #q ¥ ik 4 1&
v (fatty acid transporter > FAT/CD36 ) ~ #7;4 % (adiponectin) fr&48 % (leptin)
% (Gregoire et al., 1998; Cowherd et al., 1999 ; Talpur et al, 2001; Wise and Green.,

9



1979) -

5~ EEFS AR
~ < PPAR 3%
PPAR 2% >t im% ¥ f7 f 5 X M4z % 72% (nuclear hormone receptor
superfamily ) 2. — ( Tontonoz et al., 1994 ) » &_% fie 834 5 <9 (ligand-regulated )
e F)F o F X FIA R Tk {S ¥ 2 retinoid X receptor (RXR) 25+ 8 4] & &
(heterodimer) £ ;ﬁ d & AT 5 FlEcd S+ (promoter ) /4c 33+ (enhancer)
PPAR » i % (PPAR response element » PPRE ) er# sk 5 5| k4] A #1431
( Tontonoz et al. 1994; Albrektsen et al., 2002; Cowherd et al., 1999 ) - PPAR 7% {8 jp]
PEHFE T A ML o F S P RR ST ARG PPAR fe
o 4o e foigape 2 B P~ 4w ik (eicosanoids ) fo 7 9?;%
(prostaglandins ) ( Bocher et al., 2002; Cowherd et al., 1999) ; # A 1 & = fe 48
|7 LA L ES 2 e R S PR OR E % G F B SO TZD
(thiazolidinediones ) ( Cowherd et al., 1999 ) » #] TZD £ 3 18i& %g %% m¥e & it >
%ﬁﬂ A et de 41§ §BEE v {oq 2% (adiponectin) # &
ML sh g F Tk h § i 2% O | 2 1 E # i (Vazquez-Vela et al.,
2008; Cowherd et al., 1999 ) & Takamura = % ¥ 3*" 3T3-L1 £7 3T3-F442A + 5%
asimie A4 bR AR eh TZD ¥ 33 & PPARYA F182 3% 2 4 ¥ e
P85 e 2_ /& v (Takamura et al., 2001 ) -
I+ PPAR jk= f :
PPAR =t }2% (subfamily) # % = = i » 4 %] 3 PPARa ~ PPARy{r PPARS
(B): £ 87 2 Fengirs éfﬁa%ﬁ%i{ 12 (Berger and
Moller, 2002; Vazquez-Vela et al., 2008; Michalik and Wahli., 1999 ) - % 3 %5 1
PPARs 7 i* # i tP¥ » PPARQ™ i B ¥ 34 F750 b dmie chs it o fstid do4n @
PPARO A 58~ B8R %3 P < £ £ TR PPARaNIT* AN & vy vnpi g (b 4p
AT MR & A 8P > PPAROETHRE @k ¢ ~ & 2R F $iFF I 2 &

( peroxisome proliferator agents ) {44k (% s (Ricote et al., 1998; Berger and

10



Moller, 2002 ) = % PPAR = 725 ¢ & PPARyZ F "q%% & - > V&L F F
25 714 . (Chawla and Lazar, 1994 ) - PPARS .75 ’?FEJ]%‘« e gRAREARH A
il &3 PPARy » fefl 5 #f & i pF PPAROA I & 33 47 » i&% 1 P

é@

R ATA T P R FRE R hE d o Al B A 48¢ PPARS S £ 3 AT E
_E'J]%‘« AN o A SR _E'Jik ¥ B 1+ (Berger and Moller, 2002 ) » PPARy P = & &
LA IE i1l N/ T mie s s i e o Brdl g L F BV SRR
activation protein 1( AP1 )4v nuclear factor kappa B(NF«B )i# t£( Ricote et al., 1998;
Michalik and Wahli., 1999 ). @ 4% PPARy;S i & » ¥ %"ﬁfd Fri) e 4 £ foiiie w
RS Rk R A £ Ao R “J]U%—bf’ §4 % (Houston et al., 2003;
Chinetti et al., 1998 ) « PPARy %5 %% Spim?e ¥ £ L& M » & K533 8 g o
55 im¥e & i (Tontonoz et al., 1994 ) » PPARyE _#g %% m ¥ 374 (T % ¢hi & 3} #?;'*Ff i
ERERZR R R o) FELE hi d (Gregoire et al., 1998; Li and Lazar, 2002 ) -

\v

By R A 2 3 M o4 %5 ADD/SREBP-1c (adipocyte differentiation and
determination factor / sterol regulatory element binding protein-1c) 7= 5 PPARyp /&
M pedd o £ >4 3 ADD/SREBP-1 ¥ %%E’ E ¥ 7% 1Y PPARY2# {15 PPARyfz 48 e
A4 R IRAE 2L 85 m P i 5 = Py 5 w2 (Hamm et al.,2001 ) o

2+ PPARyE #7)

PPARyE % A ;féﬂ #2» # % 5 PPARY1{r PPARy2 > & & % fi I~ A %]
Fl* % o egcds + &2 T 4% (splicing) 7= @ fAd-9 F (Berger and Moller, 2002;
Fajas et al., 1998; Hamm et al., 2001; Meirhaeghe et al., 2003 ) » #]#* PPARy1 4+
PPARy2% 3 B = 24pF chexon A& 7> & § £ %] 2t PPARy2 & N= 7 1130 4%
4 (Tontonoz etal., 1994; Zhu et al., 1995) & & T B+ 3 SR R
5 ¥ # % . (Gerhold etal, 2002) » % PPARy1 ¥+ # &L & & 8@ » 4o
FRzses B s < % s B 3L 22 8 (Berger and Moller, 2002; Fajas et al., 1998 ) -

PPARY1#s PPARY2'# it {1 %y v imbe cha v » i B 4 I8 & 34 %5 95 fm %2 4p
Bk T R F i o @ 11 PPARY2F BB A A A T i 4 By s m
2 o fv A2 Y PPARY2F € & (4494 ¢ (Tontonoz et al., 1994; Mullear et al.,
2002 ) e 3T3-L1 = 5875 "5 fm %2 35 44 £ PPARyps » B o it € X1 5 @ 10k ﬁ%"/ﬁafr
frEyl e y2pF 0 W2 5 AR A~ it 4 (Renetal, 2002) e
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3+ PPARyZ 27 i
PPARy%: % 87 3 + & A% 2B > @ © <o PPARyE § 2442 A F14 1 »
TN DB

a~ Fg iR B A F]

PPARYZ $ # 4= aP2 » PEPCK - acyl-CoA v LPL % & Fleh& . o f3r 5 48
PRSI PPARyS| S0 (agonist) ¥ i 4e P A Flhd § pine Y i
oo gl A FehF-d B iy & 8] 5 taP2 5 Fg 87%_9_%« P R % & v (Berger and
Moller, 2002; Tontonoz et al., 1994 ) - PEPCK ( phosphoenolpyruvate carboxykinase )
5@ AT4 ' % (glyceroneogenesis) i# f&p (f%% (Berger and Moller, 2002;
Tontonoz et al., 1995 ) « acyl-CoA & = & R %28 7 B R74 & #q B A f2 ¥ * (Martin
etal., 1998 )~ @m LPL (lipoprotein lipase ) F| -2 -k f# = f& 4 ;¢ fiq 18 4% ( Schoonjans
etal, 1995) « F]pt } iF F F]W € B G ¢ Py ik ie P B i Pt (Berger and Moller,
2002 ) °

b~ £ 5y “ﬁff#« o P AR B AL )

PPARy® #3F 32 3 4023 577 "L 838 -9 FATP-1 v CD36 % 3.( Martin
etal,, 1997) 589 ¢ Faipe saniy i~ o L fivp e g6 d @ % PPARYyH] ¢
Al ¢ "% ™ FATP-1 ek F] 4 3 (Berger and Moller, 2002 ) -

cr B BT HrAp A AT

A8 (in vivo ) e8¢k (invitro ) S ¥ I fv ¢ 7y R ? 1% PPARy
BACH| T B 4o SR & 39 UCP-1 ~ UCP-2 40 UCP-3 sh L » @ hdhd 7
87 _9_57%‘« ? UCP-1 A ¥]4 R~ ¢ 3 4 (Berger and Moller, 2002 ) -

d~ 8% 5 2 A 1AM AT

TNFa ¥ *% i< 7g 8% m% ¢ %% § % X 48 (insulin receptor ) #2 PPARy 4 I &
FREgpme A FFAf % a A8 %5 2B rps%l 2L ik o
Flpt pw g W fgd ¢ 5 PPARyY AOH| ¥ e TNFok m 5t 5% & e
Fro BiF b v pr dg M % PPARYMATHIT AA4RF 5 1% o dosfdin A L@

P41 Y IRS-2 2 IRAFIAIRZE 22§ FH#E 3 M c-CBL 2 Glut4 £ 1
(Tamori et al., 2002 )~ 3 4v #r4| § § 425 it ic 4 7 PDK4 2 & e 4v 2 5p 2
SRR 4 3 M enfg % (adiponectin) & %] 4 IR (Berger and Moller, 2002 ) o
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4 ~ PPARyE "3 iplmiz 2_ A it
ERT R - - :}F] 1) PPARYE? " 35 fm#e P & (v b iy B M
(Wuetal., 1999) c PPARy 2 #g s /m%e & iv F i & enfl %] 0 4 P 9pimie 3 B iF
2P PIFAPE £ & ¢h 4 ¢ (Ntambi et al., 2000; Li and Lazar, 2002; Vazquez-Vela et
al., 2008; Gerhold et al., 2002 ) - PPARy &% 5% Pq ¥ kmPe ¥ A I & (™ » 2 f A it
HRELE ZENET 2T R AR o A3T3-L1 dmre &2 iV iEARY > 300 % =
TV RE SR EAREST ASH R Y EFA X & IR E(Bocheretal,
2002) ° f%q %% — |+ PPARy# Flak 4 0| BF 3 I § dr ] 5g 75 V6w e S
B am e > T P B R Bt (lipodystrophy ) (Vazquez-Vela et al., 2008; Wu
etal, 1999 ) @m # PPARy® %] 7] % O ERREN 2Ry EFF_%‘« ? o B bR ke v A
TZD 7 ¥ REEH A it > T 3 4o 7q 95 ' %z crdic B (Albrektesn et al., 2002 )e % 1994
# Tontonoz * A AN F k% & % 3T3-L1 a® ‘wmre (74 ohF %8 A 4
PPARy# & -8 F kade Pg Frimbe 372 (8% 2 40 4 > i F %% F PPARy &3 %5
v 4 ¥ ¢ H.% JF ¢ (Tontonoz et al. 1994 ) -
3T3-L1 % 535 sl fdd £ A (C 22 AIE » f17% B =4 LA fe o Al8

PPARY¥ 3% % %% w2 2_ 4 it (Chawla and Lazar, 1994; Hamm et al., 2001 ) - &
C/EBPo.~C/EBP8% & + PPARyfc#»+ + ¢n C/EBP 3 & % B 7 B B2t A 74

7. (Hamm et al., 2001 ) = #* ?F » PPARy¥? PPARas g 75 v 24 » X & H 8 725
I3 2 gipe it @ §2 5 (Hansenetal, 2001) - % 2002 # Prusty % * 4547 » *%
3T3-L1 ?g %% 5§ fm e ﬂ]* 4e 3-9 B jgcfs A(protein kinase A » PKA ) & MEK/ERK1/2
AEH 0 ¥ A 4v PPARysdE s 1 m RaE g ¥k m P2 2 & 14 (Prusty etal., 2002) »

% 2003 # Watanabe % % 3 7175 i* MAPK ¢ PI3K > B € #r#| PPARysif 4575 |4

M YE X %5 ¥k P & v ((Watanabe et al., 2003 ) o

S g1 s v LA
s A Py sinee ¢ PPARYB £I3F 5 F H AR fa S e M i &
FlF AT @ RLAEH F AL st ~ (Bocheretal., 2002)° & % > A 3en
Paipimie @ Frd| PPARy#-G Ao Rlme p cnZ Y W fig 7 £ U E O A
#EER O B @ e f 4 T '8 (Tamori et al., 2002; Martin et al., 1997 ) o #r4

PPARy# T+ & ' 187 = FiH i fig & %5 9k 1% 04n M A Flehd > 4 aP2~ ACS
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LPL ~ 7o 35 f4a &8 3-v (FABP )~ j7 i % TR 1275 %% (hormone-sensitive lipase >
HSL) % (Tamori etal., 2002 ) -

=~ ~C/EBP %2%

C/EBP 3258 % - BAED pmie A PR FE R & ¢ didsr )3
< /7 basic leucine zipper (bZIP) }2%2. - > iz ko FP A 57 B 1 & F i !
N#EELFESNEHi 0 m CHRL T+ B2 2DNARLEN A -
R gid L4 CHhleucinzipper 22 H # C/EBP 725+ | )+ I 4] = K
2 (homodimer) # £ 4] - % %8 (heterodimer) > £ 1 #& 1+ % (basic region) ¥

HEE? F A7 E KA ST (Hemati et al, 1997; Hamm et al., 2001 ) -

1~ C/EBP 32 < § :

C/EBP A F1& d Cao ¥ 4 #74¢ 11>+ 3 C/EBPo~C/EBPB~C/EBPy~C/EBPS-
C/EBPgfe C/EBP G+ 8 & R o # 328 & f %0 3 T2 Hhen C sfint 4p e chiefh
e 7] > 3 N8~ fk4p b (Caoetal, 1991; Hemati et al., 1997) - H ¢ & & 2
#%% 5 C/EBPa ~ C/EBPR# C/EBPS= i 2% f

a ~ C/EBPa :
C/EBPa%_C/EBP 325 = f ¢ % - BAF Iﬁ‘;ﬁ » H mRNA £ & 5 2.7kb >
FFPTY F I PATA RS T BT Bt T A2 42 22 30kDa shd b
( Lekstrom-Himes and Xanthopoulos, 1998; Hemati et al., 1997 ) > = iz PSS rRT
2 83T 57 3 C/EBP % & =% ehjk F]2. £ 7 (Hemati etal., 1997) - 30 kDa % f
D CH7 A= - BB DNA S &2 a4 e N g it i # % 4e 42kDa
'?5 (Lekstrom-Himes and Xanthopoulos, 1998 ) o #5 %7 fn?s 3+ 38 {7 g F A7 24 7% i
27 4 TR € 3 4v p42/p30 +¢ &) (Linetal., 1993) -

