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o = Alpha

AGEs = Advanced glycation end products
ALK = Alkaline phosphates

ALT = Alanine aminotransferase

AST = Asparate aminotransferase

ATP

p

BUN

CAT

DAG

DGAT

EIA

FFA

FPG glucose

GAPDH yde-3-phosphate
GLP-1 .- TE. ‘ je-1

GLUT - INEpofer

G6PD . Glucuse-ﬁ phns ' ate dehydrogenase
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EaNIU RN

= High-density lipoprotein cholesterol

HF diet = High fructose diet

HOMA = Homeostasis model assessment
HSL = Hormone-sensitive lipase

IFG = Impaired fasting glucose

IGT = Impaired glucose tolerance



IR = Insulin receptor

IRS = Insulin receptor substrate
IRS-1 = Insulin receptor substrate-1
LPL = Lipoprotein lipase

RiU/mL = Micro unit per millilitre

mM = Millimolar

NIDDM = MNon-insulin dependent diabetes mellitus
OGTT

Pl-3-kinase

PKC

pmol/L

PPAR-y

ROS 5, (- Reagti _ Species
SEM ‘mean
SDS sulfate
SOD ' .- 8¢ ide dismutase

TC = e gsterol

TG

TNF-OL - 9Sis factor-OL
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Usendenanmm uszas M macrovascular) inlWifinlsa

NABAIRBARNEIAGT
2. nsfuundszinnes

TnesuunTilg - - LANBAN N TALRSWENEATIINEN
7]

wealsaldFmnai 2-1

ﬂ'lJEl’JVIEWIﬁWEI’]ﬂ’i
ammnimum'swmaa
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A7 2-1 wamanssuunlszmuealsniuivanu (American Diabetes Association,
1997)

- IJ L8 Ll i, L
1. TsAwmuailan 1 (Type 1 diabetes): WANTRRYNMIATEY 1IABUTAW
1.1 TR UARRAS N IANTLI89919NY (immune-mediated diabetes)
1.2 wiaumg bile

= e T :
2. Tsaluauwaustinn 2 (Type 2 diabetes): I]ﬂﬁﬂﬂﬂﬂu‘uﬂuﬁﬂmﬂif.lﬂ'luﬂdﬂ']ﬂﬂﬁﬂﬂ wig

¥ . X
s innssatnmaluRen vialianiasie

sinmmsaBugiuliifemerand gl ‘.l }

: - - - e - -
AANVTTEINUTAULASVAIEWTAL

3. T?ﬂlﬂ"iﬁ’]"luﬁﬁﬁﬁu‘l (Lthiei speci E5) —

‘-H

3.1 ANHEmUNEY
3.2 AnuimUNg

fnfuuealipay
3.3 Tsnvessiuedt

nelifinln
3.4 Tsavnasians hormone, ABTATAA, NGAINEY
UAT  epinephring XL AR AT Bunnse et
Saniius iR biAsa L {1111 acromegaly, glucagonoma, WY
Cushing ‘@7;;:;;;255715‘

3.5 WIMIUNGERS 1; 1U pentamidine, vacor UAZ

Qt-interferon unﬂﬂﬁmmmﬂwﬂumm dauNicotinic acid Az

’ tmﬁﬁffm JNW'Q S—
AWIRSNAR MIIAD AN, oo

receptor antibodies viTaliu Ae type B insulin resistance
- ae
3.8 13AN79 genetic syndromes NANWLEILTIALIMIM 14 Down's syndrome,

Klinefelter WA Turmer’s syndrome

L
4. TrAawnvwanuaniseaaTer (Gestational diabetes mellitus; GDM): 19z glucose

. da X v,
intolerance ANmlWldiansn




3. BugAu

- - 4 - e W JJ o
fugiuliusefluunufssnuinsasueiugeu wihinidAtytesne il
L
- - ] ¥ - -, - - -IJ -
fughu A muAuszsiinieluden WeyluinousiUng uasBugiudalwirfd Ay ung

- x
AruANunUeRTNIesR AU lawen Tsiu usslusdu datl

wii'7ies8ugAu (Belchetz and Hammond, 2003; Brodsky, 1999; Karam, 1998)

1. Sugdunsziuiininingladlilgsarimininalalaia (glycolysis) uaznns

ﬁ'amﬂ*ﬁ'lnn'ilmw )ﬂ?ﬂﬁmﬁﬂ (glycogenesis) Tuisaa
n&miiie ..--ﬂ.

ne=BuNII 1a@a (glycolysis) Taifiuadias

ERILE
3. dufinaiffhaied HCEPERERE R Thiau Faidundanszuounag
Inalndlulaf : : yaunizaianglaasinsiy
Funin nglaide:
4. 'lhﬂ'tﬁﬁmﬂﬁ sogenesis) AINNTARTHTM UAS
o) Tudleideluty FaGundinssuoums
lalisunGAipogenesis) INBITUASARTMIMAL 5 1A 709l inudause
Ry aRe ¥ £\ ‘

6. NIz umrﬁmmﬁmmum alUlsmulana ( pmtean lipase) 3adaelunng

IR IR o
TR Anenat



3.1 MeiueIdugau

rieufidugAuszoangni daesduriufudugAu (nsulin receptor) L
Aowinvsasadimnng mrﬁmi’wmnuﬂuuﬁuﬁﬁuﬁwﬁuﬁ vnliifianszuaunisnielu
wad dansi s inglaaiundsuld benglasdauvilsssgnulfelidy
Inalasuuazluiuiuazaninudousiauesinme mmﬂnqﬂﬁﬂﬂqﬁuﬁﬁuﬁ"qzﬁuﬁu
S FUBUYAY uRzAMNAIN T UM IFLTRIBUgRUTUF T (Alberti et al. 1997)

-J B -
wHasndughuiuseflagiirpuannisiiarsamnlszsiamaniulawm

L LR LR RE AR CINVELLRELEY)
- - - = e i ] -
risresdefuudugAuRy IMesRLs Tluiraneld Insianizetinaga
g - : :
U (Alberti et al. 1997)

1. Tuadun i gs® i 900 :\4 endavmad M Wi g4
nglraluadsinaioue :

2. Wunfwiiie ylfnod S AN ASANNTZUALREA anaziinu
dilaemnaeditinnazlan \ Reaven, 1989)

3. lunad i Sulla s AT suangl 11 TuBaTs (FFA; free fatty acid)
' ) lipgse (LPL) satensmlududaszan

=
lipoprotein Tunszudifns Bugd pninglasdngiradludu uazimis

nglnsazgnuAsuualdil giye 08§ £ mlunsshalamaueled
aranunadluy wdas el Ao diacylglycerol

acyltransferase (DGAT ﬂ:ﬁ'uifqmu TH armane-sens e lipase (HSL) ualmtIINAD
vinliinnsazanles Eﬂﬁm ‘%ﬁ 7l2-1uflairanne IdFumasanudan
Lﬁuu?ﬂﬂmm?;atm AWE. ﬁ\ ofi ﬂ;ﬁﬁ alance) Hlmsnfalsd
azanlu mnﬁ" nful adluEden et AdnnnzwauRy
{camﬁQfe j&%ﬁmu %gim&aﬁu&hﬁuﬁmmﬁﬂ
‘lﬂn:ﬂu'l:l non-adipose tissues 191 AL, nénauile, wimedlufugeu uasdnansny

NRANNWLRNFRETEIZAINGD (Lewis, 2002)



.'ﬂ"l'll'lﬁ 2-1 uﬂ 8} ) u AR 90U (Lewis et al. 2002)
Lk

4. Tusu n17ai8 inmaluiRentuzanaIng
- ok o i : ; ] . n v e
Winauliswnsnnanadio s A gsAUaNTALNaae M WinTraFangTaaa Ny
- X < 7 - A - ~ X 4
wina Tnadouvilaluuagin 73 ALRIR TP A Az NAITETRARNTU 118931N
- - W - 'I‘ - - - -
rnuauqau'lmﬁanﬂimﬁu e T artladu i liiAaniza¥anglaa

FINALNT I'IIH us .,fhuvrm LﬂHH

-

S .
augaunansninliauaitolunig

-

uuaqmmhqnginﬂ 3 A

V.
3.2 nn'lnmmm'lqﬁuﬂu' ;

EJMEJJ.] DRIV MRS o e

%euﬁ’nnm.uﬂumﬂ‘iﬁﬂmﬂtﬂﬂnmmmﬁﬂu 2 winutigs (subunit) A faursiminutien —OL
(a- subﬂt}ﬁ:!lalﬂl ﬁ ﬁﬂlﬂnl %&ﬂngi rlﬁhﬂnﬂuﬂwﬂﬁﬂu

dures —u n“l.ﬂuzhuﬂ'lﬂunuwwu wazdumibties - B ﬂ"uﬁuiﬂumgmuuﬂn
184 (extracellular) ﬁquﬂwwﬂnmﬂuuamumum (transmembrane) uﬂ:ﬁﬂuﬁwuwﬁﬁ
s ludlalananau (ntraceliular) Ssdauifiesasiudouit uAAINMEIRIBUTAY
Tnueangns ludnenizseseulnlinlsiulawe (yrosine kinase) nenaAs Weiltugaumn
n:r:a'im:ﬁ‘n'lﬁtﬁnmnﬂﬁ:uuuﬂmzﬂiﬂq (conformation change) %84 IR fanaliinig

-IJ - -IJ X o - ¥ . L
nrzudouiinutirfdlueuleill Winswdnvaweawma (autophosphorylation) iy



AuvirasnsaesiiuinTsiu (tyrosine) Faiflugoulszneuses IR ﬂﬂﬂﬁu'immmuqu
(regulatory region) uﬁ’qqﬂn&uw:tﬁnn'mﬁumjﬂamﬂnﬁtm saLfiaques insulin receptor
substrate-1 (IRS-1) WAz phosphatidylinositol 3-kinase (Pl 3-kinase) ﬁﬂn&uﬂ:tﬁnmﬂﬁu
wWeaiNATI AU serinefthreonine lunnsnszéfusialalil protein kinase B (PKB/AK) 34
mensziuethesiaiiies sz liiianisReutiitees glucose transporter-4 (GLUT-4) A4
agjlu vesicle e luadlufadinaiusy e linglaadnannieluaad vinldiead

[ - - t‘ - e
anunsaRBuauBIsanITneEurssEuTuluntsaassALnaalwden R (Storgaard et al,

[ 1™
synil synthesis transport

AULINENINYINS
RN, o.....
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e r -
33 MIATUANTEAL urmaluidan

snneinsaauRusziunglaa ey lussiinng daunaiuangsyesdng
n7uAm (glucose production) WazEM3 N1 (glucose utillization) wAaFuL Tz IUE IS
T:ﬁuﬁﬂﬁﬂﬂﬂﬁfﬂﬂﬂﬁﬂuﬂuﬁd gastrointestinal hormone Taeiannz gastric inhibitory
polypeptide Wa% glucagon-like peptide-1(GLP-1) q:n::oﬁummﬁ{:ﬁugﬁmwmuﬁﬂmnﬁ’
e FUbeN TrAUTinAN anglnn un:ﬁugﬁuﬁqﬁuqﬂﬂ dudfansruauntzaing nglaa

g A = e e P
(gluconeogenesis) uaznizaate inalalEd( ngenulysus} ﬂmu 'nm:tﬁﬂqnuvn:*cﬁ’u

(proteolysis) WATNITART 1S *qn'iiﬁﬁﬂ Luﬂlﬂﬂﬂmﬂuﬂuﬂmﬂﬂ

Bugan Wur nduile o glasdnnadlauendelusiu

S I lunrrugihef I BagnnszdfudoeBugRu vns

ananlrzunnte W meuausredugau ldun

aNe, WnRenum, ywitslignnessudandugdu

auaadinannglasmans \wannEuen dausanieds
Fasanrunglaaeanunangit i@ Wy luinaing szwiulsidn
aftnzudnAtia i Atysief Tuifeniiog 3 uvis 1¥un wiaadues
Fudeu, néaeanussii thugs AUy ‘l:J=.*F‘m~awﬂuﬂ:nﬁﬁu-.ﬂﬂmulﬂﬂ'tmm

unglaadinaad s ks yifliRnpAmInGivessdl

vansludenld -V £, ‘

I!'

wm@wmmw v rarsleiiry
TR AT A e
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n 4
P1IR 22 udmaTauAs Ve glucose transporters (Mueckler, 1994; Sherwood,
2001)

-

- d
aim et win

- - - ® i . P
GLUT1 LIV DR vinglAgeinu blood brain barrier
WinReauA, ANEY

GLUT2 wéinnsduewiugey, i,  AUANNIMAIBUTAY, glucose

- -
o, madue g Homeostasis TuFuEY
GLUT3 s, 1o, 1n.4i bm{hmﬂﬁ
.i' hica : s oS A - -
GLUT4 A pngtAet 1A Inen1TNIsAuYeBugAY

GLUTS VFUE T e N n

GLUT7 iz\nariu endoplasmic reticulum

n1sAsIanIavasd’

AIHINILYINTST ;:'sj"*w.,. aaMAUTIALIMITUIVIANT]BINTNN

(American Diabetes @ssociation, 2005)

1. Fasting Plasma e ucose (FPG)
D AR ﬂ m aimialudengs
Tutasama oL aTRly ‘ﬂ ﬁmﬂﬁiﬂﬁ’m"ﬁ’ummn
SE
mmmm 1ANEAE

Frifazdmansan e LSl ma Ry wasliTun glrauasin

MImBUANBIIBIIMEAaN YT eIRugAN filhudasinamnsettatien 8 Faluariou
L :- i e : .-f - &

NIM9S uazFavinImmsRennfwsniow ndsniulinunglag 75 niu viamsians

- : . - i -
WRean 30 W, 1, 2 uaz 3 Talus thidealdmnssininms Wisu@auiuaisan 2-3
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-J L3 - L
A3 2-3 UWAAINTUNNITIUL ftlsniumnnu

Test Diabetes mellitus Impaired glucose tolerance (IGT)
Fasting glucose = 126 WN./AR. 110-125 un./Af,

(70 LnRlus/AmT) (61-69 AR uA/ERT)
OGTT 2 200 Hn./AK. 140-199 Hn./AA.

(2h plasma glucose) (111 JARLA/ART) (78-110 fad lua/fing)

3. Glycosylated hemogigbin(H -‘ \’ ,/4"

[ 3
al [ ] J
NIATINVN Tl n A I. BEALIK AD N1TATIRITUILLIAANSY

agiuAtinadu Jatluggal Iﬂ 14 1{,\ X ﬁwﬂﬁﬂﬁﬂn%wm{f'wrjmﬂﬁ e
ﬁﬁﬁmnmm'l:ﬁ:lﬂﬁﬂ / P \ 8 U T (HbA,) Banszuauns
fanstuiunuddels !” B h.l! * \a mondlutnaiu 1o Ju T Jaiyey
TuReau 2-3 1oy [t VilAeATrzEzIRT 2-3 inew Ty

murlnAssizziuaninale e inalaloanaluinadudadlu

fiatiuatin duhsamnrnmugi s SiEE s

Homeosis '_:f- sssmient (HE L! .ﬁ et al. 1935}

Homeostasis\jaae il ihe, UszgnelldTuau routine
jo -

i1 u&:ﬂmmuuumqqﬁm <1 AL mﬂ@a:mwwur«mmmqmﬂ

dugdulng HOMA-IR ldF¥bagal (fasting) gluggse 1Lt insulin Tun1sAIMINL ANGAT

AUEINENINEINT

HOMA-IR = fasting plasma igsulin (RIU/mL) x fasting plasma,glucose (mmol/L)

ARV RNEITRY

Tt 1 pIU/mL = 6.945 pmol/L (S! units)
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4. Tsmuvanusting 2 (Non-insulin dependent diabetes mellitus; NIDDM)

-l i | e - - ' -
Tratmaueiiad 2 Wilmifeadesiurzuumunusftnyesianiuiin
P N T - ' ot oy -l o
InMmABugRuaaUng An sudeusiuisondaaugAuly udldiReawmenazatugussdu
¥ . Cm - SR .
wmauifen Wegluinsiung uazianieifianiazieseqvaaugau (insulin resistance)
IneBughuamines (insulin receptor) YinufiaUna vinliaauatunsnvesBugnlunis

8 e a -: l"I---- 4 H
vinbinglasdnguosdluiuussmadniaidiosass uensinddainbifinnsairadimiaan

FLUNINTW AMeUERAIATY 1M f 1:ﬁuu1m'mng'l‘ﬂﬂ'lumﬂnq~a seiuludu
TusestaUn® uaziialsaunsn (Bell and Polonsky, 2001; Kahn,
2003)

aluiRenlaunirlszaiuau
szwinaiiieidenine 7 0 Tnsulueduazdndnylu
nnlFuszansiimng - nﬁqut':mnﬂnmrﬂ'l.ﬂ'ti
pilulawmen TngAFua@ingidsnahddEo un: bluiTuidoianinmieng ue
3o suima e & TIINAYNY FURE q‘lnﬂmeLﬁﬂﬁtﬁuﬂﬂmﬁ’m
@onsuantu winnalndan Wil snaasiny a8 1L TneawnzagnadBugauiay
tadtman q:ﬁﬂﬁLﬁmmq:ﬁﬂm AP EINAEMAD UL sz e e uazidlaniseangni

FLELLERRIGIN RTE

4’ ey ay
n"l"lzniau'lﬂmlnsulin resiste

ﬂ %é‘ﬁ %ﬂaﬁﬂﬁ}ﬂr Tnadnaadanas lag

Lﬁﬂlﬂﬂﬂml’m’l'}*ﬂmﬂﬂuﬂﬂu dun L’uﬁmﬂmnmﬁwﬁ’unrmum? glucose homeostasis

R ORI v Te—
9N 1AskeauYAY erainanAAnUNAve st siuifuadestiu insuin signaliing
pathway finnszuaunsaeutine GLUT4 Wfamadumunisnss i linglaadnguoad

fmad (Shepherd and Kahn, 1999)
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fedefifetesiunaianasiedugivluilanlsawmmamniaiiod 2
1. Wugnasy
Glucose toxicity
Hexosamine pathway by-products
Free fatty acids

Islet amyloid

@ o oA W N

Reactive oxygen species

FamuRaUnFunatiudgs L Iucnkmase uglae maturity-
onset diabetes in the youngdM@Dy iy \ mmdsBugRuianadlnng

: - - = o ol
AedugAu inlWscauTingd il dge 'lmﬂnmﬂnq'inm AnAY A

fuadanImaIuazn glaadiaadanaslunio:

= - - .=
Aanf1n Funn1nzidn g \ [adanasian i DUy

= = : - - - - &
ﬂﬁTﬁLﬂﬁﬂ'ﬂ:ﬂﬂﬂH‘ﬁﬁW ARRY iﬂﬂ"l‘ﬂl"lﬁ‘t"lnﬂ'lﬂﬂuilu

184 glucosamine-6 phosphale nd Crook, 1996) A ufaus ALty

- - f o T

namauit Jaiemessiinzai _ g an 1T lumad vy fatty acid vin

.lﬁﬁ fatty aﬂiﬁ Iun ik et 1 111._1.;1 A et _ml.&h_n_‘-:_:;:_:;;ll 1“ Lﬁ11ﬂﬂ:ﬂunqﬂ1uLﬂﬂﬂr
SELZih 3

4 d wd i e
2unlild adipocyte f; Lasuu iianiazifundn

steatosis $19M AN nur}uiu"tﬁumm'au‘lmmm-m Mnehusdaunaiily
Ttnmaa le ﬂ w ' v lifnsacanues
Innfvoeladn ﬂ m‘m‘, FTNn mﬁ‘lﬂqmﬁuﬂm'ﬁ leptin 8%
A1 ﬁ m W bﬂmﬁﬂﬂmn Aulia
ﬂﬂmﬁwjaWE am ..:111ﬂ 1 gjlm TRE q*ﬂquﬂﬁ':

Tn1minaueAuAIaaaARY WTIANTZ lipotoxicity (Kahn and Flier, 2000) uﬂnq'\nuu
massanaslmmameliniglumadndiile q:ﬂﬂmﬁmmq:ﬁﬂﬁuﬁumnﬁu wazdn
A fusrswan sl luwdoad As islet amyloid #Tin1sAnsszezenalu
dniaaafiduimanunudnFunn islet amyloid iR uduius BN M

- - J
SUARUVIAARL (Kahn et al. 1999)



15
5. imangning

. H H al -
Winlma 918Fundn Alna wglaas visuwausll dhahmsluanaimudi

- .5 -l 1 [P | H
fravaundmimatiiatu wulunasaenbl uald dn wiie uazluluensveanimig

pinza (nglaa+vigning) Winlmassgneadulua11§idnineis carer-mediated facilitated

diffusion

ﬂﬁaﬂuﬁmmﬂnnﬁﬁmaﬂ;n?mamnﬁmﬁn 16-20 nFusa T Fadauugy
ananua bt 85-100 ninye 3y Taunsuiinasmsuuunsfunniile
wmangnina nsfurlsenigiy ganluRennasuulaaiindniimg
ity iy vnnaglaen a0 n e Tlyeemic index) Mndn winsuFlnn
vinimaaeareiio P agese it : ..ﬂ;n'imﬂﬂﬁﬂnﬁ vinlidrene
fszsivvaslmandioelss i u'lnmmnﬁﬂﬁu (Hallfrisch
1990)

5.1 LUUNUBA

Winlmas gl guoadiudelifeserdunmives

fugau amnsadnglnalalaialszs guasiiieide vy undile Winlna
annmadginina lpthdnlilnansy Tnaeadeeulsihdokinase ¥y fructose-6-

phosphate #7111

HAMAUYIEHY  fructose ‘t -phosphate A nuuiowlol  adolase azwfey  frutose-1-
phosphate ‘114 jm m ﬁ:mn'ﬂﬂ:ﬂmuﬂﬂmﬂm
[dlhwrﬂchelﬁnﬂal Mzgdn ':'].I Lasaas las-3-Wasmn
Y i1 pT7E b (R

vigninagunntiugarIuANUEeN (rate-limiting step) 'nqﬂq'ﬂ Aoulml
Waawewinimlawe (phosphofructokinase) ".th‘ﬂqmmmLﬁﬂtjﬁﬂiﬂﬂfﬂ".ﬂiﬁ‘lﬁﬂmqmmum
Fausnsnesniunued@ueanglaalunszusunisinelalads laanninglasdingsua:
grdudeliieii Bnueiii (ATP) vifedmm (citrate) g1 arsmsniissWdudanininam
yoaeulmieavewininlaneg Istoududinmsaiaesnfialae (acetyl Coa) 18 duhudle

#nlsznuamsiivgninalhufiunugs Winlsssgnuasusunssilfiduesfialae
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p : i :

Dudhusrmisiilumsduansinge luiu UffFenisdaanaiiduuuy de novo synthesis
i J L - i :' - ] -3

A afuarrswaluganluanaidn - wuiduwazad luiuyingu naaludugsssivent

ssgmit§npmaidhilnmnfme el dinwd 2-3

Fructose Glucose
I Glucakinase

mmmE e Sme e e

Acyl glycerols

l )
oL ﬂ‘lJEl’J‘VIEWIﬁWEI']ﬂ?**”"
ammnim AN Y

N 2-3 uamInzTUUNTNIMUeATN TR N Imauazng lAs

tyl-CoA~—pCitrate -

Awvailable from: hitp:/fwww.ajcn.org/cgi/content-nw/full/76/5/911/F3
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52 nsazadlnsnfigalesluigadladu (Adipocytes)

017 glycerol-3-phosphate (Hua1ssiusaintsailamanelsd ansll

- . - - i -
119NN 7ilfey dihydroxyacetone phosphate filgandtinalaladia Inunglraluifen
sanmendguadlnii enmndwesme findugau Tediinglaslufenuin seflu
fugiuasifalinglaadnadrguadluiulfiduazuin nglrassgneendladinuuuounis

Inalnlatald dihydroxyacetone phosphate utuzidaniufinisaiansaluiusin acetyl

| " . 3 i W -
nezuauntsaane luTuia sis e liiin1rlanUaatnem lusTudas:
oua=iL Faasin e

1?' B4 l uwnwﬂ?ﬂmﬂnﬂﬂmu

(gluconeogenesis) ¥ ' mﬂnmuqu unvmﬂhﬁu

ﬁ'\ﬂ"lﬂqmtjlﬂumm ~ (reactive oxygen species;

ROS) fizaun e luimadil

. -Alvcerol-3-phosphate fsin1rafalmrndmelsd fu
Vw

auIndunsy g
r
phosphate ﬂ’lﬁmnq ﬂTﬂ'lﬁ%ﬂ uﬂ..mumqﬂ{]mm ﬂ WaTiadutandnaranias:

(free glycerol) u ﬁ mm ﬁ*muunf:ﬁunm‘lwu
BarAiaiatul EE m, #i rycerc-l -3-phosphate 161
Wl Fadu 1 IsuTinsuam
S - GO a0 e

wadsetugAusnadll meabsluiidusifinafiuszes uwiszgndssenlunszuaien

e dihydroxyacetone

TnusaniueaWatln naeisawmases wazesTUlsiulivile¥es (apo-B 100) Milulaly
Tus#iu Gun very low density lipoprotein (VLDL) #aifhulaTuTsituiinlmsniimelss san
n1sdArsiluiadsU (endogenous triglycerides) 1.1.lﬁu;4m§.‘rﬂm"m 1 Tnaiewiziieiie
s AFoanamdsausinnes iy (anuanes) wulnflallusfulaws (ipoprotein
lipase) Trnimasmidenszasrensalutinidnguaditeloaniladldndsanu dwiud
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i 4 - - 0 - - . .
waideleiu nealuiuildazgminlaivlamndmelsdinaiuarauduunaaindsaudises
i ¥ -l e . e - -
atialsfinnm naamde VDL Fsniiull amnsodasinlmianismiioninaniianiay
- - . - 4 - -
ABBUYAY (Zammit et al. 2001), WanirulfeuwlaanisdedtyyiuresBugau uaznis

- X
MuTUYRY inflammatory cytokine 1# (Carmona, 1989; Park et al. 1992)

] T"‘
FUE Y8 s 3

PMIANTUAMINYAE

iy J | -
M 24 uamanszuqunTWLeATHrearzninalun s Roudiulamname laflusiu

Available from: hitp:/fwww.answers.com/lopic/fructose
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vl{nTnﬂHﬂsmwﬂaiujﬁu

msfusznue Mg ina hu Fuinga wudh i liRanguaan
Uniniawuedna 1dun ifAn192 hyperinsulinaemia, glucose intolerance (Zavaroni
et al. 1980) WA= hypertension (Reaven, 1991) ludmivnaas

Thorbum WRZANLE (1989) Wudn ﬂﬂlﬁﬁﬂﬂﬂﬂ;ﬂiﬂﬂW‘M 60 NFN/100
nfutasevnsuivyiadiuszsio 3-4 &ad axvinlinnsesngriuesBugRuunnies

J Ll - . . u u
uaswienin Wiian 19z hyperinsulinefmied ipsulin resistance, glucose intolerance WA

Lﬁmmnam‘nmunﬁ'am et N an NN TARIRTY YL BIBUPAY
UNWia4 (Griffin et al. 1999

[N , i RS UBIN: e L papaiinideinudAtysie
mMIsennMiueIRugALd . o Wewnsdhainmavgning
whanat 28 U ngunl ' 'H'lum?ﬁqrfm:uwquﬁwﬁu
Tugrwiu neaRe Tesu 1 lmef (autophosphorylation) 7
afusanatafeuns 72 ughaa E,TT? hsulin receptor substrate (IRS)
wheuwaa winnAan 7R ;:"_ fadiuuszadndtiotannanas
atinaildudiy L R N L

"v" w4 Furivyrnamue 66%

mmaﬂ;n'imﬂ i [ 2 ALmM WU NATUIUBUT AL tmﬂﬂunﬁﬂumlummumm
aeaiIAA ﬂlﬂuﬁﬂ:ﬁ ],qt i maulafinuAzIEAL
hmnm’lm"l:mﬂ m ﬁuﬁq a8 wazsiwIng
wm*ﬂ.ﬁ” m.;if n9fuflANR ATy
plOkA ﬁffﬁ%ﬁ ﬁﬁqﬁqﬁﬂﬁ w
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6. BYUABATEURENSINIANTIE Oxidative stress

ayyaBasT (Free radicals) Aig Lusnaiiddisanseudarzegaslnassauuen
4@ (unpaired electron) ¥inWiilRauanansnlunseeniladiuluianadu ﬂl{.liﬂﬁﬂf:lﬁﬁ%u
Tutramesinnisuudadiaanseulunssusunisuansigya s Wiiadundaanu lagld
gondianlululnrewsde BieaAnsaud Lﬁﬁ%m:qnﬁuiﬂﬂﬂﬂni 1au fiadluayyaas

-l ] -  —— i . . "
aanTisufilasaninfimlijizan Fundn “reactive oxygen species (ROS)" HaNS NI

yiaeulnyd U xanthine oxidds sl synthase, lipoxygenase, aldehyde

oxidase m:ﬂﬁﬁ“mqmﬁf Roliki LAY &{}xidatiun} Tneunsm s lugne

Bluiranae {humeosmsm} Azl
uvuméAtylunninefiygdiofd . bk aaiitinipe 198s < insai ROS T (ile
Untleaiangsinnisi . nuNTTneATRTeItil sy
N neilFunnd RO aasilioulmiviaminilunsg

watuayysdass s 37 2-5

1. N8R H,0, fess UG, pxidase-reductase

H,0, .:..“—_______j,
)

U

.

NADP’ NADPH

Giutalgjane reductase

m@umwammmm
bl A TR TA Y

3 n128aE H,0, fiaeieuln catalase

2 H,0
25 “Catalase (CAT) *

2HO0.+ 0,

-, & - .| -
N 25 uamnliifFennmndneyyades: Tnoendueulnfiduasiunpadas
(Paoletti and Mocali, 1990; Wendel, 1981)
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eulmAvimiiiduseuissniumwidnudesedendanuite i
AifiAneylun1nzdfad uenanniitiszuueangmnlsleu (glutathione) BanwuiFluisad
yiald ngmalslend! 2 g1l A nganlsTousi3Aad (reduced glutathione; GSH) Uz
ngalsTaugleandled (oxidized glutathione; GSSG) juvassaNnTanAnundUl
nfua A nesulfeneendinduiingu unzarduieulnddmzideglumad Ae
nganlsTauanuaa (glutathione reductase) inwihiinmnanmngenlslewluideide ey
Tanwidad Taa'ld NADPH uaz FADH ﬁﬂmnqmiﬂw wafaanTuaa (glutathione

peroxidase) a=WWiAadiefesnlus i \:‘ l , mmﬂq"lumumm Falur onlnieatn
dllnlalaswlefeenled ngm , fblGPx) Wnanauuesnesed laud
Fandngmnlslau (GSH) Qrideebuenn L Tngaassas (GSSG), eulnigulefeentod-
"‘"c. Jafaanludueulessu (0,7) W

"--. 990) dnuAzmEIAA (catalase;

Aaiama (superoxide di
Wunlefeenled (H,0,
* - -l
CAT) nminn/aewlasgef
- , )
panneaff £ 500, CARUeT DL TBangmlsTou axdoaiuluns

fangausafnnelinafi sV uiniln) 1A ROS e tlasiudunseurioad ui
d o eyt \ a v ama ;
Haifianzazanyes ROSAT o R sliia iR i, niinly azvinbiiRaraah

aunAYeNFNUeAB AT LN G 9 peleulmiuazarssineondieduluned

wiatamy Yinliiienas oxidalive Sfess 4 p :ﬂurﬂiﬂmﬁﬂumqa'turnﬁﬂ"ﬂq'izqn

i “

yinaulneayyadas i_;- T ma g Lo WA= AES RS Abdollahi et al. 2004)

rmuivnumrmmg?nﬂ'lumﬂngqnuaqqnﬂﬂa

qum DN T
e A e

nglralaedtlnalaleda saxinliiianisudn ROS muluadifniu Tny NADH uaz
FADH, Balussfildandnanainsud (Krebs cycle) azfhuunsssasiuammininiia
ROS uasiutihndsdiannraudingreuutusdinnnseuy saniuasifianisdindinamsou
TurzuuyudBiaAnsou Ine ROS ﬂ:qnuﬁmiuﬁwn‘mﬁﬂ proton electrochemical

| =
gradient luuauntsiiuvasTiie ROS I efadiluueslulnasuiste Uhnninssuss

- R | -
BiaARIEURINATLSIN NADH dehydrogenase Wnganslsznauidatou | uazudionunng
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wud17:1974 ubiguinone Tdgnssznaudateu Il (Kwong, 1998; Wallace, 1992) ROS
fgnudstu Thur qUulefesnles wdida (0,) Tesnnsnwdouwaniulansenia
wsAiAn (OH") unzlalanau wefaenled (H,0,) 1 (Nishikawa, 2000) ayyadATHMET]
awsoinlinadunsesio DNA wiallsiu uasiinuuiunisana wefesnTindu (lipid
peroxidation) & (Brownlee et al. 1988) iiiaifofi inausuasraBugiu 15y v, o,
Wuszam uazieuladifen nglaassgnindaiu polyol pathway o polyol pathway i
Urzneudnssesiuneundn Ae %uu:mﬂun-mﬂ#ﬂunqhﬂ {unefiines (sorbitol) Ine

o . . .o o .
wulnigalaaidnng (aldose-reductaSd) ld-gunaunasaldouseiinesdluvining

" a [ + -‘I j
(fructose) Taenoulnd  sorbitdh defydraubats® in idmsndau NADH/NAD (RNTY
(Hohman and Beg, 1994 ). aashiaeun- NJ DPmﬂq‘mﬁn'ﬁmﬁﬁnmamqq:ﬁﬂﬁ

\,&\ aroulel souislusineantles
Alpg lndnasannvea lusinaanlod axvinli

NN,

\ - - :
AR AR UTeAHeLEe (Lowenstein,

Tuima (NO synthase) 7

vagaRemRAN AR
1994) lusnuziinizans M6 Reugninatanlalasiau
wafeanles (Chari et a p88en s LsARSTIRATY BnTn
fudanminaseaioul » dehydrogenase (GAPDH) ¢
(Nishikawa, 2000) ¥ Wifimnf LA lnalaleda Juiutusmmlunis
U llgatinefaunney diacylgiicersiip a7n 70\ protein kinase C (PKC) uaz
NADPH oxidase Ufns3 ,.-::_};;-,_"_;;;_'--,_-;;;;;;.;7-,_‘,5_,;.;,;..;;.;.;;:',;.--_;_;-,,1 B TuYiu glucosamine-6-

-
phosphate T8N 70N —'phﬂsphatﬂ dehydrogenase

(G6PD) 1 vinlfpauaThinsalunsaina NADPH amas Tafl NADPH 1ufiumumdnAny lu
L] v - J ‘-n ~ -
NIRRT ﬂl‘ﬁﬁﬂ?’m r:j ﬂjlnuﬂ NaFsULIeIFAIT-
aandladngmn a@ RECHLE 11uled G6PD wianNszi{u NADPH oxidase

- e ¢ H : - o
"i‘ﬁﬁﬁmmﬂmmmﬂf 3
| - -
AINIT0R ropiudayluns® pfdenled st dmssifimduani
] g - 3 3 = - ;
Tlnduraguatedalua Funda Schiff base siann sznarsan wituarsdum Fundn
early glycosylation product (EGP) %38 Amadori protein uatinilszsiumimialuifengauiy
& - ) .
AU arriasagundasie iy advanced glycation end products (AGEs) WY1
W ROS {FiFtu LBNsNT nsudnqUlefesnled usdAa (0,7) nniiuldluntnzuma

-
TuiRengs axinliiianisdudanisinausesieulsd glyceraldehyde-3-phosphate

dehydrogenase 10eATin13d A=Y hexosamine & (Du et al. 2000) Fafing1ax naln
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o —— — : ; R .
wartiudavinMifineyyatiaszaila reactive oxygen species (ROS) WnxINTUluITAR
uazafAMBEMBLiIadle

—_—

M 2-6 uun'lnmnnn oxidalive stress 'lun‘aﬂ:ﬁuurﬂmanq'tnﬂqq
Aug AN TINENAS
RINNTUUNININY
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7. Rosiglitazone

Rosiglitazone 1iugngy Thiazolidinediones mnq’uﬂtﬂuﬁﬂu'lwnumiu
ual 22nqVEUANF9AN sulphonylurea A Linszdunisudsdugdu uARNAI0ARN1ITAR
sugduiiaidefieangnt Ae ndrnilears, 1y usziu WasanamndiAgyaes
Temuawausiiod 2 An nazedugdunsinelaujaiiqni %aﬁﬂﬁmuam:ﬁuﬁﬂma
ludenl¥Ately

gaslasaning Ae Sl 0m o) ethoxy)phenyl)methyl)-2,4-

////\\\\

4 ;
thiazolidinedione Wi .428 g/mol

;J
A g uﬂm'iinmahmmmmm rosiglitazone

ﬁ“’fmwwwm e
WA AN e

Lﬂué'ﬂuuu unzgnulasuwasianlfiFun N-demethylation Wz hydroxylation iy
A1ATY FIRINTLAL conjugate U sulphate WRE glucuronate FayANTTANEI in vitro
uamalifiuin rosiglitazone qmﬂ#wuﬂm'ﬁnﬂ cytochrome P450 isoenzyme 2C8 1 {unan
uaz 209 Wudauten wanuelavassniiasliflqniinfuiaats sl rosigitazone
Taunasfurlsznuviainnwmasmdansn wudidszunnfenss 64 Bunueszgndussen

t we - .-'
niaaaz usrfesss 23 tiunnenazgniveanniagaanse ssAuessaiugaganialu 2-3
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Folus IETANATTAmAY 3.5-4 Fale uasashunanisingaaanielu 8-12 flanyinds
g4

Gulien

7.3 nalnnnseengyd
J L 5 4 ]
sangnans=Aulnunisdui nuclear transcriptor factor AiiFundn PPAR
(peroxisome-proliferator-activated receptors) %dtﬂu nuclear-receptor WATATUANAIT

vulnantsuasseaniesfiu nani79uriL ligand binding PPAR Usznausae 3 subtype

fu eFurerunaln 2 1l
7.3.1 n7zuouUNT? pazv119u83 DNA Tnensesuniiu

retinoid x receptor ( PPAR-y 1ol thiazolidinedione

4y ligand binding sife PP ARy (1l et co-activator #atl covalent

bond wAIRIMILSTAU 9 u\: b eI b i R IR AT i
; - i " q \ o - ®

promoter region \78N77 PPARSresporise el@iments ,,h ) MinWiEin1snezAunmitauLes

| = o
DNA Tne1u2unTs transcription g6 PN TRDATLANHANIITIN W

7.3.2 NTEUUNTT transiéprEsion Ap olidinediones 4UriU ligand binding

o4 AN NINLEY pathways

site 194 F'F'AF{-Y L l,y,..-.. 3 e b M T Sha e .J.:..';.:.;.-".::,,;:_'_;'.'_‘.:f.»
.* signal pathway Tauasangnn

#1497 W nuclear facto 1
-
-Ihmﬁuq*ﬂmlﬂnm'lm: r‘qn:r"mummmnummulmﬂma 1839719078

ﬁmyg;msmwmm

BBTnATe: thiazolidinediones ﬂﬁmﬂmunﬂ‘lnmnm

A N0ASN AN NN
1q Thi azoli ﬁeﬂ Iones mﬁﬂ fL nscnptlunal activity 184

insulin- respnnswe genes Wit Failunluntsmununininglasluld TnserAedugiu
-

veadladerine  nineiyresadluty  uasneznuNTUUeATNYe sl Faiafu

maTMUmat AR lun ANz AuRauedlEil MnsTyresedluy ussnisaen

-t - -
OVBUBIBUTRY
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2. Thiazolidinediones SUMUFAWMITIVUAITY  insulin response Sequences
(InsRE) ylWAansusnsnentastiu Arauanmssiadmimmnglasdnead (GLUT)
1diur GLUT1 usz GLUT4

3. Thiazolidinediones aAMNuAABANTEYThAA I TNF-O veiieide i eaxi]
uaviinsuamseenyes GLUT4 tsviledetuiudiadu vinlinininglaaly4laseiu
maﬁuﬁmﬁumn’fu

4. Thiazolidinediones &ANITUAAIGENUDY ob-gene %mﬂuﬁﬁmuqummmn

»
2717 WINING URSANARTDINAY TUAPIDONUDY leptin RARY

[

7.4 fausmns e

741 14

7.4.2 14 rosif umm: URZNITRENNIAIN"E

J o 3
Wan N 1IALANTEAL i uﬁ‘lﬂ 2 Fi

5‘. _ Wit sauiugn i

743 |
nex sulphonylurea, meffo 170975 '.E_ 9 -~ therapy) 'Lunﬂuﬂm?muqu
271 TURENTe N ARt g L 'f;«'; e il llanunToAuAN AL
dhmaluesvesihawminginis i

Sk S 2/

*d

7.5 nnuogEs
v:
Rosigiitazone & w14 2-8 TndnTusied

puReUNRAMILGIs m:r:rnmm rﬂmghlazone 4 TinAnTuseiu e lifussniunks

muwmﬂﬂuﬁ% f: E&,ﬂWﬁH}ﬂ N0 1-4 faf flaaz

Fuiualunirangs mmmm*ﬂu;ﬂu mmﬂﬂnumqqqmum Wnnaaldenluds

""’”"ﬁﬁ"mﬂﬂ‘imﬂﬁﬂﬂmﬁﬂ

7.6 pluuumandansan
- = il =
Rosiglitazone ihuiinenildnsniziupfvsuussinfeuianlu 1 uls

T = g i — -
Usznausay rosiglitazone maleate TansLWiNAL rosiglitazone 2, 4 uas 8 HadAniu
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7.7 fonssrFuasuatrafessannisld thiazolidinediones
7.7.4 vhwindafidiedu nasdninuaznnslatinany
uathwindaisus s dhumasnmaniadsn funnssniilu
amefisd v Widedesin i nnasumaimuld 4 fa 6 wWeddusesdineild
sudledou 1 e 2 weddusd lunguasupuvielduraaimnaniiady naslden
thiazolidinediones $aurienEadugau wudnRumudawiamazilannuld 2.5 wi e
Woufu e Sugdudaediniies eradunasinnmzunnirfidasniy fadu n1sld

¥ o b & - U L) - :
thiazolidinediones #fnandugAulidd#ingn Fesianinzinlanedon uensanten

NN 1A UAAIDINATEY
t1 thiazolidinediones Gl TUUBWLXINNG 3 ViU
AN Whisunun e figubicg : siasaiinil 1.91 wafidus
Tusuaugila 2,510 Au 026 Wasl ASA0 ,526 AV UAZ 0.17 wafifus Ty
wgiloy 3,503 AU Al vigegnazor glitazone WA rosiglitazone MINATGIL
(Lebovitz et al. 2002) #aunsafiiasiss 174 Taguaeuloin ity sy
HINNGY 10 WinueAPERNLIFEIIUSa 19110 68 infEes i |oe 7146 troglitazone ui

" v et U s -
Falinuraanludn 'I : g R uUz N imIaan 7

wifvesuriaulien -mmmummwmmmﬁ’uun Aawlulusn (Hussein et al.

= AUHININTNYINT
R wwm HPIINEIALL s

‘I"!I.Mﬂﬂﬂﬁl'llu'lmm I.uﬂd“ﬂﬁn']m'l‘iﬁ'llﬂﬂ total WRZ unbound 18387 ﬂunqmﬂﬁmm'lu
nsindnressmmzus lad lidnuduiuiiunimrdnuesnns creatinine wazliwudnen
M imsinueslautsusetalsfinudilifimdnenssozanalunsiian
thiazolidinediones Wffilatlpnny wazenguibinlhinds Fadhudedelunsdunguiliy
guaelmany
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8. B4u (Vitis vinifera Linn.)

afuidenainenmans Ao Vitis vinifera Linn. San1srdangqe A grape

5 &
waoliatiegluned Vitidaceae

8.1 ANMUIMINGNEPNART

. X e X »
i Anwnisultiden Wauds Avkdn @eumsdaeitenu

T dhiludies lugnaasd -7 v Tadlumdiala

pon:  eaniutautng ddhfelaf Tua Tvaan (Cap) axvqaesnile
ABNUIUNALABNIEHELY |

HA i Aafuaainae sevan iR
den Hoaums ez u mﬁnﬂqu'l?mﬂﬂ uARaAUTY
\fin

8.2 AINATLYE

Tuaursninu

danaatauazsnidly s Slovd lunsdusy fullaanas
fnunlsalededniau Usnidu Usemss el fuylrzam ufths ufenidau

Hnuﬂ,mﬂ mm.;:.;:;;”:.;‘
mnmuqﬂmﬁwu PIE U s anRen, Funzi, fiuns

|
tniAL, ﬂﬂﬁ"iﬂ"lﬂ'l”u ﬁ"t“l%ﬂllﬂﬂﬂﬂﬂuﬂul%ﬂ'!"t ﬂﬂdﬂHTTﬂHﬂﬂﬂlﬂﬂﬂH11q nsvﬁu

quﬁunu {mceﬂaﬁeﬁ ?W.ﬂ ﬁ wmﬂwﬁﬂumnn (EI-Alfy et al.

RN IUNING 1A

MIANERnTzneLAN
Idin1sAnetearnlsznouniaaiizesufnsjunituiasuiu nsAuwy

-
arrssnaudauanslumisan 2-4
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- ) - - = i
AN 2-4 uﬂnQTﬂHﬂhqm:ﬂr:muLﬂumﬁuﬂmmmnnﬂnmnnﬂqu
(Amerine and Ough, 1980)

General type General structure Examples

Flavonoids

Flavonols Quercetin
Kaempferol

Myricetin

Anthocyanins Cyanin

Delphinin
Petunin
Peonin

Malvin

Catechin

’])ﬂ i Epicatechin

Gallocatechin

NN A Lhecyanans

OH Condensed tannins

U NGNS

" 3 1 2 W=
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C4 e '
8.4 MIANIONTLLIATTANAININAAD U

Bagchi uazAmY (2000) MianimaaauAdus1ntsnlunimindneyys
farrvsasannnAnsfuisayysyulefaenladuaudonu (0,”) uazeyyalansend
(OH') wanmAsaNLAY arsataansaeuilonilunisiidneyysdassAnditiniug
uaZAmALT uens Nl .NTBIUNIANITes Sato KAZANIE (1999) WU1 ANTARASAN

- | -y . s . | - - -
wifsaduiigna lummdreyysnlefeand (RO,) 1ANI" trolox (DyuFLERRIRLE)

BIANIAAAIININARJURONITIAA
fawlefeanTindy, UssAubnawiiod o7 iahsemeenm1aneadass i wulnd

catalase UWAZ superoxide Cusmiu® PEN nxi-::lative stress WAL HANTT

f":? \{"\‘\ mr: (in vitro) AINITOIANTZAL

il catalase un supejdkigh 0 W tnnfindlawlefeandindu

14 (in vivo) ’\\\
541 571 ‘\: IATANAININAADIUAANTT

» - (3 S . g ®
angzdLdma huReavygi i apaldisdng. Vg streptozotocin WA SN

YIARSINLIT A1TRNASIN

Pinent ua@fA

madnglasndudnmad 160 1 aad1 669 WA< 3T3-L1 adipocytes 3auaN"7

VARBINLTT ANTANAAININARELLEEN AursnanszALUmIA uRBALLL
lﬁﬂﬁﬂﬁuﬂﬂdﬂw‘lﬂ R L e e Rt L Y VIRE LEES myolubes WRT

3T3-L1 adipocytes Faiinseenandmitauriy

U

fugau
T ‘o

u e = ]
LZRIER I 1
Usariumaduasdigsny SInnnisgtedayyadass uuygnivianindunmeiusag

; R . BN g ./
fgnitlagilims@Endvedid8ian 8asS Al TRk TEAUTIge 1sTeu uas
Lo = - —— - L 3 -4
anmoduduliitenlefeenfinduresluivluiutew Swssnnisaanin@eniuue s

fausnayyadas anmninsssiuae husugiuliindAssiuniazundld Suavin T

FEAA TUADATBIMYILIMITUAARY
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Hajime uazA (2006) insAneonisesansainsndneduluntg
Unflasmafinninzarufuiusiead (cytotoxicity) URT oxidative stress AigniMilenin
Tnedvimaramdiudiugs (30mm) siamraia AR Rt buanasai W
monomer, oligomer, polymer W&Z oligonol WU91 &17ANAIIN mﬁﬁﬂwiu Af oligomer i
Arussnndtatindu unsntiasnafinaomdluissiemad LLC-PK, & Taail cell
viability WA §13NI06ANNIHAR ROS Uas NO MelimagaINn1az oxidative stress 18

i B A .
dudan1nABeunues nuclear factor-kappa B aang lalmwatan uazvinlinisuanallsiu

Xiao-pei UAzAME (2008) )mqnﬁmqmmnmwmumﬂqmu
mtleaiurzuudszaml ﬂw-m streptozotocin HANINAREY

WUIMINUTEHEIAT 24 fland

o o
wuin e vansaiasinee@iE 50 "N
a @ ’ a / / \\\
axinlirrudauaanidAin / \ erve conductive velocity; MNCV)
- \ i (e LiFeuiuvy I uNg N
, X
80D rIuluyuwle

\gc

pstleusnsainaniuaneuliiuwy

A7NT0AR HbA

ATUAN UBNIINT AN7AE

-‘
s

2

# n E
8.5 NITANEIANIL W = 7

m:rﬁnmmﬂm :

M 'L:qumn*mﬂuﬁ' ""' NAADY (Yamakoshi et al.

| rll
2002) wAENIANEIAS Lﬂuwwnqwﬂ'm 3 wigu) lnons

2WMNTHATY gﬁ m e 3 weu wudn
mmﬂnﬂmwﬂﬁ jﬁﬁlﬁ a :ryﬂﬂﬁﬁj}u uaznguAILAN T
WHAnpFN M@ﬁ:ﬁﬂﬁﬂﬁﬁlﬁ]ﬁﬁﬁﬁu hemoglobin,
hemata 1 aspartate

aminntransfarasa. alanine aminotransferase, creatinine (Bentivegna and Whitney, 2002)

17 Man s s 4 nERlansi AssasaLIMEkER Ny Aunnusiluien 14
h—w_—

AuanansainsnAneduly
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1. ANIMARDY

WA A TUESE l‘ﬁ ey Wwnin 100-150 N¥N 47149u 36 #i

INANINARTMAeILIT ANTaNE 8RR TmdauaTn Wndnd

NARBANBUN N IAN DT i) RBLLR T IAMTNAAEY ATEARIWWNEATART

isansafimingde 1z S@azaFa At wasadn 1
mNIzAN waziinnl udge !
(normal diet) winri 505040545 M9 0108 PAARAN ek hinbidaim o

VRIS MR frign’| AR 'qnmmmnmﬂmuﬁuﬂﬂmﬂuﬁ
ngnaz 6 i el A s afimomie e ik £ anmane 8 #land Tag

. , oy \ - - R
AnguAcuAx 1 nauRFFUE I gnalibisyitilio . ans NeuimAe lF e silidaunay
|/ -

AULINENINYINS
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-l M - -
R399 3-1 uAmaduUsznautese A mMALMmMAaee (nFunilaniueiung)
(Honghui et al. 2007)

dnalszneuy Normal diet | High-fructose diet
Casein (vitamin free) 200 200
Cornstarch 530 -
Sucrose 100 -
Fructose . 630
Soybean gl A 70
= ,‘ﬁ_ %
77/ A
WA =

o 76 D\NNEE

Choline I fief a\\\\ 25
[\
2. ayulnsuazun )
WHARESE 7 Swminaynranns gnidNn
Hufigramgil 60 aar Wl falds ufrRsuaveudauiates

; - - - m .
Tyl anviuaindoginfigruil 90 8ermtnnus Usios 2 §2Tua nrasdnanszae

Vuﬂgﬂ ﬂ %&m;; 1998)
ammnw UANINYAY

ng84 Whatman af 4 Lﬁﬁ-m mu 71 -80 P A des ulain TR Il adneATas
Lyophilizer LﬁLq

- 2 4-dinitrophenylhydrazine (Sigma Chemical Co., U.S.A.)
- Aluminium chloride (Ajax Finechem)

- Catalase assay kit (Cayman, U.S.A.)

= Folin-Ciocalteu's phenol reagent (Fluka, Switzerland)

- Gallic acid (Fluka, Switzerland)



Glucose

Glutathione assay kit
Glutathione peroxidase assay kit
HDL cholesterol kit

Heparin

Naringenin

n-Butanol

Superokide dismul
v_
Thiuharbu
Total cholést rcf kit

(Merck, Germany)

(Cayman, U.5.A.)

(Cayman, U.S.A.)

(Human Gesellschaff, Germany)
(Leo Pharmaceutical, Denmark)
(Sigma Chemical Co., U.S.A.)
(Sigma Chemical Co., U.S.A.)
(Sigma Chemical Co., U.S.A.)

“/’(Nﬂmhulat Sanofi, France)

—ﬂgma Chemical Co., U.S.A.)

WWerck, Germany)

, \
 Chemical fine, U.S.A.)

sPI®io, U.S.A)

dia.)

irla erba, Italy)

Merck, Germany)

Sigma Chemical Co., U.S.A.)

o i' an, U.S.A)

ma Chemical Co., U.5.A.)

(Human Gesellschaff, Germany)

TPFTJ‘E]"J VI EJ ﬂ j w E’{urﬂﬁ‘sellschaﬂ Germany)

Autopipets

Blood glucose monitor

Centrifuge
Cuvettes

Hand homogenizer grinder

amﬂﬂimum'zwmaﬂ

(Gilson, France)

(Advantage”, Roche Diagnostics
Co., Thailand)

(Heraeus, Biofuge 22R, Germany)
(Bibby sterilin)



- Hot plate

- Lyophilizer
& Microtube
- pH meter
- Spectrophotometer
- Vortex mixer

- Water bath shaker
- Weighting machine

(Sangi Model4405)

(Costar, U.S.A.)

(Hanna, Italy)

(Shimadzu UV-160A, Japan)
(Gemmy industrial, Taiwan)
(Grant, England)

(Sartorius, Germany)
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TEATNUUNTITVIAREY
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NIFNARBIN 1 n"l'l'ﬂqu“"Iﬂ"lfﬂfﬂnﬂulﬂﬂmﬂ'\fﬂﬂﬂqqﬂlﬂﬂﬂ'ﬂiu

1.1 mmsvmanrdrznaunTudn (Asami et al. 2003)
114 vhansanaun 0.5 niu azanghuinnduld i 0.125 nfuiafans

112 WifUNAIRSAENIATEY gallic acid iRanadidi 0, 25, 50, 100,

260, 500 W lasnFudindans Wevid

-
114 e19ARW 760 W luwme

ludn uWFsudeuiuns

1.5

I».I"II'HTE"I'LI

1.2 ATIRUIATITY

1.2.1  Alumig

1211 1 afniu azatelu 80% ethanol

w7 ™ duercetin Taenitun 10 1.
B H Ll hkd OU0

sthanol 1WAt 0, 25, 50 uas
¢ & 100 Winnfadafam

Fl W&h Wit W R bt

- 95% ethanol U3na@7 1.5 dadaniay

A WTANTT 3 5ba kb Gk B

- 1 a7 potassium acetate 1Fums 0.1 HadanT

- Yhnfnunms 2.5 eRAR
1214  sanaiguaniiias um 30 uv
M o - - -
1.21.5 thlinAganfuuainiinetaniu 415 unluiumg

1.2.2 24-Dinitrophenylhydrazine colorimetric method



37

1221 ddsanann 10 mg azanelu 80% ethanol
iums 1 inRAng

1222 ATUNAITAZAIUNINIIIU Naringenin 20 Tadniy
a8t W ethanol WA g 500, 1000 uax
2000 Winsnfuiindang

1.22.3 UIRIIRSAIENT 1 URAAMT \AN ethanol UFums

2 UARAAT UAZIFAN 1% 2,4-Dinitrophenylhydrazine

¥ potassium hydroxide ‘1
¥igrungies 2 uit
- -l -l
Ui Ui 1,000 Uk

AANsui Fumg

3 \\ donenARy 495 unTuwims
U (grape seed extract; GSE) ABTzAL
ﬂﬂmnnﬂnn WRTSEALUNA B AL _'.IJ"I'II"J"IUHI.I"IHJ"I"I'J#H‘EI'EIH'!‘EH Tne

aHF diet) Ansiany 8 Aa
Y

amsATmans
WLy Tmess ﬂ*_:

NN 1 (Normal iet) eI gR Ay uThiaen 8 dan

ARNT 2 (HF diet) € e -fructose diet (e 8 e

e 908 3 L e vt

¢uunan 8 ddg

%ﬂqﬁs’ﬂ NI HBARRY AR Bose
whuaan 8 &land

NAuA 5 (2%GSE) 1850 high-fructose diet \@3dne 2%GSE
whina 8 et

ntjnﬁ 6 (Drug-treated) : 191511 high-fructose diet (thiaan 8 AUsi Tael

i
Wit rosiglitazone 1WA 4 un/nn. Wiwdnda/au

Emu‘immqﬁ’ﬂmu’ﬁ 5 BTSSRI INARD
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HANEWMNTIBIR NGRS IYUsRZNGN Ansieriu 8 e vinmaifiudaeting
wenlumgnngs vn 2 dlal Taesaliemnsewinnnaizidenntidon 10 F9Tue ¥in

e L. L
nirdAUFUNI e M TUAZEN uasTalmInuyuImia 6 YNy

- mafuimetnufes
o > J L8
i ldleanisienzifensinuasaRensinueinelf needle uef 26

- o - - T iy
\iums 0.25 Daaams wiuiden ¥y microcentrifuge tube Ni heparin WReai 1o iy

- - oy " e W
wasu IFAU g vyl 20 aeeni e il 1y Tnssininnianglnauacsziy

wanaxnBugRusiely)

- MMIRTELM

Toe/ 1475 Gu€ogh Pdasc” \' A) (NAKLWIN 1) wastinlldnm
qunnﬁuuﬂqﬁﬂmuﬂ : . ULLms AglATAS specCtrophotometer (Shimadzu UV-

1604) Tnussiunm el e (RARNTUAATARS)

- mMimTEeu g
e 1478 Enzym ﬁﬂ':', 1 t,lt

SPI-bio, U.S.A.) (N1AHWAIN A) WAS
L] ] -l | < ok Yl "'J
uluimArganfu &?ﬁﬁﬁrﬁ:-‘--‘ﬁﬁ:r—-;:'-::-:::-:-'-g F \AT84 spectrophotometer

(Shimadzu UV-160A) '-'I' 3

130 NINARRART [ INTUUINN
i } L)
FITUWITLAT Homeostasis

‘mudeT assessment of basal insulin resistance (HOMA-IR)

(nALUaN 4) %ﬂWﬁWﬂ%ﬁW? al. 1985) MNgn3 Fail

loes 1 pIU/mL = 6.945 pmol/L (SI units)
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d' [ 0 [ ¥ :'
ManAABLN 3 ﬁnﬂuuqnﬂmﬁﬁﬂnnminughﬂumwnnmmﬂ.uﬂmﬂmmaq
- - ad a - .
wyin IIun::‘nHluw‘ﬂuﬁmnmwnaﬂu!ﬂu Tmen15vi1 oral glucose tolerance test
(OGTT)

i
nouAugATzEznAINIMAREY 1 54 s e msnauiinisenzifenstia
vae 10 9T wassnmiullousizazatunglaaueim 2 nfumlaniy unnings lagld
q I ' g a n - - o -
gavage Tufusumuasiuad 18 lumynngu umataidensnuasmdanainig

- - - - 4
Uinms 0.25 fafans Ineld needle i 26 (Nammaszduiimanglaauaznatann

-l . - (v v -
NSVARBIN 4  ANEIHATEIRISANAaNINARasuaassaulwiuluiRen uazns
- s " . “'\ '. o | 5 ol r
vineuresauuasinluy , I MaERes DERNADIMS N HUMAaNgnIng

L

Aigvragnaiag 10 9alue
a -l .| - i =
Wnsaauwylnenans: Ainfumlanii niateaviaa iiu
FhathaRensinilalay W46 ngu 1w ms 6 Uaddns lagld
needle lwaf 21 uazyiIN"9L fusnaniiu 2 dou douusnUFuoms

- -3 A T - & Y -
3 faRams WiuRen 1y microseiirfige Wbl jarin vndeai AU unennansani
Y

3,000 sau/AT it ’g------- R R R 20 BaaEEs eyl
*er:ﬂummﬂnq'iﬂﬂ . -| 1), triglyceride (TG) W& high-

density lipoprotein cholest ‘eml (HDL-C) ﬂﬂ'hJ ﬁ"mﬂ'l"mﬂ"h‘rlﬂﬂﬁﬂ wate W Uuuend s

3,000 78U/ ﬁ:ﬂ'ﬁt’ ﬂzﬁ(ﬁ ﬂ 2aRNAIT TN ERS

I'T'l?ﬁu"lﬂﬂﬂﬂﬂmm"ﬂ“ﬂ'ﬂﬂﬁﬁﬂl? "‘Iﬂ"lﬂQﬂTmHH'I"JﬂHW guri bluud urea nitrogen

W ﬂﬁ'ﬂ"ﬁ“ﬂﬂ"‘ﬁﬁﬂ’?ﬁtﬂﬂ | i

alkalin osphatase (ALK
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MINARDN 5 AnsuaraIdsANAIININARRIUABNIFIAA lipid peroxidation WA
uleinuayyadassluuy

YMRUSINNIINARDIT 4 18IuYUIMYNNgNNIAN®INITIAA lipid

- , o X :
peroxidation \aiN193A7AL malondialdehyde Mifintu uazAnsrszduiaulnidiueyya
8asz ldun superoxide dismutase (SOD), catalase (CAT), total glutathione URY

glutathione peroxidase (GPx)

1Fums 2 dsaams ualu hand

homogenizer grinder 97 000g4 BAANIAITEA WU 15

W eniuieuln:d supe 132 1,500 g 4 9IALTAITUA

U 5 Wil anviugaadil laf of Uin 08 3 Bl uayyadaT: uszdminam
Tsiusu \\\\

0 350 fadniu 14 95% ethanol
1317m9100 HaRAMAT LaNTU 85 Uiums 200 Hafams a= 14 bradford
stock solution (iulifg , Y84 AN ! ad. Hafamng (i 95% ethanol

B3 uastnnduFunmg 425
51 dafanr aaludnagng
ﬁﬁ%ﬁlﬁ] ﬁ i’lmmﬁnﬁuuﬂm 595
W WiNmT (Bradford 19?6]
{TaShsaiumInenay

5.1 Lipid peroxidation
funaunimasey : dfaetraiums 0.2 AaRanrlunasaAvaanl @Hx
8.1% (w/v) sodium dodecyl sulfate (SDS) UiN1m7 0.1 HafANT, 20% acetic acid UTung
0.75 {RARRT WAT 0.8% (wiv) 2-thiobarbituric acid solution UFnm7 0.75 dafans Ualin
uaaanasesbiwiy uszsilu water bath fiquungd 95 sara@aa W 30 wd A

= - - N W -
\#iX n-Butanol 3nms 2 Hafans aNuasunlUTun 3,000 sa0/A0% WL 10 WA A
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- ) ' - -
ﬂm“l}u 22 ﬂ‘Qﬁ"ILﬂﬂLiﬂﬁ ﬂﬂﬂ"l!ﬂ:ﬂﬁﬂﬁ")ﬂ’lﬂ a‘ﬁﬂjnﬁ?aﬂnﬂuuﬂﬁﬂ 535 u'liul”m'

e s Tumdasun TuTua/un. Ts#u (nmol/img protein) (Ohkawa et al., 1979)

5.2 Superoxide dismutase (S0D)
TumauNIMARDY : I8ATTRZATY tetrazolium salt LFuImT 0.2 HARAMT LU
96 well plate S miuFEnFet 1 Fung 10 lulasiing Gusulfidenlaunindiv xanthine

5 P T d 1
oxidase Uin1ms 20 lulasans Uasiae plate cover ufminlusianaliuuisTaameinun 20

pH 7.0, Usums 100 FlInms WAzZFatNfuImT 20
lulnsfms uu 96 well

Winsfims Unsine plate

ydrogen peroxide UFums 20
=il - -
MU 20 WTINIRIUNIvie (AN
potassium hydroxide pUNRTEIRINMIUANAT7AZANE
4-amino-3-hydrazino-5-merclptasi e pald) Usums 30 lulmsdms Uadiae
plate cover uﬁﬁﬁﬂ‘lﬂﬁqﬁq‘l 0 wiifguugivias Fnanzazans
potassium penndat T 10 HATRRT LSROH BIStE Srie uﬁqﬁﬂﬂﬁqﬁﬂﬁumﬂ?m

WwEuI 5 ,:*\-., 540 im s U umnda
i

-

a » i
yloviiadniu Tusdiu ( gpmte:n} (Johanssun and Borg, 1988)

ﬁmmmwwﬁwalwnﬁ

ione peroxidase

OV o1 1o P FOP G WIPN (1 N

glutathione reductase) Usums 50 lulasams uazieennfFuams 20 lulasfing Ly 96 well

plate GusulfjiFunTaanifin cumene hydroperoxide inme 20 lulasfns vinluanauy
- ' - - - ' -
\ATBITE UM 2-3 Tufingruu)iivias daANsgAnAULAIT 340 WiTumms Teualy

wis yisvilaaniu Wsdiu (Uimg protein) (Paglia and Valentine, 1967)
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5.5 Total glutathione

fumrguUNIMAReY : WndaetaTams 50 WulnsAnT Uy 96 well plate
'ﬂﬂﬂ&ulﬁuﬁﬂuﬂﬂuﬂﬂﬂﬁﬁﬂ:ﬂ’lﬂ 0.4 M 2-(N-morpholino)ethanesulphonic acid, 0.1 M
phosphate, 2 mM EDTA, pH 6.0, GSi:i Co-factor, GSH enzyme mixture, DTNB Ua:
vanduliums 150 lulnsams Tadias plate cover uEming R e sduny
5 uniifignamgives -’i'mrhmsqﬁnﬁuumﬁ 405 W tdmms Tgaunalumdos wltulus/

faanFuTlsfiiu (nmol/img protein) (Griffith, 1980)

N1SIASIEMHANIATA

AAT e L 3y analysis BMWariance (ANOVA) wlieuifiey
AMINUWANATINRDATEN) age test 1ne14 Least Significance
Difference (LSD) e

Tumninsuedous

S¥&ndard error of mean (S.E.M.)

ﬂ‘LJEl’J‘VIEWIﬁWEI’]ﬂ‘i
ammﬂizuum'mmaﬂ
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HANTIATIENTRYA

Maneansil 1 Mensaammsszneuiaiilumsainaniuanegu

pead -1 uamsfinnuanslszneuilunluadnedu

Tunss 88T Folin-Ciocalteu's phenaol

colorimetric (Asami et prinwfneds 1 nfu Il

- e s
AT 4-2 UAG) )67 AN TANANAAB U

.'— :

o = ol

3 po=
17

AT .r‘l

UTnnndsnueasns

gl i

\ 9’1‘huﬁ WAz WarnTuud {n‘,m.) Warlusss (un/n.)
-9 s

14 0.722 0.048 0.770

AT NRTNA Y o

Unomessmiantaud weswarlauesdadusisszimiislunguues
armialounud meranuluarsaimudnogu 1at3F Aluminum chloride colorimetric
method (Chang et al. 2002) Y191 3 Al nwudrluansaiawaaedu 1 nfu UTnanT
anbuduaswaniauenwinil 0.739:0.045 faAndi uenaninBnnussarmaiontuud

- - . - @ ‘ -
Fuiluarrdnsfianilunguussarmianliuesd arswuluairainudne dudiis
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2 4-Dinitrophenylhydrazine colorimetric method (Chang et al. 2002) 'f'-l"l‘lii"l 3 ﬂ?ﬂ wWuin
arsanmmanedu 1 n¥n Sfunua e Tuudiviniu 0.048+0.004 Hafiniu Failau
gmianlustimnmanLse s muiuuiassiawfoedu 1 nii s
vanlouaedovaiawiniL 0.8010.059 Aadns

AULINENINYINS
ARIAATAUNINGIAY
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srAunaRInBugAulunyiuImuliinnsedugdu inllanilageimisidl
umangninalFunugeRnsianu 8 flaw
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-l - A’ - -
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- - i IJ
nﬁqwnmmmnﬂq'lﬁmrn LARBU 0.5%, 1% LAz 2% Haxlua il

P - =l
uaAalumn 7199 4-3 uazgUn 4-1 Tng

vmavninanougeiase i ».*d P /’
sxiimanglaa luwangalimaanm o v elan quniauiunimanes Tifinon
WANFEHTIIHAATYN L ALEMRSANN | *- iy wnﬂ';n'l".mmﬁu':mqqﬁmﬁﬂﬁuz
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szauimanglaslungafe 1( 8.88 UAT 130.60+2.48 NN./AA.

MG (Nl FIa g uﬂb‘.’mmmﬁhmmﬂqu 0.5%,

1% Ut 2% = 128.93+8.51 M2 #0751 UaT D 9689 1n./nR. ANAIAL)
TEALNATATL ‘”‘E- pa0TIPIAEARITLALAI 2

Toenguil e atineang : '1q~:nfiﬂntiu§'t'la‘i¥ummrﬂnﬁ faungy
saimanglaslunansanld
Wedleutunguili e vy

'Luﬁ'ﬂmﬁﬁ‘ 6 NeN a0 ﬂq’uﬁm 1% (115.29+8.28 NN./AA.)
mmmam*v‘fnmmnn ﬂ'luwn'mu"r‘lﬁ 896 atnalilud ATy 1alia (P< 0.05) b}

tﬂﬂuﬁunquwﬂ%ﬁ%%&m waﬂtqsﬁﬁg uN./oA.)

qqm’lﬁmmmmwﬂnmﬂumna fai wquuﬂ‘lﬁfummﬁm

s R FAARTULAGRHAR LD s

(130.47+7.14 un./mq.) AanTnans: ﬁ’umm'mnq'llﬂﬂ'ldi 20% WAY 21% MINATG BEF

s o .
Aldfuairannwan 24
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fUa
Control High-fructose
(normal diet) diet {(HF)

o 100.02+£11.59 B2.719+7 87
2 113.43+£3.11 130.63+8.88
4 112.1747.34 135.60+18.53
6 115.58+11.82 140.92+10.89*
8 128671497 165.44£15.75"

HARTARELARThAIRAY + mm'ummﬁmﬂnummjﬂi (MEANES.EM.) o

unﬂmqnuﬁﬂwmmmﬁrununanmu P< 0. ﬂu%ﬂlwm WIEJ r] ﬂ ‘j

* usinFnaiusthaihifnAteadifissaL P< 0.05 mﬁu_l"mumzn_lnunw HF die

7 {NAAA.)
Rosiglitazone
4 unnn, SinE
20 s g
(Furulveudlamin 5)

93.92+5.49 102.79£10.08
119.96+7.89 130.60£2.48
121.62+3.68 142 57£10.28°
127.87+£3.88 120.48£3.92
134.5225.19 130.4747.14°
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Mormal digt

B HF diet

B HF diet+0.5%GSE

B3 HF diet+1%GSE

B HF diet+2%GSE

B HF diet+rosiglitazone (4 mg/kg body wi./d

200

=
=z 150
=
=
£ ]
- e
£ =
e oo
[ [oas)
: -a -
-
= 100 riid =
< i &
— - e
= 5 e
= P pev]
&= ? Lial
vad oo
= =z
4 oy
b 3 - o)
s R il
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' &= &
i 50 = =
- il
o
s
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i
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]
o
g
e

0

FJJ wﬁ Y W{W PHAF G st i 8
s e

(High-fructose diet; HF diet) Ainmariu 8 flant

nanMasekanahuAeR + ri'\m'mﬂmmmﬁﬂumm‘gm (MEANS.E.M., n=6)

* uansnafuetaThTud Ay aaiAT sziL P< 0.05 WeanFuuiisunungs normal diet
TudtanwiiAeaiu

" wansnafethaiiudndynadiinsdu P< 0.05 WenFaudisuiungy HF diet

TudUnnideariv
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ﬂmﬂ1“11uﬂmﬂ1‘]-ﬁﬂﬂu‘ﬂﬂu

yd r"' ,,,l —-.:II.;-

a1 \;\,;\ : 0
K o % Rosiglitazone
Control High-fructose ™ //“\ \\\\\ .
4 WA, WIMHNAYTU
(normal diet) diet (HF) o d
(Fur e luflanim 5)
0 0.28+0.04 0.31+0.03 025002 0.27+0.04
4 0.93+0.14 1444015 1.18&0.09 1.58+40.34*
B 1.92+0.22 2.75:0.14* 2 17+0.17 2.1120.22°
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E Normal diet

B HF diet

B HF diet+0.5%GSE

[3 HF diet+1%GSE

M HF diet+2%GSE

B3 HF diet trosiglitazone (4 mgg bodywiiday)

3.50 -
= 300
£
‘E 2.50
[
=
[
< o
2 200 BB
£ 2
g 150 44 o
& 41 b
= -] i
& o o
£ 100 = =
bt = =
' L =
£ =
0.00 river] ==

flmi s

nm Hﬂ 4-2 UA ﬁﬂﬂﬁﬂﬂdﬂ"l}ﬂ AWA Fﬁﬂiuﬂ BWATAL 'W‘N'u AUVA mmmwmwﬂnmm

e VAN e

(High-fructose dfél; HF diet) Ansiariu ‘@ et

oAk YN SUHUBAINEAALL. o

umnmqnuumquuﬂﬁﬂnrumqnnmm*ﬁ’u P<0.05 WanRuufieuiungs normal diet

Tudaiideaiu

R R s o 5 v )
* umnpinaiuetinallBRAGMIRDANIZAL P< 0.05 WanFuufauiungy HF diet
Tufaideaiu
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23 ml'ummmn"muil'm{un'ﬂwn“u Hnmeosfas:‘s model assessment of basal insulin
resistance (HOMA-IR) ¥89MyL LW uAIRAN 12 ADBUTAY

HARINNIIAMIN HOMA-IR ﬁmﬂurhﬁ"nﬂﬁ'l-ﬁﬂ?:lﬁuqugﬂﬁu-gﬁu ne
nmanssdliarzainsnuinadu 0.5%, 1% was 2% uﬁu'luﬂ':m?ﬁﬂﬁ‘nmaﬂ;n’fmn
hugaiaseiuluina 8 §Unf Fausnalumisned 4-5 uaznIwi 43 wudnen
HOMA-IR Tugln i 4 uﬂqnﬁuﬁwﬁﬂﬂmﬁlﬁuxﬂmnﬂ;nTmaﬂ'immqquﬁ:nﬁuﬂ'lﬁum

rosiglitazone 417 4 1n./nn./3u ANHOMAS ganindladsuiungai Fuemning

uazumnginaet il fIAn I IRER . L
Tudian =-i‘“ m&maﬂ;ntﬂﬂﬂimmﬁqﬁqmﬁm
HOMA-IR gandangaiils Lty Y80 (P< 0.05) Saungui ¥y
ATANRNAAB LI az0he 11; 4 un./nn.A (Fadu
e hudamia 5) W MaFIR i einde” hv9anA (P< 0.05) ileifiay

AunguldFIamn 9T

ﬂ‘lJEl’JVIEWIﬁWEI']ﬂ‘i
wwmﬂimum'mmaa



PIIR 4-5 LAAHATBIRNTRAANARS {uFEAT HOMA-IR Te s infy

(High-fructose diet; HF diet) AaFeru 8 &lni

NANNAREA //‘m -
l ¥4 r;lé l\\\w \j\\x filamin 8
MNormal diet Seodolg: \ - e

High-fruciose diet
HF diet+0.5%GSE
HF diet+1.0%GSE
HF diet+2.0%GSE
HF diet+rosiglitazone
(4mgkg body wisday) {5

.'I
|

uanmraeuanathuAueRs + mmwmn‘;ﬁnﬂmm@u I{MEN'-I..S E.M., n=6)

* wensfustaT A

* umnanafues A AT A D AR AL .F'< n 05 ig

24.04+1.73°

19.08£4.83
5%1.40 16.22+1.90°
8.45:0.46 17.1321.12°
2.64+2.04 15.9641.22"
u*
t IudtlpiiFeari

mumtmmmnn HF diet 'Eurmnml.ﬁmﬂu
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B Normal diet

B HF diet

B HF diet+0.5%GSE
[3 HF diet+1%GSE
B HF diet+2%GSE

B3 HF diet+rosiglitazone (4 mgkg body wtiday)

30.00
&
25.00
e
<
= 2000
Q
z
E‘ e Py
Z 1500 ik
< ==
2 o
c e
< 1000 =
£ E
5.00 =
ovvred
0.00 . .

I‘
NN 43 ua mrfm LAZUYLMAT
-.'r'l'.ﬁﬂmq“gﬂﬁﬂmﬂﬂmummaﬂm‘hﬁ mwmﬁq 1*?u::tc:-se diet; HF diet)
"‘"‘“ﬁ“ﬁ“’fﬂﬂﬂ‘im um'mma d

nﬂmmmnﬂqummﬂummﬂu + mmwuﬂmmmﬂﬂummig'm (MEANS.E.M., n=6)

4 LmnBiﬂ&nuﬂmquuﬂmﬂmmqﬂnmﬂﬂﬂu P<0.05 I.:Jml.l"ruumr_ml’fmqu normal diet
Tudamiideniu

" ansnaruetnihisnAnneatATIsziL P< 0.05 danFuudieuiungs HF diet

T iidienriu
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a : ) - ¥
2.4 HAYBIAITANAINAADIUADLTNIUNISANDINIT NITANYT UAZUINUNAITDY
=~ & = =y
WUUNAURSWYILINIUMAANIIZADBUTAY

uasInmmaasadleliarsainwdne UL 0.5%, 1% uaz 2% rawly
o annTne Bnugedasiemudiurruzion 8 e WefnunBnacnisiu
aTAEMTAID wasnanwAsuwlassaniuiing dusadluanmed 4-6 Tnefiunns
NI BRUAROATZLLIIAN B é’ﬂmﬁumuﬁum&'uﬁi&ﬁummﬁmuﬁmﬂq‘uﬂnﬂmmﬁ

| e ool 1 W i i e
waliuansafiafouiungudun uiagidliden s binuanuunnsinetnafidad Agnia

a0R N\ ’

Py -:= :ﬂﬁﬂﬁﬂﬁ?:ﬂ:wﬂ‘l 8 &tla v wudn
i ,-‘ \\ 5ﬂq~m'i'mnnfju uaziAIIN
// \ R Wifusraimninaiuiim

//
fie

s e
NENA IAFUIEANIZaMN
uAnE oL aNTaA A

0.5%, 1% Waz 2% A"

L
i g fj
A0

I

n./nn.Au wudnFununag

- ¥ - '
mdduua hinasaaal mnﬂqn‘imdimmgq o il

ANUANsInIBE g

LN qur‘iﬂuﬁummmuq‘lﬂﬁmw
umNFNaRLNITTATATY e 71 ﬁ?ﬂﬁﬂﬂ-&ﬂﬂmﬂﬁu 2 Aaf nqu'ﬂ
Hﬁnnm:mmﬁﬂur‘m‘mﬂ windgandnguilEFuansaiawdna
BJUIUIA 0.5% URY 34 dctinnaainningn ludani
4 t‘:’qmnﬁwnﬁqﬁu'l '- 23 AT T8TR AR

BUM 0.5% LAz 1% «:mnmuunﬁ'q ﬂanﬂnquﬂuﬂuuﬂﬁﬂﬂmmqnnm (P< 0.05)
Waauiung ﬁu i i s nldFuemsiiasie
Mathaaen 8 Kﬁﬂﬂ ﬂ ﬁﬂ%ﬂNQQﬁaﬂquuﬂuunmq
gand m m }iﬁﬁ: Inda
‘lﬁmH’i ﬂﬁﬁﬁ E]ﬁ ﬁg:l

4 un./nn./du uﬁ'w'm'lﬁ’ﬁmﬁmmummm'vl1n'imaﬂi*mmﬁqmmmnmﬂumm 4 flan

x o
rigudal¥en wmmmuunmmuwummuuﬁﬂnmmmnm (P< 0.05) mmﬂﬂununquﬂ
L - - [ L8 J
Tfuanmainuaneduuun 0.5% uas 1% WA 7 6 UAT 8 YBINITVARSY Ui 1 UAT 3
e - ' . - we - -I i B ows - -
AaniusaniFuen wudriinnindaginafiniiuetraihiudAyneada (P< 0.05) e

FeutunguiFuawnsnfuscngii s sainmann funnm 0.5%, 1% uaz 2%
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d - i 3 - J =’ : -
M1979 4-6 Elﬂﬁ-ﬂﬂﬂ'tlﬂ-!ﬂ"li'ﬂﬁﬁmﬁﬁﬂiuﬂﬂﬂ-m1nm1iﬂuﬂ1uﬁi NITANUN WAZUWING

ﬂll - . - -
Tudamini 8 ﬂmugﬂnmun:wl.uw*huﬂmﬁmazgnﬂwgﬁu

: = T X —
NANNARDY Buunisfive s Vhnnunmsaanin viwingi

(NFTu) (HaRanT ) (nfu)
Normal diet 16£0.53 29+1.08 388+7.96

High-fructose diet 16+0.27 31£1.70 402+10.38

HF diet+0.5%GSE 4 \ 28+0.86 369+11.52"
HF diet+1.0%GSE 453071 ___,/.J 2810.41 363+13.19°
HF diet+2.0%GSE . 385417
HF diet+rosiglitazone WAz NS 29+1.07 423£11.13*
(4mg/kg/day)

nanmaasaanauralt £ A s Aad sl Aty 11 (MEANLS.EM., n=6)

* wansinariuetinaihiudA GRS PR0I05 Wik [TuLTinufungy normal diet

" uansinaiuatathiudAgy Fadt P05 R FuuFiEuiung HF diet

'lii |
AULINENINYINS
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—e— Normal diet
—0— HF diet
—v— HF diet+0.5%GSE
—a&— HF diet+1%GSE
—— HF diet+2%GSE

—0O— HF diet+rosiglitazone
450 - (4 mg/kg body wi./day)

wamindaefe (nfy)

L
a

G UER RNl

N aﬂﬂ;ﬁwﬂj }ﬁﬂmﬁﬂﬂﬂ\ﬁfww:ﬁﬂﬁuﬁu

Tneiam ningTHIUgIraneniy 8 Alam
] -t i .-‘

HANMAREILAAITIUAYNEAY £ AANARIAMRDUNIATIIW (MEANES. EM., n=6)

i - i - [ - -, -I 4 - i
* umnpinanuet s A AN NATENTEAL P< 0.05 LuﬂnLl"mmﬁﬂununqu normal diet
Tudaniideaiu

i e [l - - A.-n-lJ T - - K
" wansinaustinaillfAtynnaalianssiu P< 0.05 WenFuuifeuiungu HF diet

Tudavilmeariu
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=l ' y
MMAREIN 3 MevasaulssAnEmwassmsanauanaiulunisadniinia
4 - * - - [J
Tunaanasmyiunuiiianizaedugaulaunisyii oral glucose tolerance test
(OGTT)

- e I ~ -

3.1 uAnIsnAReUqMEvaImsAnANARedulunIsyiRmanglaslunaIANIUR
- 4 )

2ADIUITYBINYILINIININAN122ARDUFAUTALN 1Y oral glucose folerance fest

(OGTT)

N fafiunm 0.5%, 1% WAz 2% Tun1719n

HANTIIARDLIONE
- -I ey j - -
‘-----'m-‘t ¥ nmnw:maﬂu-gﬁuuﬂm'lumhq

. . : AT T !
BSRaunf AR 15 U zaLimRanglag
iy ¢

umanglaa lunananls
- -l

1 4-7, NN 4-5 uns 4-6T
; o al pra

engun ldiFuen rosiglitazone

+ A o \1\2\ o - e i aly dras
TUIA 4 JN/NNAW HPT g gt R Es a g IROMNP<0.05) Wafnuiungunldiy

i
Tunsanrveangunléaiie

PP . v ol g -
wwizemn i an AUC) 18anguilaTua12ain

NAABIUIUIA 0.5%, 1%Mn#2 2517193.23, 16,197.50£1194.68 un

15,408.13£918.71 MN./A6. Tufnfyunnaatin (P< 0.05) iile

- ool e - ' .
Wouiungualdfuiani s IARUFuugaBaden AUC  inri

21,116.63+551.86 1n./AA. WA 19 AUC Winriu 13%, 23% WAz 27%

RINAIAL ‘II"IU"'.:"II'l!fN ‘ ;,,;.,;;m;w;;“:;u;_.:m;_; 4 Hﬂmﬂﬁ'ﬂﬁﬂﬂ']ﬂﬂﬂtﬂlﬂu

AY )

warau ez linalr
1
i

AULINENINYINS
PMIANTUAMINYAE
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d - a i -
FISHN 4-7 URRIHANTIMARBLION TR A TANAmARe U LM SR

Ineinni1 oral glucose tolerance test (OGTT)

RITBULATMAY
Winglaa Control High-fructose_ /// g‘\ S g extract (%) Rosiglitazone
{ui) (normal diet) diet (HF) 2 4 un_mﬂ.ﬁ"mﬁnﬁ":ﬁu

0 76.50£8.76 82.25:5 87 *w 548 44 68.42+3.65 71.6748.67
15 138.00£11.43°  235.75:24.84 b 122077 158.83£13.92 163.6749.16"
30 147.92212.64 186.50+18.40 NV 08+18.87 127.0046.37" 125.08+8.03"
60 117.75£9.79° 165.58+8.02* B 13125+7.35 125.83£10.77 137.17+12.32°
90 130.00£10.37° 169.42+7.18* w7 | 12°  1333321161° 124.2545.11°
120 116.3329.55" 181.0841 ;, SRRt 125.33£9.05" 116.42+7.38"

uaMARBILARThiA A + mﬂf:wﬂmmﬁﬂmm'mwgﬁm.s EM., ngg)

) unnmmuﬂmquuﬂnmlummnmm P<. WW@WI w M‘ﬂ I%‘]m-l

* umnFniethahi A st AL P< 0.05 ﬁanfmumﬂunm&y HF diet 'lu-r:mm:mmnu

QW’]Nﬂ?EUﬁJWTJVIEJ’]ﬂEJ
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—&— Normal diet
—O— HF diet
—wp— HF diet+0.5%GSE

—&— HF diet+1%GSE

el —8— HF diet+2%GSE
. —0O— HF diet+rosiglitazone
4 mag/kg body wi./d
250 (4 mg/kg body ay)
=
&
=
< 200 *
=
= .
w
.
-3
_E 150 #
& ' ---‘
‘e w——— i
= i W
@
& 100
I.:_
&
ﬁ
50

it &5 uﬂﬂw4.1mmummm'sw.m-mnwmm

MﬂmmmTﬂﬂquqm'm*ﬂumnmnfl..mﬂﬂu fulagn1min oral gjugose tolerance test

csr® WIRANTI U NA1INE1AE

uﬂmrﬂmnﬂquﬂmaﬂuﬁ'}mﬁ'u + Fhm'mﬂmmmﬁﬂummpu (MEANS.E.M., n=6)

« uAnFniat T AARATR TSI P<0.05 WanFuuidauiungy normal diet
TugnansAuaiv

" umnﬁﬁqﬁuﬂﬂﬂqﬁﬁ'ﬂﬁﬁﬁmﬂwﬂﬁﬁﬁﬁﬁu P<0.05 uﬁmﬂ"mmﬁuuﬁunq’u HF diet
Tugaasndeaiv
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Normal diet

B HF diet

B HF diet+0.5%GSE
B HF diet+1%GSE
B HF diet+2%GSE

B HF diet+rosiglitazone (4 mg/kg bodywtiday)
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AUSANENINGNT

-l §
NN 4-6 uamagn inTuesszatnimianglag lunaianussansanawmanadulunig
3

T I A

toleran

| . -
HammasausaluAeiy + AMANARIARRIUNIATT M (MEANS.EM., n=6)
T ' e wr o - - !
* wansiniueeinaldud AT ATANISAL P< 0.05 mm‘lﬁﬂmﬁﬂununqu normal diet
[ 3 - L] [ ﬁAJ e 'J L i ™
" unnsinarfuatiaiiu A aTAnITAU P< 0.05 WanFuufieuiungu HF diet
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3.2 HAYDIRITANAINARDUADIZAUNAINNIDUTRUYDINYILINIUAINA
& = - a
n1zaedugaulasnisyi oral glucose tolerance test (OGTT)

HATBIATIATALIARBIMINIA 0.5%, 1% UAT 2% FBTEAUNAIANIEUYAY
-I i -l:' - - - -l -1
'utmHHmermﬂannﬁqzmﬂﬂugnuTmﬂnﬂmﬂ OGTT Auana U319 4-8, NWA 4-7
oozl ] (ol v
uaz 4-8 Wud1 nNRIAFuRITANRINARBIUILIA 1%, 2% WRTNGUA LA TUYA rosiglitazone

1A 4 Annn A SRmaiRniveesssAuna s BugRiumdnifunistlewitnian

16, 60, 90 WAz 120 W17l anasetEEARFRIYNETA (P< 0.05) WasufunguildFy

mm:mm:ﬁﬂﬁm'mﬂ;vn?mn Fanoug bif A ,_.mmjnﬂ'lﬂii’uﬂwmﬁ’mwnmﬁﬁﬂ{u
W 0.5%, 1% uez 28 - .éua.ﬁaﬂﬁm UAT 151.9124.41
W TUNF/ANA. WA M ' HAL 7 (P< 0.05) Wawieuiungi

BFuannzevih MU 276.48+32.79 W luniu/

BN

8 189% MuseL wudnguTIRL

) w0
H6. U lasiAInngae >

o i I - -
ANTANPINAAD{UIUNG VUVBITEALWAIANDUTAY

wasnFFumstlewinegh L

AULINENINYINS
PRI TUUMINYAE
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" - l. i - - - J -
M990 4-8 uﬁﬂduﬂﬂﬂﬂﬂ'ﬁ‘ﬂﬂﬂmﬁﬂQHN'EIT:I?JUH&‘1HH'1'EIH1HH1I'ENHHLU"IH"J"IHHLTM

-T - - w
nazpedugAulneniImin oral glucose tolerance test (OGTT)

TEAUWAANEUTAM (U TunFiuns.)

VIR1 Control High~fmctdse Grape seed extract (%) Rosiglitazone
(W1¥)  (Normal diet) diet (HF) 0.5 1 2 4 un./nn /iy
0 1.230.25 70£0.19  1.28+0.12  1.35£0.27  1.53:0.31
15 2.3940.39 3620.75 04 2.23:0.50° 1.27#0.10° 2.470.16°

30 1.87£0.42 2.02£0.65 1.90£0.18  1.29£0.10
60 1.3420.30 1.00£0.21"  1.10£0.12°  1.16:0.17"
90 93:0. 904 234016, 0.56£0.06" 1.08+0.07°  1.1320.07"

120 0.500. 995006 10.55:0.12° 0.980.08°  0.92+0.11
....x ﬂui -
HANTMARBILAAITLA WA m 7"" %\ 17991 (MEAN2S.E.M., n=6)
* umnFnauetITEAA) ;‘r_,:; \ FULTEUTUNGN normal diet
Tugraandeaiu e - 2

E—

i - i e e - wr 5 5
* wansinafuegniiudnAngyn e aufFuuvieuiungs HF diet

Tugnasudearin e
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|
W

ﬂ‘IJEI’J'VIEWIﬁWEI']ﬂ‘i
ammﬂimum'swmaa



—&8— Nommal diet

—O— HF diet
6 - —w— HF diet+0.5%GSE
—&—  HF diet+1%GSE
*
s 19 Ik ' —&— HF diet+2%GSE
&=
= —{O— HF diet+rosiglitazone
Ve (4 mg/kg body wt./day)
= 4 -
=
L
=
@
e
1=
@
é
e 2%
& +
= 0
—
0+
100 120

_F'l

J"I"'I‘H'ﬂ 4-7 WAAI H‘Hﬂﬂ

“"’”“““““FT’TIE‘I”T’?I’HW g3

nﬂmmmnmunmnﬂummﬂﬂ + mmmnmmmﬂawmf M (MEANgS.E.M., n=6)

A TROEY I H A B Hor

1uwmun il

Tﬂﬂﬂ Nﬂﬁﬂ\imﬂiuﬁ‘}.lﬂ ATANE T [ HH‘H'EI*!WL‘IJ"IWI "Iu'll"il.ﬁﬂ

* umnpirarfugenaihiudnAmnaaiaissdu P< 0.05 WenFaudinuiungs HF diet

Tuasnduariu
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Normal diet

B HF diet

B HF diet+0.5%GSE
B HF diet+1%GSE
B HF diet+2%GSE

B HF diet+rosiglitazone (4 mgikg bodywt.iday)

350
2 300
Be
= 3
=
Z g 250
g =
:f_é‘ %2{]5 4
-

= WL
& = 450
S
5
Mz 100

50

ot SR AN NN s
Ch Nt inied (a0 A

' - ' -
uansaanuaniluANef £ ANAINARIAAREUNIATEIU (MEANES.EM., n=6)
y - - - - - - - § .
* wansinarfuatinahludAgynnaalian sy P< 0.05 WeanFauifisuiungy normal diet

0 - [ Lo | [ -MJ [ -J 0 .
" upnsinauatinalidud Ay atAnssAU P< 0.05 WeanFuudisuriungy HF diet



B5
-l s =3 ] ] L= L =
NISYVARBIN 4 T'I"I'iﬁﬂﬂ"lﬂﬂ"ﬂ-»lﬂ"liﬂnﬂluﬂﬂﬂiuﬂﬂiﬁﬂﬂ".‘ﬂﬂiﬂ.ulﬂﬂﬂ uasng
. u -l - A s am W o ¥
!"'I""H"IH‘Hﬁdﬂ'.I.Iuﬂ#ll-lﬂu“'ldI.H"l“"l"l‘l-l‘l'llﬂHﬂ11=lﬂﬂu!ﬂuﬂ'ﬂﬂﬂ"l“"ﬁﬂ“u’1H"Iﬂﬂﬂﬁﬂﬂ

UFumuge (High-fructose diet; HF diet) Ampiariu 8 Auav

P - > . ' ol e
uasiAmIsiailluAoaile imIsAnALNARDSY 0.5%, 1% unz 2% uaxlupIusii
haarsnlamFungeanseniifuian 8 dlm Auuanlumsred 4-9

o = ' el s - ¥
7:mU blood urea nitcogen (BLIM): “qulﬂﬁuﬂwm EWISETVITNHWIROA

‘ - - - - oo
wznlmaLFunougailen BUN 0f (P< 0.05) WauuTungui 1o
- -l ; ] -l
fuamsUnduaznguinlaiUdSresilitazd eﬂpmn.ﬁ’u AUAT BUN 184ngun

- w & . ‘ ' P - w
Pifuarainwdne jury ' ._ ~~ﬁr- uumnsinataihidAgdle

= . o g ’ /"//

Weufungui iiFueu i K\
26U creafinigé. ; . N IFFLe M TRThiNAA

Wenlme Funougalifiaonyllmghi ot ~ mamﬂununquﬂiﬁmmuw

Und neuildTuansann il s o '. _un:nquﬂ‘lﬁmm rosiglitazone
1219
WUNA 4 uN.NNAY -'M": z \
e

WU ALT I8anguitiésy

TAL alanine asminalransien ):

ﬂq“qm”u’]m1ﬂﬂm L._"I'l.-.-l.'l !'I-.k;].-l'l..l.=l I I _ﬂﬂ.-.i I‘-— -=--'.- \!ﬂﬂ’]‘!”uunqﬂmﬂq'{]ﬂnm

———nr 1'
Weteuiunguitliiif l| " e duIuA 0.5%, 1%, 2%
!

ﬂ"nquﬂ'lﬁum rosiglite znne 1A 4 1N./NNJAU wudaT ALT liliaauusnsinaeting

““*"”m“‘““WTJ‘ET TrOTire Ty

:r.. U asparate amingtransferase fAST): wu'ﬂ@uﬂiﬁ?umm
mmﬂ&ﬁﬂﬂﬁW%ﬂ%an@hﬂmmmm
mﬂmﬂuaunquﬂiﬁmmmidnm founguitldFussainufneunim 0.5%, 1%, 2%
uaznAuTIFFLIEN rosiglitazone 11; 4 1 /nn./A wudnilszdl AST aanesaThiudnAty

- J -l i e - =
NADA (P< 0.05) ummuuﬁunquﬂ'ﬁﬁmmmfﬂummwnﬂanmaLﬁmmqq
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] ] ] -4 - J-
$f1L alkaline phosphatase (ALK): wWui1A1 ALK 183nguiildfuamsid

H . . - P ol e
venangnias funugebidranunnsinedaihisdAynnaiifilefiouiunguiliiy
awnind, nquildfuarsaiamfneduiuim 0.5%, 1%, 2% wAznguiE U

rosiglitazone 1WA 4 uN./NN.JAAU

’ - (. o da ¥
3u61U cholesterol:  WUH1AN cholesterol Y8INGNAIAFLA M TATINAS

I q,. .x " - @ - - -‘ — 0 -J -
wininaBunugeiizziuisduetnaiidAgm1eada (P< 0.05) Wafsuiunguinlii

awnnnd gaunguitliFuasaindaeiuiunn 0.5%, 1% uaz 2% wudthidaon

; - P \, ol i E o
uAnpinsatinaihiud Ay e WuuAbnga | simangnnaLFunngs doungun

- - e

VNADA (P< 0.05) (Hat P L ipvasiaagan n TmaLFunniga

~

U rosiglitazone ¥ glycerides aRRINLNINITUAATY

] ’ -J ol - ] -
V8iR (P< 0.05) 7l 23%) 28° e Feurunguitldfuenmnsidl

ﬁﬂmnﬂ;n‘imnfmwmqq

72/ KD 17 ummrﬁﬂmmnﬂ;n‘imﬂ

o X D =7 =

Uinnugailan sl gt uiungui Wiua i ning
0 J e n— — i . "

ﬁwnquﬂ%mmn%nﬂ{wu 7 0.5%, uﬂ:@ﬁ‘lﬁmm rosiglitazone 147A

a a : i i i - P e
4 un./nn./Au wugrssiu Aoedlifinnuumnsiasssaihiud A nieatimdlo e uiungud
i"ﬁL

LSRN ING NG
L 0 N 12 31 M

"‘ i i - i - -l‘
Wz triglycerides AiANUANFNRL1ATBANAYNIATA (P< 0.05) WenFuuifsuriy

" -l
Visuamma

i 4 - -J ‘I" el L] Lt
nguRFFLa M smenninaUFugdiasieniu 8 dlan
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Eﬂﬁﬁﬂﬁ-ﬂ!‘{iﬂﬂﬁﬂﬁﬂﬂﬂflu’ﬂuﬂmﬂﬂ:ﬁﬂu‘nﬁu

AnAll Control High-fructose - ape.Sged Exirs ct (%) Rosiglitazone
= = Normal range
e {normal diet) diet (HF) /// mﬁ\\\\ 5 4 unJnnJfu
Blood urea nitrogen | / E \ .
18.00:0.89  20.170.6 20.33:0.82°  17.50:0.85 5-20
(Ln_Jme.)

Creafinine (MnJAR.)  0.82:0.31 0.7520.02 I l “g n‘& 0.78:0.03  0.7320.02* 0.5-15
ALT (eiim/ams) 24500272 28.17:095" foazsga; 2074 '\\i\ - 20831275 25674123  Upto40
AST (gfis/aims) 124004768  152.17+25.92 aBs ‘.R‘ 10.99°  102.00:10.56° 96.50:1259°  Upto 4D

ALK Phosphatase
_ 90.17+3.03 85.00+2.03 00+£4.18 BT.67+1.61 82174322 26-117
(epim/fimg) . e
Cholesterol (unJjmA) 86004250  99.20:2 JiF=— O0v| 97201080  91.00:3.00°
e = e
Triglyceride ({n.J/mg.) 44.80£3.70 76.70:9.20f) 5° 2023100 70.20:8.00  46.80:4.50°
HDL (un./#6.) 75.0043.30 81.90:3.50 ¢ B0.00£3.20 o ,80.0042.20 B0.00:2.30  74.5043.20

LRI TIARBILARITILAERY £ AR TARIALAR

PHJEJ TVUTRIWE T

WU (MEANLSE M., n=6)

mﬂmqmwwmwﬂmwmwmmw ’}Q VI E_l ’] a EJ

uﬁﬂﬁ']ﬂmlﬂiﬂﬂ”ﬁﬂﬂ'm[mﬂdﬁﬂﬂﬂi‘ﬁﬂ fg<ﬂ 05 mﬁurmumtmmmqu HF diet
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68

NMINARRIN 5 HATBIRITANALNARB{URBNISIAR lipid peroxidation waziawlal
AuayyAdasEIuAL

HAABNI5INA lipid peroxidation 'Iun"uu'fa'!n'mfnn"n;m'i'nng'uw"m 0.5%, 1% WRE 2%
wanluprnsagimangninaUfuugednsonuiduiaat 8 dUani Asuaasly
#1597 4-10

- ; al =
AAPIUIUIm 0.5%, 1% WAT 2% Hﬁu1uﬂ1“1m”
\

u""}mnﬂqn'fmnﬂ'immqqﬁmiﬂ m

- -
wudniiaasaimw

P - E
W nguildFue i iiimiangniag

e n - ] -J - ] [l
Uiunnuge Hszil malondialgghyee: et uriunguildfuemnnindediag

o s oA el ol
WHAIAYNNADTA (P< 0.0 r ATENANEARI IR 1%, 2% UAZNENN AT

- “i\ sude AR 14%, 22% WAZ 14%

11 rosiglitazone 1UA_4

NS
\

L ] L 4 L i ] - - ol o
AN HeWsuiung B UG et aiduAATYN AT

(P< 0.05) wuin nuin o ) *\ \ 6 WA 2% AINITNAATEALNNT
\fisl malondialdehyde | f\# i @ Fasiiy \.\

BesIEy \\
unvovouloNAIuEYYADAS: lusdiia iNasANANAADJUYLIA 0.5%, 1% URS 2%

usnluprnsadumIaWgnIaNg iuiuian 8 dumn

e ) {,"‘L~ roxide: BRI LI szALIeUln SOD 189
, . - - ol -
nquwiﬁmmmmumﬂﬂ 1Zhloouriungunldfuamns

Unmﬂﬂﬂquuuﬁﬂnmmqa‘ﬁm (P< 0.05) ﬂqunuw'lﬁmmTnnmmnmﬂ;uﬂmm 0.5%, 1%,

2% uﬂmqum% Hwﬁww &lﬂ]mmumu'lw SOD sy

winriL 43%, 64980 55% uaz 72% mu‘gwmumﬂmuununqm‘*'u‘l#immmmummnﬂ;n‘tmn
TR ﬁWﬁ“ﬁﬂ“ﬁsﬂﬂqﬁ

sefuionlnal catalase (CAT): wusnszaueulsd CAT seanguilléf
mmmiiﬂﬂmnﬂ:nimﬂﬂ"mