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ADA American diabetes association
AGEs Advanced glycation end-products
AST Aspartate aminotransferase
ALT Alanine aminotransferase
BF3 Boron trifluoride-methanol-complex solution
BSA Bovine serum albumin
CETP Cholesteryl ester transfer protein
CRP C-Reactive Protein
CVvD Cardiovascular disease
DAG Diacylglycerol
DAN Diabetic autonomic neuropathy
DAP Dihydroxyacetone phosphate
DHAP Dihydroxyacetone phosphate
DM Diabetes mellitus
DN Diabetic nephropathy
DPN Diabetic peripheral neuropathy
DR Diabetic retinopathy
ELISA Enzyme linked immunosorbent assay
F-6-P Fuctose-6-phosphate
G-3-P Glycerol-3-phosphate
GA-3-P Glycerolaldehyde-3-phosphate
GAPDH Glyceraldehyde-3- phosphate dehydrogenase
GC Gas chromatography
GDM Gestational diabetes mellitus
GFAT Glutamine fructose-6-phosphate amidotransferase:
GK Glycerolkinase
GLUT4 Glucose transporter 4
GOT Glutamate oxaloacetate transaminase
GPO Glycerol-3-phosphate oxidase
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HOMA-IR
IDDM
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IL-6
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JNK/SAPK
KH,PO4
LDH
LDL
LDL-C
LPL
MCP-1
MDH
MUFA
NAFLD
Na;HPO,4
NF-xB
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OGTT
p38 MAPK
PBS
PKC
PUFA
ROS
SFA

STZ
TiDM
T2DM
TC

TFA

Glutamate pyruvate transaminase
High-density lipoprotein

Human leukocyte antigen

Homeostasis model assessment-insulin resistance
Insulin dependent diabetes mellitus
Interleukin-1

Interleukin-6

Insulin receptor substrate 1

Jun N-terminal kinase / Stress activated protein kinase
Potassium dihydrogenphosphate

Lactate dehydrogenase

Low-density lipoprotein

Low-density lipoprotein cholesterol
Lipoprotein lipase

Mouse monocyte chemoattractant protein-1
Malate dehydrogenase
Monounsaturated fatty acid
Non-alcoholic fatty liver disease
Disodium hydrogenphosphate

Nuclear factor kappa B

Non- insulin-dependent diabetes mellitus
Oral glucose tolerance test

p38 Mitogen-activated protein kinase
Phosphate buffer saline

Protein kinase C

Polyunsaturated fatty acid

Reactive oxygen species

Saturated fatty acid

Streptozocin

Type 1 diabetes mellitus

Type 2 diabetes mellitus

Cholesterol

Trans fatty acid

viii



TG Triglyceride

TNF-a Tumor necrosis factor-a

UDP-GIcNAc Uridine diphosphate-N-acetylglucosamine
VEGF Vascular endothelial growth factor
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Abstract

The content of trans fatty acids (TFAs) in several commonly available snake foods
was analysed. Futhermore, the present study was designed to investigate and compare the
effects of saturate fat (SFA) and trans fat (TFA) on streptozotocin-induced diabetic
development variation. Mice were divided into 4 group: normal group (without DM,
normal diet), control group (DM with normal diet), DM+SFA group (DM with 20 % SFA
diet), DM+TFA group (DM with 20 % TFA diet) for 8 weeks. Result showed DM mice
had lower body weight, epididymal fat mass and serum insulin than normal mice.
However, DM mice with SFA or TFA intake had higher body weight, epididymal fat,
fasting glucose, homeostasis model assessment-insulin  resistance, asparate
aminotransferase, total cholesterol, low-density lipoprotein, interleukin-6 and tumor
necrosis factor-a compared with DM control groups. The intake of TFA increased
epididymal fat mass, AST and liver IL-6. Both SFA and TFA intake affected DM mice
glucose regulation and enhanced liver inflammation. These findings suggest that both

TFA and SFA diet deteriorate diabetes.

Key words : trans fatty acid ~ saturated fat ~ diabetic rodents ~ inflammation
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FHRP A B s R A e FREKREI I T RS
PR~ Bl A T enh *&  (Hegsted et al., 1965 ; Samuelson et al., 2001) - 2010
EERaF AR Gdpadpd o foighE PR ARBRRE 10% ot ER
SroE ik ¥ OEEIER G R AR B 0 ARG G Bt e i F B p (USDA. and

HHS. 2010) -

e NS R oA WAl P PR ER 2 LDL § & LDL i 5 pF
g g B2 V3 LDL i At o AR F] S o 5 T wre 2 H
Pixplmre > EPoR B p A2 ALF > EPisk g AV S Evimie » A4 3F 5 g
L4 F4e IL-6 f= TNF-a > @ ¥ it 4] LDL & 4% E v 0% e scavener receptors #15%
o0 A5 foam cell & fatty streaks » iz 4t #5908 = ¢ % 94 = fibrous plaque »

HAF b BEEY A R ewd B A RDE R (Lusisetal, 2004) -

BACfOrg pAR & € SR E R 4 > Sl AesTl s F o nmieiE R R e AP
€ 1ie Fq i e A i MCP-1 0 3 Tt 351 B eiilm? 38 » #95m%e (Curat et al.,
2004) - &+ ¥ B Ry R e ‘%‘c«p\ 3 = % 5-10 %HE eimfe 5 @ LR AR R A B
7 50 %hE vz IR o RIEPE R A8 TNF-a 0 B33 U F o T (8
v v kR N PR AL PF ek TG 1 B 5 M R T L e
B EIep gk AR B-F LI i S KA A 0 FlR Y E
gif WL G R A 4 o A e AEs IR AT 5K (Lagathu et

al., 2006) -
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i E st g 2 AR A sldeT e i &2 ¥ Fofs (Mozaffarian et al,

2006) -
VSR L E S i R RS AT

(@) WHTRHEHRET XN F WG §F S (5o 2e % 2 i apolipoprotein
Bejk & ~ g fe= 5% LDL 2 > HDL = * » LDL-C &Eﬂ‘iifﬁ*} (Aro et
al., 1997 ; Mauger et al., 2003 ; Matthan et al., 2004) ; F&p| 2 ¥ 5 84 2 & &
P WAL B R P X B eniT > M 4o "z free cholesterol {- cholesterol
ester % ff ok ik B Jf( CETP /E > # ¥z LDL + 2 >HDL ™ *% »
i¢ = LDL/HDL & F 2 (Mauger et al, 2003) ; * ;% Pg%sps { @ 7o %
lipoproteina + < (Hu etal., 2001) » 3 4c w5 52 ¥ o

(b) & s\ rg s 4o apolipoprotein A-l 4 f& & 385 > 18 & 7g + 2 (Mitmesser and
Carr, 2005 ; Matthan et al., 2004) -

() BFrR&%EF > ~EHAR&KIF FF N rfga > FRBERADTER :ff:
L EFE R g T PR i R TR L o TR S\ P R pL e g g Y
lmRe WP SRBL A s iE @ 8 X% E & At A (Ibrahim et al., 2005) -

(d) F{ppTpEREE >l LE T&4p #(TNF-a~ IL-6~ CRP ~ MCP-1
FEARE o A N F R LR A S B R SRR A

(Mozaffarian et al., 2004) -
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(1) AL EHL #EE = 200 mg/dl
() 78 |z = 126 mg/dl

(3) TIRT5 25 OGTT & ) PFfsz w &2 = 200 mg/dl
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W s R

¥ 1318/ (TIDM)

Ao TIDM k2 BB R RB R P2%  WHENF QI 2 F 0 EH AR L
d 20 A e froIk B TS 6 EORA P e X p R 2 BUIR 0 R OB ek
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3.

F OBLIEOL | mre e R FUR e islet fw 72 £ ~ insulin autoantibodies + GADG5
WEQRFIAMHE P Eps A H R FAE P i MPFELSL 3
ERIE AR | & A G F e = F4Ee g (Atkinson et al.,

2001) -

¥ 2 2 f s (T2DM)

S A T2DM 9 ik 2 BB SR B R 98 % 0 2 ¢ 80 %2 T2DM 5 & 5 %
BEEEA) 0 R A B A 2 TR 2N R A E B A A ek afe
WA g R R TR L § R en % A& 4 (insulin resistence) - i
B0 F R RR AR B el arildech o i 5 2% G & k0 AR

(NIDDM) » 348 Fos * 7 5 (@ i o 7 -

S 4% 4% 5 (GDM)

GDMZ & 5 2 6 5 - X% 2 T2DMA § X $ RIS £ 2R 3 %
stk B ¥ o GDM¥t* Bfrisiaf @ ek P T WE P F 4483 12
PASTE R A Kok JUILE Mg 7 f RF O ehab iR 2 P i fe £ T2DM
Gl g W4 o S FGDMB 4 K 257 % » H ¢ § 15~45 % GDM B % 1 E &
o MR WL B AP B A Sre Y Vi g MR QI 245
FAT oA MTAL HERA G RE I BL B FHHE X ki 5 % (Landon

and Gabbe, 2011) -
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a]%ﬁ;)}%, # ¥ e (diabetes complication)

AT L ARIMEERBT LD EENFLMLIRET T iE
- H R P F A pE CEY o g R ROS EAN 4 > 4 ROS 24 8
P& ST e s LR Re e X E Y 4 R B3 foim e ek 2 4TS (4
PKC ~ VEGF v NF-kB) » it i W ‘w¥e frd IL-6 ~ TNF-q % & &3 4c » 12 S 88
PEESEY A R LR B OBERE 5 F 4T Ha e (Soskolne and

Klinger, 2001) :
1) == ? E %

FaAEg BRI > e BAK Y b - ¥ F L RBRT
ek W F R ¥ B A Y prdp N 7 A Js(CVD) L T2DME # 2L 0

s B g 0 7R B M2 911 & R ¥ (Semenkovich and

F_&

Heinecke, 1997) - CVDidp ~ #27% ¢ "pi5 ~ L ivimiz R £ 4T3 LR

—=

i PORE S EBP Asab o RPN LR E R s L FH I B

FERERF I &L 2B o
) b E AR

& 454 o T % (DN) » %@@m&%%%@@iogkﬁi&%ﬁ
WRP FERARIAEFLFER BB AR R L BT
X 35%: F ¢ 97 90 %2 MR R & € ¥H o 15 20 AR HT AL B R %
%%%&ﬁﬁ?%ﬁiw(ﬁhmh@%ﬁ%%%?%%éﬂDM&ﬁii

FF T § AR 4p 110~20 %HT2DME K € AL THREE 0 A H Y g

20~50 % 5 € & it = W Fi * T I}% (Ritz and Orth, 1999 ; Campbell,
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2000) e A7 g BT AIME £ F FRARIT WAL T OV RSP F RS G

T M RRE T RES T RA2Z 4 (Sharma et al,, 2006) -
(8) #

oA S R AR B LR 0 2P 75 %R &
WA 55 % (Bansal et al., 2006) o #& fops sl A end! Sop %7 4 5 f 140 %5
7 % (DAN)fe % i 40 S5 % (DPN) e f 240 S % e 46w 27 B 2
AR AR s R e B R REN R D R EH SRR e A
HERFEFVE A CREE N A2 arn g 2w g~ RS

TR AL G € o s AR .

A BRBEEFCFLE R

o [B12-2] > BAm R FIPN g TSR 2 GBI > A4 544
2R PR AR N ik o f e N ORORA A R R R R P
fwreAd 4 ES ROS &pd 2 g RPN F VRS A AR VRS STR BT
(NF-kB ~ p38 MAPK ~ JINK/SAPK) » & # &4 & 2. ¢ B S84 $ » & 3o Figps
iLiTr g 4 pEi % & 5 (AGES) » Bagw 3w L& (TNF-a~ IL-1 2 IL-6)2 = » 3
% IRS crisering - B AARL T o AR G AR L B ERBPEF U HedEy
G 5isid O BB S 2 (Evans et al., 2002)- ¥ 7 #7 7 45 1! AGEs ¢
fhw M ERREREH e L2 FUF gL i,%;;’qug:ﬁp:;ﬁe:&‘]:}_f’rm’ N
| J}%%i%fpﬁam #wmrz2 A2 (Yorek, 2003 ; Basta et al.,, 2004 ; Jay et al.,

2006) -



[ 1 Free Fatty Acids |  Hyperglycemia |
| I

v

| 1 Mitochondrial ROS |
7 Macromolecule Damage

‘ T Oxidative Stress

T NF«xB
1 p38 MAPK +———
T IJNK/SAPK |

4'%
v v ¥ v

| 1 Sorbitol | ‘ taGe, |1 DAG‘ 1 Cytokines |!
e 4 Pl T Prostanoids ||

| RAGE | TPKC | N

N

A
| | | AN

ill Insulin Resistance ‘ l B Cell Dysfunction |

'
-——-!Eiabetic Com_p!ic;ations }-—’

[F2-2] % o 482 PE3rg ppeis v § 1 B4 U SRS E R Op & 3 S
(Evans et al., 2002)

W Rm B FI% g R S R R Y o g A [ 2-3] * 3o ¢
(1) Polyol pathway

Aldose reductoase = % Lg% - i FU4|pEZE 0 22 NADPH
HBRZ TV R EBBRET hF CRREE B BREZT £3
S i FBEEd R ET 2 sorbitols £ %gvj sorbitol dehydrogenase % i+ =}

= fructose o

(2) Hexosamine pathway

B oo bk AL TR § o F-6-P dafg 0 T A5 d GFAT it T o figpe
glucosamine-6-phosphate £ ## = UDP-GIcNAc > * UDP-GIcNAc *} e

GICNAC % 38 55 02 pfL 1L 18 % R-Fod H 345 > 22 R K Fd F g s
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A2 BHB Fd 2 Bend 3 08% > - b B wre P R T4

EEE L B 3w o

(3) PKC pathway

e p AR S R RS PR PR A 238 5 T
+ # b (NADH fr FADHp)» .0 F @3B iv 52 & % § ohig§ 1hag
3

pd2h(02) Bl x 2 R d A g 4rdIEfEAE %R GAPDH >
% i PKC pathway & DHAP 5% & = glycerol-3-phosphate £ fg it 25 =

DAG > i&—- # # = PKC & »
(4) AGEs pathway

mie N FEMET P T BEY B ALY GA-3P - DHAP A f3a) =
methylglyoxal > * % & 427 ¥ ‘5 d B R psis® & é”iﬁ—,a*-‘f I Ry

AGEs {7 =

NLREFT G we RS R A d e RN L ET 2 A
G TR E RN L LB BT L A ]k L T b

k3. (Brownlee, 2001 ; Ceriello and Motz, 2004) -
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NADPH NADP™ NAD*  MNADH

T Glucose .
TSorbllol T Fructose

4 Glucose-6-P | | | [Polyol pathwa

-~ tai ine-6-P=34UDP-GIcNA
TFrucose—a—P ucosamine-6- -GlcNAC

GIn  Glu
Hexosamine pathway | |
NADH NAD™

t orap 24 a-Glycerol-P =1 pac=>1 PKC
_Protein kinase C pa

T Glyceraldehyde-3-P

NAD™
|GAPDH ‘_TO._ T Methylglyoxal —l"T AGEs

NADH BN AGE pathway |1

1.3-Diphosphoglycerate

[ B 2-3) % = #&#73% % <9 polyol ~ hexosamine - PKC % AGE pathway
(Brownlee, 2001)

P B CHB OB TERZEFER AT LR £ o F L5 BR
PPN - R o R G IR EF FIEAIR RN B e
B L ERF ARG AERDG T H AL R ok FRA AR
BUMES L2 Brd af XF Y 60 RE T B g LTy mie s 7
A E ()R N F R ek o 4o TNF-o s IL-1 2 1L-8 5 ()48 % & i bm 2 i
% o 4o IL-4~IL-10 5% © A L6 5 5 #acimie s > PAAMAEF B 1
FBHTHEFS M A ASELF LR R R mie 3 T H~ ki
t22 2 £ (Etoetal,2011)- 3 L AR F o VRPN R Bt B R E LT 0 FE
RPN E i e o IR dmbe ek 400 i@ AR b F A2 & 2 (King, 2008)
RS £ R T I S e IR SRR L RN Sty S
w50 4o TNF-o ~ IL-1 ~ IL-6 > 4ei# #8 3 L i®*  (Dandona et al., 1998 ; Winkler
et al, 1999) » # ¢ IL-6 1 & d %q9slmie &b 0§ fq ke B B Wi IL-6 pF

T A W i ERK RS X ® 35 3 IRSL b cndi vepb it (v o F)t Frdl ok §

12



N

.? %‘i‘ L@ V,ﬁ ) ﬂ?ﬁ?ﬂjné%g’s%&g#% ’ %;’ff(‘“’_ ¢ ’Ji\,.% %ﬁ‘éqﬁ %i?l]'}f ) fg" %E,'Ei\,ﬂ;{{

~

RS S EE o Mo p Y e EE kR 0 @ 2% g F 12 (Lagathu et al,
2003 ; Bastard et al., 2006) -

W g 7 R ¥

T2DM 2% § F Ieduft o g %% 5 & &2 5 »adrd] fq f# 15 % (lipolysis) e
EANILE R R A e SELd ik SRR S O s AR
)k & (Semenkovich, 2006) - 4% Fops ¥ Lo g & ¥ A (DTG kA 3 -
(2HDL k& "% % > B)LDLER v 32 # A M 2P A4 £ > e FIH s WH
R RRRB OTUFEZ L RPN O AFF VRS BF AR oA ER

i %A - (ADA, 2003) -
Y LR YL

)T a0 STZA BB 0 A MG Bk e N - ki 0
P dR G ehk & B AT o BB R B L B %T%?"al%%:;)i ~3FEE TC~TG % LDL »
A gL g 2 et dp i HOMA-IR » & B 3% = 3%5%0% Ldp ik ALT 2 AST &
(Zhang et al., 2008 ; Krol and Krejpcio, 2011) » I 4c & #5885 &L ]+ CRP~IL-6
% TNF-a ¢4 = (Khanetal, 2012) ¥ 5 = ;;wﬁ BRI & LR N/ B g
Braba4kS STZ 82 BARE >+ §# ¥R RLF TC TG ALT
% AST 2 3 (Sahin et al., 2007) -
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AFEG P E 20 % WE dvfrde b 4 G 2 20% WEH B 5 F Rl 4 G
@ STZ# %2 DM /| B - #5348 "o 4 a $ DM /| K2 55> Tt fbefodr & 345
L DM ) RS 0 AT L EMARBOF N Bl d gl o FiE- A

P E AR AT R(GC) AT B Y BN S B g F SN AT E 5B A K

14



Frd Mg

AP i r st 5 kds CH57BL/GINarL - 28 5 pEE p MR PE LR €7
HEFEATEL Y AN AFEL R o BREEER LB
TAREEF FE 12 ) pEkREHI(12 P Y F 12 P PR R)
FROERFAIT22°C ApHIER 55 %o B L T H AR E - Bl Eopd

BE o r TSR ST TOMEE 25 % 0 L STZH% %«7}}%}5]'\){}‘:,/] B

G -
FREALS

(@) KIRKLAND SIGNATURE j& @45 b » ¥ 5 & fc%y wdm b (SFA) » BLp 459

=

4 25 —
AR LR A

—=\

(b) #biE DBt dmi o (F5 F 2 ondmid (TFABER = A & S5 112

2

7

(c) - 4x47#L : Laboratory animal diet (MF-18) » BEp #2744 Fo L F 12

AL

W ERE
(@) FAFRE

15



STZ,98% fLp % & Sigma 2 ¢

(b) st #E

(1) Citricacid FEF p P A e % 1t ¢ 40

(2) Sodium chloride F£% p # & Sigma = &

B A2maF Kbk LA SHLG AN AT
(4) BSAFE p £ K Sigma = &

(5) KHPO, B fi A sk ' B Hk 58 ¢ 4

(6) NaHPO4 P p p & Wako = @

(7) Bio-rad protein assay (Dye reagent concentrate) F£% p # ¥ Bio-Rad = @
(8) Methanol pip % & Tedia = &

(9) Chloroform pp £ & Tedia = &

(10)BF; ptp % B Sigma = &

(11)n-Heptane F-p # K Tedia Wako = &

(12) Triton X-100 p£-p £ B Sigma = &

4. LHEEHmEE

(@) Mouse insulin Kit F£p 75 & Mercodia = #
(b) TG Kit £ p = & Fortress Diagnostics = &
(c) TCKit pp % & Fortress Diagnostics =
(d) LDLKit pp = B Fortress Diagnostics =
(e) ASTKIitp% p % K Randox = &

() ALTKIitp§ p % K Randox = &

(9) Mouse IL-6 ELISA kit F£% p % K eBioscience = &

16



(h) Mouse MCP-1 ELISA kit F+ % p # K eBioscience = &

(i) Mouse TNF-o ELISA kit F£§ p # K eBioscience = &

RERA

(@ pap 2%k (pH meter) : Mettler toledo > 5% 1
(b) & s :
(1) Hettich - Micro 22R - 1§ &
(2) Eppendorf > Centrifuge 5810R - ¢ &
() 4 sk &+ (Spectrophometer) : GBC - Cintra UV-Vis spectrometer » ;%
(d) ®EBRFFSE AS3560: 2k E LG IaF
(6) & & 4 Hpcd gietd (ELISAwasher) @ Bio-rad model 1575 » % B
() Hcdz » sk g 2+ (Microplate spectrometer) : Bio-rad xMark @ % ]
(9) =
(1) Glas-co > # B
(2) Bullet blender™ » % &
(h) -kip ® :BH-230D 5 #
(i) GC : Thermo scientific » % B
() & #Efs 1 TD-4207 > ;38
(K) 5 #E3#A : Easicheck » 5

@\:‘ ~\/‘
ABBR S B0 A 0 AR S ESERIE g HBR S RS iE

G SR PR C YA O99 £ 80 5 100 & 4

17



1.