C/EBPaush i id v A & o F BIFRTS Pg ik e g~ B~ 980~ § 4 ”fji .
SRS SRR TN SN S LI R T e R N
% (El-Jacketal., 1999) - C/EBPai # % >t B ¢ cnfgbmm Sphme ¢ > & h
By e i (T e 1L AR Y AL AR B 4 ILpF A gk C/EBPBE C/EBPS
B o @ et B e e i RO AL R AR 420w 0 3t L MCE (mitotic clonal

expansion ) {éehfg sz @ ¥ i p 5] < £ C/EBPa# 3 (Smyth et al., 1993;
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Gregoire et al., 1998; Lekstrom-Himes and Xanthopoulos, 1998 ) -
%] C/EBPOL L " ¥ lm e A (b 4 F] 5 » 4 B £ A0 (VBB L 3 41 F o A
§ 4 Favh e g 3TILL R vhimie ¢ o A AN SR 4 sl L
Dexamethasone ¢ #r+| C/EBPa s 4 (MacDougald etal., 1994) - @ 3% § % ¥ %’ﬁ“
d = f8i4 /23§ C/EBPak I 474] C/EBPak Tl & Poid # C/EBPod Hfik 1
%% LIP 1'% M mP2 2 0 C/EBPa¥2 DNA % & (MacDougald et al., 1995; Hemati
etal, 1997) - C/EBPa#iif 2 ezt & @y o 3 5 BRph v 3ifcfis
( phosphatidylinositol 3 kinase > PI3K ) ~ 3-¢ B ##fiafis (protein phosphatase ) £
HoE SRR RS T B0 cpE /e b2 A dr k' 1/2 (mitogen-activated protein
kinase/extracellular signal regulate protein kinases1/2 » MAPK/ERK1/2 )( Prusty et al.,
2002; Hemati et al., 1997 ) o fa4 it = 20 3T3-L1 Ppipimre ® F4cith § 2 &
IGF-1> ¥ 5d /& i 3% § % < 4 ~PI3K ~ FRAP ~ §-v ¥ #ifkf* (protein phosphase )
12 2A %- 473 4 @i /cm 1% C/EBPa2 gifk i* (Hematietal., 1997) >
#amd i MAPK 3 4 @ ifik f20% (X C/EBPomRNA 2 3v & o &5 ' 05
Glut 4 # 4+ (Hemati etal.,, 1997 ) - d »* C/EBPakz®:+ + 5 C/EBP i % F]4t 7
w1t p e gk (Lekstrom-Himes and Xanthopoulos, 1998; Hemati et al., 1997 ) »
@ C/EBPB¥ C/EBPS~ Z 3 347 C/EBPa# 32 it # (Hansenetal., 2001 ) -
AL E ZATR T FAEESY > CEBPaEFF LA MILE o Flimwe v
Wb AR Ak~ (B 5 F B A R C/EBPaR| R4 % & &
R MY F ##E~ v (El-Jacketal, 1999) - "ginimie ¥ Glut4 a7z 3 » & if

# 4 3 C/EBPaR| &

C/EBPo:# 3 (Hematietal., 1997) > @ & Glutd fxé+ + » 5 C/EBP % & =
(Kaestner et al., 1990) » F]p* #r4] C/EBPa ¢ Fezt Glutd i IR 3 F2 3¢ fn 22 BT
Z a4 faerddf (Linand Lane, 1992) -

b~ C/EBPB :

C/EBPB mRNA d *t4c4nffg+h2 o » P UA 2 3w far b chB {58 o
HAe3 445 20-30~34¢ 38kDa (Yehetal, 1995)> # ¥ 34kDad *tE
7RSO FI A R4 > g ® i liver-enriched transcriptional activator
protein (LAP); @ 20 kDa | & 5 #Fr4]3F% 4 F14 R > &= # liver-enriched

transcriptional inhibitor protein ( LIP ) ( Descombes and Schibler, 1991; Hemati et al.,
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1997; Hamm et al., 2001 )¢ & % | 2 et LIP 4+ Z 7% I % @ 5 5 DNA
i & 27 leucine zipper % % » F]t LIP ¥ %’%’ d 22 LAP A= & 4| - K4 @ 533 LAP
WAEM > PR L A S EE T4 ¢ (Descombes and Schibler, 1991 ) - 7§
B =& B LIP- & LAP/LIP " @417 1 BFR] § g m 557 Vplm e 2. & 1 > Tt
LIP/LAP +* i &4 _C/EBPRE #8 # it ehE & F]5 (Yeh et al., 1995; Seagrves et al.,
1998) -

C/EBPP 5 2h7g3hdd B 4 Fov » 00950~ B s s ggn g in sk ? H 2 K 4
5B o ] BUEHR - S HRZ RS 5 & R (Gregoire et al., 1998; Cao et al.,
1991) « C/EBPB t &) ¥ crih Spig spime ¥ T+ £ 2% § me E %1504 1
ERARR S @A 2 2L RRE EATRA IR LB FI10~14/] RIS 405 5 &7 DNA
2 &5 4 (Ntambi and Kim, 2000; Tang and Lane, 1999; Tang et al., 2003; Tang and
Lane, 2000 ) - C/EBPP# 835 % & DNA FE ¥ i 7 @ B4 @ s it 48
C/EBPP % ‘5= mipk it it * (hyperphophorylation) 42 % & &1+ ; C/EBPP ¢ ‘&%
#1 C/EBP %2% t dominant-negative & f 2. — ¢ CHOP-10 &% & 25 R 4| = &
o F)p As iviEfeE ¢ CHOP-10 ¥ § & 3 427 %5 m %2 2_ & 14 ( Gregoire et al.,
1998; Ntambi and Kim, 2000; Li et al., 2006 ) - &% ¥ & {727 DNA 2 & & 4 o
C/EBPB ¢ ;ﬁ d % & Fiiabanfgrh DNA (satellite DNA) F er#icB C/EBP % & =
@ # % 1 ¥ 3% B centromeres )( Tang and Lane, 1999; 2000 ) C/EBPp ## “,f IBMX
22 DEX {4 3% ¢ 5 o C/EBPP Ak it éf"ﬂ]al efd 4 S EARCEBRARE
FFF 24 pF2 {802 15 C/EBPBLILE B 4T " » 3 & i {68 W R % 50%

( Ntambi and Kim, 2000; Gregoire et al., 1998; Tang and Lane, 2000 ) o 4 it :& 4] ¢
1 DEX g«’@%‘r'}i—ij 3% % C/EBPS sk 3R o 3 ",% DEX 48 /] p¥{s » C/EBPS # ij’
4 (Ntambi and Kim, 2000 ) -

e SR e ¢ 4~ IBMX ¥ im#7-id 348 C/EBPB+ £ %

. I ( Ntambi
and Kim, 2000; Cowherd et al., 1999; Gregoire et al., 1998 ) » i 3 3 3F 7] MCE F#
B (Yehetal., 1995; Tang and Lane, 1999 ) ; @ % § % ¥ &8 w5 C/EBPR#
DNA % & it 4 (MacDougald etal., 1995) - % # & {* 42 ¥ > C/EBPB @ F 4t
MAPK # GSK3pB (glycogen synthase kinase 33) #taifs v » 2 ¢ MAPK L i#
C/EBPB_F Thr-188 #ipi it » 5g & GSK3BR|#ifs i - Ser-184 ¥2 Thr-170 & =2k »
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St 5 C/EBPB4 5 § #4535 12 (Tang etal., 2005) - C/EBPR2 C/EBPS 4 4 it i 42
PR - BTG T REA - P BTG 2 AR i el R TR T
P 3m ke 374 (Tang et al., 2005) o

¢~ CHOP :

CHOP-10 ( C/EBP homologous protein ) * # GADDI153 ( growth arrest and
DNA damage 153 ) £ Ddit3 (DNA damage inducible transcript 3) » CHOP &_p F
& 4 (endoplasmic reticulum stress » ER stress ) #73% % chi 4% 5]+ (Batchvarova
etal., 1995)° & ER ¥ 4583 T §frdv § 3 D rcigdy > ERwmie ) T 48
TR A frm A2 B4 2 5 ERstress - CHOP-10 £ C/EBP 2% &5
dominant-nagative & f 2. - » CHOP-10 «» C #4 + ¢ % — i leucine zipper % & >
CHOP-10 ¥ £ iE M %522 C/EBP #2357 H s = F 3, £ 4| - R 4

(heterodimer ) > % DNA-binding % 3% 4 & B proline fv— # glycine 2. B~ (Li
etal, 2006) F]p ¥ CHOP-10 22 2 2 C/EBP 3#25= R ;= R ;- RAUPF > &2
22 C/EBP } - % B 7)eni & =% & (Batchvarova et al., 1995; Ariyama, 2007 ) » 7]
PR ET i C/EBP 325 % R cnDNA % & i 4 o CHOP-10 &% £ i3 7% ch Sp2 v
e Y B R AT AR e A Y A {8 & B E "% X (Tang and Lane, 2000 ) -

2~ C/EBP 32 5y 5 fmie 2 A 1t
C/EBP %A wmiE A b P AT A d > ARy o b4 C/EBP
PAEB @R o s - P TS hA I e s i C/EBPa ~ C/EBPP
22 C/EBPS ¢ % & 1 DNA #F %5 CCAAT box m & * £ 3% & 1tk i (Friedman
and McKnight, 1990; Cao et al., 1991 ) -
a ~ C/EBPa :
C/EBPaLR_% 8 7 ¥5 kw7 & b chifidse T3 2. — o o v 2o fda g v B
& j»"“—‘ﬂk o C/EBPa# 3. E_% C/EBPB# C/EBPS#73; % /& i* (Hamm et
al., 2001 ) - C/EBPa & § #f SiA B ic 4 » ¥ 3@ oz i3 8 2 pF 4 IR ( Tang and
Lane, 1999 )5 v 1 = 2 K i27F ¥ & w92 & 5 ¥ 4 v (Gregoire et al., 1998;
Timchenko et al., 1997 )- % i % % 3 C/EBPaR| ¢ Fe# MCE 427 $ 3R [E 5% 7g 5
‘wrz 2_ /4 it (Tang and Lane, 2000 ) o Flduj Sia Hac 4+ s it? € & > &

C/EBPak 3 BFE & ¢ @ Al g ihimiz & i A2 % 10 MCE > @ %3 7q 95w
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/> 14 i85 42 (MacDougald et al. 1995; Tang and Lane, 1999) ; ¥ — %4 B %] C/EBPa
Ve S B A it AT %48 k¥ A B4z (El-Jack etal, 1999)

C/EBPofic PPARy® £ 3R » (2 % #2035 5 fo 2 4 it g inimfe Al fs 5 M o

B (Wuetal, 1998) ¥ # &t o ¢ ~aP2~SCDI -~ Glut 4 ~ f3-adrenergic receptor

(B3AR) % A Flen4 B (Kaestner et al.. 1990; Tang et al., 1999; Cowherd et al.,
1999)  #r4| C/EBPa JLR| € "% A4 * F B A F] > 4raP2 ~ Glutd &2 SCD1 #
oo @ gl B e BTN Z fe Y b fg e (Cowherd et al., 1999;
Lekstrom-Himes and Xanthopoulos, 1998; Lin and Lane, 1992 ) »

% 3T3-L1 % S%fq %A% (EZ PPARy) ¥ » £ =4 3 C/EBPav *t4k £ & 1t
BAFRT Rag g s imee & v (Cowherdetal., 1999); & 2. » FFrd|H & e
7% 3T3-L1 % 5§75 ¥ fm %2 2_ & i (Gregoire et al., 1998 ) > 30 kDa ¢ C/EBPa.7" £ 73
B a0 30 3T3-L1 i Zgin s hmie ¥ 55 4 2 LT 5 A 0L

( Lekstrom-Himes and Xanthopoulos, 1998 ) - PPARy¥? C/EBPa 'y ¥ H jh et &2 H s
5RO AT L AgEA AP e A fi ehE & A F) (Ntambi and Kim,
2000; El-Jack et al., 1999 ) - & Jﬁ" A IER A A B Ry L T, Tt g gt T
frde 4 P Lk f F pe B %o 2 (Vazquez-Vela et al., 2008 ) e

b~ C/EBPBZ C/EBPS :

C/EBPB#2 C/EBPS$ i it ek & » wialg— B AT LI 0 52 & 595
mPe & v b 2 #4575+ (Tang and Lane, 1999 ) o § 555 mPe X 3| & it 324 IBMX
27 Dex 3% {5 C/EBPBE: C/EBPS= T 2 L (42 FEs ) e pbpba B 4 24
DNA sEHFI P g ss P B s A F2 i 4 > 58 (Ql4 ] F) 157 &6
7% 1 it 4 (Tang and Lane, 1999; Tang et al., 2003; Tang et al., 2005 ) » 43t 3% % &
it C/EBPa¥? PPARy# 3 (Caoeta.l, 1991; Yehetal., 1995) - & 3 348 7 75
37 km¥e ek v (Zhang et al., 2004 ) »

‘m? P L pFH) C/EBPP§ 22 ¥ i 2hfw5 DNA + cnC/EBP A &% % &0 &
4 ¥ s:2hELik % (punctate nuclear of centromeres ) o % #r4| C/EBPP# IR € Fe s

PLIR G o TFA b fmPe iR 7 %2 P v (Tang and Lane, 1999; Tang et al., 2003; Zhang

etal.,, 2004 ) #5335 mee & L § & > C/EBPB2r C/EBPS™ 222 yrh §h 2 X WA T

-2 (insulin receptor substrate-2 ; IRS-2) 2 Glut4 sh& I » 1 2 W & 2 a7 45
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44 ~ (£ (Yamamote et al., 2002 ) ¥ ¢b fw 557 45 dn %2 ¥ Frd] C/EBPRIE 1
&R AL LIP % LAP/LIP vt B 43730 1 B?r‘f,?ﬂ € FEEEm Bg Py b e 2 A 1
(Hamm et al., 2001 ) -

EC/EBPB?‘J‘,% | R R e g T E R SR e P LB A T S g
e o R E aptimie P p 4 LI LAP BV MRAR e L 0 T A& TP VA fm e R
A F] s BaEPRATA (B 2rog it (Tangetal, 2003)

¢~ CHOP :

% 1995 # Batchvarova & 4 & 11 & 3L CHOP ¢ #r4[7595374 iv% > @ R i
# 47 CHOP ¢ re %7 C/EBPB¥? C/EBPo% & DNA it 4 » @ g s A Flm 2 FE 1 > @
33 7 %k P2 e ik (phenotype ) (Batchvarova et al., 1995) o
N-Acetyl-Leu-Leu-norleucine( ALLN ) &_~ #& calpain 3¢ F #r4|#|> ¥ %% CHOP
EEE N SOPARLE A /,91‘ ‘e ALLN B ¢ %gﬁ 3 4 CHOP 2 # 3 e %t C/EBP
2 & DNA it # ~ #r4] MCE §v%5 % % #5 & i+ (Tang and Lane, 2000 ) °

% MCE # ¥ CHOP-10 # L& "% i< o £+ 2004 & Carriére % A 3 11 5048 /5
BE ity A2 €0 e CHOP-10 F-v H & » CHOP-10 E_B 34 #q w474 i
gl o T f ey ean e 2 A 1 KT TR (1% 0y) B IR BT FH
st E v (ROS) 22 &2 24 ~ K% 3% 7]+ -1 (hypoxia-inducible factor-1 >
HIF-1) 4= CHOP-10 2. % 311 % Frd|?g %5 4m¥e 2_ & i (Carriere et al., 2004 ) o %
2006 & Li % 4 & ) ¥=v fe 484w+ 4 Lactacystin ¥ ;ﬁ d %% CHOP # 3m Fr)]
C/EBPB#r DNA thi & 2 it 4 »i&a #r4] 3T3-L1 % % 4w A it (Lietal., 2006) -
7 FBS ¥ 7 b #28 ¥ § % %47 CHOP-10 » ¥ ¢ C/EBPPj¢_C/EBPB# CHOP-10
Bz RAgY facd km ¢ C/EBPBIEF % &+ DNA &% 12 (Huang et al.,
2005) » ¥ % ER stress i % % 4 thapsigarin ~ tunicamycin {v cigarette smoke & ¥
Frd]Pgss374 i¥ % (Gotoh and Mori, 2006; Scheuner and Kaufman, 2008;
Shimazawa et al., 2007 ) » H 4]+ & 7 53 % CHOP-10 % 3R -

it Fend BT > CHOP £ I ¥ j5g pliF » e g wmre p LR
4 4eDNA £ 45~ 4 £ By fop TR 4 g5 Bl ¢ 5 72135 CHOP £ 7 -
fwz k= 7 CHOP % & € 3 v > @ Fr4] CHOP £ LA € [E 5t w2 /=~ (Ariyama
etal., 2008 ) -
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2~ St &4 (polyphenolic compounds )
SRR L

