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o WHAA AIe el $2E W
2 AFY 7154 AL QA BPIsoIt BENE BB ST Dt Aol AL
7ol 75T B ARAAREE Uehe 49 o3



o of

ACC1
ACL
ACS
AMPK
Apo
ATGL
AUC
BSA
B-NADH
CD36
CETP
CGI-58
CM

CM remnant
CoA
CPT
CRP
DG/DAG
DGAT
ELISA
FABPs
FAS
FATP
FBS
G-3-P
GK
GLUT4
GPAT
GPO
HDL
HNF 4a
HRP
HSL

acetyl-CoA carboxylase 1

ATP citrate lyase

acyl CoA synthetase

AMP-activated protein kinase
apolipoprotein

adipose triglyceride lipase
postprandial total area under the curve
bovine serum albumin
B—nicotinamide adenine dinucleotide
cluster of differentiation 36
cholesterol ester transfer protein
comparative gene identification 58
chylomicron

cylomicron remnant

coenzyme A

carnitine palmitoyl transferase
c—reactive protein

diacyglcerol

diacylglycerol acyltransferase
enzyme-linked immunosorbent assay
fatty acid binding proteins

fatty acid synthase complex

fatty acid transport protein

fetal bovine serum
glycerol-3-phosphate

glycerol kinase

glucose transporter type 4
glycerol-3-phosphate acyltransferase
glycerol phosphate oxidase

high density lipoprotein

hepatocyte nuclear factor 4a
horseradish peroxidase

hormone sensitive lipase




LXR
MG/MAG
MGL
MDH
ME
MGAT
NEM
PAI-1
PAP
PCTV
PGC-1
PLA
p-NPB
PPARa
PPARY
RCT
sdLDL
SREBP
TG/TAG
TLC
TNF-a
VLDL
VLDL1
VLDL2
WHR
MG
2-MG

heparan sulfate proteoglycans

hepatic triglyceride lipase

incremental area under the curve
interleukin—6

potassium bromide

low density lipoprotein

lysophosphatidic acid

lipoprotein lipase

liquid scintillation counter

liver X receptor

monoacylglycerol

monoacylglycerol lipase

malic dehydrogenase

malic enzyme

monoacylglycerol acyltransferase
N-ethylmaleimide

plasminogen activator inhibitor—1
phosphatidate phosphohydrolase
pre—chlyomicorn transport vesicle
peroxisome proliferator—activated receptor—coactivator 1
total plasma lipolytic activity
p—Nitrophenyl butyrate

peroxisome proliferator-activated recepto alpha
peroxisome proliferator-activated receptor gamma
randomized controlled trial

small dense LDL

sterol response element binding protein
triglyceride/triacylglycerol

thin layer chromatogram

tumor necrosis factor-a

very low density lipoprotein

large VLDL

samll VLDL

waist to hip ratio

monoacylglycerol

2-Monoacylglycerol
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o] Zhol =gl A7 SAFE 71589 RE MEste A7 9 AN 71585
SAY Aol =)ol digt vl eutA| 59| FEE AlgdozA AJAY Vs em

AFNE g 715t B8-S ol A A= A

L ks argt

A (triglyceride, TG)Z 184+ Z2|AE(glycero) @t 38A9] Fe]A"F4k(free
fatty acid)o] o|2HZ AdHester bond)S ¢t Fefo|tHAH 1). SEAZl AdE ] U=
AFARS] 2o whet ol ZE] Al E(monoacylglycerol, MAG E+ MG), oMl ZE|AlE
(diacyglcerol, DAG ®+= DG), EgtolotdZE| A E(triacylglycerol, TAG = TG)E F
2otk SRS SYAEA 2EE = AYAY TR0 w2t SAHAATY] &84
ddo] gt AL 7ol vA= o] v2n o|FEFo] §
ofl= A2ollA aLA|Ql AH(fat)S] FEolaL, oAl e

ol ®iA A=l A AAQL 71502 FEolH.

0 0
H2C—OH [ n
| HO—C~—| H:—-0+-CiS

C

0 | 0

H.C—0H + 1l - 1l
| HO—-C—R2 HC—0—-C—R2

0 | (0]

H:C—OH l 1l
HO—-C—R3 H:2C—0—-C—R3

ECLE K| 4t 44X
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e B AT AT 95%E FAAeI Ui A%e AX A BHAEE
Solth. FAAWL 1g T Okcald] U AZ YAz TR oA fole, Aol A4
Hi ool Gl cjEEe] S Golch. Qolo] FHX L AgrAe] AgHEY),
Sroh2g wo] AFstolE 7t A EAo] F4A o] ZH it

s
=
ol

H &
=

el

s 38T

ZE Ao AZE o] Jd FAA o] 7t A 2AYEXHH A (very low density
lipoprotein, VLDL) FE|Z o0& FH|5 3, FE A EF SAAY L= F=2 VLDLY
EAetE SAAES BHdsHA Eoh IREH o R 12417 35 Aol EF %*éxl‘%* i‘ﬂ
sto] 150 mg/dL wEHel 9= B4, 150~199 me/dLRl 9= BA%
200~499 mg/dLol¥ AFGAHEZF, 500 mg/dL olFeld w52 15 éxlﬂo* 4o
ERUTHI 1).

lil
oZ:
ﬁ
_,d
Ql
NS

3 ZEXY X Wy IIE
{150 mg/dL BArE@ETD)
150~199 mg/dL AT & U= FE2FEASD)
200~499 mg/dL AFEE2 D)
= 500 mg/dL IS w2 9
[EA: = A AT A5, o[ A AEF ARAF, 2015]

Atz e HAtE B Fo) YA HEE 5
ool HABFET LAY A FAGIA SBIHE FHXF 90% oL AOIA
43

Z 203 E(chylomicron, CM)JEHZ S4HE

fr
~

At ST EEE Auidt. 5 AHNA St BF ST sEE AAA
AFYATESS AT 5 Avte BAF-C] Atk A7 Gl A e A% S7Hd
SRAGLE ]It 9 Fote] 27| GANAM & & e S AR 75 ool et
e ? 7



Aoz A FAAL A 28k49 elvtolAlo] oJste] wizobZel 2T 279
FEYARIOR F5He) k. HutobAs 774 W SOl M Ao Bulst, Helo] 4t
die] FHAL Aol A B9= A lipase(pancreatic lipase)oll ato] 71515}
e, 34 lipased] 282 Woew FAATL G4l g F3kHEL A Aok Bt

Ao e i’%ﬂi””\ﬂi’ioﬂﬁ ol HEAT A 43Rl Biotd S AE,
= ol micelled F/dsta] 2422 FHot

a}% *l"a— Xl 3 L( 1 2FUHIA A Z2HH ez o]FHIL E ]
%—Xﬂﬂh dHd(albumin)®t Agtste] g 2207 o]Fettt wiHol F3t ARE A4t
(&4 1 8-1270)3 1 Aks AGAHR A 401 1470 o] )2 A4 o] EA(fatty acid

\_

O
ACK
D
oL
>
2
S,
D
n_[N

transport protem)o] CD36 (cluster of differentation 36) T+ FATP4(fatty acid
transport protein 4)= & AFHIAZE F451, HloldZ A3 Aot
FRALCE A dEo] HEyOo = o]zHHIH 2).
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HolxF -\w/— SR
AXHLHZF |
2BUZ

(— fote aniﬂaauﬂi W

U ME J‘EIE'!M EEe
5 s K| b st 7 f‘EIWJM Dol 22|ME

¥ X

FATP4 CD36

\ / FABP

27 MaRwa  DEOHNIAME

71 AbS x| At
\ /

E2(OlH22HE < T3

v

Z=z038

I'IO

FATP4E= AA Y ubA| Zuto] 9x|5k0] Ao A ZAA|Hro 2 B Bafg A Hpit = 271
A EE AR AARS 2 IA ko 2 $5351 5 whaFolt), FATP4] 9|34
AW E R 5 APAR YA ol ARBEH, AR08 PHE O oF

M FATP4 54E AAT SEAAE 5 FAANTGA7E Ueh SR 49
% 714 479 vlo] emtAR ALE-

oA fatty acid binding protein(FABP) @ FATPI} A}3S Z-8-5}0
AGA S5 é—ﬂ/\] 71= i doltt, CD362 class B scavenger receptor family®l
ot AR Go - fANE Faw, ISAE, APAE So|A TdH. H|gt

ERP 7F W A 2404 CD36 ¥ao] S7Hettt. CD36 ¥&o] F4std

O
@)
(ON)
(@)}
rlo
ol
=,
H:l

495
At F7t s o] Aol A ER S4A A anE 71 o Ak



Ct. Sg%Ig2 XL 0|5

A2 24 Edo12E AdA(lipoprotein)] Fe2 B Sodtet. A2
TELE BUZ 784U GulAy A 22 8= Ao 1 FHole AT,
ZYLHEANAHE 22 &4 E80] 2AT. ol2e FEl= a4 4L A 7ol
2 Y &&ote AL 7Hsd do SAEAGE 2ast 220 V| HeR o|FATE F2
Atuide AZ2u| 323 2 AL AW A(very low lipoprotein, VLDL)°|th. ATz
29 = 84 TS ofZAE Y A(apolipoprotein, Apo)ol&il Jtrt. F/JAY
o]5o] TostE F8 ofEA YL ApoA-1, ApoB-48, ApoB-100, ¥ ApoCII 7}
ATHLH3).

(1) oF=A A& (apolipoprotein, Apo)

OFEA AL Xl z-g HHloh= 713t AFAELA ==, ABC HHHo=
E22ro] gz X el F(high density lipoprotein, HDL)9| FQ ofZ x|t zo. A
A = 2 2 (low density lipoprotein, LDL)¥} ZZ2u|3&29] F£Q ofIL Xtz
Bo|t}. ofZA A CE= A2u|32, VLDL, @ HDLO| 25 Agsto] SA4XLe] olF I

- ~
EECEEY (woy 7=
SYAY
\ / LDL
€ gl
o’s 0
2,9
3 =
‘ A
! | |
sliulaE
N TRE VLDL 1bL
ApoAl ApoAl ApoB-100 ApoB-1000® g
ApoB-48 ..‘. Apob-48  Apocl @ '. ApE @@
ApoCll ApoE ApoE

ApoE & 4
4 wn /4 &3} /

X|CHHE 2515 A < X|CHE S5iE A
(Le) CETPNE (P) - gax|gat
AY=%, 28 <1/ xetza, 2 Q/
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ApoA-12 4743 ZholA /= AR2u|3 23 HDLo A5, %A 2ol A
A2n|323} Agote] ALY o]EA7]E 9T gt B9k ofya}, ApoA-12 HDL¥}
AgFsto] 710 & o]5A17]= IS 3ttt ApoBE ApoB-487} ApoB-1009] 27H4] FE|7t
At ApoB-482 Aol A =M LEr|3 2o EA5HL ApoB-100 7oA FHd =] o]
VLDL ¥ LDLo| Z3t=]o] Qit}. ApoCllE 7H} A%oA Y, F2 d2u|3 &3
VLDLO] g8 S4A9S Eallot= Al 2358 A (lipoprotein lipase, LPL)S] BEX

AA2A FA3 JTLS SR,

-

(2) 22132 (chylomicron, CM)

A2u| A2 Ad Fo)A 7 2717F 25(100~1,000nm), B AlY "ok &%
oA BEEH, FA o2 HFE Ao] A U TRAEZE oA ¥ 75
Stk SAAH(80-90%)0] FgHolal 11 Qfof JUAE(2~T7%), FHAEHE(3-8%), °F2EA]
SHA(1~2%: ApoA-1, ApoB-48 5)& = 0] Ut A4S Al A%, A=rAE2
dAs ook BoF AHHd Esjaset 1t SHA s @ (hepatic triglyceride
lipase, HTGL)9] 285 ot A4 9go] @AIsHA FAagttt. olst ge AA 54
AHro] A H YRS AR 0|32 ZF-E(chylomicron remnant, CM remnant)°]2} 220,
o & o] zE o] AAHE. Tyt At Eolas 9 7F FAHAY o5 f-A
ojo] UAU, ot &l a40 4Y o £A7E oW LAEUAE T FEUAE
o] @dof 4o AFPALE

_ﬁ_
9%e F7HAIE,

=

o e}, 53] YRA|AE HGEL S}

olN

(3) AU = A FM A (very low lipoprotein, VLDL)

VLDLY] F& % 42 A2r &5 FAIY 2717F § 213225~ 100nm) S/ Aol
o HHEAAT 50~60%, XA 15~20%, ZH2HE 20~25%, ApoB-100 5~10%).
VLDL-2 7tol| A A=, S8AHS G222 02 o] z3itt, FHE &36h= 5t VLDL
A Bofj g o] ofs] F/dA o] KafiE] o] dheko] ZhastHA AXH o2 FgAgH|Eo]

=
a3t B 2E 00| $7H3t IDLE A,

(4) Q= 22 (low density lipoportein, LDL)
VLDLZ S4AEE 22 &7 ol 2o S AHE vl&o] wobzl LDLe P2
AgH. IDLE S AEHE 45%, TG 10%, T 25%, AA A 20% S0 FAH

10



AMlzuto] Q1= LDL 8412 g AlZWE 4t SRS Atz oz wol gk
LDLE small dense LDL(sdLDL)Z #3}=]o] o] HA JAET]
AETA A3 G5 o] St

(5) 19 = AFA(High density lipoprotein, HDL)

HDL2Z F= Zro|A ThEoiA ] @l g 50%, AAE 22%, SFHAHE 17%, TG 8%
o2 FEE €% AR s=Ut STt SR AN diAelzl #sh
cholesterol ester transfer protein(CETP, cholesterol® TGZ W&dl= Fah)o| W&
o] Hrdt FAHAYS LDLYAHE ofyet HDL dAIAE HedEet. S4A1%e] g2
HDLZ hepatic TG lipase(HTGL)?l| &Jsl] F<5] thALE 1L F/dAWo] Wil 7|7} Zobxl
HDL2E A=t I8ng g2 ZA4x49o| /JAE™ DL 2 HDL cholesterol 7i410]

<ol Hrt.

SR 2 At AT SR S S AAA At

(1) A4 A=

AGA o AH SAAH 7He B o] FE A4 non-esterified fatty acid,
NEFA)Q] FHE o= HgdHt 1o = HAEgd FeA4k2 WA ofd-CoA FdEA
(acyl-CoA synthetase)oll &3l MR A(coenzyme A)Q} Agtsto] A5t A|HpALS]
FEQl fatty acyl-CoAZ ¥t oA S4H F-AAL E3T fatty acyl-CoAR
AT AdedAT0l s dDolA e 7HEHEotHleoly FRIAEEFolE 5o TER
O] Ap=of whsf| A7} RIASHA ¥H-E-517] wimoll W ] fEAM4to] bR,
ol 1o 2 EF4Ho FAALS UEs daa AAt}t. &45kd f8 A4k ojugh
RAARIZLE] /o] o3t ZRIAof Wt SAHAY B SHAHE AFHFEE AXA HH
SREBP-1c9] HARIAL S AXH A o| =1, SREBP-25 AAH S AHE
Hgo] dojdtt. E39] led AT T2 AHolA= ThollA gt S4Ao| v=
A ot

ZEFoA L AAto] g E =T, Zed-2 YH 9 5hek v (3 H g 28, glycolysis)&

&9l HFH o2 FH Hpyruvate) 2 & % ‘E}%q o FHARS H]E Elo}oﬂlﬂ ofAIE

T

i

11
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-CoA(acetyl-CoA)= HgH=|o] A|E2AL S22 Soj7F A4t F/9] A4 A EEARS
ABggict, A E2AR2 A4t S ol AIZA R utE o] 84 obA| E4Hoxaloacetate) Tt
OFNE-CoAR EH}. otAE-CoAx acetyl-CoA carboxylase(ACC)9| 280 9]5}o]
U2H-CoA(malonyl- CoA)ZE Hgk=|o] AHFARMIEAEIA|(fatty acid synthase complex,
FAS)9] 28] ofsto] AWh4hS eHdsHA HTH1d 4).

2) AT FEAE=

Alo] 2 RE A3 Agkatoly Aol A AAdH AR fatty acyl CoAE BT &
S9AE 23t SAAAYS FAEH. AW AW /32 glycerol-3-phosphate
(G-3-P)2} monoacylglycerolMAG) A2 & dojdth G-3-P AE I MAG AR0|A
ZrZ+o| Al DAG(diaclyglycero)E =1L HFH 02 FAAA o] FHAHIH 4).

BLOOD
FATP4 == CD36 - GLUT =
FABP HEPATOCYTE
\ / B
DGAT1 \
AGPAT
HEIR|HAE DAG zeet
PAPase f ¢
PA PAP
Acyl-CoA Synthetase
CoA \ o f GPAT '
0
LPA «—— G-3-P
Acyl-CoA SREBP-1c f
l \ Acyl-CoA
3
CPT1 fatty acid Synthase
1
\ malonyl-CoA
Acyl-CoA
acetyl-coA carboxylase
- |
Acetzl CoA Acetyl-CoA
A
Citric ATP citrate lyase
acid _, Citrate —» Citrate ——!
cycle
& CO2

Mitochondria

33 4, Fe(X|Yint REYO2RE SYXY T AL

(71 Glycerol-3-phosphate(G-3-P) A&
G-3-P AR F& 7k 243 A2 AN ) SN A4 HEE o §Hc) G-3-Px
glycerol-3-phosphateacyltransferase(GPAT)O]| 98} o|AH 23S} Fof lysophosphatidic

12



acid(LPA)E AgE ) LPAE phosphatidic acid phosphohydrolase (PAPase)ll 23]
ofAls)e} & QlAslF dofut DAG(diacylglycerol)7F Hth DAGE 2$& 0 & diacylglycerol
acyltransferase(DGAT)®l 93l S4X O 2 SHAJ .

(Lh) Monoacylglycerol(MAG) 42

MAG 2= Alol& B A=A S49A%0] A% lipase© 2Jsf {2 A4t} Hizob4
SEAE FH R GO FUAZE Sl S & SHAT LR A EH = FRolH 54
Aol B He F A2 v AL S o= E4E monoacylglycerol
acyltransferase(MGAT)?} DGATO|th. MGATE EL-otAZNE2} fatty acyl-CoAZ
HH DAGE @/dstedl ol8He 842, F2 4 Y9 (intestinal mucosa)°lA SHAY
/ol Toigttt. DGATE S4AY &4 vhAlY S@Ao|A DAGY] stol=547]9] fatty
acyl-CoAE Z¥ANA S4ATS FAot= maoltt o|gA E S4ATL =3
£o] &FEo xS 53l EH HE S0l A =L Wiy Ajxtof] Aot At Eaf
&4 (lipoprotein lipase)oll sl ZejAlE&3} AHAito 2 Eojdrt. ojuf AF/de A|HF4k
A ol A TAl S48 Ao g FdEo] AHe. DCGATE F+ A=A S4AT
/g mhAE @A o] 3B R A EE B4R E9] Wol AE L Qlth

N

) AT I8 =24 w4

5y

(71 Sterol response element binding protein—-1c(SREBP-1c¢)
SREBP-lc= A2 AT} 7 2Ao|A SAHAE &0 583 JTE sk HARIA0]

ot ZF 2204 £3] SREBP-1c9] Tdo] A5, THA oA Q) SA et o

1_%
FAS, ACC, ATP-citrate lyase(ACL), malic enzyme(ME)x} Z& G409 SAx} WS
Z 43t} SREBP-1c H&dS AAISHH A4t §Hdo] asta AxfA o= 7 2o F4

A 242 oA

(L} Liver X receptor(LXR)

LXRe= & 7F A 24, 7, tj4] AlxE, AFollA LA =1, LXRA+= BE A7]01A4
. LXREZ A4k} 44X F449 AARIARI SREBP-1c9] TS 571X
whebs] LXRO] Wdo] FAEH SREBP-1c Wdo] Zasta] FAAAY /o] AA=HER

BT A st sk a3t 7Id "o

13
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(ChH Fatty Acid Binding Proteins(FABPs)
FABPs= A|Z=o|A At olsg sk
(Liver-FABP, L-FABP)= 2lo|&2 AHF3t S4AYS A=rAE FHZE (T2 & o]5d7|
935} pre-CM =% 249H4|(pre-chlyomicorn transport vesicle, PCTV)2] &4& 75t
FABP(adipocyte FABP, adipocyte protein 2, aP2, FABP4 ilx $hHE A
A Ao Fa5H T E= SR AR AT FeE ST 9
olth. FABP 8RS A AT SEoA= 83 A4 4 EF 44T ey 1dd
FAA A9 &5 71 A9 Hio] QulA 2 ARGE T

(2h Peroxisome proliferator-activated receptor gamma(PPART)

)

r

PPARy+ =& A4t 220 W =l= AARIAZ ot XYl (adiponectin)® &2 Q&
A4/ ot Z7F(adipokine)] /ol Tofgto =i AGAZ W o] A== A
243t SRRl #ofshy FABP € LPL¥ -2 TiA o] |44 AAE &
gttt whebA PPARy 9] Ido] HAaEY AR A A9 SAHAY o] F4ste] E
FAAL NS a7t 7| E e

norle
o

H

olx

(O Glucose transporter type 4(GLUT4)

GLUT4= NZUWE ZE-Z ¢35k dild g, ddo] F7istd AEd 2Ed9] fo]
7ksto] SR AL 7Kt GLUT4AE 9] 453 APAIZR 9] 2o =5F
X%} gpdES 1) A T A9 APAZUHE 229 fd0] FS7Fet A
eHdo] F7tete] 1F AL E Fol A= s tiArete] #Edo R Qls) GLUT4Y
U2 G 154G IS/ AFolA Hio| QutA R o]-&H .

q OIN

/l(-)] o

—

ofy
ox
B
oL
e
:(’)é
N

X,
flo
Hu
X,
B
L
=
i)
4
>,
9,
&
f
_?L
rr
fol
B
ek
ox.
BN
i
B
ojy
o>“‘
B
o
N
&

A d o] F4AYS Eofote 8 5452 Gl EA5ts Addd Esfas
].

o
(LPL), ZFAI = & TN 2o ZA5t= 7 A Bl a b (hepatic triglyceride lipase,
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fol

HTGL), Az &4& Hole s2E A AREs|E4(hormone sensitive
lipase, HSL), adipose triglyceride lipase(ATGL) &°] it}. HTGL ¥ LPL2 32 83
WAl zZof] 25t HSL-2 A2 o] A 5k= 8ot}

(71 X|cteiEl 2515 A (lipoprotein lipase, LPL)

LPLZ A A7stAL o JA Yo & o] &at= ARZ], 422, 181l ZZ LA
T2 EH. LPLE A AN §5] 583 7486 B4R, 3 Wy x| &4
st d=u| 32 9 VLDLY ApoClIof o5 E/8t=H F/AH2 Eofiste] |2 A4kt
SYAEZ EAIZIT. AR Z oA LPLE A5 AefoA S5t FEAH A=
g/go] Astert. B 82249 LPLE TEAH A &/ = o] SAAAH-S Eaflsto]
ouxgoz Argsttt. ZA EHoll= A% AT st (heparin)S W F {51
I JojANxo] FaAEo] QA aA47F F2|EHA &/do] Eokxltt. LPL &/do] S7fstd
A Bol7t SRR 5 SAAAY A BE 7S 4= Sl

¢

(Lh 2+ 54X 2ol& A (hepatic triglyceride lipase, HTGL)
7}01]/\1 PE AL, HERIARO] T3 Qlo] SR oIY IAES 7SRt SR 0]
F5F A o] 2-85t] VLDLE LDLE H¥A17]|1L, HDL thAfellAi= HDL3E HDL2Z
Xq-‘ﬂ'*] 7= I st ZRAIE 2 Yo E EHo| Q&= heparan sulfate proteoglycans
(HSPG)ell Z3t=]of Qlof sfluteda A|ASHH 7oA FAo g v FEHTh T FAEE]
Z4(total plasma lipolytic activity, PLA)2 @404 LPLY HTGLEAS $tsto] A4t
Skt YRt o= PLA /442 F 849 42 1185to] pre-slutd 43} post-3i| a7l
GAoA BT ST

(Ch Adipose triglyceride lipase(ATGL)

ATGLZ 5oy 18, FAl 59 thofet A7)0 225471 shA|uE, AR A oA F2
g3} "ot ATGLS HSLoAl 4432 Q1o perilipinolAl 2|8 comparative gene
identification-58(CGI-58)°|2} &&= co-factor?} Agtste] EA4Jst Hrt. A48 ATGLS

A TGEHRH DG R A AL & Fofjgttt.
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(2) A|AEQ] p-AFSHB-oxidation)

Alo] SRl AW A SEAFEHA) A e FHAFA] AR E &
ANFoRA EF SHATY 5 N 4= Itk APite] 4kt 7] ffsiAl= WA A4
L 3cyl-CoA synthetased] &1 2802 acyl-CoAR &A3} Fojof St} o] Whgoj=
CoA-SHE} ATP7} B a5t} A4k Absto] ot 8452 v|EZEFoF e 9 matrix
o ZAjste 2 &5tk AWHARS carnitine palmitoyl transferase(CPT) &40f 9]3f u]
EZTdof YRE o]¢th nEZEdor Y g S0 AGAkS p-4tsl g (Faeant
=7t~ E4AaNE— thio ®3WHS)S &3l A4t 72 8A] Do 2K 274
9] ©rA7} AEo] acetyl-CoA FHHE W&t AZETH Basrt 27082 A4kl
acyl-CoA7} /g€t o]gA F/gH otE-CoAx AIEEAL SRR F0)7} 4 4F5}E
of E=EAY, BA ol BAF =4 AFdsh=d ol &=t

() A At B 744 24

o EEC glotof A9 XA AMSk= peroxisome proliferator-activated receptor
gamma coactivator 1(PGC-1), peroxisome proliferator-activated receptors(PPAR),
AMP-activated protein kinase(AMPK)S-9] S-A#}o]| of&f ZHEH(1H 5).

(71 Peroxisome proliferator-activated receptor gamma coactivator 1(PGC-1)
PGC-12& oA Aol 5835 AT et A7|7He] @42 PGC-19] HE=
S7HAZ1 2L A4S ARSEE S7HAA T4 Fofl Rt o|| A& FFetth. PGC-19] Ud
71t @S SA4A Al #3E 712 &3 2o PGC-12> FXR mRNA Hd&
REot7] 91sl, FXR promoter?] DR-10] %4 PPAR ¥/E+= HNF 4& €493} Al7It},
EZ PGC-1:2 FXR E4 {71419 AARE 4etst7] 9fste] FXRO A0z 2857 =
16



3t PGC-19] 98] 43k FXR U FXR X3 SAAEL SREBP-1c9] W ZHAA]7| 1
SR Bofjof] Tojols F-HR}e] Wi o] F7FAIZIT

(Lt Peroxisome proliferator-activated receptor alpha(PPARa)

PPARe+= S5-8A4 Y StUHEA F& 7F A7, &5, Aol A dd = o] A4te] 4talet
ofEA|hul Y o] FHd-& -3ttt PPARe Tdo| S7Fohd 7 AHAE STl A (L-FABP)
dS frsto] nEZEg ol 29 At o5& S7HA714L, CPT19 HdE S7HAA
JAE AFSHE F7HAIZITE. PPARe+ ESH LPL W EZ, ApoCll a4 4, 74e] A|vbAt
ARLE S2AA SHAY 257 S

s

N
=

é"r
JP

PGC-1

PPARa  (HNF4

@A/ FXR agonists
ApoC-II
target genes oC-
— FXR target g ApoC-1I
V'

VLDL
¢ SIJ_I-P Vil receptor
f Boxidation AMPK secretion

+ : TG uptake
FA synthesis

TG synthesis /
secretion

PPARa

A% 5. SEXY 23l oA ST LA

(CH AMP-activated protein kinase(AMPK)

AMPK= ZZAZoNA A4E tiAte] 83 J3hS shobal ¢34 St SREBP-1c@t
PPARy 9 &S Aot FASSF -2 A3ty G490 #Hd
RS AAA7TH, EFE ACCO] AL CPT19] /482 Bl A =
AMPKQ] o] F7lotA Zhofl A AHAl ASHE S7HAIZ| AL A4 ABAdS FHAAI7|H
A Z Ao A RS S7HA 710 A= HAAIRIT E]E 5ol A At AHE

K}
27711 BT §-9J0] Z7tsle] oA 2 AF&3ict



HE. ZZE{0f|A2] F XY ghdat =5l

(1) 7tliver)

Ao] FPAY2 ARV AR T FHZE ol S0l ol EAske 2zrad
a2 HTGLO ofsf Fa A4t FeHER o= FaATAL 948 2s
AL =AY AtetE o] oUA = ARG HFEe] F9AY2 VIDLIH = 2HE &3]
< 71BAE2E, A%, 45, YA SoR ot Bt AR oA SRl
wefE o] A FEATAR SRR Agste] 1 E4Z02 et ZHA 7E
Ak SYA D40 714 = o] 8HH. It S012 2 R ST Y 7=

A] J_7t7—‘1—8— Foi 9] Aol AFHE S/ Aot FAAYS A=0|AE =
olt} VLDLY| JHiz A4l BHAE AA A2 oz 2utEEd|, 7oA ZAE
&1 ‘21% LPLY| Z-goz FAo] FA AR o= AFAZE W= o] &3
goh, AgzAoAs 2rgo ey 4 SAE 3-i Add= iy fod
ARk o] &ste] FAR el Y. webd X=TFRAe AT GLUTS 52 84d0]
ZostER lado] FAAY 42 2Edn. vz F4 2= ofuyxdo] F=3t
A5 AAIE Hiofl A SAAEE Bdllshe Id2 7HelEstlo] olste] /dshd HSL
o] Fastth. AZE SATS AFAIE W HSLoll ofsiA &/dstd ATGL % HSLA]
ofsf AL FE A G4 oA do] Badt Ztojut ZHo= o] Feitt.

7179 Y HF2 AGAE W FEAGA B SR S A A7 A REA|
AEHe Ae PR AF2A A 285 ot Z71l(adipokine) Sk W4 AZE
s 9g€S oo, HHAZES ARIEZIIS BHISte] APAIRY] 75 74, A%
AZ2 el A 9T ¥H2 ST

(3) A& (heart)® TS (muscle)

AT TH2 Agato] AletEo] U do R o] g Es F AR, F 22 EFoA
LPLO] &7 2t & A% 2 259 WMzl EAsk= LPLA o3 SA82 23l
Hi, AEE FEIAARS dUuAdeR o8 €F RAARAY St F5olA 9
Aed ATHS FIdH. APz et 2= Ax dad 849 4ot

1



284 259 5 SN, 2o AU RATIE Qad 34 gD
19
’I!I_

A Z1EL

G5 AT MAL B Q= of AEELZ AAHEAFY 22 FL X (secondary
endpoint) 0.2 AREEHTH WA XY 32 oft ZA|EFRI(adipocytokine,
oftjxzilelzt $hHe| HH] EwtdS Zdstel f¥(leptin), ot Z4YE (adiponectin),
tumor necrosis factora(TNFe), interleukin-6(IL-6), plasminogen activator inhibitor-1
(PAI-1)9] A34F & A oftj 2 dEl(adiponectin)®] AAHA oS Fgict,

(D) WA

WA DA ET 4TS O dA S4siH BaAel § dA ST
ourldez o &3ttt WAl At SAHEH, S5 Al ST L=l 74
AGAt 2 HEC] BostA WEEnh. WA 29I ojojA 9l7] WEd ¥Ed
FEAGAT FEAES Pz FAEE T U g Aol SISkl ERE fE A AR
SAY Aol ARESHAl Hlof 2ol FAA ol SAHE . 2 SRS I VIDLE

2]
ot A BrIsHA Hof Jled AR R AFHATE ol sHtEH

A
(L
it

(2) € (leptin)

AGA A e Sl F 7P 4R A2 el "2 A2 9] o
vl ste] S7Fet=dl, WEAel 4= E e lﬂ*c‘lﬂi <l J‘T:H
S=7F ASTT A7 LAGAAE st Y | fdo] ek ﬂ%"é A
Uehdth el S7tehd B ISAREdE & l

AMPK & 371 8l A g4k Alebt S71ekal 421 54 °l Hastal g3 %*é A% %Eﬂ

EELR

Al
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HYIISAE 2158 B2t 710l

(3) ot 2 Y=l (adiponectin)

ol ZUlRl 2 APAZONA B == 24770 ofv|ieito 2 FAE Tl w SR
F4S JAlIste 8-S Tt ot 2YlRl9] o] FrtshH AT Eojaso] g/go]
=°t4 VLDLY] #5158 F3sta @5 S84 =7t Attt ot xvd s=7F 57t
ol FS5HRS-9] A9l TNFe, IL-6, ¥ C-reactive protein(CRP)°] Zr43}A Hrt.

(4) 9% vj7) EZ(TNFa = IL-6)

TEAANE 22 F& SRl 212 Sulsith ZvbE 8% SRS JY
Mo 7 U ZAZ A R0 4L Fr} 7oA A Z7e Alo]EIE
P450 4ASF 22 A9tz (free radica)S st G4 &4 271 2 A FAlske}
TNF-2} [L-659] 954 Alo]|E719] MAlS S7FA 71t

(5) AP SFIJAAXHPAI-1)

Az Ao FAgX o] Hrt A EH oft] ZA|EFIQ] |7t Frteh=t £39] ¥
P4 ZXQAARI PAI-19] AF4to] HA o] HFo] YeRE 4= Utk PAI-1+ & Wy
HZof A A=l Ao A=Y damo] &3} =W PAI-1 EH|7F sty 9B
(fibrin)@} ©ks] A3tolA =of @4 Ay/go] J7Fsiet.
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2L EE FEXY oHel 2l

SRAGZ AW 2Rl ouAdoR 5 Alde Hef HEFE AlQfet B
quAdez ARE. 2y FAAo] Aol IestAl FEL S,
9] 7155 AsfotL, A, B, % AEHA A 5 off Ao HYAES
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1. HFO|20}3{ 2] M

ot eiss volat
35 A M 7158 gRlsh] fgt A58 Hiol A= & 29 At
B 2. €3 XY M 7158 HIHE 213 HIo| 20
=3 75t AR
T Hjo| 0t e
in vitro | in vivo | Human
S TE @G 38T 5= @) @)
20
4 AT B F8AY 5x(0-8A17 F) @) @)
x]l:ﬂ-
“45;1' Area under the curve(AUC)/incremental area under o o
the curve(JAUC)
7 lipase &4 O O
AT B |48 34T B4 o
A3}
= H AT 5 O O
h=Na
el AR} Fatty acid transport protein 4(FATP4) O O
& Cluster of differentation 36(CD36) O O
Apoprotein B 5% O O
Apoprotein |Apoprotein CII &% O O
Apoprotein Al 5% O
Chylomicron W 34X 5% O O
224 | Chylomicron
2|4}l Chylomicron W apoprotein B-48 5% O O
A h VLDL W 3484 5% O O
olE
Very Low | VLDL Y apoprotein B-100 &%= O O
Density vy b1 apo B-100 A4S o
Lipoprotein
(VLDL)  |VLDL-Z4A% ¥4E O
Large VLDL(VLDL1)-5A4A% A E O
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Il
ofM
oM
ox
bal
o
=
rx
=2
H-|
Mo
fjo
A
4>

o

——
7= Ht0| 20t - i%.j 7.t%§.+ E aie
in vitro| in vivo | Human
4% EEdeE © | ©
3 Ued 5% O @)
Glycerol-3-phosphate dehydrogenase(GPDH)
Aupat |28 ° 1 °
A [EF YA e @) O
Acetyl-CoA Carboxylasel(ACC1) mRNA && O O
ATP citrate lyase(ACL) &4 O @)
Fatty acid synthase(FAS) 43 O @)
glycerol—B—phosphate acyltransferase (GPAT) o o
24
B Diacylglycerol acyltransferase(DGAT) /3 O @)
A | g2 :
54 A Monoacylglycerol acyltransferase(MGAT? =4 @) @)
Phosphatidate phosphohydrolase(PAP) &4 O O
ZAFE, A ST 5& @) O
FRAT FE& @) O
Sterol response element bin_ding o o
protein(SREBP1c) mRNA ¥d
7+a | Liver X receptor(LXR) mRNA && O @)
4AA}+ | Fatty acid binding proteins(FABPs) @) @)
el Peroxisome proliferator-activated receptor o o
gamma(PPARyY)
Glucose transporter type 4(GLUT4) O O
Lipoprotein lipase(LPL) 4 O @)
22 ;I}cgmone sensitive lipoprotein lipase (HSL) o o
Boas — -
Liver hepatic SAA% lipase(HTGL) &4 @) O
Adipose triglyceride lipase(ATGL) &4 O O
2 Acyl CoA synthetase(ACS) &4 O O
;ﬁ%} A¥}AL | Carnitine palmitoyl transferase 1 (CPT1) 4 O @)
By AReh | AukAr A5l (fatty acid oxidation rate) O O
%2 Glycerol release 7% @) @)
Peroxisome proliferator-activated receptor o o
s gamma coactivator 1(PGC-1)
—P.—Zd_x} Peroxisome proliferator-activated receptors o o
Id | a(PPARQ)
AMP-activated protein kinase(AMPK) O O
WA | slE]Ed E= 5l9- g3ol =1 H O
e Tumor necrosis factora(TNFe)s % O @)
Interleukin(IL)-6 5% O @)
Plasminogen activator inhibitor type 1(PAI-1) O O
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WISAE Jls4 Wt otols

* BF SGXY JfMat BT HO|20HA Y %

JoM 2T SR T S HolOAHZE SEXY X7 7Y 2

v SEXY 2 CHE Ho|20H s HEREH AHUEE ots XNER ABEAL, EF
SERY FA7t Hao 7|HE Y| QIhM AL8StE Ot E 28

Lt H}O|20H 2

5 A 2F 2*37\]“ sEe T2 AUA BA4E FEATUHIY S s

. O] 24__7(]—?_0 73_?— h =
Hw BEA FAAY SES NEAAG. AT 447 070 FAAY BE SHL FE
o] A AOIAA AR FHAYE FL e 5 Ak

(CH Area under the curve(AUC)/incremental area under the curve(IAUC)
SR S A2 YERd Fre g FAATe] ool Hak= AUCHA 3} vl =5,
9] XA o] Hst= [AUCHZ 3} H] |3t}

(7 3 lipase &9

Aol &R FH|E= AW7HEsi S (pancreatic lipase)= S/8A1%H2 A4kt

24



(Lh A% ZNX|Y B48

AN FHA F4eL o] FAAo] AolA YZBL B o HE T4
SQ=AE Yehith 4% BnesAR S5Es $479e) o] AP o5 o
How grasty 4% YolA AREdo] Aoy FAX Wt $A TARS © 1 4% 54
A §4 OAE SEste Ao AT

(Ch ¥ SNX|Y =5

A s AT A0 FoI4 F4EA G AL e ofujg)
o] FAAY BE7 £ AL FAXT B4 AEL ouising B FAXY A4
otz B 5 Qo

TGOA &allE 57 A A4t = 71 AR A4S FolA AFUWTAZE 5
5= ©AQ] Fatty acid transpoter proteins 4(FATP4), Cluster of differentiation
36(CD36)2] mRNA HdF 57h= &% WetA|Z W AiH4te] F7tete] S8R FE %
s ki g

() F8AE A olF

(7h) O X|HEH A (@apolipoprotein) S&

Ay Fo] Qe £84 w¥AS ofxA WA (apolipoprotein, Apo)olgtil
gt} A ol Fl Bofshs F8 ofEAHHMAL ApoA-1, ApoB-48, ApoB-100, %
ApoClII 7} Sith. ApoB-48, ApoB-1009] 57H= /40| S48 A2naE E:=
VLDL#} 22 At 4 o] Z7HE ofu]gi.

(Lh) 220|322 W S4X| & apolipoprotein B-48 Sk
b 0] Wl 1] 28 S 00% oIS 24014 CMOE RHBE, A%
AT e ARuIE EA5te AT EEE net. ARr|IEL FHAT

Of Al Z Q1 ApoA-1, ApoB-48 At AT A o] P = Aol 4] AYgHTt.
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(Ch) VLDL W &4X|8t & apolipoprotein B-100 &
oA g FHAHL tE RO o]Fol] flsfiAl ofi ARl ApoB-1002F
Agtsto] A A9l VIDLS AAJ3tet. VLDLW S FAAH fAshd 53] 38419 85

o
A= A e 7HE 5 3

(2h VLDL-ApoB-100 % =M X|4t MM=(production rate)
Zrol A2 S8A 2 ApoB-100 A%

oL

—_

SEHCNIA 8% AT dgol =2 A &0

O 7
hee L}E}LHE} VLDL W] 34403 % ApoB-100 B4&2] F4t Helo]

SAAGFY HAE 2.

-
.

4>

gl

(Oh Large VLDL(VLDL1) LH Z4X[4 MM 2(production rate)

ZHol A B8] == VIDL YA WE(0.94-1.06g/ml), 2173(20-75) ¥ H-G&[Svedberg
H5-8(SF) 20-400]°] met AlESt==], VLDL oA 7 27|17 33 d=rt 78 &
Z1& VLDL1(large VLDL, SF 60-400)2t1L stch, 15 A WEFo| A= VLDL1 YA
FRAY BBE&E F7F5to] Wl SEAY ALY A EZ AREE AL QI

T aratE AR A3 BF BT 5 S Aol Bulsk FUKHA =2
o

(L) Glycerol-3-phosphate dehydrogenase(GPDH) &4

Glycerol-3-phosphate dehydrogenase(GPDH)+= dihydroxyacetone phosphate
oA glycerol-3-phosphate(G-3-P)& #/ddh= B4R G-3-P= FAAYI/I0l Bash
g4 249 7|d 2 AMGHET GPDH /42 $3A1% /ol S71ehd S7kt.

ot ¥4 va Aupato] Zrkokd FA A
A A8} Ao E-8o] Hc},

ox
olN
N
ISt
Hu
ek
ofy
o
)
Y
i
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o ©
o n
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(2h Acetyl-CoA Carboxylase1(ACC1) mRNA &
ACC1Z oFAE-CoAR R E H=d-CoA ol Hofst

£L2d Faolrh 7oA ACCL 8/do] Fastd AAE /o] Fasste] B85 44
o
o

(OF) ATP citrate lyase(ACL) &M
ATP citrate lyase(ACL)2 citrateS acetyl-CoAZ A&sl= 842, HAH acetyl-CoA=
malonyl-CoAZ HZtE|o] A4l e 9] M4 = AME-E . ACL /o] astH A4t

FAol faote] BF SHAY Bt gttt

(H) Fatty acid synthase(FAS) &4
Fatty acid synthase(FAS)= acetyl CoA%} malonyl-CoA, NADPHE A}&-5}9]
A& AW long chain fatty acids)2 §4d5H= F23%F @ 40|t} FASS &4Jo] 45}

AAE 9ol Hastal o york S4AR Aol AashA "ot

=,

2

(AD Glycerol-3-phosphate acyltransferase(GPAT), diacylglycerol
acyltransferase (DGAT), monoacylglycerol acyltransferase(MGAT) &4

GPAT%: glycerol-3-phosphate2% ¥ lysophosphatidic acid(LPA)E gAlsl=d)
Hofsts B4E LPAE 9 3EhEE 39 SAHAATeE dET. MGAT=
monoacylglycerol (MAG)¥} acyl-CoAE ©]&35}9 diacylglycerol(DAG)S 3H/dst=d]
ol-&== a40lH DGAT2 DAGOIA FHA(TG)E Hdshe a4a°ltf. GPAT, DGAT,

MGAT B4 4t 13t AW2oIH FHA F4o] gatit,

(Ob) Zt phosphatidate phosphohydrolase(PAP) &4

749 S AL glycerol-3-phosphate 204 FAEH, o] HZo|AE PAPE
AN A9 F2 FAEAALo|Y PAP ZAZVIE olA FAAYE A o]
glycerol-3-phosphate ZAZ0] 583 24 9T st= Bho|Bn=E FAAAY A4 H=2
713 9Ie A+ A HE o]-§HT}



(Xh) MK M 2 mRNA 23

o
LXRE WAk} ZA 24 441 9] AARRIAIQI SREBP-1c9] ¥d-S Z7HA171t}h. SREBP-1c

r

-2 At 71229 lipogenesisoll #oidttt. webA LXRE] o] HAEH SREBP-1¢
o] Zrasto] A Aol AAHER BF S sE7t Fhcke A 7|
Hr}. FABPsi= A28} Alo]oflA] A[RAE o] 55 EXIok= AWH4L At dEolt}. PPARy &=
F& A 240 B == AARIAE F/4AHR ol ojst A%-FABP(a-FABP) %

LPLY} 2 &l §42 AARE f-E8th. CD362 A|RA|2Eo|A] FABP Y fatty acid
transport protein(FATP)2} A& 28510 Z|ubAl 0] 52 £XA]7|= oty GLUT4=
NEWE ZrdZ e&ots dWds, ddo] S7kstd AlZy 2] f-9o] S71ste

SA = SRt

() T8AF<] #3i

(7h) X|tui =l 251 A(lipoprotein lipase, LPL) &4
LPL2 SAAYS A4 SEAEZ EAIZIt LPLS 2 AT o~ T
o4 heparin sulfate®} Z2&st0] £A5H=Y|, LPL 50 ujaF £Asitt. LPL E4jo]

F7HSHE F4 A Rolvt S7kst0l 8% FHAY SR} At

(Lh) 2+ X8} 2|mt0tH|(hepatic TG lipase, HTGL) &3
HTGL= S4A%o| 53 Agtwdo] 28350 VLDLZ LDLE A$HA|7]1L, HDL
T At A= HDL3S HDL2E AT 7] kS gich

N

]

(C) Adipose triglyceride lipase (ATGL) ¥ S22 TIZHy X|HuE
(hormone sensitive lipoprotein lipase HSL) &M

ATGLZ} HSL Z5°|u 18k, FAl 59 vt A7)0 #2517 shAIRE, A2 o] A

F2 Z43} Flo] FHALE Eflot= aiholth ATGLY HSL 4ol S7ishd AWl

AR FHAY o} SRR

of

HI

(2}) Acyl-CoA Synthetase(ACS) &
AZHE FhE A4S ACSel o3 fatty acyl CoAR AWH4to] E/dste]of A]uhit
tolo] 7|42 ARG E T ACS B4 3712 S84k AWk wo| AYAEH |upAk Akslr)

Al
2750



(Ob) Carnitine Palmitoyl Transferase(CPT) &4 &4

CPT& E/33te AhAto] Alste] ey | EZEgjoto] uk(Qutat Wuh)S Satsfjof sh=t],
o] 3g-& Fufjst= EAo|th. CPT &40 7ot &3t A4S AZA A nlE
ZE 2ol & o] GAIA A4t Abshrt EX1 €T

(HF) X|ebAt A51E(faty acid oxidation rate)

A HPAL ARSHE-2- Z|HPALO] oL XY 0 2 AFlE= H]-8-& oJu|sttt. Fat oxidation rate©]

Z715HA B4 Ao BEA AH AR o] §5lo] Bl FHAYS B HolH S R 4

pacy
flo
ofy

2
A,
o

9] Boli7F SV A= Yrlget A glycerolﬂ- fatty acid= & OHE]EE
glycerol?] o] WolAl= A2 AA| o) A S/ A1) &7t S7HE a= 2u|gtct.

(Of) X[2hAt A5} 22 mRNA 23

7 EE 2804 ZRHiEe] AksE SV 71 8-S Y8llAl= peroxisome proliferator-
activated receptor-coactivator 1(PGC-1), peroxisome proliferator-activated
receptors(PPARe), AMP-activated protein kinase(AMPK) SAA} &3S EA3H
PGC-1 I&o] J7kstH oA Ait Atsh 57F 9 S4AY 4 A4arF vehd
PPARe= 2 74, A%, &5, Ao d@sto] x|Hpike] Abse} ofar Aokl o] 44

Z A3}, 7hol Al AMP-activated protein Kinase(AMPK) &7}+= SREBP-1c ©d<
darld B9t ofye}, SREBP-1c9] 3 {FHAE FAAIA 1ol S4A 8=
AAgtet. AMPK Hdo] S7FshA AP 47t F7ksto] S 4o A== A=
SiAETh ESF AMPK ©é o] S71stH 1T 7jAo] o] H=A] dokE 4= Sl

6) 71 A&

& g7tolA 53] AAAEAANA
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AE 2lIsd 81 2ol

On slelEe &4

A
% AT 70 4 9

+&3 A#oltt. s =7 Hastd BF FAAY
2 T M ks

ihe] w712 S YEA7E FAF 90 em °, oA}
85 cm oJAo = WA} E= dﬂ JgolEd H|&(Waist to hip ratio, WHR)E =3
sh71%& gttt o 2]-gEol=Ed vl dEo] ol tiet slEEd 9] Bl&ol o5 &
H TS W5k A #oltt. A4k slglEdlE JBolEdE Uird "ot B3-S WHRO]
A1) A€ 0.95 cm ©J4}, 9&F9] A9 0.85 cm oJAto|H ERu|uko 7 mysit,

rJ}m
E

¢

(LH Tumor necrosis factor-a(TNF-a), interleukin—6(IL-6), Plasminogen
activator inhibitor type 1(PAI-1)

A2 Ao ZHAo] Tt HHEE obt] EAo] E7k9l Hulvh Z7hskat] S3] TNF-e

IL-6, PAI-159] cytokineo] &713ith €% &

AR AL o] mAol Bl A4
A5tel ATHS e



2. 22 HI0|20}3{2| ZRury

2]
ﬂﬂzquuoﬂ*ﬂ @0—‘1% iH-H sto] @42 Bt JAAFEAA A= i
AR o S st € AT =
(enzymatic colorimetric assay)< °]-&3t kitE AH&5o] &
FAAY 22, A ARE 2HSH SAAT 9 O REEEY B SHiste
aAE, = lipoprotein lipase(LPL), glycerol kinase(GK), glycerol phosphate oxidase
(GPO), peroxidase”t S0 A 71E AlofS H7botal sttt Ao Ago=
AAAEE 7]kolE MAE 550nmollA 3T = Al(spectrophotometer)Z SFEE 3
Stk s A2 A SAAATS S AHA o= v = REH FF =
Hwsto] YA R SAHAY FFE AR TEA 84 AT £ 2ADE

A A(very low density lipopotein, VLDL)Ol £A5t22, & &3 FA gF
VLDL &7 &4 Qlot.

AT B A e e A SHT 4= At SEAIEY BS AAsES
E400 ket A5 Alzto] w2 A HIA(TG peak)7} Uehts /\17J°] tEog
AuIAHE Bl A5 SHAY A7 e *Hjé A, AR FZolA Ale
Y g SA¢t 57/]% 0]% SEAYY A, E79 A% EF TG 22
feeding A&+ & 7t L‘rﬁ}‘%ﬂ 2o 4 M2 AT 15-21A1%k

He 10-1290001 3% A Shld mEs 1A g9
(standardized fat overload, 25% -3-A¥}F 3™ 200g I W& 50g o|Fo13)S A3t
Tk 431 3 A% B ol AZiole dole Astel AR SES A v
Z7gste] wmeeh. B8] 92 @ W7 SAOIHE As) SRE AT Y.
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(3) Area under the curve(AUC)

SEAYTL JAAAGAIANA £ 7hssttt. sEAH(wister rats)?] 3% 24417 T4
ol 1.5 mLY] S2E QUZ FFo = HF A7, DAL 0-6AIE &1L, wiAIZE 2 F 5tk
I A TEE AT A A A= AFAE 10417 o F4IsH o &
7H el S AFAMo|| v X5t 308 St FAISE oA Y3t o], A|F Alo](AHH] o]
= ANFADE AF5H & & 52t 8AIZE Bt ATt A FH St AL s E
SAT. @A0IA S8 SR T A T4 T 1L o HAS At E
T3 (trapezoidal rule)ol] 98] AARITHHE B x A|7HY). ZASHA 22 9Y
(IAUC)EHZ AUC &40 o8& 229 Azt A -4 A Al A 75800 S533% 54
A g H4bete] AlAkgieh A 4]o]9] AUC/TAUCTE tix+t Bt R-o]& 0 & *|s}=H
FAAL N a7t Jekal weie)

P

Lt 2312t

jot
1>

(1) FH lipase &4
AT AP A HH lipase 84S S73tch. HA] pancreatic lipase 820 H{HE
A7roto] AadS FH|RIT AFARE a4d3 4o 15& 52t 37°CollA 71d +8&9
(10 mM p-nitrophenyl butyrate, p-NPB)¥ &7 viFA|ZIt}. Lipase 42 ELISA
readerE ARE-5H9] 405 nmollA4] p-NPB7} p-nitrophenol2 7Hr&3f H= ¥& 5745t
ARttt AL 523 ok AsE(%) = 1-AN2E J7I6HA 942 279 585k -
AmE A7IREHEo] 3 =)/ AN RE A7 &2 27 538 % % 100).

gy

EAFo R 2ot AFFENA triolein(isotopestd FAAH)E HF FostL
Ho g uidEE YL E é’ﬁ 0}04 BTE IHE 59 Mo WjdEE 5oUAY

é‘é‘E (/)J\T;]- /l]o-h:ﬂ-l:ﬂo HZ}OEA]OJ‘:'XIO
259t A ARSI triolein, §H5A X3S FoIstal, FAlo AIZE B A H2 gx
A Z BolEE SAAEE S8 APEES dxH 9-3&(mesenteric lymph

;’6‘_

ductcannulation surgery)< 3}7] o] AYESES &St &%



YRWO T YLAR AATL £4H PPORE FTol] WBU. triolein®] FHFS
1208 A2 riolein®] WA BH =S A QG 2tA0] Az AHEH triolein®] FAHA

2]
DH=E HAE 5% (% dose)= LERHATE

N
3L
S~

‘1|:" = =
AdE ogE oA A 240 AMgRt. AR 248 7IES

e 5o AEEE0 3N AZ Ee HAYsE £F oA RNAS

i)
o
i
it
it
rlo
o
(o]

Cl. S4X1Y2 ML o]F
(1) ofZA W A (apolipoprotein) &

]y

o
hs

SEAAL JAAHEAAA TE B AT GAS 5t A= st @<= &
sttt §AZ3HI T2 H AN enzyme linked immumosorbent assay, ELISA)E ©o|-&

E Aoz ofEATid FLE ZA3It ApoB-48 =39 S Well plated]
I3 & FF5(blank), ApoB-48 EEN, A|R(EHHE 74+ ¢

37ColA 2417t E<QF ¥R AIZITh ApoA-1, ApoB-48 FAES zZHzF HHSA|7l o

Hob o
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horseradish peroxidase(HRP)?} ¥H-3-A|7] 1 stop solutiong 2o} ¥F3-& A A|ZIth.
450nm IO A SFEE SAot EEN O] FF e} H|wste] A|79] ApoB-48 THS
A Ak,

2) 22032 Y SR 9 apolipoprotein B-48 &

ZAZu32 ) SR 4 apohpoprotem A-1, apolipoprotein B-48 5% & &%
5t7] YsiME SEAIRNEEF B B 25 S A AR/ A FAE AFH F 308,
90&, 180%&, 5AIZtol 24 s=2e z*“”oﬂﬁ R YR} AAHGAAY H L,
ARn3E YA SHATS S| BF SHA] FLAE U= 0~4A17FH 9
A Yt dEnIEE £t/ AsiAe EAS WA 4°CollA 3,500 rpm &
15870 94 Eejste] @42 A=t @3] 9k 1.019 g/mL KBr 84Z 42 &
&I 16, 000><g§ 2027 2315 A4 FEEHAL A Fot ARVAES
ot ARV IE o] FHAHH ApoA-1, ApoB-48 sE+= flolA A&dt
4@‘:}-

EL

e

2]

o

1P

9

k|
=
)=}
s
I

0

J

i

.