A p o
}\Flr-r-

e

©
KAHEF D B G N B BAEEE S HABE oET R
G SR PER YRR 99 £ 80 5 100 # 4 0

SR B R

W F B 1 S

12 45 Kunjathoor % 4 +- 1996 3% 4 C57BL/6J/| &4k fi s 2 HiE5° » # * W £
23~24 g 2 z2lh ) Bl ZPR6~8) pEESd MR b 7 5 0.1 MR IFEL B R R
(pH=4.3)e7STZ (3] £ 45 mg/kg body weight):dt 54737 = » 154 {8 8% 8 & ¥
B o AU LSRR T ERR SN S AR R(FERE £ S

6 2 " #= = 200 mg/dl) -

R AR

[# 4-1) 9%~ &

KA EX 4% L33 Gl g 4ok
normal normal 10 B Z — dp 4ok
DM DM 12 B S 2 — A 4ok
DM+SFA DM 18 20 Yokw frig hdmd AL 2 — AR oK
DM+TFA DM 18 20% % 7 F 3\ P ihdm b & & — AR 4R oK

18



JRNEHET D FHORE - SRS 5% 5 FEWES L 25
st B~ normal ko 1448 & o SEHS A S 2 w0 0 STZ S B AR L
il B8k WSk PR E X [ HATHA Bk T ks PSR
FE7aeE ] RMERE 0 F 14 % PR (L) e BRI 0 AT

SR ETER R A2 Poal R 2 B R SR T AT e

() #7k46 8H

Sl BT S 24 5 p A OCYMFL8 R i BL&nL o L3 7 4c 20 %
Wit 4 2_ £ > 3 B 4R B el et € o 1% 3R g b AR E &
Wl de 3 R fTF e 20 % W A8 foiq a4 B F 58 g imadmid o e o RoE-m
iR SR BB RN SR £353 0 Bts 2 B Bk ek a

)8 e

(b) s~ EZ T h

B o3t

B %TﬁF'%#’J’ I A A B J dedbustae M2 E T L gv]Ec%L”’& =1
4°C %) 10 & 415 > 12 3000 rpm & 15 4 45 > -t K 2o F 8 T K 20 TR
‘%119\ J1 5, EAT"T’%‘ o E,‘Sﬁ%;ﬁ;%,u '?;’;{ N B—F—F}i{ N Fﬁ,_@;ﬁ N %,?‘Pgﬁ, 7}1_?_ A s T *fr.a-_;,

Ll

¥t -80 Crkfapeis > P e Adga ® o

©) HEFBF R 2

Q) RIS ’?ﬁ‘”f;g DR~ 100 mg 2~ 1.5 mlac & & ? T N (A 1 =R 5 )
ferlmlz PBS pH=72~74, 4 » 5 B4 & £ 0T & * 35
B Ersk o 2% 39 45 (Bullet blendwe ™)ig (T S0 F A PER 924 46

& i’:”307f"/"‘7'l”3£“ ook b iR MR 9l S E s i‘!’?ﬁ‘ﬁ&%\:‘ fo’ri’J’?ﬁ‘
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(2)

g% 214 > 112000 rpm 104 &g B2 FiFR o g Lowry et al.(1951)

MBSAG HRE R M SIS R R FER LR

SRR 3R B0 iR L MOFRRB200 Mgt » B E (B em®) @ 4o 2 Lml (£ &
TEE=2:1)iA R s 0 B F Btk 1% 5 8(Glas-Co)it (735 0 Lo 3
KIS HIFRED| D DT T o o 355 0 B S R 5~ 1.5 ml

B as # P At 20°C Rk 4E F A 4T o

() * R &(R)¥74 1738 B 4o [ £4-2])

[ 4-2] # kiR & 570 {7 ehm B

* & A Y53 P
PESNSERERE Food fatty acid composition
= i Insulin, AST, ALT
RRIDE R IL-6, MCP-1 TNF-a
R E 0T R TC, TG, Fatty acid composition

(1) B~ & 5200mg 2 » 15 ml el de ¥ » L3-8 57 | 4 7 T2 4
~O5MI(F B0 P =20 1)B Rt £ e r 1 6 SRR 4R B b
TR % B Bk 0 2k 30 5 (Bullet blender™) 0 F o B R
248 F30F WA ok RS HGE 0 1 AT L B

W EEE

20



(2) R Rts 0 4o 200l = ok

(3) &t~ 2000 rpm > 10 %~ 45

(4) BT RBFR(F P A)E IEMIAIZE o U F tE T
(5) 4> 1mlBF; > ?fﬁz}: » 95 °C#vkip 1] pF

6) #E 442 FH > 4> 05ml= =x-k2 1mlheptane

(7) &t~ 2000 rpm > 10 4~ 45

(8) B~ Bk o i3 F 4nth AT

(9) 4v »100 pl heptanew i3 » 5 GCHFL » &

Z A E

1y 2%l RERRIZ
(@ rRE

~§ % €2 Mouse insulin ELISA 7 # 2 38 {7 4~ 7> 4| * ELISAs R 12
Einsulingx £ 47 % gyt © coating>t 963t 45 0 B-F SRk St 2 Ft AP
MPE R Eeninsulin € & - % &2 H Fup b > 1 4 » ehperoxidase-conjugated
anti-insulini48» ¢ Zinsulin® — 2% & ¥ W E 33L& b I F i3 R F %
7 ARS8 | 4~ peroxidasesh 5 3,3,5,5-tetramethylbenzidine (TMB) &
B B fs4e »0.5 M H S04 ¥ 0k F 1S 5 B|H ODgsonm 2 7k (8 > ik H

v
Y e
2 hd A

F ek E A o~ B RTE T Dinsulingk B o
(b) 7 =& 3%

(1) & BRI 2 L R S L P 10 ul @& B 4e ~ € coating 4 9196 Gt
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(2) = i well 4 » 100 pl enzyme conjugate solution > >+ 2 B T S 2 T B &

i (700 - 900 rpm) 2 |- &

(3) ®* AA A M s wash buffer i 6 =0 - (s F F AlFEd
K dEdp s

(4) #H£fs > 4 200ulTMB >t & well p > >30T F 15 £ 48

(5) “4c¢ > 50 pl stop solution (H,SO,) % 1+ 2 ERTRRT S
LI

(6) * ELISAreader i#] _ODgsonm 2- ¥ & &

(c) #2Fw a2 gliv

v2insulin 2% 5k & 0020515365 pug/l3% 5 X &b 3 %t

iR 1 e 5 ODasonm #% 6 838 5 Y $ih > ¥ 1 - R A o

(A 34+ 2

4 Btk 53 ODgsonm BIfF 2 Bk B R Jp AR 0 A0 P FRIE R Or -

=3 AN (y=axth)E o BV RiEH & insulin JE R 0 H =02 g/l &7 o

HOMA-IR 3+ ¥

HOMA-IR index = insulin (uU/ml) x glucose (mmol/l) / 22.5

H g g 4o o
7 " #E(mg/dl) x 0.0555 = mmol/I
Mouse insulin Kit ] ¥ insulin ¥ = 5 pg/l

# 7 " insulin (uU/ml) = insulin (ug/l) x 174/ 7.175

22



Gravimetric unit |Conversion factor |[SI unit

insulin g/l 172.1 pmol/l
insulin  {pU/ml 7.175 pmol/Il
2 : Gravimetric unit x Conversion factor = Sl unit

3+ s AST kR RIE

@ krm=

AST i & 3 aiFimie chimie [T > § 9w X 7| T & L4EpF » AST
/T&g ol ko AP S%HEY FEE EBTAHT - AST eni®* 5 it aspartate
2+ &5 & (-NHzgroup)£2 a-oxoglutarate + ik £ (-C-O group) = 4p 2 4% A& 4
oxaloacetate &7 glutamate > %] > AST %2 » # 4 1¥ GOT - @m oxaloacetate
22 NADH+H"i% i MDH g it 5 » ¢ A2 2 &4 malate 2 NAD" > # OD34onm
2 vnk B R T NAD 3 A 4R ens it > 318 (T4 AST 25514 o

B AST en % @ 3 & 5 & 58 © colorimetric {r ultraviolet - & 7 2% &_{

* colorimetric = ;% o

AST(GOT)

a-oxoglutarate + L-aspartate » L-glutamate + oxaloacetate

oxaloacetate + NADH + H* MDH » L-malate + NAD"

(b) s =

(1) *£ 2 20 ml Rla reagent (buffer/substrate)4: ¥| - g R1b
(enzyme/coenzyme/a-oxoglutarate) » & H w3 I % 48Kk

(2) A= i well ¥ e » 200 pl reagent

(3) # 37 °CT incubate 5 4 4& {5 B~ 1)

(4) & -ig B 20 pl i 45 5 5] 96 34 4 ¢

23



(5) * ELISAreader 3% z_kinetic iP] _OD3zgonm 2- 1 ~2~3 2 45rx & &
(© 3=

AST activity (U/l) = 1746 x AA340 nm/min

4 & F ALT RR R %
@ mrxE

ALT i & 5 a3 mreenimie TN » § 9% mee £ 1§ 3 & gdpps > ALT e
€ o d R ALT eni®* 2 it alanine ! % 2 (-NH2group) £ a-oxoglutarate
+oenfir £ (-C-O group) = 48 % #% - A 4 pyruvate £ glutamate » ]t » ALT i3
< AT GPT o @ pyruvate £22 NADPH+H"#% ¥ LDH hig it 15 > ¢ A 24 3 4~
lactate 2 NAD™ > % ODssonm 2- %% £ @ ip] = NAD & 3 A 4a ph ch® i » 32 5 7
o ALT 2 7 % -