ARIBLEF I ALY o S I RHAR > B SR
PR AAEEE AR M H ST 2Bk B S WRE S
f;;wﬂ $E0 LGy FEBFFELL  a ARG FE R i 4 E
lzﬁ.ﬁé—*}ﬁb’%g 2. & F A REEE S LG FF (2 Fug Leni®r (Yangetal,
2001) S psgi- EF IS P B E R HA I F oy 2 g
LR R RS 3 AR AT R AE I S Rl 2 4 E R RIE R e
o ded Ry~ 3 Ry AR P ADRS < SR F (Yangetal., 2000) ¢

SRRy TREHECRT A S5 (flavonoids) &2 2448 5 fir

e
-~ 4

(non-flavonoids) > @ X (stilbenes) -~ fis f& ( phenolic acids) fr 4 f= %
(lignans) ¥ % 2-%F % it (aherne and O’brien, 2002) -

1~ # % i+ (flavonoids)

ARG FRESEH DI R T LT A2 ST
(bioflavonoids ) B i % ¥ -k % ~ g ¥ ~ A fv = § § /7)® (aherne and O’brien,
2002) o A FEF PR F ws = f Ok s 28 (flavonoles) ~ & fr #f (flavones) -~
W = fit 58 (flavanones) - & *= fi# #F (flavanols) - 7= 4 % #f (anthocyanidins)
frf % fr 47 (isoflavonoids) & » £ p F B F 2 5 4 chig M EH > & &
B2 ZC-Efre By 2520y VP A - ATy o F
FIEAMEE DD A A A MRETWE ST GG
(Kuhnau, 1976) - #°? $ M i ¥ LR By F o woiitd 2
(quercetin) ~ =4 % (rutin) % » B L% A FEE ~ K% ~ ’]\a“r‘ﬁ - K
& iF? ok 3f (flavones) * fii+ 4k % % » 4o~ & ¥ % (luteolin) -
%% (apigenin) » ®» F L A {rF ¥ ¢ 22 ¥ % o % =3 (flavanones)
iR FFHEHLE o w4 Y (hesperidin) ~ 4 F (naringin) -
2 f% 47 (flavanols) 1 & 5 52 % % (catechins) » %27 2 £E& %% > @
Bl E Y R FIFRE F AR A R - L o 5§ %48 (anthocyanidins) %

L RE A EY 0 LR AR R ARES G R - bl

20



¥FE YL 0.15mg/g BF: 45me/ge 2iFF £ RS 26 mg/L - R fv 47
v

P

(isoflavonoids) 1 & 5 43 X E 22 245 8 v 4o 2 A F Ak (genistein )
fes & F & (daidzein) - P o @ EP B 5 5 0 ~ 8 L~ " Mok F A
i friig it egri®* (Kuhnau, 1976; Ashida et al., 2000; Middleton et al.,

2000) -
2~ 2L ¥ @ (non-flavonoids)
WA (resveratrol) * L F oM §p 0 TE KR XA E R M
Ao B LRI ad § P x> 2iffc? £ K (Chenetal,2001)

“aﬁ$¢Lﬁ@»ogg%géﬁéﬁﬁﬁiﬁéﬁﬁﬁﬁﬂ’ﬂﬁ?
T SdpEEas e~ §F5R° 08 2N RRY 7 BT
PR A -k En B pwd W SHT LG AN

His & 3 vwerepi (caffeic acid ) ~ ° 24 f& (ferulic acid ) ~ 2 @ + f& (gallic
acid) ~ ¥ 7t (ellagic acid) & -k p& (salicylic acid) 5 ¥ L ¢hps pasg
PE e ¥ohd FE e AR £ (lignans) B B > B 4mF b o

ST N QN R

o0 FERwmad FE
B R T ES (cis-) fok ¢ (trans-) & fale &~ B 4Ede o 5 50 B
R TN R ARpHIek AT F R A LM S EFE TR
( phytoalexins ) (Soleasetal., 1997) o g {4 3| 7t TR 5§ T & IL e
%&i%ﬁ%ﬁ%@%\ﬁ%%%‘UV%%%%aaiiﬁﬁi’?@éﬁE
fis & = f# (resveratrol synthase) & i* @ 3 4v & ;v F L iz 2 £ (Romero-Pérez et

Resveratro & =iFP & F 423 it 4 chi gt &4 Hamg v 4 Sl %
E (vitaminE) #&+ & > ¥ fp pd A& 4] LDL F > 2 &R FIH P R ik d
F 3 14 ﬁ'ﬁ’-“ﬂt‘ pd F (free-radical scavenging) > #c ¥ "% P HiEF 1t i¥% 11 % pr

Hi -] s E (Bertelli etal., 1995; Frémont et al., 2000) ° % “ 5t 4 @ 3 » ",‘TT
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HALpRfd  BFF A fRETFZEF A F RS e s F9 R
FFF Y T BiiehA 2 hpd K45 k0 @ T4RF 2 7% (Ross and
Kasum, 2002) o HFig it a0 4 & gfhn g 2 $08 L5 M o

2~ g X (anti-inflammatory activity )
Resveratrol 484 im? @ 2 7~ & 5 Fugh L e 4 o @ B LI g g 4~ &2
Py npe A § M 0 dofe 2 w YL (arachidonic acid) R £ & 2 RS 0 X
4 %k ¥ p¥ (cyclooxygenase » COX) $if§ * pvenitic 4 & 4 o 5 73 %
(prostaglandins ) > @ = 7| Htj’ij% RlE8 LK B2 5P o i p et Fske 3
IR > resveratrol & 3 #rd] COX i fheig 4 > F]gt £ 5 Fagf L 2 7 2z (Jangetal,,

1997; Subbaramaiah et al., 1998 )

3~ EHF s AR

MMﬁOMMEKﬁkakiéqﬁﬂﬁrﬁﬁ¥”ﬂm 3 e 2
THeL FAEE 2L F RS (Oralloetal, 2002) o gk I R DAY S IFE AR
P Sk B 0% ’-’ﬁ-‘}?ﬁ (coronary heart disease * CHD ) » H #4173 # #3] » % - 3§ 7]
£ F Fredla | st B 7%~ §2% NO (nitric oxide ) @ 3 4770 F 473 (vasorelaxing
activity ) B2 drd|w B2 » &V REH R L F 4 F o 5 Z T T R e
% ch3TIR B> 4o LDL (low-density lipoprotein ) & "2 %Az ¥ i iT% & > ¥ g
= 1275 = (Diaz et al., 1997; Frankel et al., 1993; Pace-Asciak et al., 1996; Yang et al.,
2001 )

4 ~ FFE R (anticancer activity )
& 1997 & Jang % A GB B BB 0 F AR Fed g 4 2 o
pT o TR TR (L B4R ¢ Fads ¥ (initiation) ~ EagH (promotion) ol iE HP
(progression) = f& ¥ # (Jang et al.,1997; Jang et al,1997) - 44\ 22 48 ¢+ F =% &
B0 KRR PR 4 2 H drd e P2 748405 B (Wolter and Stein,
2002)

5. B AT (v

1999 & Lee-Currie % A 3 ik it B2 5875 % " & it (Lee-Currie et al.,
1999) > @ v FEEERARFIREL § X R Pepp g 2 5% > T & KRB 47
AR PR ARG R R s e 2 R
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< e 4y s B AR (S0~400 M) ¥ RS RT S PPARy{e
C/EBPozk F1 4 I ~ 3 4r PPARY"% f# ~ 5* > PPARy{r C/EBPou# &5/ 42 "% i1 {8
B b F R Ao GPDH & > F)pt s B F "E K 3T3-L1 P iaRrd 8% > gL & E 7 i
# % w@%% %= (Floyd etal., 2008; Rayalam et al., 2008 ) - ¥ i&— ¥ # R ¥ & %
¥ i 4o Sirtl & F) & TR A P fq ¥k e & 14 (Picard et al., 2004; Bai et al.,
2008 ) o
Tooh o g B g s R (125~25 i) 8 F AR T 4 i )
REP RS s A o E AR L MEE L SR Lo dolitd 3
(quercetin) 2 £ 4 8 % % (genistein) % ¥ P Bgfrd| 75 %% fm?e & i (Rayalam et
al., 2007; Park et al., 2008; Yang et al., 2008 ) °
6~ H iz
o R REE R ’Hﬁ e LN 0 o - SRR
FH L G BRSO E TR > WAT LY E A M T E L
il EHRE AP S SESTFCAF XL AR B R EEP

( phyto-oestrogen ) -

(Gehmetal, 1997) - iT# k3% 57 5 4p I d LiFE B diane FE R &4
v i £ fE* 7 (Howitzetal,2003) ~ %22 84 «h& & (Lastra and Villegas,
2007) - ¥ “t:B 5 #ipF (antibacterial ) ~ & & 4¥ 42+ (chelation of copper) £ 3

& 75 & ¥ (modulation of lipid metabolism ) % #* < (Frement et al., 2000 ) °

N

9

Be FEmAE B B

1+ PIB3K/AKT 2 i<

PI3K 2 T 4 3 AKT (= #d-v J j}f*B; protein kinase B » PKB) & %%
BEHEwwmeph BEPNER LT 2 — PR wE A= A E A VE-EFR
A Flend B o AKTend > s mie 5 ) o i i 42 5% & 9> Peng® A I #
AKTI1/AKT2%] “/]E e Prgh e fm?% (mouse embryo fibroblast) 12 4 it 25|
FHEH S FRgEETA IFY X > 1S PPARy ~ C/EBPa 3R > fe % €7
2C/EBP ~ C/EBP6{-CHOP-10% 3. (Peng et al., 2003 ) - %2003 # Watanabe % 4
B9 CPIBK 7 € 8 FPPARyA I » € #rdPPARyIHESE 12 0 it ' 175 7
fn¥e & v (Watanabe et al., 2003 ) -
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2 ~ MEK/ERKI1/2 #3134 /% :
MAPK 3 & e0i# 334 /& & B 5 MEK/ERK1/2 £ c¢-Jun amino-terminal kinases
(JNKs) e p38 MAPK » ' %87 mfe 4 £ ~ A (L 2182 £ F Ji o 4 (B 7 0 bm %o
A fvigdzd ¢ > 2 MEK/ERK1/2 B %% & %3 (Bost etal., 2005) - MEK/ERK1/2
ERIIIRATAOE L N RREHEL TG AR o R P ET
MEK/ERK1/2 it BiE w0 5575 3 P2 & 1b > >t {5 8 75 i MEK/ERK1/2 B Fr4] 0 5%
P iklmie A it o 3 i ?}’%;}F} 1 ts #pF i MEK/ERK1/2 ¢ @ PPARy! Serll2 i
BEEARL (U @ 24 G PPARYSE&IE 1 » it Fr4) %y v e & v (Hu et al., 1996;
Adams et al., 1997; Watanabe et al., 2003 ) » % 2002 # Prusty % 4 Ap i 5 4 (&
PPARy# 3.2 % )i i* MEK/ERK1/2 ¥ # 4r 3T3-L1 4 it i 42 ¢ PPARy¥ C/EBPa
A FI A RA BLE Y e A i ot 3T3-L1 % %% Spin % 7 4 MEK/ERK1/2 e
¥ i 4v PPARyeH i 4575 [ @ (848 #q 9 w2 2 4 it (Prusty et al., 2002 )
* 2 }E :fp it MEK/ERK1/2 ¥ ¢ C/EBPPB_t Thr188 i 2huifiz it @ 3 4r C/EBPa
F I v BBy s Pe 4 v (Park et al., 2004; Tang et al., 2005 ) °

T FTg P
Pty HEMAFT 5B AdF B § A RS FUEREE S

M T ERAFIME TG R L H P s A 1 o H Y 4By s ke 2 A
fegrmo < S g AL s B ﬁ‘“’F‘”F‘*%ﬁ S hi Y WEBAOERSE
EAM Al FATEERT RPN G oF AA LR TR FA 2T SR e
2o ha L 2w Mt Hme }i”‘}iﬁ?ﬁ’f’égﬂﬁm’?éa\ L2 TEr s A A B
B P pnte it 2 3T3-LL e th A 4 % 0 R BRI 23 AR e v
T vmse A L PP R e A A TS L A e R R
& @yEAs 3 AKT 2 ERKI2 14 if 2 & ¢ o
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HiLgr =2 2 (Materials and Methods )

B

-\ mE R
3T3-L1 = 5% 7, % m ¥ t& (3T3-L1 preadipocyte ) FE§ p 37+ & %1 £57 7 97
AR

SN

bl LA R o
B-Actin Sigma A-5441
phospho-Akt (ser473) Cell signaling 9271L
Akt Cell signaling 4691
CHOP Novus NB100-91777
C/EBPa Santa Cruz sc-61
C/EBPp Abcam Ab15050
C/EBPS Cell signaling 2318
phospho-ERK1/2 (thr202/tyr204) Cell signaling  9101S
ERK1/2 Cell signaling 4695
GAPDH Zymed 39-8600
PPARYy Cell signaling 2443
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T Rma
- ~ 3T3-L1 % %% "% % (preadipocyte) 2 3% & g7 388 @
3T-3L1 = B g sl ?e T3y %30 3 3 10 % #32 w - (Fetal Bovine Serum >

FBS) ~ 3.7 g/L NaHCO; ~ 5.9575 g/L HEPES £ 100 U/ml penicillin / streptomycin
¢r1 Dulbecco’s Modified Eagle’s Medium (DMEM) ¥ > jt32 % % a2 R 2§ 5
culture medium #§ # CM © — &8~ pF > L #1575 7 CM # % {$ 121X phosphate
buffer saline (PBS ) /B - =X » ¢ » i £ 0.05% (w/v ) Trypsin-lmM EDTA solution
BANW3C RET 21T ABTT Rwe i34 P ATk ¥4 0 i
£ 571 CM ¢ v trypsin-EDTA > {5 4 1000 rpm &t~ 10 & 48 > 3 'k b ik 18 00 7
CM A Rmre o 53 8 me Jeis RT3 R e D 237 CM e £ @ 2 x
Bxi o EH A5%C0,37CiEE T %4 £ o & 3T3-L1 preadipocytes
H % (monolayer) {5 im¥ § i 7| confluent ¢ f& » B ™ ¥ 4 Flim®e 9 £ 3