_Il}l'

(3) VLDL W] $4 A% ¥ apolipoprotein B-100 &%=

FEAIA(SD rapolA= Ad 717t ol gollA EH]=]= apo B-48%F A&EH|AE HH|E
A8zl s i TAIRE & FHE FAAIZ]IAL, Triton WR-13399] A9 34600
mg/kg 20% Nac1(w/v))§ 30, 90&, 180+, 5AI7tel 5&9 ey ofx A
AT} JAAHEAIHY - A 10417 o] ZFEAZE oA XS APt HS
ARG T oA flof A&t HHOoR AR2u|FES Eeofdrt. A2 E0] AA
H @4 o2 FH &7 4 9ol 9= 1.006g/ml KBr ﬂoﬂ% 4y 2745948
(435,680 x g, 2417k, 15°C)3F &, A4FHS F5to] VLDLZ =&siditt. VLDL Weol 54

A5 2 ApoB-100 v=& fjot 2 gigoz

_T'_
[e]
=
T

(4) VLDL-ApoB-100 ¥ 4 A9 A A E&(production rate)

SEAR-T JAAAGAIAA 8% SEARY S Triton WR-1339 242 A9
FAFSHH Ak B8 A (lipoprotein lipase, LPL)S] &40 A|E|2& VLDL-ApoB
AY/8&-2 AlZto] whE VLDL W ApoB %0l H]&5tH, VLDL W S4A% A4d&-& VLDL
W S84 w0l HlEgtt). 18 EE AZPE @ SR B= @4 ApoB-1009] 55
S7A5to] FE-A7t §HA oA A ES ALttt SEAIEOlAl= Triton WR-1339(500
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mg/ke) EE P-407(1,000 mg/ke)S FASHI B TG S 24411k AH 273k,
ARO) A9, TLQAL KB FASP] 4ARE Ho| BY EE T APESS E
trololE& gkt 1 Fo FA} oo, FAF The 1, 2, 6 F 2441104 Stlo] mgE
Boo] 2o 42 SAY

A A GAIFNAE &A45t=y AFAAA A& §A(intra-lipid, chylomicron-like

AT emulsion)E AFAZIHE AU A2 ZE20] A=A AHolA Zul== A
HaA(LPL)S ZRH|AES 480 g Eofste], @5 VLDLS 1thE dollA €t
Ad e 1047 F4 Foll AHog 20% AERA0.1 g/kg)S 14 ool A 4
3L 11 o] Fofl= 10% A-7A(0.1 g/kg/h)E 75+ &% FARICHLPLA 22k VLDLIAIAE
A7) lsh 7583F Folgh). FAF £ 2.5, 5, 10, 15, 20, 30, 45, 60 % 75%°] @4
Agedtt. ol T M2 24 A& S0 = AL 7AW FAT BEE S5
23] #ﬂOF eet VIDL-3A £740] 7Fssith. 4004 fiok 22 Wies
VLDLE Be|5t Aj7HEE €% VIDL W 4% 5= 2 ApoB =5 S35} 13-4

(*lﬁ—%i)% ol-&ste] 71&71E AAtstol BPES AL

(5) Large VLDL(VLDL1) W 4 A% A4 E(production rate)

ol
=)

Large VLDL(VLDLD)°IA S4A% 4/d& 572 VLDL-TG A& ¥ 5LsHA
g% VLDLOA] VLDL1Z &85to VLDLIWS] S8A s =& AIZTERE S45foF gt}
VLDLO|A] VLDL13} VLDL29] 2&l& F& U tuf 2 &4 28 H(ultracentrifugation
density gradient technique)°ll &8 Algstct. = EH 1. 019g/m1-4 %9 NaCl
|HS Sodohal 2417 59 2uEAHET & AF5AS Fgth F VIDL @4 AE2
A UEE 1.118 g/mL 7} §%EE solid NaClE #H7lsekar, 11 3o t4A] 1.182g/ml KBr
2 H7boto] A2 E 1.0988-1.0588 g/mL7t =& wETH VIDLIS @4 HES
24 82](39,000 rpm, 1A17F 208)8 & AEH 1.0 mL(Z= 1.0588 g/mL)E
H H ok A4S 1 mLE 29 & oA 8= 1.0588 g/mL)&HS H7lste] dA4lE
(18,500 rpm, 15417k 30&, 23°C)ste] 45 0.5 g/mLE FIsHd VLDL27} Hrh. A
H-GAIHo| A 9] VLDL1-S 84 B8E At dlAl= o= &t VLDL1- S84 34&
= 7]127] (mg/ml/min) x @4 B3 (dL, 4% of body mass) x 60

A& E0A, S8A 7171 1.0589, 4 3.38] 7H5tH VLDL-FHAY B8& =
1.0589 x 33.8 x 60 = 2.147 mg/h°]t}.
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% 253 %57} 27t Qlglo] 27t F7k5HA

(L) Glycerol-3-phosphate dehydrogenase(GPDH) &4

AT AT SEAI-RANA &4 7Hestth Ald® AlfdolA= ARARE AT =
AALAZBT3-L1 cell), B A ZE(HeG2 cel)E ESE 252 Y2H PBSE F W
A A3t F, cell lysation bufferg ©]-&sto] A2 d-Z 2&oto] MEARER Jit} 55
AdolM= AFAIEE AHT FE FAsto] 7 = AR A& F, 24 +4H9S
et FEHS 23] 94 EE (10,000 g, 4°C)5tq cytosolic FF5HE EEfoto] HE

Alg2 ARE3Sitk GPDH @4&%42 100 mM triethanolamine-HCIl buffer, pH 7.5,
0.12 mM NADH, 2.5 mM EDTA, 0.2 mM dehydroxy acetone phosphate, 0.1 mM 8
-mercaptoethanol, 34 F9 TWAS A8t 340 nmolA 18 HH o2 1087t
3 HokE £45to] GPDHY &4< ALt 484 lunit= 1nmol NADH/min®]
AbStEl= Ao 2 St oA 72 Bradford& A8 450nmollA] SHEE 73
T W0 Yo AN AR U] B DHLFS S

() 2% Q2RI 55

- O
BEAAT AAHEAIAN A 7hesh F4IRE o] FHS SRk, YR st] EHE
FHEH @4 MES AAMAHS o] &3 7|E Aefo g EASI. & FR(blank),
%qx]au} F=Z0l &XA }\]ioﬂ ql—.go % v}

546nmolA FFEE =

o
_?L
M
H
Hx
12 o
1
]I[Olt
ol gy
S
£ oo
)
=
5y
)
P =
_E_Z:

(2h Acetyl-CoA Carboxylase1(ACC1) mRNA 2&d

AT AT FEAIYA &4 7hssith AR AlgolA= AIFAIRE AEe &
ZHA1ZE(HeG2 celDE plated] £F5to] $HEZS 3ha-3h viA| oA 48A17F &7t v
gttt F8H o R 23] AlHstL, 1A17E B9t AFEACE HiFRH F, Trizol AlHE=
RNA £ kit)0. & RNAE F&3i}
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ACC1 primerg AR} A& primere] RS ¥H8252} cycled 24510 quantitative
RT-PCRE& AAJsto] ACC1 F-AALe] & ¥ AZFSIt}. o]w] endogenous control

8 HAZ normalization$tet,

(OF) ATP citrate lyase(ACL) &M
AT AP SEAHAAN 24 7Hs35i AFT AgolAE Ag 42 A 7

AES PBSE F W AH Fl, Bh 52 BF§AL Yoha YAl Eelstel F3AS o]
Al

\}]
SAROIA = 7 #E A AFAER Freth ERlE A AE2 7138920 mM
citrate, 0.5 U/mL malic dehydrogenase(MDH), 0.33 mM CoASH, 0.14 mM NADH)&
A7rsto] & AER FH[RH §F AEol= 5 mM ATPE A7Fstal, YA & AEoj+=
ATPE F7I5HA @=th. ACL S kg 93] Y%= S4otA| Eltkoxaloacetate)®]
&2 37°ColA MDH-ZRES0f 23 4] NADHS] F& 340 nm®| Fd&=2f ¥t
2A ST ATPE JA7FSHA &2 AlmHlE2)9 3% = a4kt &, ACL 24
(U/mg/min)& F5E9 & @4 sL& HAsto] AAgict.