BIALT e07 72 ¢ 4 & 5 & 58 : colorimetric f= ultraviolet - * § % {1

* colorimetric = ;% -

ALTCPT) 5 | -glutamate + pyruvate

a-oxoglutarate + L-alanine

pyruvate + NADH + H* LPH __ »  L-lactate + NAD*

(b) # 5% 2

(1) 2 20 ml Rlareagent (buffer/substrate)4c 3] - ¥ R1b

(enzyme/coenzyme/o-oxoglutarate) » & H w3 3 % 85k

24



(2) == B well # 4c » 200 pl reagent
(3) % 37°CT incubate 5 4 45 {5 B~

4)
(5) * ELISAreader % =_Kinetic ;f] . ODsgonm 2- 123 £ 45 Xk &

4

A eig B 20 pl 5 F R 3 96 L ¢

ALT activity (U/l) = 1746 x AA340 nm/min

5+ RIS 0 TR

(b)

T &0 28 Z 4] * coomassie brilliant blue G-250 ¢ £ F-v % & chfF i,
t G-250 £ 3ov T & 15 > G-250 chpEd €Ki 4 WA ES 0 A 595nm
A ETEREER LR ZT I Ak B B2 B9 FRR o
TEDZAREEL G250 B FRENEORFREQR A4) F %4

1G-250 Fv FAT £ H 7 Lid iR ¥ RIFRE PR o

P 5 7

(1) pedEEs kA [£ 4-3]
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[ 4-3)] 3-v ipl 2 omih it e fl

£ S0 s1 s2 s3 s4 S5
BSA(I) 0 10 20 30 40 50

= =k (ul) 100 90 80 70 60 50
& & (mg/ml) 0 0.1 0.2 0.3 0.4 0.5

(2) #HIFFIDFRAR 40 B

(B) & WP R RE T RS L 10Ul A b ~ 96 3L 4

(4) wskis o 41 Bio-rad % # (Bio-rad i : = & k=1:4)
(5) 4 » 200 pl croff-f 4 A 2] & well p

(6) LzB TR RTERERS A4

(7) 1 * ELISAreader ip| % # ODsgsnm 2. ¥ % f&

(c) ¥ M2 HiF

e " BSA 1% 5 R B I & AR Sk 2 S~ 50201202
0.3~0.4~05 mg/ml o ik etk Sodp Pt b af =S 0 2 45 R] 28 0 R

ek B A Xifih o 9P 1 H ODsosnm vk 2 2 Yih o B 7 19— 84 4R o

(d &332

B R Btk &tk £ ODsosnm T 2wk k(B {5 0 iR Pp iR A RPN IR
K- 2 A (y = axtb)it B o £ R r AR R A(x 40) 0 BT REFHR &L

35 FEA o

26



6 s;—vﬁ‘#’gﬁ'saﬁ—:ﬂ?ﬁ& ? TG kR B 2

(b)

(©)

(d)

AR AN 2 fhY W faigd LPL-Kfg=H b 2 g onph > H % ;%‘E} GK
22 ATP iv% 2 4 ADP %2 G-3-P>G-3-P £ 52 GPO ¥ it iv* & 4 H,O, % DAP -
A+ HyO, # ¥ 4-aminoantipyrine % p-chlorophenol % peroxidase ¥ i* 2 # ‘=
¢ 4-(p-benzoquinone-monoimino)-phenazone 2 47 > & {s % ODssgnm i & T Bl

Tl d A Pr k@ o

2 5% 2

Besgde 3 0 0 & P10 pl 210 pl triton X-100 58 & > 58 % 39 47

Yk

6 » 22 10 pl R8¢ & > & w4 » 2 5 pipes buffer - p-chlorophenol ~ LPL -
GK ~ GPO - 4-aminoantipyrine ~ peroxidase - ATP ~ Mg®* ~ Na-cholate %
potassium-hexacyanoferrat (II) 2z 1ml;z& ¥ » R &353 > 37°C T F &

544815 > Pl T ODsagnm 2- %k 1B °

Aabsorbance sample
TG con. (mg/dl) = x Standard con (200 mg/dl).

Aabsorbance standard

T~ MR RIoFRY TCRRRZ

(a)
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(b)

(©)

*F % 441 * cholesterol esterase x #-*% ] ig fig & & = "& T fig &2 Pn A fL
% F]fe L 45 cholesterol oxidase ¥ i+ 2 4 cholestene-3-one 2 H,0, > H,O, &2
phenol 2 4-aminoantipyrine 5 peroxidase it #* & & 4 =¥ ¢ 2_ quinoneimine

AP o B8 ODsoonm ik & TRl Tl % ¢ AP kg o

2 Skt P

b

P STk 300 39 % £ B~ 10 pl #2 10 pl triton X-10032 & > 5 E F iz
f¢ 21 10 pl &2 5> & %[ 4 ~ 7 5 pipes buffer-cholesterol oxidase ~cholesterol
esterase ~ 4-aminoantipyrine ~ peroxidase %2 phenol z. 1 ml;z % *® »2 £353 >

*37°CT F J 5 ~ 481 > Pl _ ODsgonm 2= ¥ € & ©

Aabsorbance sample
TC con. (mg/dl) = x Standard con (200 mg/dl).
Aabsorbance standard

R F 3R ? LDL ER R 2

(€)

YL

AR B~ LA %A o Reagent 1 328 ¢ &1/ F53o % ? LDL * & » &
ARG eak o BB E e (2 7 LDL)4e » 7§ pipes buffer ~ cholesterol
oxidase ~ cholesterol esterase ~ 4-aminoantipyrine ~ peroxidase % phenol 2z

Reagent 2 ;53 1T & & & Ji » 183" ODsgonm it & T B T A 47 ek Sk B o
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(1) P~3F50ke 37032 % 100 pl 4c » I ml LDL precipitant *>* % ;£ & 5 & 10
A 480 5 4000 rpm Hros 15 A 4B 0 B b iR & 50 pl £ 50 pl R 5
& wl4e ~ 7 5 pipes buffer ~ cholesterol oxidase - cholesterol esterase -
4-aminoantipyrine ~ peroxidase 2 phenol z. 1 ml 3z *® >R £353 > 3%

37°CT K 5 ~ 4 is » P T_ODsgopm 2 ¥ £ (& o

@ 57

Step 1.
Aabsorbance sample
x Standard con (200 mg/dl).

Cholesterol in the supernatant con.=
Aabsorbance standard

Step 2.

LDL Cholesterol (mg/dl) = TC (mg/dl) — Cholesterol in the supernatant con. (mg/dl)

9~ FHISFRY IL-6 KRR T

(@ hrm
2% 2 Mouse IL-6 ELISAT ¥ % & {7~ 47> £ | * ELISAdR L -
EL-64 B 2§ tkpualc 8 20634 b o MR SR e~ b o
PR e elL-6 € B — Ak g &0 H b o )% wash bufferi® el A % &
ik 18 0 4o 224 F % 2 e chidal -6 (biotin conjugate anti IL-6

antibody) » @ H 223t N L6 $= % & 0 F & B 4~ (horseradish

peroxidase-labeled avidin (Avidin-HRP)% TMB - TMB% iE % it fis .1t {5 ¢
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B ESF AP A > 4crstop solution® b F 1S o T gl H ODasonm2

Rk E o (N BB AP T EIL-6ER o

(b) 7 %% 3

(1) #SFHE TR G 5 5 8R40 X) 5 4R &4 1 2000 pg/ml i
£ 57 1 31.3 pg/ml

(2) #c » 50 pul sample diluents 3| & # sample well

(3) er e s iR S0ul £l B sample well 5 4R 5P~ 100 ul
4v 3] & 1 standard well

(4) = B well » 4c » 50 ul biotin-conjugate » ** % 8 T & & 2 /| P&

(5) ™ wash buffer 4% & 7 & 7 jcid FE 5% b =

(6) = B well # 4c » 100 pl streptavidin-HRP » **3 8 7 £ & 1 /] p*

(7) 12 wash buffer §1% & 7 ~ 45 #cdi iF- 3£ 5 =

(8) #kits > = i well ® 4r » 100 ul TMB substrate solution » >+ F J§ T &
R 30 A48

(9) = B well » 4 » 100 pl stop solution

(10) # * ELISAreader #| % # ODysonm 2- ™% % &

(c) & sz #]iF

450 5 A SR S0k & 5 2000 + 1000 ~ 500 ~ 250 + 125 - 62.5 + 31.3
pg/iml > gtk 5 X $h o B ripl 9 2 4B 5 ODasorm % % 3K 5 Y # -

SRR S Y
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#P Btk 7t ODasonm 2. TP fH 2w kB > RIEEY RPN FEE N
- = AR (Y= axtb)it B o £ ok v AR S d(x40) 0 TE KT S IL-6

R E RS R TR > kA E 1 pg/mg protein # T

10 ~ 3 F R ® TNF-0 kR B 2

(a)

(b)

+ 9 5% 12 Mouse TNF-o ELISAF ¥ % ie {7 4 45 » .41 * ELISA R
2o ETNF-afF & (2 Jdntlie S & 2063 » B Rtk Fde » 3V %
¢ iR e TNFra g B - AR S & H Jade b 1) % wash bufferi® ik
BAEETHRERE > £ 4o x 24 52 2 g cndaTNF-adet (biotin conjugate
anti TNF-a antibody) » & H #2343 N HTNF-a% =52 & > F &5 4 »
avidin-HRP2 TMB - TMBxX i % * s it f6 € 3 £ F i A A 4 > 4o »

stop solution® i & & s » ¥ P|H ODasonmz_ ¥% K (B o & » & & S| F

3 8 TNF-0k &
3 %

(1) #IFgse iR a5 % B (40 X) 5 #4534 2 1000 pg/ml 14
£ A7 1 15.6 pg/ml

(2) 4r » 50 pl sample diluents ] & & sample well

(3) v = FfRaE s iR 50 ul 3| & @ sample well 5 4% 2 =2~ 100 pl
4e 3] % i standard well

(4) “ZETF B2 P

31



(5) 1 wash buffer §1 % § 5 & 45 #cds jFiets e 5 =

(6) = 1 well ¢ 4c » 100 pl biotin-conjugate » ** 8 * 5 & 1| p&

(7) 12 wash buffer §1% § 5 & 5 #cd g e 5 =

(8) = i well ¢ 4c » 100 pl streptavidin-HRP » »* % 8 T F g 1] pF

(9) 12 wash buffer §1% ¢ & 5 #cd g e 5 =

(10) sk ts » = B well ® 4 » 100 pl TMB substrate solution » ** % 8 & &
& 10 ~ 48

(11) = & well ¥ 4c » 100 pl stop solution

(12) ¢ * ELISAreader | % H ODusonm 2- % % (&
(c) w2 giv

AR £ A S48 S kA 4 1000-500+250+125+62.5-31.3+15.6 pg/ml-
PR K S X fho 5 rip] 18 2 4B 5 ODasonm ik 3K 5 Y b T -