YT SEREY P

S R AT
AL R RAP R CM A B2 R RRT 7 Rk
Bs 7 e pEdping FOER o 4o F 1 X {2 TF {34 2 (differentiation
medium > §AHDM) > H 4 it &g p 75 0.5 mM 3-isobutyl-1-methylxanthine
(IBMX) ~ 1 uM dexamethasone (DEX )~ 1.7 uM insulin ~ 10%FBS ~ DMEM #2
FERZ 0 A -~ F%2PFFMALRBC » TREFH L F X L5 day0o
** day -1 14‘3%4,, - % (day2) f¢ 0 {# % F 1.7pMinsulin 9 CM 3 % =
TP PFEREA L {HEAFHECM B PP e R
BRFEAR KR /TR H 125522 (day-1~day2)e &
WLHECME: T FLme SHE PP TIHES -
w7 R (Bp ) A WEY 3 a b FAFERAit% 22 (day0~
day2); st A it g 2 A% 3% (dayO~day3); » A it 1 X FH5 4
% 2 % (day-1~day2);3t4 it @ 2 :k%?.ééf;‘;’]:ﬁfljéo\ it % 3 % (day-2~day3)-
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add insulin and
culture medium

add Res. and |
add Res. diff. medium [ add culture medium
|
| | /7 N\
v 4 v "4 N
| | | | | | | | | |
d-1 do d2 d4 dé
Ble ~3T3-L1 5 5§75 %% fmbe o i F Bk 2. PR AR o
T ﬁl/'\ J"‘: E” ﬁg:ﬁg‘ Bi,ﬂp
# *
d-2 d-1 do d2 d3
. _ * do ~d2
® ¢ do ~d3
* ¢ d-1~d2
* ¢ d-2 ~d3

Fip ~ 0 REMERE P25

=~ me g E F gl (MTT cell viability assay )
FI* Bmre ke AR Y chgizaphd 4 pE2 1T > B-MTT (3-(4,5-dimethyl
thiazol-2-yl)-2,5-diphenyl-tetrazolium bromide ) © tetrazolium + % (& ¢ ) # 5 &
¥ 4 4 2P formazan @ AT dmre poo Fpt § wre B R MTT &t 4 4%58 0 4 fw

e MM EMARE > Bl A TSP AR S o 4 » DMSO 3318 0 Rl TUA £
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540 nm Bk B X T E 0 WF AL e s hifp ik H= 2407 o fiif £ wbe
(10%cells/well) *2 96 i 5 % HF ¥ BAIER - 2B ARE e r 713 FER
26 AR (5410~15~20~25+30~35-40~45-50 uM) % $ P8 = 0.1% EtOH
23R ITCA A 242 48 | PR 4 s AR £ 0L IXPBS Bik- %
SEEEE 4o 20 pl 2 Smg/mL MTT i3 i > 30 37°C e % 2] prid o snrf MTT i3 i »
£ 4er SO0uIDMSO» *r 3 B F 20 44 R TR 2 RPN EFRRAE
WMm&6an&ﬁ@’5%%w%i%%%%E%?%ﬁF%&iéﬁiﬁ

Himrz 4 E g a5 o

= ~ GPDH #4447

AR s L S iEAEY o A W 2 & fF (Glycerol-3-phosphate-dehydrogenase »
HAEGPDH) €2 it b fa & % € & 5 < § % imoe b 7 6 SR iE 1L
BRI ZEY M AT UM N e > TPt T GPDHE R F 1T
g AR iR ehF] S o H 2 2 4o 5 Bea VR T X eP3T3-L1%g im0 3
Gk % % 18 1 IX PBSiE 2% » 1300 pl3a & #=% (P 7 0.25 M sucrose ~ 1 mM
EDTA ~ 5mM Tris ~ 1 mM DTT¥20.1% Triton X -100 ) #-‘m?2 3| T I Akt 1135
TS5 5 54 0 418 24°C T 1212000 rpmag -~ 104 48 > B+ % P 374015
mLAEs 3 ¢ o 3220 plfE &de » 630°CTE B FUV-RI R 45 ¢ > 22l 5 L 2160
ulF & #&l (P Z 125 mM Triethanolamine ~ 3 mM EDTA ~ 0.07% B-Me ~ 0.22 mM
B-NADH{-8.23 mM DHAP ) & & > :# B~104 45 p 4 & 340 nm=x Jc & > =+ 304, 3
Bficii— = o d BB LFEL ) TV oGPDHEM - B o0 5 T o

GPDH =1+ (U/ug) =/\0D340/min * 1.6077 / protein conc. (pg/ml )

I ~ OilRedO #% ¢ % :
B i F A 5 AR e 3T3-L1 % et 0 k3 i 671 IXPBS Bk 2 s

KL 4 ~ i § £ 949 formaldehyde ™ H Ziwre » S HEFE 1 ) EFESARRE
ﬁe%ﬁﬁ%ﬁmhw0$ﬁ’%31+%@i%%3ﬁ@u:ﬁ$£%@%1
oo hgie M A0 R D o £ 2 “,f R4 M B ORI AT MK
ETRERERA AR TV

SRS e G PRI S b SRR - R
T 7 #e 500 pl isopropanol - B R R AN RIEIAT R 5k 5 A4

¢
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Je B BBt £ 510 nm Bofc B 0 2R B Ap st T ded g i A

2 2%

~ X FEEREFRY F R (Semi-quantitative reverse

transcription-polymerase chain reaction > semi-quantitative RT-PCR ):

1 ~ % 3 total RNA :

B fe i pE R BLenm e 32 %u’%ﬁ%“f {8 ke IXPBS /B =0 0 L 4 »
500 ul TRIzol reagent = + #4 % @ FH[55 (7% Alme t o>kt #lo {3 &
¢RIBT R B e a2 (cell lysates) B 3% 1.5ml ehgs g ¢ > St g g (v
5/ 45ts > 4v ~ 100pl acid-phenol (pH4.3) &+ T ISH T HEE T ZET 2
A48 > L 4e ~ 100pl chloroform Fe #: ™ fs4& 15 §) > 5818 24°CT > 2 12000 g
B 20 248 c AL HEBF T LSk AR5 P EDEP R 1R
hFimre A RNA - P G0 d Sk kS BB 5 genomicDNA» @ T & S d
AR QRN F G e ended 2R o Bk R N PR RE T AT 1L5ml ehd s
P oo 4 w)4e ~ 150 pl chloroform *+ T g 15 45 > &g & 4°C T 11 12000 g <
20 & 48 0 EAF LIRS 12 “,%5?‘% ¥ ehphenol o #-i& B b iR BoTIAT 1.5 ml eh
Yoo g P Ao r 2 B 08 HF (absolute EtOH) # %+-20°C ™ # & #ic| ¥ -
SEE B 4CT 112000 g AR 10 A 40 H- iR A3 T T R IR G ¢ SIRNA pellet
£ e r I ml 0 75% (FpE 4 vortex R F By % R 77 RNA pellet - g s 7 4°C—
1212000 g dres 5 A 4 > Bt iR A ",% fomde 1L5ml s § & 5 AP > &
RNA pellet p 2% b 5z {8 4 » 50 ul &0 diethylpyrocarbonate-H,O ( DEPC-H,O) - #

BN 60°CH E 10 4 457 § B4 total RNA ;3 f2*+ DEPC-H,0 * ;ﬁ d & * ND1000

V3.0 spectrophotometer ;B| & total RNA jk & ° P~ 1 ug total RNA 8 RNA 3 #5 5% %%
T A MFEEL RNA 5 P~2. 557 22 0 -4 48 37~ 41 %k e total RNA 75 %% 2-80°C
REEE & 8-

2 ~ #mRNA F &4 (reverse transcription) = cDNA :

> W] B~ 2 ug etotal RNA & 4e ~ 0.5 pg oligo-dT ~ 5 ng/ml random 6-mer ~ 10
mM dNTP % if 7 DEPC-HyO $ 65 C ™ 1%% 5 o 4d > Sg{s = T E 3R AZiE |
k48 o L 4e » 5X reaction buffer ~ 40 U/ul RNase Out~ 0.1 M DTT 4= 200 U/pl SSIIT
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RTase F @& 2 F R B S QM5 20l TR 353 (iEi2dpe> L4 1) 1
50CTiE* 1/ s L 2 70°CF B 15 & 4 ehin42%- RNA & #45 cDNA » 14
'%/E}igt;l/éﬁ-ﬁﬁ‘ﬁ?%/rr}%% Ff% 15\'157’CDI\IA 57&20C1—|9 §‘5a5§§

* o

I~RépdgFr R (PCR):

2 ¢cDNA ¥ % #% (template ) » 4c » 5 U/ul Taq polymerase ~ 10X reaction
buffer ~ 10 mM dNTP ~ 0.5 uM forward primer ~ 0.5 uM reverse primer ( % 313 &
F10.42) 2 B ddH,0 @ B BAAE S 250l > KR £405 TF % N R L Rl
HFEBERY EFF B BELAFIREFEGF RFEHLL 3 FRF B2
FR-A 3 3-20°C o £ AU 2% Fq s T4 (agarose gel eletrophoresis ) 4
PR EMFRY F KA S > EW &> 1X Tris-acetate-EDTA (TAE) buffer » 12 100
RPFTEFT A FE LY ethidium bromide (EtBr) % ¢ » #-H ¥ b ¥ ¢k &
Pe4p % Sidp B > £ )2 ImageQuant 5.2 ( Molecular Dynamics ) #<%8 4 47 » ¥ 12 18S

i* % internal control i& {7 Z_& & 47 °

SR ?’,4,\-*:}:

1~ %3~ protein (compartmental protein extraction) :

H fe e B en e 3 &R A R 180 ke IXPBS (B S S e ~ i
£ ¢ RIPA lysis buffer (2% Triton X-100 ~ 300 mM NaCl ~ 40 mM Na,HPO, ~ 0.1 M
NaF ~ 2 mM Na3;VO, ~ 1 mM PMSF ~ 0.8 uM aprotinin §= 20 uM leupeptin ) » 7k
PR Bmre K A ¢ FBT kB imre 3 24 (cell lysates) ¥ >t 1.5ml
st g ¢ o 112000 rpm Bges 20 A 4 0 K-t R PD ¥ - ISmldpe g e o
2 fk&Em R 0 380 C HiE T Y T E o

2~ %0 FEE

*#h~ F % ¢ * PIERCE = @ 1! 2 559 BCA™ protein assay reagent £ % >
* BCA (bicinchoninic acid) = ;* 2 & v 5 o 2 R12 £ § BCA 1R3443
2558 % AP ¥ cuprousion (Cu™™) £ &~ &% 2 B & - | Tt sk IR
Tk FeRERARETBRIEY L4 (CuT) £41* A 23 BCA R
BEL LRI REERERT » T30 E 562nm TR E SRR BEFE v

B
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ToRR o F1v > B RAFFENFRSF 2 LIRA 2L BSARE R x 963457
- 4e » 200 pl working solution (Reagent A : B=50:1)> ®3fis ¥ 3> 37C1 % fi
PoRFck K 30 4 4B KRS R 562 nm A Bk B S R ] * & )k R e BSA

(bovine serum albumin ) T4 # 5.& % » ¥ & & total protein Jk & °

3~ 3 BLEE2 445 (Western blot analysis) :

B # 5% stacking gel 22 10% 3z 12% separating gel :& 7 SDS-PAGE (sodium
dodecyl sulfate polyacrylamide gel electrophoresis ) > #-F T_& & p| d-v &2
prestained protein marker ;3 » stacking gel ehiwell » » 12 70V & &Fpl v §5 1
stacking gel ¥ separating gel # % jifé » £ 12 110V & 3 o ¥ marker 1§ § # #tis
F1* 3 F& transfer buffer » # - 5 4] * disodium tetraborate (Na,B407) 14 200 mA
#1140 ¥ -5 1% 10 mM Tris ~ 100 mM glycine ~ 10% methanol % i
£ ddH,O 17 200 mA 17 90 4 48 > b5 fa > 2§ B-Fev ’F?ﬁi&@i PVDF paper

(immunobilon™-P transfer membrane > Millipore ) 4] * 5%7%% 75 2 4 ( skim milk )
R TT iR 1 o] pFIE§F blocking 0 f 4 ~ 12 5% BSA #¥ & primary antibody
R RER 130 pFA A E 4°CiT* overnight - 2 {5 4] * PBST & TBST (p 2
0.1% Tween-20) jfi% 3 =8 » 5 = 5~10 2 4801 ift4 2 b - Hensk & o 11 5%
Patdmpe 1010000 4% 3 horseradish peroxidase (HRP ) 2 secondary antibody

(Chemicon ) ** % ;g i¥%* 1 -] pF{s £ 12 PBST & TBST i 3 = » & {¢ {1 * ECL

system 1% M3 | Adgo ity 5P U X R P REFIPGIEN pRIESE o

A Bt et
A R SRy W T 9 E AR R 2E (means=SEM ) £ T o F Sk #icdy
SigmaPlot 9.0 2. unpaired t-test i& {7 $e3- 247 > R L ESLE TIHERF LR > F

B3] 0 0.05 (P<0.05) PFEFT £ v iV f EF LR -
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R
,\n

PREkR2ZY FEMBITILL DRy mmed+3 FRRZ 1
50 f29 FEMHAT ¢ H3T3-L1 # Sy rimizig 2 me 4 4 0 3t E A

3T3-L1 % 5p%q Wptm®e ¥ ki sed kR 26 WM & & 37C3 % 24 22 48 | p+>

b 18 MTT i8 7 imve 2% 15 S pligo B 2% 257 (LW 1) 8 % 24 /) P58 3T3-L1
WA AMAE e (OuUM~25uM) Fa P AE - @ A3 A E &2 (30
UM ~50 pM ) B 5 PP &g~ = 535 > d 30 uM 3 50 uM 2o 2% 35 5 4 %] 5 idle
88% ~ 89% ~ 85%Fr 82% © 15 & 48 /| P14 3T3-L1 % Spfg s/m®e ¥ » &8 3t 20 uM

DRI EM RS o PRI A 24 PR ST > 20 uM B 50 uM 2o A
F B L4 0 90% - 83% ~ 76% ~ T3% ~ T4%fc 70% o o ¢t %% Far > o %
A w2 4 gk R ez o B P o TR ER £20~25 WM 2
PREFEL PR Tl bR ABT o LR R E S Pk T

=3

EE o

?RkR2 ¢ XM E R GPDH #4t

R WAMETE §BEITIL1 B 5w 2 A i Tt & 3T3-LI
IR e A i TR AR Rk R WL TR 24 L PRiR AL (3R
A g E At s B8 A % 5% (day5) 2 GPDH & 14 1738 (7R 2% W fm

e iR, . Bk (LEB2)

BARERTES A Rock o Ao MER
BuMfe5uM) T & FEaET 3 € B 3T3-L1 # 5P sk & 14 5 & 10uM »
15 uM £2 20 uM B &g % i858 3T3-L1 % BgPgpimie A fb > H A w5 304 e 1.6
B20R2 1418 - F15uMo FEMHF AHEE L L 2 > 22 40t gp
MAarTs UHRERBEER - MBS h F k2 Ti9E o

15uM 6 A€ Rakmee p g 9s0F A5 5 2 R A
5B Il G H LR LR 3T3-L1 % 5P WA lm e Ao it 2 iE 5 F]pt i Rl A
LS Hp 2 dmve g R ,‘“"ﬁ?f%f‘hil]} o 3 it — X (day-1) &% *5c ~ 15uM v %
A Rwe LA 350 FABABREY > £37CR A2 fJ‘El???é R
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F 1S uM § LR A i FEA s it 2 (day2) Mg L H T RE B L —
B Ak bRHKY Lhe s - 235 2% (day-1~day2) Fded FE
fr o2t A it % 6% (day6) i2{7 OilRedO %4 > 5511 B A -4 A% 0 -
T S e dp e REA 2 ,ﬁﬁ » 0 W AR A - B 3(a) & ke T (400X)°