(H) Fatty acid synthase(FAS) &4

>
ook
)
it
u
[N
R
o
v
e
ook
%
it
ol
Borr
e
®
=)
o]
—
@)
o)
it
@]
@
jm
jov)
)
o,
[N
@]
@
=
A
@]
>
=)
SH
(@]
)
i

CoA, NADPH)Z #A Y2 931 S4B EAS ol §5te] 340 nmolH 487t FHEES 274
3 mATAL 189 9ud 1 meo] BASH:

NADPH9] %¥(nmol/min/mg protein) 2.2 YEFHLY,
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(2) 38AT Fdax

(71 Glycerol-3-phosphate acyltransferase(GPAT), diacylglycerol
acyltransferase (DGAT), monoacylglycerol acyltransferase(MGAT) &4

A A4 microsome A& FHl= Alm7H ASE AZEEAEZ 2 AFAFA LS
A|Z5}te] microsomal buffer A(250 mM sucrose, 10mM Tris (pH 7.4), 1 mM EDTA)E
Y1 AR FEAAE 600xg, 158 H 4°ColA AHEFsto] 4F3ATS FotaL,
o]& tHA] 100,000 g, 60& L 4°CollA] FAEE 5t microsome &8-S B3t} =319
microsome £&2 microsome buffer B(250 mM sucrose, 10 mM Tris(pH 7.4)ll
Aot &S] G o] FLE ST Fof MERE ARERIT

=2 AP A micorsome ME ZHE g AYPEE] RZ (A= &

f
=
P
%
filo

N
N
(e}
-
o

Ealoto] M star, A Hub2 fAlo R FojA L) 7FE A 2 1% |3t
of 22 %7 z7to g Austtt. A ELS microsomal buffer AZ A|Z3sE Tof #+235}H
it o] FEAE 4T, 14,000 x goll A 208 5 A4 Eejote] AF5AS At FS5HL
3
=

100,000 % gof| Al 1A17F 59t ¥4 EEstal fojA AAEL microsome buffer B

f{

N
-

GPAT @4 &4 &AL 9% #@a 7|4 ¥gdozal pamitotyl-CoAS [C]
glycerol-3-phosphate(G-3-P)& AR&3tct. DAGT 43¢ ] 7]754_ Hpgdog 12-
dioleoylglycerol@} ['*C] palmitoyl-CoAZ 715ttt MA
2-monoolein®} [“C] palmitoyl-CoAS AEEH} AF & 1
2 2mM N-Ethylmaleimide (NEM)S #7}oto] 1587F 4t
proteing g2 th3 26°CollA] 208 B9 WHg-A]Z1 &, stop solution 1mlE 71oto] ¥-3-2
AR ANZIE AR [“Cle Ealsto], 484 liquid scintillation counter (LSC) cocktail&
A7rett BAAE WA FE St iR Blwste] GPATS A4 &4 Asi&
(% inhibition)& A4kttt MAGT9 DAGTE 714 ¥H-gHS gajste] 5Ust A1E 54
o= EAIh

oA 7l aurg oz

(L}) Zt phosphatidate phosphohydrolase(PAP) &4

Al Al =AM 54 7HsstH, PAP 24 S4< $18 microsome £3 A
Z9 o] A&st HHoZ A Ax 9 AFEE 2204 ZH]sith PAPY] 7|4 ¥
o= (0.05 M Tris-HCI(pH 7.0), 1.25 mM Na;-EDTA, 1.0 mM MgCl,, 1 mM
phosphatidate, phosphatidylcholine& °©]-85t1 4% 9 =2 7t microsomal protein
A7E 7Foto] Whg& AlZFete}. 37C oA 1587 HE§-A]7]3L, stop solutions 7Fslo]
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HRS-S HAAZIG, AEA 1.25% ascorbic acid, 0.32% ammonium molybdate,
0.13% sodium dodecylsulfateE 7Fsto], 45C oA 2087 7F2 HAHAIZ] & 820 nmOJlA]
FBEE S4TAT

= O

AR Ao A = AFEES A 2sto] B get A& harvestdt & H4E2E tubeE
S0tk YAESto] BgHE AASEL, 0.5 mL2] 0.1M potassium phosphate buffer,
pH 7.4% pelleto] F71sto] 28 Aj&3ich Al W XS chloroform-methanol 2:1
V/VE FET T AR T ASHE Fot &HE A4 VAR R S 10%
Triton X-100= 83t 2-propanolo] HAth. ASHoA SR 5= BA48 kits
ARg-slo] BA35}AL total cell protein®] st 5 =2 LERHATH

5= 7t e ARRA NN FHATE S5 Heliie 24 F2HS AR
wd e YHETsH 2EdE AR &5 242 #FaL W off CHCLS S 223t
ALA71E ool Fal 11 fjofl 27|19k AEE0lE S8 sodium sulfated B2 T
223 CHCL 52 ¥l 22 A7 28 ths a4 55718 183t 892 2+
GRTh A9 FAE 547 F chloroform 22 447]9] 21dg Eaftet. &4t
AAF ST FF2 aHAE o83t kit AlFE ARSIl B4R,

(2h) 49X &M E(production rate)

FAAY FEE2 SAYLEE ol8sto AlEX T XANAY citrate cleavage
enzyme, acetyl-CoA carboxylase®} fatty acid synthetase A& &%3d}o] 7| & ojA
FRAL RO A% EZ o]-&oto] ARttt AT A|Fo|A Alzo] A 5 xCi/ml
[PHloleate €92 #7}5lo] CO, incubatoroAl ¥iF3teh 1A%t & wjgAS w21
MEZ ice-cold PBSE & AA3}1 2M NaOHE #H7Isto] Al2E Holmai A F <]
H| =37 dojue 2 1A17F B9t 95°CollA] HiYSIth Recovery marker® [PHloleate
(20,000dpm/Al=)& A7kl A2 chloroform- methanol 2:1Gv/v)& F&3ich
Thin layer chromatogram(TLC)°lIA A &S E&gt & FAdXgo] sfjFot= HHEE FolA
scintillation vialel ¥ &783t}. A= dd F JYH oleatemZ(nmoles oleate
incorporated/mg protein) 2. & WERALY,

SEAFAE AFEE(Sprague-Dawley rats, 200~300 g; C57Bl/6] mice, 16~
18 @)ollAl waterg 2.5% AFEH(body water, 52| 60%7+ E-0l2t 7Hggho] H=&
R E= B FARSEL 1§ 125 B9 A= ol 4% waters 20] AR

12F %o 7+ = A 2Ae FE519 olF 73 2F 247191 ¥iL methanol-
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28 A A Tl o] A A
2289 chloroform¥ 2542 —u—%":’j":]' T84 B892 HEal AR o AHIES 6
Al AIFEZS 3N methanolic HCI.2 60£7H55°C) A&ttt A4 g A AHZE
SHAEERE Edte] 84 B EHAE TS 52 dxst, YA ES acetic
anhydride-pyridine(2:1)2.2 A&ste] ZEA|E ET oA HO|ER AZA|ZITE, X
MES FEota S ZUETHI(TLO)O s THE acylglyceridesZ2H8 /A=
St SAAATE FP-E 71E A|eFo g EAg

() AT &4 & mRNA TE

ZHM|E 9 7F Z A4 & sterol response element binding protein(SREBP1), fatty
acid binding protein(FABP), cluster of differentiation 36(CD36)2] mRNA Z&d<
ZAottt, APAE W ZXHEZ o AE peroxisome proliferator-activated receptor
gamma(PPARy), adipocyte fatty acid binding protein(aP2), glucose Transporter
type 4(GLUT4)5-9] mRNA ¥¥ & S43t}

AAUHE 0T 529 AFEZ =E3AX AlZ = AA5E 2494 RNAE
235t & Aottt RNAQug)dl oligo(dT) primerE AM&5le] SREBP1, FABP, CD36,
PPARy, aP2, GLUT4 Z+Z+9] cDNAE §H4stt}. SYBR Green PCR Master Mix, cDNA,

primers, 12|21 RNase-free watersS 21l PCRZE ZZA]7It}. Sequence Detector

it Ol'_u

software® AR&5lo] Amplification data® £43It}t. Relative mRNA expression 52

mathmatical formulasE AR&-5lo] A5t
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(1) A A iAol #ojsh= 38 a4
(71 X|=tedz 2515 A (lipoprotein lipase, LPL) &4

@ post-heparin Z&0|A X|CHEE 283 A (lipoprotein lipase, LPL) g
LPL2 S8AES FeAA SEAER EoiAIZIH. LPL2 2 EAEdaAx
oA heparin sulfate®} A3tsto] 24 st=t], LPLS EFol+= vl EA3t}. heparin
A FARSto] LPLE @52= thd FeAl7] o] Iutd oz LPLE/de S4UH. 5=
Al 9 QJIAIAEAR oA S AdsEolMe sE2 AAAZ £ sutd S A9
FARBEL 10 & A2 AFstal A2t @42 =t AA HAHY B%, 35
JEiolA heparing AF 1kg B 30 TH= FHFAGEL, 152 Fof Eedth 2 mM
glycerol-tri[9,10 (n)-°H] oleate, 189ng/ml L-e-EAE|DZ(phosphatidylcholine),
14 mg/mL 283 LHEU(Bovine serum albumin, BSA), 140 mM Tris-HCl(pH 8.0),
15% glycerol, 10% $-EjoF&H(fetal bovine serum, FBS)CZ 7|2 &HLS FH|gtc},
LPL 848 &43517] 9JelA= hepatic SR lipase(HTGL)EAS JAI5k= sodium
dodecyl sulfate & 50 mmol/L& 7|& &Ho]| Hr}sta A2 4lo] 37°CollA 3087t
B g3t stop solutionO 2 W& FEAIZ] Fof MEE/SERXE/HATS 3 A1

QBT FFAS Hotol ACS 1€ B A% AS7|2 P ST LDL
F42 Y 1 mL F 142 B Y A PAHEEADY 5= (umol/h/mD)E vt
e},

@ Pre-heparin % X|CHHEE 2812 A (lipoprotein lipase, LPL)
Pre-heparin @& oA A tuld BEojas
Eoto] fjot FAgt HpHo R I A Bejad a4 E/dE ZH3Ith post-heparin
G A= Al Boas o FEEE AHol oy SATHEA) A4l o] 59
BF7boll= Aol Aot heparing FUSHA %2 pre-haparin EHofl«= LPLO] vl
EA%tt. 18y pre-heparin W heparin o €old 4= Sl+= o8 A4 79
& S SuE-FE @9 1, JuE Folg 1% 24 B oS A R Supof 2%t

A 23l 52 2AIHEES HasH g = e Aol A

S ELS

ﬂl&

o
=

Ay m&
ﬂ] (]

oo
QH
d

N

N
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(Lh 2+ 54 X)4} 2|ototx|(hepatic TG lipase, HTGL) &8

LPL 34 B4 SA% 22 THoE TEATEY AAZEAIFNA EHS FH5taL
HTGL &4 E4& 7%t A2 LPLEAHHTY sdstd, HTGL SHA =,
FAol| A LPL 8/3E AAI5H] 9130 tris buffer, pH 8.8(0.75 mol/L NaCl Z3HE 7| 2-&
ool H7tsto] vttt oA F 2lotolA] E4(total plasma lipolytic activity(PLA)=
LPL /43 HTGL 8/4< &ato] Attt 4o =do] o A &3 a4l 9F=
FEA olUH, FHF AR Boliaao] gt AJAE FE2517] HoiA+= pre-heparin ¥
post-heparin @%olA] gjutolA] £7o] dasir}. hok AFEAT} 20 HFH | pre-2F
post-heparino|A] Z73t 2|atobA] &/dof Zo|7t glaL, A lipase 4T S7HTHL
7P SAAR 1A B2 FF SAA 43} oA et wEo] Uthal SRt

(Ch) Adipose triglyceride lipase (ATGL) ¥ S2& DIZH X|CHHE 25§
(hormone sensitive lipoprotein lipase HSL) &AM
AEES A £2)(100mg)< 4ColA #&E2HAX1 & 4 Esto] AYRES AAT
B8 MENo| A ATGLI HSL B484S 43ttt 71489 2 2(1(3)-mono-PHloleyl-
2-oleoyl glycerol®#} L-e-phosphatidylcholine, BSA, Tris-HCI (pH 8.0), 15% glycerol,
10% FBSS &8sl 37°CollA 30&7F vieFsttt. 0.1M potassium carbonate-borate
bufferg H7lsto] ¥ SAAXT WEHS/EE2EXZE/PAHS Y1 WA EAE 4
Aats EEent. AS5AE Fote] A% ASVE WA #E S4%H ATGLT HSL
/32 1 nmol 78] A4 A4 k= u|gtth. ATGLY} HSL 842 A= 59 & oid
Frot: ol lou g HuiAREo 2 HAgs|of ity

S

(2) A gAL A=t

(71 Acyl-CoA Synthetase(ACS) &4

AP AYI SEAHNA FH0] 7Hssttt AldT A= AlE EES At 7
E= AYA|ZE PBSE F W AlAe H, 8455 45893 Hrlsta Y4l otof A3
H-g do] A MEZ It FEAFONA = CAHY 23S AA 24& W &, A7
#3235} d&L8M(homogenization buffer)E B3 #A7|E ARESto] #ASA 71t #3F
A HA Bt 45HS MEZ ARERIT
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ACS9] &4 =42 A= 7|4 H-SH(200 mM tris &EH, 14.5 mM adenosine
5'-triphosphate -2H(ATP), 42.7 mM phospho(enol) pyruvate -&(PEP), 72 units/mL
myokinase E4(MK), 120 units/mL PK/LDH &% &4%5, 49 mM Coenzyme A
5.3 mM B-nicotinamide adenine dinucleotide, reduced form solution (3-NADH))<
day Z AL 5 ACS €N 0.25%(v/v) Triton-100, 0.98 mM sodium oleic €&HE 211
ThA] 3§ & 412 & FHlol &7 34 OnmollA ACS 5% W3S 43t ACS &4
units/mg protein® 2 YERH AT

(Lt Carnitine Palmitoyl Transferase(CPT) &4 &4

A Ao M= A ZE 10% BSA7F 5°1= DMEM HiA oA 244171 Bl et 0]
A E AASL A22E PBSE A1 e &, 718 ®iFY [50 mM imidazole, 70 mM KCl,
80 mm sucrose, 1 mM EGTA, 2 mm MgCl,, 1 mM dithiothreitol, 1 mM
Kaliumcyanid, 1 mM ATP, 0.1% fatty acid-free BSA, 70 #m palmitoyl-CoA, 0.25
£Ci I-[methyl-“Cl-carnitine, and 40ug digitonin]olA] 37°ColA] 6= St ujoFsict.
v 2]o]] T+ AAHperchloric acid)® d7lsto] M-S AA| A7l & N EE Z:3lslo] YA
Ea3tt}, pellet? deionized H, 004 AdEst Hetga &3t Fek2o] dq3
1-[methyl- YC]-carnitine® %3t} o4 7F2Yel &4 (amount of acylcarnitine
derivative)®] ¥ LERACE

SEAYONA = TEA 1+ 2 ZR2AE A& Tris buffer2 #8313ttt 24
oA mEZEEol £85 Resto] MER ARG SAYELS vEZEor RYES
714 BiFqol A 47 5t 25°CollA HigRITE vl Fofl B Aol 1 1Ci (0.4 #mol) of
|-[methyl-'“C]-carnitineZ ¥7}s}0] 487} ¥SA7Ich WhgHo] kS 1 N FARS H
7kstol uhe-S FA ALk wjed o] E0i9lE 1-[methyl-"“C] -carnitinedg HEtE=
FEot0 273 H|wste] CTP % 8L E FAIS.

0l

(C

—_—

) K|EfAF ASHE(faty acid oxidation rate)

AT Ao M= AlxLof] AIFAI =S AFsto] 2417t Hig F HijA & A Asta, Al2E
&&-89(114 mM NaCl, 4.7 mM KCl, 1.2 mM KH,PO4, 1.2 mM MgSQy, glucose 11
mM)2.2 303t vigRtet. v Fof AZE oA 71 BH(114 mM NaCl, 4.7 mM
KCl, 1.2 mM KH,POy, 1.2 mM MgSOy, glucose 11 mM, 2.5 mM palmitate(@F71 7}
A3E 10 mCi of [1-1“C] palmitate)¥t 0.8 mM L-7F2YE-S H7lstar 24]7F vfofsict.
2A7F & HjQFHo] benzothonium hydrochloride® H7}ste] “CO,E #W&dHA sta

HEE 8 gFAo] 7% perchloric acid= 718l ¥H-8=% 8AIA7]12L benzothonium HAM

mlo



ol

AAS L 249 HCo] Fe QA FAS7E B3 B4

A9 AFEEO] 9o IS AF9lsto] [1-1“C] palmitate(2.94 mmol /kg)S
Fol 2 U £HlEE COE 24A7F &t 37ttt AMAE Absha-2 24417
Stet, AR HFEBAST 252 G2 Fo MOt iEEH IS
. palmitate A'§AFo] BEs] 48HE &2 o] gieh

1o oft Hm
S o
4
sy
ot
—
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filo
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gl 54 71%5PE}. Al l°4°ﬂ 1% 31 3T3-L1 A2
H
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fol

il

5l *ﬂifl\—g =24 ":"_]'E]'.

EAIAo A= CD36 null FFH-A9] 18 A% sfE& A2 2744 mm)E s}
MZAsE M1(129 mMQ NaCl, 5 mM®9 NaHCO;E, 4.8 mL KCl, 1.2 mM¥
KH,POy4, 1.2 mM9] MgClz, 2.8 mM9] glucose, 10 mM2] HEPES, pH 7.4)° &7t}
IAIZE &t A2 B F7]ol A v efstaL, viR|oA &5 glycerold= 919 2 WH
kit AloF 2 ZA3t} 540 nmolA FFE2 S7hH= HiAl WollA glycerol 5% S71&
LrERdTE

o

<

AN

4
_lol.noﬁ>‘iﬂlhu

AuHog = Mz 7F B 25 A9 A total RNAE Trizol reagent(E= RNA
extract kit)Z o]83l0] 2&317, &% 9 SRS Slgkt}. 33t RNA, oligo(dT) primer,
dNTP, reverse transcriptase, RT buffer. RNase inhibitor, RNase free waterg °]-&
Sto] cDNAE /d%tth. PCR FEO| /3 cDNA(PGC-1a, FXR, PPARe, HNF 42)9]
forward primer®} reverse primer, SYBR Green PCR Master mix(®E= Tagman)S
A7Vt A ZE primero] WEE ¥ 19} cycleS X A@3lo] quantitative RT-PCRS
AABY. Ct(eritical threshold)d3FS normalizationdt tF2 A& H]&S H|w5lo]
PGC-1a, FXR, PPARe, HNF 4 mRNA &d A= E &H3}

7t 2804 9] AMP-activated protein kinase(AMPK) §3A @3 &4 2 E3]
IFAAYL 1EFY T 71 Aol gk HioleubAR {851, GLUT4, SREBPlc,
FAS, PPARe, adiponectin 59 §#2 &dx Zro] =33t AMPKO{-AA} drd2

9ol AAIG HpE R 24kt
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EE FENY ol =22 B+ US H
—

0o

Ht. 2[Et X| &

H7rolA 53] JAAHEAANA

(D) s==4 34

sElEdle AR 44 Y & Aoy sjRota Fejo] wet Aol7t A 4+ A
ERujo] 1y 7]1&2 3 &7 g2 90 cm ©J4}, oJ&}F 85 cm o0& WA B
&2]-JgolEd H&(Waist to hip ratio, WHR)Z BH3}7| % gtct. 3]2]-JgolEd
Hlgolg go] o thet sj2lEe 2 vl&ol s ERuHnhE wAste A oot ALk
Y EHE dYelEd = U "oh #g2 WHRo| F&+e] 3% 0.95 o4, oize] 4%
0.85 o]Ato|y EXu[uto g WA s}

(2) Tumor necrosis factor-e(TNF-e), interleukin-6(IL-6),
Plasminogen activator inhibitor type 1(PAI-1)

AAZATHYZAA A enzyme linked immumosorbent assay, ELISA)S 0]&3%t 7| E
,qo]:_g /\]._Q_ oq o) _,] TNF-¢ 5%, [L-6 5= 1:11 PAI-1 :—;H ohq— EE/\]o]_L]. o];q] 4%

RS

]%]Oﬂ/ﬂ TE HZ otal @42 Eeloto] Al A|RE ARSIt & 42| AR IF
= o] Qi+ plated] A=EE Yol ‘E‘J%’\lﬂ T, Z47He] A E whSAIXIE. o] % horseradish
peroxidase(HRP) 4% Yo} ¥r3A]7]1, HRP &40 dist 7|d& TMB |4 4

)
TMB 71d 842 9l 204 11~2183F B-SAIXIH Stop solution(®@4hS Hol W2

FEAZIL Aol MeFE 450 nmolA FF== ST EEA Q| T} Hawsto
A29] TNF-a, IL-6, ¥ PAI-1 B35 AT FFE7F #5545 oft XA &1

== 1
TFol === YRtk
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2WISHE 154 Wt S0l

3. Al A7 Al ARy

ot AlEEAl

HepG2 B A4 A
Ho 13 NETE450 A28 B 540 Fo T oz Q3
o

2 715l I A%
g 27

ga1s1o] 8ol owr

(2) vto] Qu}A

Amo] FHA A4S B 99 oAE AL Aol 4Ash e vtol out el

& 24, @d I, mRNA 99 52 SAIH

It

() 3AA
AlAETE d223 AlE S SAIA LR Blasto] p(0.05 oA frolde BT

g5 AT A 2 &sh] $fste] 4-953F 7 C57BL/6 mices ®ol A
ot

(2) AE4A

AHeES 2= 4old st AldEd S 355U, ZAIET £ == AUt

=2
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(3) ¥tol 2t~

Y FAAY, 2ARE ADelAe] FHAY 5 chrt vlol entAE S8 4 9tk
(4) FAA

A AT 2 AR BAH R Hlwdtel p(0.05 £EoNA FIHE WA
Ct. QIMHEAIH

(D A AH3

(71) M-S RHOIAL

o=
s o e FE5HA ¥e AL HAE At

(Lt) CH&RE HI2|7 12 (A

O A ¥A FZ A 85 ool AE tirte] FFE F= FEolY UA7|4E=
A&Hog 2835 tii g2t

O thZ9 dgo] A= WA

O ALEAM, HEF, 2EEA ¥ 189S EAH(=160/100 mmHg)

@ T EFEEE=126 mg/dD)oE ATy okE E83Q0 A9 Ee AW
AAA FEEY 126 mg/dL 242 3Q1EH AL

® 7715 o (AST, ALT A4 A2 3.08] ol 45)

@ 41715 #ol (Creatinine A4 AeHx]9] 1.54) o4 A5)

6 A 715325 4 7IsA ks

® TS

O 74 1Y AHEESO] U= A

O AWA F& A 45 ool WA it =f
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O dAE 9 =5
O AFAZ 2 Agel AIslo] BAWT T B Je 49 EE g
O 370 ol 4 AIFA

(2) AIRAA

2Z2uA, Yok 2 d(randomized, controlled trial; RCT)E 7|22 =& 3t}

(3) ¥fo] .ut]

2% T 5 g Hol A E SAHE & Tk
4) SAA=

Al ddte H2an AlddS AR Hlaste] p0.05 &4 Fo4de B3
Sl
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