T &R e
(d &332

9 St 5 ODasonm 2o T B9 2 vk sk (B > RN SN FEE A w
- S AR (y = axtb)3 0 ko AR 6 He(x40) - T T A7 1 52 TNF-a

ER % PR & Red FOER fS 0 JER H 1 pg/mg protein £ 7 o
11+ #5355 % ¢ MCP-1kR 2
@ rxE
* 5 % " Mouse MCP-1 ELISAT ¥ % it {74 47 » 4] * ELISAc R
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(b)

TLo EMCP-14 B 142 5 Ryt e 5 & 206344 + » M9 Btk &ote ~ TV R
P LR EMCP-1€ B - Al £ 2 H Rl b s )% wash bufferi® ik
HIRJEL L her 23 5 F R FMCP-13u8 > R B &2V E P
MCP-1£ #= 5% & > £ & & 4v »avidin-HRP 2 TMB - TMB % i ¥ it fis L1t {2
§€F F¢F A A2 > 4orstop solution® i F &4 > T F | H ODasonm

2wk iE o (oA B AP F He B MCP-1E R o

2 5kt 2

(1) #5F505 1 Wil ¥ 3 B (40X) 5 #-538 541 1 1000 pg/ml i £
B 7 #1% 1 15.6 pg/ml

(2) #c » 50 pul sample diluents 3| % i# sample well

(3) v = A aus iR 50 ul 7] & B sample well 5 #4523 =2~ 100 pl
4e 3] % i standard well

(4 *ZzETFRE2]F

(5) 4 wash buffer 1% d.7 & 47 ci et e 4 =

(6) = i well ¥ 4c » 100 ul biotin-conjugate » >* ¥ 8 & & 1 | p¥

(7) 12 wash buffer {1 % § 5 & 47 e Fietd e 4 =

(8) = i well # 4c ~ 100 ul streptavidin-HRP » >t 3 8 F & i 1 /] P&

(9) 1 wash buffer §1 % § 5 & 47 s iFietd e 4 =

(10) sk s > = i well # 4r » 100 ul TMB substrate solution » >t ;8 & &
& 10 & 48

(11) = i well # 4c > 100 pl stop solution

(12) # * ELISAreader P Z_H ODgssonm 2- ¥ % &
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() HHuw sz fir

#RIE 5 A 7 f Sk & 5 1000-500~250+125+62.5-31.3+15.6 pg/ml->
T2k L X fho F s TR 1F 2 58 2 ODssonm sk 5% 5 Y #ho e 1F -

HdEd A e
d) &=z

BB Btk 5t ODasonm 2. TR 1F 2 v kiE » REES RPN FRZE AW
- x> el (y=ax+b)tE o £ alwr;fﬁ? 2 #c(x40) > ¥ fF % 52 MCP-1
RR O F RS R TRRE Jk & H =2 pg/mg protein % 7 o

12 ~ EJ;F%‘RE‘J;}; 2 4

B

@ hrm=

AR FAREATE A AR RS R &l ST 3 TR R

TH AR EHEA)Y O F F R FR(E ) BT EL

s+ A4 F o WAL F SR o JI* Bl g MEFpRH
EHSRAT A o R AR A B AR A B B fl i R B

Gl

EFH(EF ~ 2 F )RR ST T 0 RUEL > BB e B A A

T o

(b) % 5% 2

(1) #5200 mg 2 » BRI H > 4 Iml(&F 7 1 7 =21 1)i3ir2

fo 2 WE KT I SF IR IBE 5 BT e A B4 E 1.5ml
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(©)

31 B

(2) 4c» 200 pl = % -k

(3) &t~ 2000 rpm - 10 %~ 45

(4) BTEBTRE PE)FRE 15 M E > P F AR i
(5) ﬁ»lmBa,@ﬁﬁg,%%ﬁ¢wl¢%

(6) # 3 R 0 4er 0.5ml = -k 2 1 ml heptane

(7) &~ 2000 rpm > 10 4~ 45

(8) P K o ridd § date g

(9) 4c » 100 plheptane w3 - B~ 1ulii » GC & 47 &P T 2 75 3%k e =
K1 nep H i

=

(1) #F5iistst

2 #HF 5445

(3) =& :1ml/min

(4) A 12011

(5) %4 : SP™-2380 - 1D 0.25 mm x 60 meter » df 3 0.20 um

(6) < B iE i A4 A 165°C » 12 5°C/min 2 g 3¢ & 2R 3 185°C
£ 25°C/min e g A E T 250°C ) ‘i 2 A4

(7) ixsfrig B 1 250°C

(8) N TR R o R :250°C

Bt 2 LR Em bR 4 0 GC @ BT i e o 4 0 2 R

o PR (retention time) £7 428 52 b 4 2 % WL RO FRIR L P AL T AR o
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d 1Pt 4 (area) R 18 & Ry impL et b 2 AR ¥ AL o

@ mrx
AR RIS AL e 2 AT RIZP. 34 -
(b) i

AP SHE S E R Rf e 2 3 3 2 P35

ANF R E B TR A e A 2 3 E 2 P35

E o A

L skHchr ! MeantSD £ 7 0 P EE SR Y MNEF I RSB EA T EER
% 37 (one-way ANOVA) » % Dunccan’stest * fir e fF £ B » %2t % nw2 32 4
TAFEFERLIREE HRFHFEATLTHEEFLE(P>005) 72 FF* 477 8

¥ £ B (p<0.05) -
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W
k4
a4
e
*n

AFETHR-WMA LA B AR i B2 d 2R % AR
» 10 STZ 3 % # Fofa 2= CS6BL/GINarl -] B> & # 4kl @ e x 20 %2 B4mid 2 20 %
BEHEE R o FRY G 8k o g BIFFHE N AT g ERLR

HE2ZE® -

-~ mi%ﬂ

B FHNE » FXWMER e [B5-1)-d B "ok s 1= 2 STZ3H
# 2 #5 Fofs - E(DM ~ DM+SFA ~ DM+TFA) 48 & 2 normal .0t i 8% T " (p
<0.05) c **F %% 1~3 & > 4k & 20%4r {odm i 4 & 2 (DM+SFA) 2 20 % 7 F 5% 75 %
54 4 @ 2 (DM+TFA)£ normal 2{- DM % 4p vt e > R0 & Pig + 2 (p<0.05) > 7 %
8ixsm &F”p 2L DM+SFA % DM+TFA % ‘e 48 € & normal e 4p iz » iz DM+SFA %

DM+TFA @ 2 RF T & kg ¥ £ £ (p > 0.05) -

=~ AkE

8 PHYE | 8E p Tiak-kF 4o [B 5-2)] #77 o & DM~ DM+SFA 2
DM+TFA = ‘e @ » 8 & w4t -k & normal ‘e 4p vt % 3 %8 ¥ 3 4c (p < 0.05)> » DM+SFA
% DM+TFA & % » H 4k £ % & % 1> DM 2(p <0.05) - @ DM+SFA 2 DM+TFA

B2 o Heg KT Bl F AR (p>0.05) -
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ERNE T

ks

B FHYPAT | REp TS T4 [M 53] #77 o & DM ~ DM+SFA
DM+TFA = & ¢ » H & w4 & & & normal 4p " % 7 & % 38 4 (p<0.05) > 7 % 1~4
% > DM+SFA 2 DM+TFA & %= > H3E S £ + ¥ 3> DM 2(p < 0.05)° 2% % 5

T oG H L GS B HIESE L DM edprt g% £ B (p>0.05) -

T RFELE

w2 B BT BREAME TR 4o £5-1) #57 o "% E ® &STZ
&5 M o e 2 e grnormal i Ap Ry §OBEF A4 (p < 0.05) 0 4k 820 %4 b 4§
(DM+SFA 2 DM+TFA)2_ & %] 22DM2 1t i > B2 255 Hisc e A 2B % £ B (p > 0.05) ;
R E £ 2 DM+SFAZ DM+TFAR ‘=2 normal e 4p dis 28 ¥ ~ "% (p < 0.05)» ¥ DM
piEed T R AEREFL B (p>005); i E £ ADM+SFAZ DM+TFAR & g2
normal 2 frDM i tp i & FH# 4c(p < 0.05) s TRE E A DMk F 308 s = 2(p
<005 @&E e g & DMekg ¥ Matnormale(p <0.05) > & & fodmid 4x 3 e

(DM+SFA) > # &l & %5 B £ € B| £ normal e 4p 2 » (2 ,,T hHEE R A S e
e

(DM+TFA) X & & ¥ H e = 2(p<0.05)-
I~ 2%~ 2§ insulin kR 2 HOMA-IR &

FE8ikis » ) HRPE T RIZE 2L BE R 5% 5§ F 0 4 Wde [£5-2]

AroF ow B & 0 ADM~DM+SFAZ DM+TFAZ= 27 » 2 2 %Ex )k B % % *tnormal
@ (p<005): # ¢ » DM+SFAZ DM+TFA® % » H 2 5 & &k B '+ 5% 3 > DM (p
<0.05) -
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L hEO pﬁs?%ﬁ“}}}%\DM oo RHAL F% 5 2kRT BF T % (p<005)

DM+SFA %2 DM+TFAS &% & % kB % i % “>*DMe(p < 0.05) » H ¢ x 1

DM+TFA ‘& % % i<+ DM+SFA % (p < 0.05)
HOMA-IR® d & % @4 DM | KA ¥

8

*normal & (p < 0.05) > * DM+SFA
% DM+TFA® %22 DM e 4p 52 HOMA-IR

4 3 F 4 4 (p < 0.05) -
Ao AR

1+ % F AST R

T8t ] Hujf? AST kA&4r [® 5-4] #77F - DM ~ DM+SFA &
DM+TFA ‘- H

1 AST Jk & £ normal 24 ' § & F 3 4c (p <0.05)- * DM+TFA

e AST ik &+ DM 2.4 & %4 +c(p < 0.05) » = DM+SFA 22 DM+TFA 5 % 2
Frak¥xiR(p>0.05)-

2+ &F ALT kR

BB ) R ‘J,ai ALT )k B 4 [ B 5-5) - DM ~ DM+SFA £ DM+TFA
H ALT JE & £ normal e Apd s 5 &2 F 3 4 (p < 0.05) - # DM ~ DM+SFA
2 DM+TFA> = 2 F ¥ @B ¥ £ B (p>0.05) -

= N BJ’—%TG(E&

4o [ B 5-6] #777 > DM 23+3 TG 7z & & ¥ ™ >" normal 2 (p < 0.05) » ¥*
DM+TFA ‘e 4p it fiz » DM+SF 23+ TG 7

% (p<0.05) -

£ 5
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A~ H—Bjﬁ‘TC;‘%&

4o [ B 5-7)] #75+ » DM ~ DM+SFA 2 DM+TFA = 23+ TC 3 £ * i ¥
% »* normal . (p < 0.05)» DM+SFA3+3c TC %z £ & ¥ % > DM ‘&> &2 DM+TFA

2 4p 1t > DM+SFA S 5% TC 5 # 8 % #23 (p < 0.05) -

1 >~ " LDL kR

4c [ B 5-8] #7-+ » DM ~ DM+SFA 2 DM+TFA = 23+3 LDL z £ * ¢ ¥
% ** normal ‘2(p < 0.05) - DM+SFA &3k LDL  £% ¥ %> DM =, &

DM+TFA 2 4g 1+ 2 » DM+SFA %% LDL % € & Z#i$ (p < 0.05) -

s 1 LT Y

1~ 5 IL-6 kR

4o [ 8] 5-9]) #77% » = 2 DM /] B35 IL-6 Jk A P & % >t normal =(p <
0.05) » DM+SFA .2 DM+TFA 2 H "+38IL-6 )k & &2 DM % AR T &E¥iﬁ 4r

(p<0.05) » % DM+SFA 22 DM+TFA & 22 B+ m & % £ £ (p > 0.05)

2~ 5 TNF-0 3k B

4o B] 5-10)#751 DM ‘e 3+58en TNF-a )k & P & % >* normal = (p < 0.05) »
DM+SFA 2 5%% TNF-a & & 22 DM ‘e 4p > P A 4 (p < 0.05)> = DM+TFA

# DM i fp 7] f 3 % 8 45(p > 0.05) -

40



3+ 5 MCP-1 kR
4ef B 5-11)#7 7 »DM 3551 MCP-1 i& & P & & ** normal (p < 0.05) -
DM+SFA 2 DM+TFA & 2 # 35 MCP-1 & A 27 DM 2 4p i 32 § B % B %5 (p >

0.05) -

1oL mpEpEs

1 R ERAE ~ 20% i Aot § oy opk o o

gl F AT RAAT RIS S de [ £ 53] #7 o - ikt &AL g

R4 243%% SFA'@ MUFA 2 PUFA 1% 4 5] 5 49.93%% 25.75% -
F— 2§ o frfodrid w284 5 SFA S 1k 66.32% @ § 5 K N g ki

§ TFA G 12.27% -
2 AR A

4o [# 5-4) #77 > 5§ R 47 &R~ 4715 > DM+SFA £ normal ‘et fi s
#3755 SFA 7 R A F 5 4c(p < 0.05) » # ¢ = fE4e{rry9»(14:0 ~ 16:0 ~ 18:0)82
AERHFAR > 2 P> normal 2> A PUFA 7 £(18:2 ~ 18:3)R % ¥ 5 >
(p<0.05); " DM+TFA 27 8 14 = 't g » 9585 $ > £ TFA (18:1 trans).4)

0.77% -

Lo PR RY R BRER

Tya- 3 B¢ NG R apes 2 B e [4 58] frm o F Nk

41



K N = e H
Ey ,El’ij%_;i“‘:
% Ealidic /o H
acid .
i (18:1 trans-9) - 7 =%
il A g

v NG
NagHe =

" | fi® 5
HPrm 27 247 3
& B 5N g ek (14
1
trans ~ 16:1 trans ~ 18
~ 18:1 trans)

— R % rf'? T
H 7E'J i 7 Py ]ﬁ
’%‘? H# K g Bﬁéﬁ °
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30 -
—&— Normal
—m—--DM
—e— DM-+SFA
== DM+TFA
20 I I I I I I I i# %i

[B15-1) &7 8k F kP = k4 & %1

normal : & ¥ 4 & % 4c-k > n=10

DM : STZ#%#2 DM & » &t ¥ 4 & % 4k » n=12

DM+SFA : STZ 4% 2. DM -} & > ﬁ?#—'ij‘ 4v 20 %4 frdmid 4 & > I ¥ Aok 0 n=18
DM+TFA : STZ % 2. DM ] & » é?#—'/,’l‘ e d R N ghRdm A a0 I Aok 0 n=18
BIpyrimean &7 0 AR EX FA AL L2 B BF LR (p<0.05)
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K E #1b

20
16  E—_o
~ 14 | - N1
E —&— Norma
e T e e Y
I ié I . — & —-!----)4-_.._)(....-9( @ . bM
s —e—DM-+SFA
° 1 =x= DM+TFA
| A & A A
2 -
! L e @ 2

12 3 4 5 6 7 8
[ﬁS'Z] 278 —%ﬁ%ﬂpra&""j&—li’]ﬁ :—El_, %‘1\11_

normal : i+ ¥ 4 & % 4:-k » n=10

DM : STZ#%2 DM/ &> &t § 4 & % 4¢-k > n=12

DM+SFA : STZ 4% 2. DM -] & > éﬁﬁ—'il‘ 4v 20 %4 frdm b A & > I ¥ Aok 0 n=18
DM+TFA : STZ % 2. DM /] & » ft?’#—”]‘ v g ZE Nk Acd > O Aok o n=18
Bhpyimean &7 0 AR EXFARL L2 B lF LR (p<0.05)
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/R E L

_— 7 B
_g 5 | o .. :,%:-_'.'::"':r:é,,‘_‘;. . ‘i:-_;’.":';"_o_:ﬁ —&— Normal
ﬁ 4 . —l---l—""i"“ - = =DM
R i
» —eo— DM+SFA
< k’,"\‘\H "

3 L A A
% =3¢=DM+TFA
L

0 BEGE i¢

1 2 3 4 5 6 7 8
[B53) (78 FAYPTE x ToFHsF 281

normal : i+ ¥ 4 & % 4:-k » n=10

DM : STZ#%2 DM/ &> &t § 4 & % 4¢-k > n=12

DM+SFA : STZ 4% 2. DM -] & > é?#—'/;]‘ 4v 20 %4 frdm b A & > I ¥ Aok 0 n=18
DM+TFA : STZ % 2. DM /] & » ft?’#—'/;]‘ e ZE N sRdm A d 0 I Aok 0 n=18
B e imean 27 > AR EX F AL L By BEF LR (p<0.05)
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[#51] s8R | HFELMELIHE

wRE oRE REE TRE  BlRnE MERE

mg/BW  mg/BW mg/BW mg/BW  mg/BW mg

normal 34.5+55 6.1+0.8° 2.3+0.3% 12.7+0.9° 14.2+3.8° 375.1+10.1°
DM  41.8+3.2° 56+0.7%° 2.2+0.6% 13.8+1.2° 4.2+25° 104+7.8
DM+SFA 44.4+59° 53+0.7° 27+0.3° 13.1+0.8°° 12.2+4.3° 327.3+10.8°

DM+TFA 43.5+55° 53+05*° 2.6+0.5° 12.9+0.9® 29+46°  771.8+11°

normal : i ¥ 4 & % 4:-k » n=10

DM : STZ# %2 DM & » &t ¥ 4 & % 4c-k > n=12

DM+SFA : STZ 4% 2. DM /| & > é?#—'/?l‘ ‘v 20 %4 {rdmd A & > ¥ Aok 0 n=18
DM+TFA : STZ# % 2. DM )} &l » &5l 4c 5 2 F S\ "q 85w 40 8 » It § 47k > n=18
Bp 'y i meantSD £ 7 >» AR B2 F AR A L w2 B BEF LR (p<0.05)
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[ % 5-2) 4 & 20 %4 4r2 & ;3\ Pgmdc & 83k (s | RLZ La &

~ i insulin k& 2

HOMA-IR &
Glucose Insulin HOMA-IR
(mg/dl) (nU/ml) (units)
normal 100.90+21.88° 0.34+0.03° 2.15+0.50°
DM 210.92+64.47° 0.27+0.02° 3.35+0.91°
DM+SFA 328.67+110.24° 0.23+0.02° 4.36+1.21°
DM+TFA 359.44+90.55° 0.20+0.03° 4.27+1.09°

normal : i+ ¥ 4 & % 4:-k » n=10

DM : STZ# %2 DM & » &t ¥ 4 & % 4c-k » n=12

DM+SFA : STZ 4% 2. DM - & > é?#—'/?l‘ 4v 20 %trfrdm i 4c & > I ¥ Aok 0 n=18
DM+TFA : STZ# % 2. DM | & » &5k 4c 5 2 F N "q % 40 8 » It §F 4k > n=18
Bp 'y i meantSD £ 7 > AR EX F A A Lo B3 EF LR (p<0.05)
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Serum AST

[a—
|
ax)

§

/1
%
_'

_

normal DM DM+SFA DM+TFA

[M5-4) 4 & 20 %tefcr £ X5 onde & 83¥ 15 ) 8 if AST kR

normal : i ¥ 4 & % 4:-k » n=10

DM : STZ#%2 DM & » &t § 4 & % 4k > n=12

DM+SFA : STZ 4% 2. DM /| & > &1#—'/,9]‘ 4v 20 %4efrdm it 4 8 > ¥ Aok 0 n=18
DM+TFA : STZ# % 2. DM /| & » &5k 4c 5 2 F g% 40 8 » It § 40k > n=18
#hp s imeantSD A7 > AR B2 F A AL L w2 B EF AR (p<0.05)
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Serum ALT

N

U/1

normal DM DM-+SFA DM+TFA

[ 5-5] 4 & 20 %46 {r% & 58 g mdp & 8 1k (4] Blu i ALT JER

normal : i+ ¥ 4 & % 4:-k » n=10

DM : STZ# %2 DM & » &t ¥ 4 8 % 4¢-k > n=12

DM+SFA : STZ 4% 2. DM /| & > éﬁ#—'/fj‘ 4v 20 %4rfrdm i A & > ¥ Aok 0 n=18
DM+TFA : STZ# % 2. DM | & » &5k 4c § 2 F g% 48 8 » It § 4k > n=18
#ehp s rimeantSD £ r > AR B2 FA AL L w2 B HEF AR (p<0.05)
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mg/dl
-2

normal DM+SFA DMA+TFA

[®5-6]) 4 & 20 %4e {2 & ;X Faikit & 8 iF {5 -] BUAF5R Triglyceride(TG)k &

normal : i ¥ 4 & % 4:-k » n=10

DM : STZ# %2 DM & » &t ¥ 4 & % 4¢-k > n=12

DM+SFA : STZ 4% 2. DM /| & > éﬁ#—'/fj‘ 4v 20 %4 frdm i A & > ¥ Aok 0 n=18
DM+TFA : STZ# % 2. DM | & » &5k 4c § 2 F g% 40 8 » It § 4k > n=18
gy imeantSD £ r > AR B2 FA AL L w2 B EF AR (p<0.05)
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Liver TC

ad
n
]

=
h
|

mg/dl

normal DM DM+SFA DM+TFA

[ ®5-7] 4 & 20 %4e{- 2 & ;%74 %%4c & 8 iF {4 /| &U7F5%% Cholesterol(TC)k &

normal : i ¥ 4 & % 4:-k » n=10

DM : STZ# %2 DM & » &t ¥ 4 & % 4¢-k > n=12

DM+SFA : STZ 4% 2. DM /| & > éﬁ#—'/fj‘ 4v 20 %4 frdm i A & > ¥ Aok 0 n=18
DM+TFA : STZ# % 2. DM | & » &5k 4c § 2 F g% 40 8 » It § 4k > n=18
gy imeantSD £ r > AR B2 FA AL L w2 B EF AR (p<0.05)
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Liver LDL

N

mg/dl
2

normal DM DM+SFA DM+TFA

[ %] 5-8] 4k & 20 %4 -2 & 3\ 7y 9sdk & 8 i {4 ] B35 LDL ik &

normal : i+ ¥ 4 & % 4:-k » n=10

DM : STZ# %2 DM & » &t ¥ 4 8 % 4¢-k > n=12

DM+SFA : STZ 4% 2. DM /| & > é?#—'/fj‘ 4v 20 %4rfrdm i A & > ¥ Aok 0 n=18
DM+TFA : STZ# % 2. DM | & » &5k 4c § 2 F g% 48 8 » It § 4k > n=18
#ehp s rimeantSD £ r > AR B2 FA AL L w2 B HEF AR (p<0.05)
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Liver IL-6
6000 -

5000 - b

4000 - —

3000 +

pg/mg protein

2000 +

1000 -

.

x\

normal DM DM+SFA DMA+TFA

0

[®5-9) 4 & 20 %4t {2 & ;N hkie a 8 ik {4/ BUFRIL-6 JE &

normal : i ¥ 4 & % 4:-k » n=10

DM : STZ# %2 DM & » &t ¥ 4 & % 4¢-k > n=12

DM+SFA : STZ 4% 2. DM /| & > é?#—'/fj‘ 4v 20 %4 frdm i A & > ¥ Aok 0 n=18
DM+TFA : STZ# % 2. DM | & » &5k 4c § 2 F g% 40 8 » It § 4k > n=18
gy imeantSD £ r > AR B2 FA AL L w2 B EF AR (p<0.05)

53



Liver TNF-o.

1000 -
900 -
300 -
700 -
600 -
500 -
400 -
300 -
200 -
100 -
0

pg/mg protein

normal DM DM+SFA DMA+TFA

[ @ 5-10)] 4 & 20 %4e {2 £ ;% g 9kb & 8 ik {5 /] BV TNF-o & &

normal : i ¥ 4 & % 4:-k » n=10

DM : STZ# %2 DM & » &t ¥ 4 & % 4¢-k > n=12

DM+SFA : STZ 4% 2. DM /| & > éﬁ#—'/fj‘ 4v 20 %4 frdm i A & > ¥ Aok 0 n=18
DM+TFA : STZ# % 2. DM | & » &5k 4c § 2 F g% 40 8 » It § 4k > n=18
gy imeantSD £ r > AR B2 FA AL L w2 B EF AR (p<0.05)
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Liver MCP-1
2000 -
1800 -
1600 1 b
1400 - ~}
1200 -
1000 -
800 -
600 -
400 -
200 -
0

pg/mg protein

normal DM DM+SFA DMATFA

[F5-11] 4 & 20 %o fc 2 & 3% #5954 & 8 ik 15| BUWF% MCP-1 & &

normal : i ¥ 4 & % 4:-k » n=10

DM : STZ#%2 DM & » &t § 4 & % 4k > n=12

DM+SFA : STZ 4% 2. DM /| & > &1#—'/,9]‘ 4v 20 %4efrdm it 4 8 > ¥ Aok 0 n=18
DM+TFA : STZ# % 2. DM /| & » &5k 4c 5 2 F g% 40 8 » It § 40k > n=18
#hp s imeantSD A7 > AR B2 F A AL L w2 B EF AR (p<0.05)
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[# 53] A osrid * 2 82 Bhdmid 4 & Py ipfiacnie

SFA : Saturated fatty acid

MUFA : Monounsaturated fatty acid
PUFA ; Polyunsaturated fatty acid
TFA : Trans fatty acid

) AL KL-4% 7 RE-Wm Diet SFA Diet TFA
Fatty acid
(area%o) (area%o) (area%o) (area%o) (area%o)
10:0 2.52 1.46
12:0 3.91 2.91
14:0 0.44 12.55 10.23 0.67
14:1 2.50 2.13
16:0 16.64 32.29 12.64 30.38 16.95
16:1 0.89 1.91 2.37
18:0 3.45 15.05 13.09 13.19 8.68
18:1 T 12.27 8.64
18:1C 22.77 24.30 21.38 24.61 21.50
18:2 46.80 3.72 33.65 11.24 32.25
18:3 3.13 0.38 4.84 0.97 3.64
22:0 3.77 3.02
20:1 2.09 4.32
20:4
SFA 24.30 % 66.32 % 25.73 % 58.17 % 29.32 %
MUFA 25.75 % 28.71 % 21.38 % 29.11 % 25.82 %
PUFA 49.93 % 4.10 % 38.49 % 12.21 % 35.89 %
TFA 12.27% 8.64 %
Total 99.98 % 99.13 % 97.87 % 99.49 % 99.67 %

56



[£54) 29 ks 8w 4 & (59750 Wt o o

normal : & ¥ 4 & % 4c-k » n=10

DM :STZ# %2 DM & » & ¥ 4 & % 4-k » n=12

DM+SFA : STZ %% 2. DM /|- & > éf—j‘fi/T 4v 20 Yokefrdmid 4L & > & ¥ Ak 0 n=18
DM+TFA : STZ# % 2. DM /| & » &5 4c § 2 F g% 48 8 » It §F 40k > n=18

BypdrimeantSD A7 > Ak B F A AL L w2 B EFAR(p<0.05)

. normal DM DM+SFA DM+TFA
Fatty acid
(area%o) (area%o) (area%o) (area%o)
14:0 0.88+0.11 0.94+0.33
16:0 22.7+6.99%° 20.88+0.81° 27.15+2.43" 22.48+3.39°
16:1 2.74+1.22° 1.19+0.14° 2.05+1.59% 0.68+0.14°
18:0 8.14+2.47° 12.58+1.17° 8.95+2.94° 12.95+1.19"
18:1T 0.77+0.06
18:1C 16.37+4.62° 12.9+1.2% 22.246.03° 12.83+1.54°
18:2 28.91+1.31° 26.57+0.97° 17.72+1.03° 27.36+1.12°
18:3 1.38+0.14° 1.08+0.15® 1.1+0.15% 0.85+0.35"
20:1 0.97+0.62° 1.41+0.2° 1.3+0.28° 1.39+0.37°
20:4 5.91+2.12° 11.03+0.78" 7.11+1.32° 10.15+1.73°
20:5 7.35+2.06° 7.49+0.92° 7.55+2.1° 7.26+1.78°
22:5 1.2620.07%° 0.97+0.13° 1.17+0.36% 1.47+0.17°
22:6 1.05+0.26° 1.74+0.22° 2.19+0.48° 1.88+0.51°
SFA 31.72 % 33.46 % 37.04 % 35.43 %
MUFA 20.08 % 15.51 % 29.55 % 15.67 %
PUFA 45.86 % 48.88 % 36.83 % 48.96 %
TFA 0.77 %
Total 97.66 % 97.84 % 99.43 % 99.30 %
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[#55]# 8°8amnmpes

Fatty TR VA SRR N A W i
acid (area%o) (area%o) (area%o) (area%o) (area%o) (area%o)
8:0 0.7427+0 0.9462+0.31
10:0 1.62+1.87 1.67+0.9 1.93+0.88
12:0 3.37+7.2 2.43+1.38 3.16+1.43 3.72+0
14:0 7.83+4.33 6.09+4.55 0.95+0.22 7.81+4.24 1.77+1.03
14:1C  0.97£0.21*  0.91+0°? 1.12+0.01°
14:1 T 1.03+0.12 1.2+0 1.11+0.10
16:0 34.44+8.56°  23.59+11.39™ 31.58+8.12% 33.64+2.35% 20.83+12.27*" 12.18+1.11°
16:1C  1.00£0.28*  0.98+0.23°  2.84+1.94°  1.07+0.24°
16:1T 0.89+0
18:0 8.88+3.39°  8.39+5.11°  4.91+1.4° 13.645.02°  5.81+2.54°  5.09+0.67°
18:1 T  15.69+3.29° 21.22+7.37°  38.06+7.01° 17.13+0.62% 21.04+1.61*° 22.45+2.39°
18:1C  21.64+11.64° 19.2+413.8°  15.81+19.75°° 20.23+10.83° 3.98+6.03*  1+0.17°
18:2 15.95+16.39% 31.07+22.91™ 19.12+4.07® 5.46+1.90°  35.62+17.77° 41.94+13.09°
18:3 5.32+0° 2.92+0° 4.7+2.88° 22.45+12.47"
19:0 0.95+0.05 0.77+0 3.46+3.79
20:0 0.71%0
20:1 1.58+1.11°  5.47+158°  2.83+1.68"  0.82+0.17°  3.73+2.2"  5.44+0.65°
20:4 1.72+0.52°  2.39+0.62*°  1.83+1.06°  2.39+0.30°  8.18+5.72"
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[#56] 7 & ;% a5nppes

Fatty i & 3 3 4 % ix Bl wEy
acid (area%o) (area%o) (area%o) (area%o) (area%o)
8:0 1.82+0.97 1.02+0.37 1.11+0
10:0 2.46+0.67°  2.05+0.66% 1.27+0.08°
12:0 42.12+14.14° 5.41+2.65° 15.09+13.26°
14:0 16.83+3.99  7.82+4.53 0.83+0.11 4.7+4.51 1.1640.27
14:1C 1.03+0.25
14:1T 1.13+0.13
16:0 21.67+7.48° 34.19+4.06° 34.07+5.96° 35.36+10.94° 33.03+16.64"
16:1C 0.83+ 0.88+0.09
16:1T 0.71+0
18:0 10.04+0.33°  10.52+4.69°  3.74+0.17°  7.57+1.84®°  4.08+0.15°
18:1T 14.64+2.36 19.99+17.13
18:1C  13.84+2.28° 19.3+12.11*  41.08+3.06" 26.57+12.87° 45.52+9.44"
18:2 3.67+0.38%  8.33+4.28°  16.18+4.67°  9.47+4.94*°  1545+8.57™
18:3 3.54+1.35°  7.97+0° 3.38+1.09°
20:1 0.91+0.13*  2.29+0.1° 1.06+0.33°
20:4 2.69+1.09 2.59+1.56 1.28+0
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SR

- AR TEBRR Rk G Aok B P

d [£53) 7 AR f oot * chk N isnd &5 5 TFA X 8.6 % ; 40 fc
P imdmh Akl 7 SFA ) 58 % o Tt o Ak B A frip Adm e A € mPTIRE £
ISFA > @ Ak Gk Vg bR Al Ap RO H 0 AL F AL #EP-T) TRA o

d§ A F 2 T vk R B 2 HOMACIR 0 B X33 4 o BB o
B B RES Bl 8 - BA SR REM A LBEE LG
% eyt (Zhang et al, 2008) - % % 5 % H A bk 8 0 A b ferg AR B RN
(ERA A T RO e § LR ot LRI & LEER7 S -

serine/threonine protein Kinase /%1% - & phosphoinositide 3-kinase 7 /% it » &

‘\'q.

T Preh ARt A 7E O ARk GLUTA S 5841 0 22 8 L 42 % 5 AL
B % v 4145 (Kalupahana et al., 2012) o ¥ 3 = FRET 0 R At B R SN
AR Gl FTG-TCled » ¥ % 7 3 & GLUT4A mRNA 4 3 > i& & " 1%
RS T A HRERAFRSR Aol 2 TR N e Y
§RAMBRR B ARR T DR A BB LG SRR AR

R S MR K R PR R AR -

AR ERRRT RUL D R e LB
L WEAHEST
Kunjathoor % « + 1996 & £ § % A7 8 T = Ssgit st STZ 3% i

Foo ol RAAE (S P A M E R B ARl R 30 keal %% Fadk & N ik
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BOMEPHEAAERARL - KA SEPIT  RAFTRAL BEET 4

3

\

|

Fpol BeR @& foimi 2 2 F S n g 8150 Y SR R E AE
PR ez P Hd g R N ndmih 2 B R Ak g rid N Bl B g TR A P OBE
o ARG e b G 0 - R EE T E SR N d 4 8 id SRy
‘_g‘ 2 gr%%t o &p;}ﬂ 41 rg,éyfr)(a“l]:‘ 7 ;haém?é‘laf 5 I g MAEVEINg3RE g T
iR 0 A2 % 5 F et (Kavanagh et al., 2007 ; Thompson et al., 2011) >
fefrs B akE N AL e R wek s TR
(leptin ~ adiponectin % resistin)sec % » "5 ML 5 ZAacp M B A 4w L
B(IL-6 2 TNF-0)- 32 =% L~ & (Saravanan et al., 2005; Shoelson et al., 2007 ;
Hosogai et al., 2007 ; Schenk et al., 2008) - “f gt 2 #b o g e E (IL-6 ~ TNF-a)
e ¢ FEm RE IR S B ime R S a2
W F & (Wang et al., 2007) o

T 0 B A FERE S RS ZF N amid AL S AR RO AR fodn b Ak &

Bl E e d ~ g4 7 it LM Ao B S mie ik § o 5142 p
B T E LG R HRme o defgthim e I im i frig A L § FEf
E ﬁ“/;i.nq);f, CILERTATIEY F R ,j\aét, %ﬁlgégfﬁ'ﬁﬁiiiif&ﬁ&ﬂ » E

PR epAZ 0 ¢ SRR 0 8- 7 it 3k NAFLD -
R

Wem? R AEEHRE Y AR L €308 - @ P AF RN HR Y
L EFEEY 2 - B KR EFER TGfoMkAR HDL> 12 2 & ¥ LDL
& (Chahil and Ginsberg 2006 ; Mooradian, 2009) - # § 5 # #% fops | BUF%
7 M ¥ # B 0 TC % LDL )k A& -Srinivasan & * 7 3 ¥ 4p > STZ F}?’;\q‘)%fjlffa

BEFES L G AR B FBRRR TC 2 TG kA Y
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(Srinivasan et al., 2005) - A7 5 R X BT Ak S 3 {crg ik i B Nk & Rk
DM fdlie > 5 4 3 TC 2 LDL JE & 2 48% > @ 4 8 &7 {o7q A4k 4 4R IR
WE Sk G Pl P A TR TC 2 LDL kAR 2 9n %k o iR T 5 2
Bt FRFTY R e forg A G 5 F Nrginki &% g i TC 2 LDL
5 7@ LDL/HDL ¢ B3 4e > o 2 FERI S F A :}?ﬁ%ij}ﬁ # (Mensink et al.,
1990 ; Stampfer et al., 1991 ; Ascherio et al., 1999) - & 57 = % A% fofs | BlAk S
BraAr G ts 0 W oy BB FH PR TC 2 LDLER » ¥ 2 d [
5-4] ¥ srte iy adr G TR TS PR RV i AL sy Y KL
WA TG AR MR RE > S S BN F R AU B H AR (Geelen,
200) > = B AR aA S g R AEL B RS PERIRE & 5 2 i@ FOURIEE R
HMG-CoA reductase 3-v F £ RE - BIEP 2 P PEFAE & & > 3 :Hf%);}:}ra/y &
Y 3 L B e EAR (Koppe et al, 2009) o ¥ ¢F > MEEAR ey 0 & § A
EAEREEO LY 0 8 A G fo R T LI SRR (Y Ak
facA; = (Bravo et al., 1998) o g 1t 2. T v {riq BREL HHPERL N BHRT A oty AL
A PRl 3 B ATCRRE - M IL-6 2 TNF-a kR 2 >4 ¢
H# 4 LDL )k & > #r41] lipoprotein lipase /= | » i& @ 82585 5 3 (Van, 1990 ;
Walsh et al.,, 1999)c# ~#= 3 # M = B 3 a4 8 23%¢ IL-6 2 TNF-a % + 2 o
Flpt o AL A ERRRBHES Bk 8 e EBRRITRY T es s 8

¢ ke A S SHEROR  F e S BPRE S B 4

23R B RR T ERE KR B

1.

R g e P

FAPE G h R R A RSN F RS ALESF

it fmie b PKC 3-9 F 4 R H 4 0 i3 & < & 184 L F]F 4o P TNF-a ~ IL-6 2
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A\/:D’H%B"rgéf'fri 5; \pgﬁ'&ﬁ/ééﬁaIQ’ﬁihg

M«

EiE et Ao
HBWPAF VRS AT NP D AR X TF]FnE 4 (Leeetal, 1989
Derubertis and Craven,1994 ; Brownlee, 2001 ; Evans et al., 2002 ; Basta et al., 2004) -
AFE R STZ A8 2 | s By PR He > L 235 A §4 =
TNF-0~ IL-6 2 MCP-1 > 54k & % "q4mid 4c 6 15 > 4pd DM fe v /| BLo %5
42 375 IL-6 2 TNF-o F BE 5 22 48% > )\ - B5HP B 4G E 0 E
DM 2 % 63 o mékd gk Nrgisdnib b & 8 b fodmid 4 G 4p iz ™ o $HiE
Pz G X mp e £ 2 ABF o AT B R XEF MBS 30% en keal
B o E S dni A @1 B TNF-a 2 IL-6 k& % /7 B 4 > 12 5
G azZRFrTaFAR - 252 IDLER 25 B> i2m &3 ook
A2 b % (Hanetal, 2002) « & ¢k s f 775 dn &) & foiq s> PR ¢ §
LR BPT I T PRI L 0 R E B A PTRRA 4 g L Pl (Leyton et
al, 1987)c A 4% L 3B Bk 8150 F T A S BB RPN F RS
Rhpfrx TR N iakr et A2 FURAT ABEFALL 0 5 A UTFFER
ZIRPER € FH e S G o BB E P g 2 Fla e AR OR ) B R

B -
B'T_I‘ lb sg %‘

ALT 4= AST 2 & & # a3 mfz p > ALT 1 & w2 J7¢ > @ AST R4 7
hime F gAY 5 ALT 4 AST § 5E ¥/ imve cns fF m 0t e 0 o 40
AT G A2 0 ALT 250 4710 % ALT 2 3428 B ¥ >0 AST b 7 it e
PN R e NGV LS ol S SN -‘Iﬁafr e NG A 7 (Green and Flamm, 2002 ;
Holt et al., 2006) - F&/% 2 3 » q‘%fpﬁa BoFI el z g o pe s A4 fF s U RAFEEG

@2 NS Rat i §F 2 B 0 RRBE S M AFRE 0 T ROR
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B DB NAFLD st o b — 42 4 & 3 2 2 (Younossi et al., 2004) - ¥ “t » T2DM
%,—*Z AST 2 ALT $gpct = e & Tk Ii;l»uz v W ELm’”’-ﬁrm\NAFLD { 8-

# ¥ i % B = " i+ (Elizabeth and Harris, 2005) -

A gy D STZ A 2 M p B B 2 ALT 2 ASTH 34 &
AR EHEEY BRI R G, (Zafaretal, 2009; Loetal., 2011) - ~ ¥ %7 >
> DM &2 > & 8 3 P4k ”F‘x,‘é?”ﬁigf4cii§—AST 5 ALT 2 48% > " & 5 3
FRegumipib e PB4 € i ASTRR 2 38 0 - 2,7 TFAT it 38

By S

B RS R RES

AT FRAEY NSRRI T R ETRFA R HER2 P HA RS F
ZSFA; d i a&? s AHABIZ N EMHAY 27 TFAZ 3 2 £0SFA- & 3

TREBIT 0 S (e A S CF R R AP e ) & B 180 °Cid YFiE AR
¢ ¢4 < elaidicacid s m @SB RB TS 3= L 5 TFA» 1 & 7 % elaidic
acid » B @ FH itz enTRA € & "FilEAR? B 2P ¢ 0 1V RN 2R

v pltE B 7 £ TFA (Bansal et al., 2009 ; Tsuzuki et al., 2010) = Fp »
Y E ok PRI E PR BT N S8 5 TFAC @ o TRFA 7 4t 207 b 58 8 AUl &
ThRE* A AL G HA ) AL TN EHETEARY 4o~ < £ shortening -
butter & margarine - < ),;Jeff;, P =M s s SFAZ S8 TFA> H SFA 4
% % palmitic acid (Lichtenstein et al., 1999) - 3 7= 7 #-fr&i g & 55 % § 180°C
20 ~ 4kt > F I SFA 7 B X E et H 47§ ehtrans isomers & & 3 4 P
kg ehg v Aokt (Regulska-Tlow et al., 2001 ; Zbikowska and Kowalska,

2007) o Flptdaht spie 9 et g 20 TRA E ki p B B4 ¢ 4o » ajd g o
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AFIA B REE LIFRR ] R&S &g A 482 3 F X0
CEE IR S VR S A JUE LT R R RIS L
FBME LS B sa §R N S e BB B UF B F R
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