3T3-L1 #3954 A i & 6 % #7241 2(BtOH )2 %3 %% ; B 3(b) 5 4t ™ (400X)>

3T3-L1 "pipimre it % 6 X 15uM v ¥ F e y9sF o 1B 3 (a) 2® 3(b)
Apve g BRI 4 15 uM 0 WL ey i Rl e R A S 0 2 i R

X o B3 (c) 5 3T3-Ll*gipimre At 5 6 %i2(7 OilRedO % ¢ » Bts* B3

-2 &3 o Al £ 510nm TRl B R o Mrdles kB E A 15uM
0OHEREL R R ER S dleL LOB o d PR RBE T Fe I5uM v F
TLFR 2 € B 5 40 3T3-L1 "y 9plmiz 2 g i 4 & o

?JVQ%Hﬁﬁ@wgiéﬁg

T oE A ¥ B8 3T3-L1 5 5 7g Vh e 2
4 i+ (Rayalam et al., 2007; Park et al., 2008; Yang et al., 2008 ) » @ 7 e ®RE 20
PR R L $ $r4) 3T3-L1 % 5% %5 % 0 %% & it 235 »c (Floyd et al., 2008; Rayalam
ctal,2008) feigdt 2 gr i G fljpra 1 pF 4 Bdpiide o SR A R IR Acd ¥
M4 3T3-L1 4 spq ot & 1 2 P80 AT 2w 463 F PEB G 4 15 uM e
40 uM & FE AR K 1] 3T3-L1 # Bpfq i dmie A b 5 A BEEH DTS L 2 X 4F
H e 15 uM v 40 puM o i’f‘/}fﬁiﬁcﬂ/ﬂ\ it% 3% (day-2~day3);»ta it 1%
FEF A 15SpM - 40 pM ¢ FERR T~ 1 5 2 % (day-1~day2); >t a1t g =
FF R 15 pM o 40 uM 5 FEFH A 5 2% (dayO~day2); 54 1 4 2

PG 1SpM A 40 uM & F AR 4 1 5 3 2 (day 0~day3) - e féaea it

% 5% (day5) )2 GPDH /E A 4738 (7R 2 g ke o it T3 H % ka7 (L
W 4)> &3 PP Res. 5§ 7 ok > 4o % (day -2 frday -1) Tk
v 15 uM Res. B € P Bf i858 3T3-L1 4 5§57 W lmve A 14 > & 6] 5 & P 4] e en
142 40 1.63 & 3 4 40 uM & FJCARR] § P AEH ] 3T3-L1 3 5% 5 fm %o 4

oo E R E e 037 B0 0.63 B o it F X 4 e 1S M 8 FAE
# ¢ B2 3T3-L1 % Zp2q e lmbe & it 5 o w] 5 & pFe) ﬁ%']g’_g’!],os B4 1.07 & 5
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7 te 40 uM b FEER R € P B dr ] 3T3-L1 0 SgPq Whlmie A i o 2 B 5 L PR EY
#2063 B4 060 B o d ptBEFT 0 b it w “V/fl‘ e 15uM ¢ FE R G
Tl 3T3-L1 % 5 2g W dmPe 2 A ih 5 @ i T RIS e P b H 12 R 5 B2
2 e F A B H A R4 40 UM 6 W5 6 Frdl 3T3-L1 % 5
Vamr it e 2 g &y A LR (day-1) 2l E 2% (day2) Bt 15

UM 6 AR o LR F = b ok T -

4 15 uM 4 FEBL MED g »wee s it 2 CIEBPBAFIZ R

21 fR15uM ¢ FE AR AT A S A~ 4 C/EBPBAFIARE >34 L
1 =54 % 1% (day-1~dayl) w4 15 pM o ¥R B A e 3R
& (Oh) foi it 15 4~ 8~ 16 4r 24 ] ¥ 2 ‘mPz i& {7 {c B~ total RNA # 12 qRT-PCR
W B C/EBPRA Fl2z. 2 o d H % %% (LB 5)  (a) 3 C/EBPBez p 3R4+pe
18S A F1 2 M2 2%H @@ e A2 T AR (b) 2 AFLMR2ZEMES% ()
LAPETEL SHcL B % > BP0 & pERRE2 EtOH #ip| 18 2. C/EBPBA ¥4
MEFTARL 1> 7 LEFE2 BOH 22 15uM v FEfes 22 I fok
$od B (a) 2 (b) B%¥iv> aife A L 2H2 15 » C/EBPBZ £ L& B 4>
LR @ bk PERBEL e 1S UM G R Eu 4r3E % 2 C/EBPBA FI
Bfdr4le EtOH %2 % » 304 it 8 pF 4 R ¥iE 5§ » EtOH 22 15 uMRes. 2
&5 50374205140 d B (c) P Fro dea VB8 45816 22 24 0] pEE
15 1M Res. 22 C/EBPBA 714 S & % % >° BtOH e 8 2 £ JEiE B3 4o -
AuE 1161 1371 142 228 144 2 o

B de 15uM ¢ S 7S § #r4) 3T3-L1 4 573w & 1+ 2 CHOP A 714

¢ fody d) CHOP-10 B 4741 % W AT2 (6% el » 7 § 30452 v imoe
240 e LR IS M e F LR AT B EA (L4 CHOP 2t - Frd| g is kit &
FlABE A m [ X P A% 1 X (day-1~dayl) gb/"ﬁ 15uM @ %L p% >
Yo A Ae A 1 R (Oh) foi (418 4~ 8~ 16 fr 24 /] PF2_ lm¥e i€ {7 5 B~ total
RNA » i 12 qRT-PCR B CHOP A F|z_ 23 - d H &% k7 (LB 6)> H ¥ B
6 (a) # CHOP £18S p 38R A FI L M2 2% fa i @B R A2 R AR (b) &
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AP LBz Eiv2% i(c) s AFLR2Z LSS BY &R ez EtOH #1

BF2 CHOP A F12 ME T & 5 1> 7 @ L pFA %2 EtOH 22 15uM ¢ # & 7%
wd ez B Hc® o d 6 (a) (b) Pirs @ EtOH 27 15SuM v %
fRie > A A M flgs CHOP £ 5 % A AFI& | > » 5 5 0.288 £ 0.303 ;

Aot s A YRR 18 0 % EtOH 2 15uM v ¥ it e CHOP 2 £ €

FrEM A M4 P EOH 22 15uM v FE e R E A W 5 0.097/2
0.089 ¥ A it £ 24 -] ¥ » EtOH 2. ¥ CHOP ¥4 S & * 153 4 » @ 40 15uM
6 e CHOP AFI4AME L & % tF# e » L pF4E A w5 0250 &
0.121 - @ d B 6 (c) #v» Ak 4 A i 32HPF > 15uM ¢ % L f% 2 CHOP 2 7]
ZIEREOH 2% > ¢ 15uM ¢ ¥ jE s e 5 EtOH 2 1.06 & » @ u_’J“‘v./w\
LR 162 24 | R M ISUM ¥ F it ez CHOP A Fl& M E 8 ¥ i1
EtOH ‘& » 4 %] 5 EtOH %2 0.84 22 047 & o

F4e 15uM ¢ FE § e 3T3-L1 # 57 s me & it 2 PPARYA FI4 R

S0 15uM 8 FER EF 5 1k PPARYA F1 & E 7 RUg 7y 5simie 2
Aivos FIRLRRE L Y iEAZ P PPARY mRNA % L35 - A day -1~day 2 & - #p ¥
74 15 uM 9 F LR fc & day 0 3] day 7 étotal RNA- & 14 qRT-PCR i i#] PPARY
2 AT AR 5B 727 (a) 5 PPARyE? 18S A F14 2 2 %% 8% T
A2 T AE(b) LARRFAFERZ B S2% i (c) SAFIEAM2 B LB
% B¢ A pEF ez EtOH #7172 PPARyAFIZ B 28 5 1 7 E LR

nﬁ-

22 EtOH 222 15uM v H i es 22 F i -d B 7(a) & (b) ¥ &>
B b Az PPARyZA FIATRAEA PR A Se i B4 - A L $53 2 A E &
0 04PF EtOH 2.7 15 uM ¥ FEA A 5] 5 0273203541 s M 4r 15 uM
BOF R e Pl 52 PPARYAFIZME » 34 L5238 w LB AL o
P& EtOH 22 15uM v % fs 2o %) 50.170220.300 0 i 4 f* % 5% {822 EtOH %=
A PR oA d BT (c) PArs AA RO EN LA I5uM s F

frieg? EtOH 2 @ P 2g £ 8 > » % 5 EtOH 211,10 B 1.13 & &3 7t

15uM 6 F e ? o €5 2 % B 404 EtOH /e 1 B Fl# 5 57 PPARYA 714
g A H F%4x 3 o2 B PPARYAFIZ IR E L B * o K F23 B
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4t 1 PPARyA 14 B A %] 5 EtOH 1175 % ~ 1.75 % ~ 1.67 & ~ 1.29
B 133 840125 & o

e l5pM ¢ R G RS L RPN MAAFIAR

Fla i F kEEY o 15uM v FE AR L § REE R A i o Fptig -
HEF ISuM 8 FEaTiiae R rmie LT R HEATARL
FIpLpE A 1Y AP adiponectin AL F] & A, o F]M A day -1~day 2 A - EpRF
Fe 15 M ¢ 7 > £ 4c# day 0 3] day 7 “total RNA » £ 12 qRT-PCR i il
adiponectin 2. A F]& 3 o d H % k7 (LB 8)(a) 5 adiponectin £ 18S £
FlE 2 2% @ T Az T AR (b) ZAFEARZ F0E% 5 (c) 5 4P

2. BA B2 %% od B8 (a) & (b) @ &> AP (5847 adiponectin
A F AR o e 15 uM o WABEAA T % 4 % 77 P& P T adiponectin A
F4RE o P EOH 2% 15uM 6 e 4 mE A 5 0019 2 0398 A
PLEBTHFIACETA NS 563 L F Bt L8 (0278220.765)° @ d H]
8(c) Pars A% 0T %22 15uM v ¥ Ak & EtOH 25 & P &
AR ML R3 XL THFLAR HP AT 4 L5 REFALAR - KF 3

B4 %) 5 EtOH 260272 % ~20.12 % ~2.89 & ~2.69 &4 3.06 & -

Fie15pM ¢ FEE REA MM 2 aP2 AFIA R

P e draP2 ¥ PPARyZ 34 0 BB A 1 (5 fq i e A i rg v e
BARA o aP2 endd TR RS B0 0 B RSN R - )
THEFHREE? ¢ 15uM ¢ FEAF L F iuE PPARyZ A F AR Fltie-
B 15uM 6 A7 7 H 4 A B4 aP2 A FIAE o & day -1 5 day 2 #
e 15uM ¥ WA ¥ ck day 0 | day 7 s total RNA » & 12 qRT-PCR
BlaP2 2 AFA R o d HE %k (LE9) B¢ (a) 5 aP2# 18S A ¥4 3R
2 2%M P AR AZ AR (b) ZAFIARZENRE () F EFRFRL
BHLEER cd RO (a) & (b) # a3t it 5 2% aP2 ZMERLH 4 > @
PR 1SuM e Fime aP2 RFAREL W H 2 AR H EOH 0 ¥ 4
B (#u5038820498) fAREFFALET R NALEI LG R
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ZB (03822 0576)- ad B9 (c) P a5 028 % 12 15uM
v R iR EtOH X & P 32 £ B2t it % 2 2 424 w4 EtOH & 1.31 -
1.52 % ~ 121 8 ~ 135 % ~ 143 %4 1.36 % -

A A3 15 uM v F EEIE ¥ C/EBPB2 LAP £ LIP 3-v F2 4 %
C/EBPB} LAP £ LIP % B 44 > A B L 5 WAEL Fril iy v lmie & it 2 7
it 0 F]gt LAP/LIP ot & £4- % C/EBPPE M+ it chE & F]F o 5 7 f215uM ¥
WPAE 59 {k C/EBPRR-d FAIE A Wi ypimie 2 A 14 > & day -1~
day 2 & i % 4c 15 uM o WA Tjcd day 0 3| day 2 chi-e FRE B T
v1E S BLEE (5 R C/EBPRR-d F2 43 » ¥ 5 LAP/LIP 2. +* & - B 10 (a)
% C/EBPB-LAP ~ C/EBPB-LIP £ p 384t P& = GAPDH #-v 52 2 ;(b) % &
PEREE2. LAP~LIP 22 LAP/LIP v T2t %% ;(c) ZRELBE% o B
10 (a) &2 (b) ® > s it fjis 2 /] p¥ C/EBPB-LAP £ & B 423 4+ (EtOH
g ISuM B FE AR e A w5 0.087 22 0.763) 0 FIEFF I A 15 48 ) P
C/EBPB-LIP # 1R £ if 14>t C/EBPB-LAP # 38 > »t A it 15 4 - p¥ EtOH 4% 15
uM v F A e R (4% 5 0.056 £ 0.032) A it 1/ pF15uM v % f% o2
LAP/LIP +* @& #i EtOH ‘e (EtOH ‘=8 15 uM v % j§ i e o w] 5 55582 4.12)>
et ivis 2 v Ed g 2 S 22 LAP/LIP +* 4p:7 (EtOH 22 15uM v %
Emes s i 8312860) @ fa it 4 R4t @4 % K(EOH 2.2 15 uM
B B 5 4208 5.85); 3t v 4348 ) BF > 15 uM ¢ FEER R 2
LAP/LIP +* i& ¢ # EtOH 2% o @ d B] 10(c) ® v+ A (415 1 -} PF> 15 uM Res.
fe I LAP/LIP 2 ¢ (& ¢ %>t EtOH % ¢t p¥ 15 uM ¢ ¥ f3 e 5 EtOH 2¢10.87
o 8% 2 ] PFiEE 4 0 15 UM Res. 2 LAP/LIP 2+t & € v& § ** EtOH % » fe

FRMFLROE D4 ISuM e FE A e ¢ i ¥ 3 > EtOH =t p% 5 EtOH

A 15uM ¢ ¥ RaSL i CIEBPSF-% F2 &1
¢ C/EBPBARBE » C/EBPSE_™ 5 3 &P ipimie A (b 1 & 2 2 45 F]5F - day
-1~day 2 & PR s 4 15 UM 8 WEM > Th day0 3] day 2 hj-v FE B~
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$oodud > BLEE P C/EBPOR-9 F2 £ - Bl 11 (a) 7 C/EBPOE p 304
B GAPDH 3-v F 4 :(b) 5 ¢ WRZ2Z v FE L% (c) s BHkLPL Y
% od B 1l (a) & (b) ? &> i it s 1 P C/EBP8# RE B 423 4 (EtOH
e 15uM v W E R e A B 5 0.720 £ 0.791 ) 30 % 8 ] pr(EtOH 22 15 uM
PR ERmBEA WG 0224 2 0427) Bosp b o B¢ 1R 240 BF 0 15 uM
v A e C/EBPO3-v F4 IRy B> EtOH 2o m d B 11 (¢) ¥ &> &
AALts 1o pE S 15uM @ ﬁw‘ﬁ;g;_zgﬁvC/EBPSi E & B B Y BtOH o pt P
15uM 6 ¥ s es w i BOH 2 111 8 ~ 1.25 % ~ 1.25 8 ~ 1.90 & ~ 1.63
22160 % o @ w48 [ ISuUM ¢ ¥Rl BtOH e g &g 4 B -

F4e 15uM ¢ ¥ § e C/EBPasr PPARy3-v & R
AR imie A i 427 0 C/EBPas? PPARyi: A B 4T 5 € 8- # 514 73
i hm e B AL Flend T R A 1 R Hp R s dm e 20 A T AT SR VR e
AR E R 4 4 o fday-l~day2 A T R4 1S pM 0 B LA 2
% day 0 3] day 7 endev FEBoteo £ 00 F S BLE 2 P C/EBPag? PPARy#v 7
Z_ 4 3> X r4B-actin § (FPN IREEPE o
d B 12 (a) &2 (b) ¢ v fh 415 1 X C/EBPa L8 B 4o 4o & 35 4 51
A TR AN E 3 X AREEER S (ML EOH 2 15uM v ¥ e s
Wi 081322 1310) "B AT o B KE2 XA ET X 15uM ¥ F
K% 24 C/EBPad-v B 4 JL % P & % Y EtOH 22 C/EBPo# 7 > »t A4 1
$532F 54 LB P EOH 22 15uM 6 H s 5 5 0.369 22 0.874 )
Al B12 (c) #4vo A it 2% 5 15uM o ¥ A% e ot cch C/EBPad-v
WAL A ZEF > EtOH - pF 15uM 6 ¥ jEates o 5 EtOH 2 1.10 &
150 1 ~2.11 & ~228 & ~239 & ~233 222239 & -
Bl 13 (a) &2 (b) 4> & A 445 1 = PPARyZ L8 B 453 40 (24 P EtOH
P 1SuM v FER s B 5 0767 22 0.908) TAFF I A H T X 0N e R
2% 4R BEE L (PP EOH 2 15uM ¢ Fipes u s 0906 2 1.517) ¢
o, B 2P A0 E T 15uM 9 % E e 75 PPARy 36 § 4 3
¥R EOH 2 » nA Rt F 228548 cad B I3 (c) @ ahitys
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1%-15uM o ¥EMe@ BOH 25 g P AL B » &5 2 X NERIE 4T P A
ZB 0 15uM ¥ F e A w5 EtOH 2e14.60 & ~3.53 5 ~3.93 & ~4.52
2412 R 3638 -

A i3 15uM ¢ F L AIEH CHOP 3¢ F2 4R

¥ fdn &) CHOP-10 B 4241 %0 ARTA (8% hofedl - 7 f o 31 4527 Vs lm
2_ 4 it ( Tang and Lane, 2000; Batchvarova et al., 1995; Ariyama, 2007 ) % 7 f% 15
M v FE AR A FE R LA 4478 CHOP ot - FrdPgpa i v F 4 RE o & day
-l~day 2 4 P B 4e 15 M v R AR T je B day 0 F] day 2 fhged TR B4
Fod > BEE 2 MR CHOP 3-¢ B2 £ 3> ¥ 7 GAPDH § T 3R$HpR o 2 5%
L 14> B 14 (a) 5 CHOP & p %44 GAPDH 3-v 72 £ %7 B ¥ &7 i
Jp e it i@m (Oh) pF CHOP 5 % & 4 3% (4% EtOH 282 15uM v ¥ ke
A5 0.344 £ 0.356) > A te A H ARE M (411 1] pFH EOH
B 1SuM ¢ AR e w5 0.278 £ 0.298) X AFF P A L 15 48 | pE o A 1
548 ) PRI 4 ¥ FILME 2R § 44 CHOP 3-v f 43 (4 p¥ EtOH 22 15
UM 6 A e A B 5 0410 22 0269) @ o B 14 (¢) ® 4vo 3b A i 24 | pER
I5uM ¥ FE s egr EtOH e ¥ g i AL & > & 1 {5 48] Pifi e H PR
A3 #r4] CHOP F-v B & Zo ¥ 15 uM 6 % L 8 24 %] 5 EtOH 2.¢70.59 & -

A4 15uM ¢ P € 50 AKT shpip e

PBBK/AKT ¥ £ Mz immep BEDERRT2 — T A S e F= ~
AE A A - BERAFDLIR e © vh 3T3-L1 ke ok R A
IGF-1> 7 i 3k 2 <48 - PBK ¥ L @3L% /27 {1 C/EBPa gk it o
B AKT ¥ i %876 p33d 37 3T3-L1 7 %5 hm 92 & 1L i A7 T 15k e 1 B
2 pAKT #2 AKT 2. 28 - H 2 5% LB 15> B 15 (a) 5 AKT % Serd73 =2k
Bifie 1t vtotal AKT £ \ 284f B B-actin 3% 2 % ;(b) 5 pAKT > total AKT
22 AKT %1% (pAKT /total AKT) 3-v F 22 E M RBl5(c) 53 LR E2 Bk
ZBEod 15 (a) 2 (b) 2% @i o b4 (dayO~day2) ¥ AKT
FAFL TV NE P PER G L o 3t 4 Y% pAKT £ E 1% (2 pF EtOH 222
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15uM 6 FEmes sl 5 0.196 82 0.179) > >t 4 v 15 1] p& (¢ g EtOH 227 15
UM 6 FE AR e e w5 0.843 22 0.867) B 4nd e 0 LA (V15 16 ] PEE b T R
(¢ ¥ BtOH 22 15uM v s e’ %] 5 0.423 £ 0.530)° & total AKT 384
ERREL I AP AR o & AKT #12 (pAKT/total AKT v () 384 > & A
SR B LR S LN /Rl F 0 B P AKT 7 23 4 (¢ P EtOH
g 15pM e FE e EA W G 0914 22 1.030) 0 A {8 16 /] PERE 4 E L
(s pFEtOH 222 15uM v H et o 5 5 0376 22 0479) - d B 15 (¢)

BE @i, 024 P 15uM v A e g BtOH S gifik i & K > A b
% BtOH 2.¢10.84 287 0.86 3oz &4 f* 1682 48 /] p¥ 15 uM ¥ % j§ i = #i EtOH
AR R > AW S EtOH 2125 27 126 1 o

Fte I5pM 6 FEM L7 § 50 ERKL2 gt

& 3T3-L1 %5 %57 5ghn o2 ,,9]\ 4v MEK/ERK1/2 833 » ¥ 3 4 PPARy s 4
el ARG VR 2 & 14 o 2002 # Prusty & A #F' 7% i MEK/ERK # 3 4¢
3T3-L1 4 i i 42 PPARyfr C/EBPak ¥4 3 (Prusty etal., 2002) - A& 5 @ 4
u] § Bl ERK1/2 % Thr202 = Tyr204 i+ 2Lgkfs i ~total ERK1/2 22 p 2844 B8 GAPDH
Fv T2 AR o d W16 (a) & (b) Far> ft%\;flwczn\ fv &2 & 2. pERK1/2 4
B (pPF EtOH 222 15 uM o % fF e A 5 5 0.603 22 0.607 ) » 4 1t 12
1] p¥ pERK1/2 % 8 # 4 (P EtOH ‘22 15uM ¢ ¥ jases w5 1711 &
1.091)> >t 4 i {8 8 -] p¥ pERK1/2 % 38 " (4 p¥ EtOH 222 15uM v ¥ jf fi%
Bl 5 0.622 ¥7 0.670) 0 3t 48 ] EX wx 5 B4 o B total ERK1/2 #84 » Bl @
% B o & ERKI1/2 i#1% (pERK1/2/total ERK1/2) %4 » 3% 4 b 5h H j5 M4 12014
(s pFEtOH 22 15uM v H i eiatis s i 1118 2 1.073 ) A it {5 1)
PRE MRS B+ & (0 pF EtOH 22 15uM v ¥ f e is i e w5 4.601 &
4.673) WEISE K 0 @ 48 L PEX 0% LK o d B 16 (¢) B % @A hs B
¢ 15uM v F % e BtOH waiph it v B 3 & - R - 49 EtOH e
EMELE -
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i

PRERZS FEBFITHLIw SRy hoeig 7 PRI

AR 2% Ex 3HE (30uM~50uM) & # A € % 3T3-L1 # 5%
pimie g F A e oo MAE (S5uM~25uM) ¢ F AR Fl3 & pF
FEEn 3 PFERDGESF -0 AFY R A& 24 ) FFT > 50 uM Res.
Byl (02% DMSO) v ¥ @i £ 8 > @ 100 uM ¢ i?ﬁ;ﬁv P & F '
Mime FEF o A £ 48 T > KHE (10pM~25uM) 2 AR A ¢
FAPESwmE= S g AE (S0uM &2 100 uM) 6 FE ARG P A A2
fmfe 7= A g M E G Plgiwe = 1775 (Rayalametal., 2008 ; Rayalam et
al., 2007 ; Parketal,, 2008 ) e 2%~ S5 & H A L% pFRFEER vk £ 8
TR FFow BEo H - AR PIERFZ confluency $iEh A BT Y 5 K AT BdR
T RBME G AeA DA PR R BE o B2 W AR 2wt 5 SRR I e
(mature adipocyte ) ; @ *3 < B¢ * P5%%% 5w (preadipocyte ) H = 5 &2
A MTS @B iplm?e 335 2m~ FHA@EF MIT 2 plwre 355 - 4
LA AT 2 Frdleh 02% (viv) DMSO » @ & sk#ri * 2 £24]% 0.1%
(VW)EtOH & A%h~ FBRIEET > 15~20uM 2 7 % 2 * b B ERF R -

PRERZY FEMEPITILI Sy peie2l &5 3 el 58
d 2% %@ 10uM -~ 15 uM £ 20 uM & % /% & 4 & % (25& GPDH

Ao BT AT ER T 0 R LR PR GE 3T3-L1 By e o it 5 £
Hr15uM v %F;ﬁgﬂ*ﬁ Bk BGEH S d B3mitep R A R R T 1S
uM & % AR T RaE 3T3-L1 %0 S plmie 2. A it o (2 v%k;}ﬂ »125uM 6 F
RET 2 R mmre2 e b F R4 0 25 uM Res. Bl £ § Frdlimre p b iF B
FHA50 @ 50 uM Res. ™ B & § F#rd] 53k mre & 1 2 4 (b iffed £ & F1F 2 4
i (Park et al., 2008 ; Yang et al., 2008 ; Rayalam et al., 2008; Rayalam et al., 2007 ;
Foldy etal.,2008)c A%~ ¥ %2 % AB kR Y HH AT %M > A ik
BRIRG AR VR AREZEFER B ARG 7 hEFERFEERZ L
£ “$i}é1§i” L ‘«‘riéﬁ‘)?]?%ti&\ it1$% 6% (day0O~day6)> *3#h= -;,?J:%cp.%}—?
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Rt is% 2% (day-1~day?2)- {85 F 2 #3453 T‘\ff‘i‘fmm? € R g
dmPe 2 s it o B 2008 & Saito & 4 f|* P GPDH #F2 TG 7 £ & V% EFL‘}?F 4e
sakuranetin £ § 11 3T3-L1 # 5"y ¥ 4m#2 2_ & v (Saito et al., 2008 ) » i& % 7 I

R & N TR LR AR L

PRl KRG HIT-LL B SR R 2 &5 7 e 5

F3F 5 ?15%#5 i i e A PRE2 FEMmETF H Pock > Gii4eMKAE
26 B (125uM) # &k F B P 3T3-L1 = 555 % m% 2~ it (Park etal,
2008 ; Yang et al., 2008 ; Rayalam et al., 2008 ; Rayalam et al., 2007 ) > @ ; ,,] 4e B A
B2 9 FEA (25uM ~50 uM.) Bl & F Frd] 3T3-L1 % 5575 5w o & 1 2034 5k o
 FH AT T2 PEB*F’a“?ﬁ?"tl ok B2o v B R ke € $F 3T3-L1 = 5555 W5 o o
LR FIPLAFHRU AT REL 7 e 15 uM Res.{v 40 uM Res. k 15
3T3-L1 % Sgfq plmie o it o {5 & pFdp (day 0 ~day 2 frday O ~day 3) 5 #
=0 ;’% PP S AR I B i\ﬂr Sedt 3T3-L1 7w 5k g s dmfe & 0L € {3 e »
 pFYp (day-2~day3;day-1~day2) Rl i/ LB it d kR Z v ¥
EAmAZEEF LT ARF oot vt br ¥ 2LBET - MP T 25 B 5RY
WA R E Y e IR R R e A 2 F ok

Aoy 12 —
M T 2 Hio5N o

/

&

Ly
e

pets

w{ Fe
T

THAEF RS e s o AR kR FEERL G PR R

‘QH-

RA o A EARY R RRARZ S H AL LKA

AR A R AR o B T AR A MUR R 2 WL § R
BB A b2 T% vm ABERZ *ﬁﬁ;ﬁéﬁ’ﬁ Fral s ibrck ofed B1 Y
R HE G FEHEE N wE s S F P BT Y B ER Y LR
FIAREFme = ag st FRTEALFHE FEMBA L TE S 2
P R o Y Bre AAT ISuM 8 W BB T ET §
$ X RAE Bmre 2 A 1Y o 2001 # Harmon % X % 1% 9 % s 1t £ 3 4t
3T3-L1 5 7 Fe Pqipitd (8% &85 B o j2iv* (Harmon et al., 2001) o % 2007 #
Rayalam % 4+ #4143 B A Z L @Y DI it £ 57 i Blme 20 g

7 F ek & (Rayalam et al., 2007 ) °
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Zte 15uM ¥ FEBmA s 4P 2 CEBPPMRNA £ e H v F4 R
X RERR

C/EBPPE_A~ 8 o5 % fmve A (b cng g F1 5 > P 5l - g A FL | arghs
miE At PERFARE ER A o ad BISHET o KA A ERY - 15uM
v ¥ 7 & ¥ st C/EBPBmRNA £ E > & C/EBPRAEE £ 7 #ia v 7 7%

B FlF a4 o & L i8- ¥ e C/EBPB-v % R E &7 C/EBPP#H &5 1%
Flut £ iR C/EBPP#-v B2 % 3 o ¥] LAP/LIP +* 6] & % C/EBPBE A # it ¢

LTS F) A A FE4ET LAP/LLIP 20 & § vt 4%+ pF C/EBPP
R A (LB A% > @ EAxdRiT 1 B C/EBPRIELE A (/5 144%33 o @ d 105
%7 4> C/EBPRRv F2MAEAS B2 BTExE42R 2 2% 15uM s ¥
M & BOH w8l LAP/LIP v % = 2 1> 5 & 7 @h T i v ¥ L 2%
Ppinmie g R A I ERIE A A T el - H IR L R B2 EtOH 22 ISuM ¢ &
LA et LAP/LIP 2 & #chf % » 2 5% EtOH 22 LAP/LIP ' &% % 5 1> # R
a4l i 1SuM 6 ARz L E Y A 1o g dor A VEARE P OIS
uM v % E % e erig 3 2. C/EBPB# EtOH & § 58§ W m e 2 /5 4o e Jov
Favt@p>t 48 prepl B F AR o 5@ & C/EBPRAFIZAIRY > 15ud
fraest 4 | EFIEFRFEOH 2 (RIS) > & &9 FRIZFINB I F1IHEE (F
10)> ¥ i B Fl et A FlE 3 39 Fi422 v § 48 2 (protein stability ) *
TG EA A AP o

AT gAY 15 UM ¢ ¥ A8 AR & 3 4 C/EBPS% C/EBPa 35 F2 4 1
C/EBPSH_4= #) 75 ¥p fm i A 1L e F) 5 > PR F BRI BB A L ehdk d
b g s mie A it B % Z o C/EBPak ¥ % C/EBPB# C/EBP&#13f %
Lo F i F 1 C/EBPoZ LB B K312 By 05 dmie A 1L A5 0 % 3 4 C/EBPa
IR g HAR g A e a0t o B 2 QLG Al T o miF D Y kY IR e
ve > i % e pF > 2 C/EBPoz % Jx € "% X o 4o % Hirar &2 Rayalam % 4 » %]
ip 9% activin A &2 25 uM ¢ F L% € %’ﬁ“é Fr4] C/EBPom e 2 35 fm e A 1L -2
(Hirar et al., 2005 ; Rayalam et al., 2008 ) - Fu % 4 4p 1 adiponectin P ¢ %%’r_* 3 4
C/EBPam {838 7y 45 m#e & it (Fuetal,2005) d B2 BI12F %% T 15
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uM v ¥ E L e A L 4T C/EBPSY C/EBPaz # IE - C/EBPS#
C/EBPB% ¥ 3443 C/EBPa > et 6 5% 2R > e ISpM @ X EMT i g
d H4e s it 58 (0~48 -] pF) 2. C/EBPSY? C/EBPB# R ~ £33 T g s 7

+ C/EBPaz % IR v B 18 AR g ¥pmie & 1L o

I;Tﬁ 15uM ¢ ¥ { % ¢ 238 PPARYAF & 30 T4 R

PN AR %y Ay B G sk — [ PPARYS fy s v g A 1L iD
DIpF RTMG FE L gpme A R B A T PREBEF AL
£ ety w3 B AR PIFAR Y £ R eh 4 d o K 4 PPARyZ ILPER] ¢
(RgPq 9 dmie & 1o F 2 5 PPARy4 L R € #7414 1 o4e Saito & 4 2009
2212008 # 4 % #t ! flavanone ¥7 sakuranetin ¥ ;ﬁ d 3 4c PPARyA &2 3-v B2 4
LM R 3T3-L1 75 %5 ke & iv (Saito et al., 2009 ; Saito et al., 2008 ) - & 727 [
135 % ¥ 4v > 15 uM Res. § g ¥ 3 4c & f“ 15 2 X 2. PPARyA F]&7 3o F2 430 -
B b d C/EBPPZr C/EBPS % ¢ H I » A it 38 (At is1~48 ] ) 2 p >
7 v 15 uM Res. & it #{ 40 C/EBPRA F14 3¢ 36 7 LAP/LIP & #+ #2 C/EBPS
30 2 43 o C/EBPB? C/EBPS¥ 314 PPARyA Fl& > Flpt ¥ ik & 2 %
FLiRI +e 15 uM Res.F5d 3§+« C/EBPB# C/EBPS2 % i ~ 3 #r PPARy4 3.
£ o
Ao 15pM ¢ TG RGES L RP L M AR aP2 AFIA R

d B4R 15uM 6 ¥ e gisas it oad B 7EEB 1381 15uM
6 WML} AE PPARyZ £ R it - A4 AE B EIN T HL I RS
7RG R RRAE hig e AE N L OO e T R a0 8 R T
% € £ PPARyR 52 aP2 2 #3 % % (adiponectin) mRNA - d K 8 &2 & 9 7

Enm

F> 15 uM Res.iy 1838 4 it ¥ 3T3-L1 #3795 fm %2 2 adiponectin £ aP2 mRNA # >
P EREEF E T 15 uM Res. ® ;ﬁ d /&t PPARy™ #% % £ 3 4v adiponectin ¥ aP2
mRNA £ 3R o g b % 2 & b Py ¥k % ¢ aP2 £2 adiponectin % ¢ < & £ >
d W8 LM O ks TELEN G4 15 uM Res. & § E 3T3-L1 #g 95w &

P2 S ik mRNA 232 004 o d 2B RS HEG > L 15uM v ¥ o
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S A2 inmir By AF A e BT T N B i T A

i T i g S S AR o o

i 15uM & FEM 4L A P2 CHOP £ F & dd AR

CHOP-10 #_C/EBP #%2% ¢ dominant-neagative 3% 3> s\ B2 — o & 1995 &
Batchvarova ¥ + # ! % 7L CHOP f§ ¢ 14} i C/EBPR# C/EBPoc..“% & + DNA it
Am PP iRATA TR od Bl OB R 142 5%V o ,__%,T%c/w\ (- ESE TR
foie et A LR o e R3] B A CHOPmRNA £ 3-v &R > & é_‘i,’J%
b RS E A TS R FARRAE R m A (524348 ] PR B A
F ot F-9 % % &7 Tangand Lane ¥ 4 #2000 # #74 % 2 % % 4p 02 & CHOP
mRNA 2% L3R4 > /,’J‘ v 1SuM v *[ B e s it 16 /) PR 4ok F "E 1< CHOP
mRNA 4R v MR A 1524 P54 & ¥ ' CHOP 3-v 2
# oG F 5 IR CHOP 2R ¢ BT Fgipmiz 2 A it AFH R %S 6
2007 # Ariyama % % 45 1! > CHOP £ Fl4: Fafl? € 3d & % g ipn i 4o m i3
& 37 3L (Ariyama et al,, 2007) » &in% 33 & > G > % 2008 # Huang ¥ 4 45 ) >
TS YY1 ¥ ;’fgv} Fr4] CHOP-10 2. % @ REEFq35%74 iv* (Huang et al.,
2008 ) - Batchvarova & 4 £2 Li % 4 % 1995 22 2006 & 4 || * F—v fx 8 e H|
ALLN # lactacystin 3 r CHOP % 3R > H 2 % % Z #r4] 3T3-L1 #qiklmre & it
(Batchvarova etal., 1995 ; Lietal., 2006 ) ¥ — * & » 2007 # Ariyama % * & #
¢ dgd o chop (-/-) B¢ PPARy A %4 g chop (+/+) % (Ariyama et al.,
2007) > % #pl 15 uM 6 ¥ AT & o #r) CHOP @ # +c PPARy A %1% 7
B s L g s tmie 2 1 o Spd FRE R A CHOP § Frdfgdplmiz 2 & it > &
2 4] CHOP 2 JLBI & § BUg % w2 & (0 A% %5 % % i 4 15 uM
6 R ARV 4] CHOP A B8 3y T2 &3 &V sk be 15 uM b F AT
ffEd #rd] CHOP 2 2 i {1ie% v ins & 1 -

Foc I5pM 5 FERFED B4 - @8 HETT HEA e e A 1
FEMTREE S ISuM Y FEMT QD - @2 g we TS A Rk
pimse AT o FIR AEY 1S M 0 FLB AN Boe s W (24 ) R ) EET]
5 C/EBPP -~ C/EBPS mRNA # $-v J £ 3. » @ + t5# 4 (day2 4 ) C/EBPa ~
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PPARYy mRNA & F-v F 43R > B fdid & P B IRE W lmie o 1 o P BF 15 uM 4
FEmS v gdrd] (48 /) pFh ) CHOPmRNA & F-v F &R > i&a 7 i 1 38
C/EBPpB ~ C/EBPa## 45/ M/ (REEFp 3k mPe 2_ 4 it o A BB A RS > 15 uM
VRS B MR (48 PR ) BEATIE O FRBEFS AR

E s N IR AL e A (LS BT

Ao 15uM @ KBTS 2 AKT BT - 2 7 258 ERKL2 Bt
L
d Pl % @ s 15S5uMRes. & 3 @G58k kmie 2 A 1L 30 8 B 5 B 4o 4 F)
F A IER 5 F]Pie - HIE L F 2l @yEAs 3 AKT & ERKI1R2 .7 44
6 W g 3T3-L1 2y knme 2 At o d B 15 2 16 5 % @av s Al 4o g
(day 0 ~day 2) AKT # ERK1/2 Bpe 1 AZ R LR 3 4e o 3% 5 % gikd 4o
5 #7514 AKT 22 ERKI1/2 ¥ %ﬁd Brfs i C/EBPB 3 3 PPARy2? C/EBPa# 3
®_ig& & i (Peng et al., 2003; Prusty et al., 2002; Park et al., 2004 ) » # ¥ aip| s pF 3y
SR 4o TR R IR R A 1L e - ek PFRYERZ 15 uM Res. 2 #7 EtOH &
2. AKT gipa i A2 B # IR 27 e Pr P BL5 #7380 > @ & ERKI1/2 gipe i A2 & B3
H_VF'&T' EP LR o ng\'r/,l 4t 15 uM Res. ¢ #2584 i 4~ 8 AKT #ipe
2R 0 fe 3 WP ERKI2 Bipe A2 © I - #4es FpER L H § FI -
AR FR A EFRF (0min~60 min) # EtOH £ 15 uM Res.® 2 & AKT I
LM AL Boipt BT Ay FE AL 3T3-L1 ¥k mre 2~ it @ > AKT
FaEES AT ES o FPP AR R L2 HIF AKT gt fér
Fl+ 2z BFenhiig 4w { 7 f#2 AKT #tdimend & o
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9 %Eﬁ%%;i,‘#%?i,@jﬁj—%ﬂ ,,;F'TJP;‘;)‘;;{,,/F,]J};é Woo R Hpec i
e F A RELFE W, X F ST R CIF)Y e RIS o

Poane Bw FERmE FREa TR 2oy BN 5 555 % mi% RSt T #-L 1
& P¥ S poAET b Jaw

Lo BRI R R e KRGO R MH S e s 2 e d R R
ST ArEA R 0 FERT Ry peel Aiton gAE L0 FEmREL G I

PRV L E AR LIPS ;;’gz,Tétpabﬂpmx g ¥ rgiplmie 2 o itig 2 3 AR 2P
Mo ot pA L ‘—T’P;‘i§4c‘;’, PR E N Ty smre 2 A0 @ B RE A
F2afEARA > P T TR MEL Y WEMH RS e A PES
Lo B A M A e MA RN AL L AP EZ T a3 AT R
g Frdiginimie o it o PR imie A PREREE T RPIFHE X EHBL G F I
BE 2 A o n MR BREF - LT P2 e AHTFALEY AT - 2 A

$2 X4 ISpM b FJIFE >4 Oil Red O #2 GPDH i# 14 47 04 3 1 &2 34 )k &
EF B A2 fErgpme s b4 oM FRIEA Y AFE R T2 AR
PLHP T fR 1S uM 9 B L E e e (EE g TRl e 2 A 1L o

d %% #Fm o 15uM ¥ ¥ 5+ P A& iRig PPARy ~ C/EBPp ~ adiponectin
¥ aP2 2 AT AR e Fv FI%A Rl B F 8. PPARy ~ C/EBPa ~ C/EBP8 % -
B AR e BEEFEURA T (R ) #RI5uM e FERBLPEEL BE
BrF)F A RGEA (o G A TR 0 A A F R D SR 4
C/EBPB2r C/EBPS# # 4 353 4 it ¢ #) 2 PPARy2! C/EBPaz. # I ¥ g A
fogteby FRISUM 6 FERT S d 4 A8 2 dr] CHOP & 51 §v 7
2 %30 @ B4 C/EBPPY? C/EBPass £ DNA E14 7 it 48 PPARy S # © 4
F]F 0 B T 3T3-L1 % Sgtn hlmme A 1L o Flpt AR A LR 0 0 B
PRV dhd AR FSR Y FF - K- B LTS e g S A e 2
Ao fe A TViEARY WRRF S FIF 2 ATFAR FRM I FHFB B o J
BIEFCH LS RET R oo

- HFEAHL S P2 BL 3+ AKT &2 ERKI2 £.F %26 HEmair

3T3-L1 #q%mkmee & (i A2PF o F L ERKI2 Vit £ 7 2 %2 15uM o ¥ LR
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¥ 3T3-L1 fabpimie o (b 2. A2 o ¥ = 2 & > 15uM ¢ ﬁﬁ;ﬁg‘m,ﬁ‘ b B ag S T
AKT » 2 AKT ¥ it S8 8 ¢ S dre H o riljrg plore o it > e A & d
-

WA AT Ak R LR 73t AKT &8 7 25 4 F] 5 £ 20 fF b 13
1

i 7 R AKT i end 4 o

Resveratrol

PPAR Y ) C/EBP o

Adipogenesis

B~ WY B EEFS A R rmie s
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48h

47 0 3T3-L1 3 5g”

24h

100
50

(HOW % ) Anprqery

g

E
=

¥t 3T3-L1 % 5§75 %% ‘m %% 2

i

i

Bl1-2FERZD F

35 mRe ¥ ,,91‘ e FER (5uM~50uM) 2z resveratrol » ¥ 7 37°C 35 % 24 £7 48

JEE s Bt MTT i

S HEFAR (p<0.05)-

B
7

=

Mtz EtOH - B4 ¥ *4

£

e A
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Flod

EtOH 3uM Res. SUMRes.  10uMRes.  15uMRes.  20uMRes,
Dose

B 27 kB2 9 %% s 3T3-L1 o Spfq s imbe & v 2§28 o & 3T3-L1 # 5%
LER VK LA LT ”"’«,’]‘ ‘v 7 FJk B 2 resveratrols I 32 % 24 | pFiE 7 Se o il zER T
JrE A i A% 5% (day5) 11 GPDH /& A 4518 (7 B 2% V5 ¥ A
iAo 2 ¢ EtOH ka5 4dlie s 4 ¥ p 20 5 B A1 E M4 2 0.1%(v/v)EtOH
Bid* 2723 BFLE (p<0.05)-
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(b)

[
1

Fold

EtOH 15uM Res.

B3~ 3 bikR2 o 5 M4 3T3-L1 7y imee 2 o i 4 % o & 3T3-L1 % 555

LA ‘TP,,T 4v 15 uM resveratrol » ¥ 32 & 24 /] pF iz 7 SLRARER-- ¥ UL P < WA



v B2 OilRed O % ¢ 238 (FR| P pdmie 2 175 - B3 (a) 48T

(400X) » 3T3-L1 #g9smbe & it % 6 * 4x4]% (EtOH) 2 "3%F ; B3 (b)
¥ (400X )2 3T3-L1 #a9skmie & 4 % 6 X 15 uM Res. 2.2 #3958 B B 3 (¢)
AHFAFRLELRE AL E 6 XL L 510nm T 2%k B2 EtOH &5 1o
# ¢ BtOH £ 5 fxdlie » Foc $ o H E M2 ECOH B4 ¥ *4 7 55 B ¥

Z2 (p<0.05)-
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REtOH @ 15pM Res. @40pM Res.

H

Fold

3

T
7

-3 12 0-2 -3

period ( Day)
B4~ 7 F Fﬁi‘b’]? dvo FLERH 3T3-L1 %0 B¢ s lmie o 14 2 238 o 3 3T3-L1
A LA R TIP3 - I ol 3 ) 7 #c 15 pM = 40 pM resveratrol » # {5 3 &
it% 5% (day5) ™ GPDH /#4471 {7 ] € g W dm¥e 4 L 2 - B ¢ EtOH
LR s il Fa 2R AR EMHL BOH-F & » "2 7 25 F LA (p

<0.05) -
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Bl S5 (a)
Dif. time (hr) 0 4 8 16 24

15uMRes. bk -+ -+ -+ -+ -+

i e ccmmcs
18S m

w5 (b)

1 r ——EtOH - 151M Res.
£
-5}
-
=
M 0.5 L
e
=
=
)
-t

0

oh 4h Sh 16h 24h

dif. time (hr)

S (c)

C/EBPB Gene Expression

O EtOH 0O 15uM Res. * *
. [
‘%’ 1 i T
i)
e
0
oh 4h 8h 16h 24h

dif. time (hr)

Bl S~ A 48 15uM ¢ ¥ E % &2 4 C/EBPBA F14 M2 #5-(a) 5 C/EBPB
BN I8S AT AR 2% AR AT AR (b) ZAFEARZE
B (c) b LR BABEE BT O RB S LR EOH = ([])
2 15uMRes.e ([7) & w2 BB fcee® (ML PR B2 BtOH 225 1) R4
PEATEFHFLR (p<0.05)-



6 (a)

Dif. time (hr) 0 4 8 16 24
15uM Res. - + - + - + - + - + blk
B 6 (b)
L r
— e E¢H T 15 &t kI Res.
RS
5
=,
T & o S o
=
=
=
o
ah ah Bh 16k Zah
dif. hr
B 6 (c)
CHOP Gene Expression
0O EtOH 0O 15uM Res.
1 L - %
T T T
E 3k sk
3 o5 | L
i
0
oh 4h 8h 16h 24h

dif. time (hr)

B 6~ A a8 15uM 6 ¥ m ALY CHOP A Fl4 M2 #2% - (a) 5 CHOP
G REPe 18S A FIA B2 203 g BT A TR (b)) FAFEARLEN
BE% 5(c) 2 AFILAR2ZEF V2% BP KB4 AR E2 EtOH & ([]) &
I5uMRes. .22 ([ ) & 22 FF 2#ceesy (22 PFRE2 EtOH % 5 1) o dif. time
% differentiation time > W% * *2 T EF B F LR (p<0.05); ** &7 &5 Tk

F4A 32 (p<0.01)-



®7(a)

Dif. Time (Day)
0

2 3 4 5 6 7
Res. - + - + - + - + - + - + - + - + bk

relative expression

PPARyY mRNA expression

0.6

——EtOH -—#—151M Res.

do d1 d2 d3 d4 ds de d7
dif. time (day)
B 7 (c)
PPARYy Gene Expression
2 r * sk O EtOH O 15uM Res.
L - =
1.5 . * *
© l T —— -
g T
5 1 r
o
@
0.5
0
do dl d2 d3 d4 ds dé6 d7
dif. time (day)
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B 7~15uM v %% e ¥ PPARYA F14 2 258 - & day -1~ dayzﬂFF'“‘/Tﬁ
15uM ¢ ¥ EF > £ ek day 0 ¥ day 7 ¢ total RNA » 1 jp] PPARyZz #& F] & 3 o
# ¢ BtOH £ 5 x4l » be 30§ #2484 2 EtOH - (a) 3 PPARy#
18S A 14 T2 2% @ BT AL TAR (b)) 3 AR ATLARZ B85
(¢) 2 AFZR2ZBHABES  BP kB & 22 EtOH &2 ([]) &
ISuMRes.22 (1) @ 22 B g (M LPpFRE2 EtOH 2.5 1) Bl& 7 *
2T EFRFAL (p<005):** 47873 THFALE (p<0.01)-
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B8 (a)

Dif. Time (Day)
0

2 3 4 5 6 7
Res. - + - + - + - + - + - + - + - + bk

adiponecti_

18S m

w8 (b)

Adiponectin mRNA Expression

——FEtOH ——151M Res.

relative expression

0

do dl d2 d3 d4 ds do d7
dif. time (day)

B8 (c)
adiponectin mRNA Expression
25 ¢ OEtOH 8 15puM Res.
) 3k
20 )
Q
215 -
©
S -
© 10
[<)
L 5 B ES e * *
0 l_r__|||_|—-_|||_|--|||_|_|||_ ||_|__|||_|-_|||_|_|
do dl d2 d3 d4 ds de d7

dif. time (day)
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B8~ 15uM v % i % J2 % adiponectin & F] % 2 B2 58 o & day -1~ day 2 #p

B 2e 15uM 6 FJEFE > 2 ek day 0 ] day 7 < total RNA » ¥ 2] adiponectin

2 AF A e £ ¢ BOH AiA 5 44l » 4e $ 0 8% A E 4 4f 2 EOOH « (a)

% adiponectin 22 18S A F]1& 2. 2%% g @ A2 R AB 5 (b) 5 AT R R

B8 %(c) 3 2PFRR BIL R 2 8% BY kB2 & PR B2 EtOH

(e 15uMRes.e ([ )@ 22 BFidficee® (1 & A eL2 BtOH 7.5 1)
L P REA T EFRHEFALR (p<005); *FEFEG THEFLE (p<0.01)-
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B9 (a)
Dif. Time (Day)
0 2 3 4 5 6 7
Res. - + - + - 4+ - + - + - + - 4+ - + bk

aP2 —

18S
B9 (b)
172 ¢ ——EtOH —8—15RK
S
A
=
L
R e e
ulle)
R
=
f=
O 1 1 1 1 1 1 1
do d1 d2 43 dd ds d6 d7
dif, day
B9 (c)
aP2 Gene Expression
O EtOH O 15uM Res.
ES
@ * T . * * *
g
5 1 r
ke
2
0

do dl d2 d3 d4 ds dé d7
dif time (day )



B9~ 15uM v ¥ LA AJEY aP2 A FlA M2 5 - & day -1~day 2 # ¥ i 4

15uM v % Efs > £ Jc# day 0 3| day 7 s total RNA » 1§ ] aP2 2 A F]4 3R o &
* BtOH £_i3 7l » e 8 053 I E 44t 2 BtOH » (a) & aP2 & 18S
A F R Rz 2% T Az TAR (D) ZAFEARZBLESE S (c) L4

PR RicA R 2% BY KRB & AR g2 EtOH & ([]) £ 15 uM Res.
() A2 Fiddec® (MR E2 BtOH 2.5 1) - B& ¥ *& 7 25 &
¥4R2 (p<005); ** 4723 THFLE (p<0.01)-
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® 10 (a)

dif. time (h)
0 1 2 4 8 16 24 48

Res. - + - + - 4+ - 4+ - 4+ - + - + - +

43 =
34—

26 ——

LAP

17— <« LIP

® 10 (b)

C/EBF B (LAP)

——EtOH —®—15uM Res.

relative expression
=
Uh
T

dif. timme ( hr )

C/EBP B (LIP) g1 —=— 15, MRes.

= 0.05 r
o

g

o2

i)

L.

[

5

i)

=

=

Td' O 1 1 1 1 1 1 1 1

0 1 2 4 8 16 24 48
dif. time ( hr)



C/EBP B (LAR/IIP)

10T ——EtOH —®—15.M Res.
&
2
=
O 1 1 1 1 1 1 1
0 1 2 4 8 16 24 48
dif, time (hr )
® 10 (c)
LAP /LIP
O EtOH O 15uM Res.
2 — ES
2 =
§ 1t
ke
o 05 -
0

48h

dif. time (hr)

B 10 ~ A it 4= 8 15 uM v % fF edZ 4P V5l i
% day -1~ day 2 #p R Tﬁ 15 uM Resveratro] >
p| C/EBPB-LAP #2 C/EBPB-LIP 2 # %] 4 I

FFR>53 HEHMAE 2L EtOH(a) 5 C/EBPRE p

(b) % & PFR B2 LAP ~ LIP & LAP/LIP 3-v 7 £

BHcAL PR% BlY KB4 LFRFE2 EtOH &
A VR fec® (A pEREL2. EtOH %5 1)

<0.05) -

63

‘iz f day O I
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Bl 1L~ &t 48 15uM 6 % 5 a2 C/EBPO v F & 2 B - & day -1~
day 2 #y F'a“‘/,] 4¢ 15 uM Resveratrol » ¥ Jz & day 0 | day 2 3¢ & - ¢ ;f] C/EBPS
2R F Lo B P EtOH &_f s -4l » ) ] N F R ERRREMMF L EtOH - (a)
% C/EBP3#2 p 35448 GAPDH v T4 :(b) 3 L PR B2 v FE 5%
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I5uMRes.ze (1) & 2 B Rcee® (L APFRE2 EtOH £ 5 1) B4 # *
FFEFMELR (p<005):** 472+ THELE (p<0.01)-
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Bl 12~ & it A48 15uM @ % L% a2 ¥ C/EBPad-v & M2 B4 & day -1~
day 2 # i e 15 uM 5 %L - ¥ fc B day 0 5] day 2 534§ - 2 C/EBPa
2 A F & £ 9 EtOH SR G 5 dlie > 4 % 20 e A £ #f 2 EtOH - (a)
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Fe 1SUM 6 FEPE 0 ek day 0 3] day 2 ehd-d o R PPARyZ 39 A
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AKT activation

= 157 ——EtOH —=—15.M Res.
=
s} _
g 05 r
T‘_')' {:} 1 | | 1 | | 1
Oh l1h 2h 4h 8h 16h 24h  48h
dif time ( hr)
B 15 (c)
DOEOH @ 15uM Res.
1.5 - = -
D)
-g 1 F+ sk * - T
3
= 0.5 -
e
0

Oh 1h 2h 4h 8h 16h  24h  48h
dif. time (hr)

Bl 15~ 2 it 4= 15uM v 5 5 A2 ¥ AKT F 12 258 & day -1~ day 2 ) ¥
A 15uM 9 FE o focf day 0 F] day 2 3o 7 @R AKT 2 23 o 4
¢ EtOH s e 4 $ P05 B AR 404 2 EtOH - (a) & pAKT Serd73
total AKT £ A 25 %4 P& B-actin 39 ¥ 4 3 5 (b) 3 pAKT >*™” « total AKT & AKT
#“f (pAKT /total AKT) 3% 22 E Bl :(c) 5 LA E2 B#L P2
% B¢ kR A A2 EtOH & ([J) £ 15uMRes.e (1) @ w2 fF i3
Beeeg (MEPFRFE2Z EOH 25 1) BEAP*2 7 23 FLE (p<0.05)-

73



® 16 (a)

Dif. Time (h)
0 1 2 4 8 16 24 48

Res. - + - + - + - 4+ - + - + - + - +

42— PERK1/2

2 | ERKL2

34 GAPDH
® 16 (b)
pERK1/2
9 ——EtOH ™ 15)MRes.

g

:

1t

=

kS

E O 1 1 1 1 1 1 1

Ch 1h ?h 4h &h 16h 24h 48h
dif. hour

total ERK 1/2

——FEtOH —®15.MRes.

relative expression

Oh 1h Z2h 4h gh 16h 24h 48h
dif. hour

74



ERK1/2 activation
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% 1. F #4 PCR i5 % &1

Part 1
% P~ 41 59 Total RNA

0.5 pg oligo-dT 1wl
5 ng/ml random 6-mer 0.4 ul
10 mM dNTP 1.5ul
DEPC-H;O ARALT 13
Vit 13 ul
l
65C 5~ 4

BaAr kb A3 A48

l

i {7 Part 2

76

Part 2
5X reaction buffer 4 ul
40 U/ul RNase Out 1wl
0.1 MDTT 1 ul
200 U/ul SSIII RTase 0.8 ul
DEPC-H,O AMA L 20
Vit 20 ul

l

2% 50C 0 1] pF

l

B %22 70°C 5 15 4 48

l

B 40-80°C 3 0 I 1E kT



3 2. %ﬂ%l;ﬁ-fll :

2 ] B 7 AL ]
Peroxisome proliferator activated | F : 5 AGGCCGAGAAGGAGAAGCTGTTG 3°
PPAR-y receptor - gamma R : 5 TGGCCACCTCTTTGCTCTGCTC 3’ 276 bp
CCAAT/enhancer binding protein | F : 5 CCGCGCACCACGACTTCCTCTC 3’
CEBP-f (C/EBP) - beta R : 5’CGCTCGCGCCGCATCTTGTA 3’ 146 bp
_ _ F : 5> TGATGGCAGAGATGGCACTC 3’
adiponectin R : 5 TTCTCCAGGCTCTCCTTTCC 3’ 154 bp
F : 5> TGGGGGCACCTATATCTCATCC 3’
CHOP C/EBP homologous protein R:5 AGCCCGCCGTGTGGTCTC 3’ 370 bp
adipose protein 2/fatty F : 5 TCTCACCTGGAAGACAGCTCCTCCTCG 3’
aP2 acid-binding protein R : 5 TTCCATCCAGGCCTCTTCCTTTGGCTC 3’ 463 bp
_ F : 5 GGGAGCCTGAGAAACGGC 3’
18S Eukaryotic 18S rRNA R : 5’CCGCTCCCAAGATCCAACTAC 3’ 262 bp
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% 3. LA FIPCR it :

PPARYy C/EBPB adiponectin
10X dil. cDNA 1 ul 1 ul (1X cDNA) 1 ul
10X Dream BF 2.5 ul 2.5 ul 2.5 ul

10 uM F 1l 1 ul 1l
10 uM R Il 1 ul 1l
10 mM dNTP 0.5l 0.5l 0.5 pl
5 U/ul Dream Taq 0.1 pl 0.1 ul 0.1 ul
ddH,O 18.9 ul 18.9 ul 18.9 ul
total vol. 25 ul 25 ul 25 ul
CHOP-10 aP2 18S
10X dil. cDNA 1 ul 1 ul 1 ul
10X Dream BF 2.5ul 2.5ul 2.5ul
10 uM F 0.5 ul 1 ul 0.5 ul
10 uM R 0.5 ul 1 ul 0.5l
10 mM dNTP 0.5 ul 0.5 pl 0.5 ul
5 U/ml Dream Taq 0.1l 0.1l 0.5 ul
ddH,O 19.9 ul 18.9 ul 19.9 ul
total vol. 25 ul 25 ul 25 pl
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PPARYy C/EBPB adiponectin
94 C 2 min 95 C 2 min 94 C 2 min
94 C 30 sec 94 C 30 sec
74 ~54 C 10 95 C 30 sec 74 ~54 C 10
0 15 sec o 15 sec
(-1 “Cleycle) cycles % (-1 “Cleycle) cycles
72 OC 30 sec 564 C 30 sec cycles 72 OC 30 sec
94 C 30 sec 94 C 30 sec
54 C 15 20 54 C 15 20
- See cycles 72 °C 30 sec - See cycles
72 C 30 sec 72 C 30 sec
72 C 10 min 72 C 10 min 72 C 10 min
CHOP-10 aP2 18S
95 C 2 min 95 C 2 min 95 C 2 min
95 C 30 sec
65~55 C 10 95 C 30 sec 95 C 30 sec
o 30 sec
(-1 Cleycle) cycles 30 20
2 OC 30 sec 56 C 30 sec cycles 55 °C 30 sec cycles
95 C 30 sec s
55 “ o o
OC 30 sec cycles 72 C 30 sec 72 C 30 sec
72 C 30 sec
72 C 10 min 72 °C 10 min 72 °C 10 min
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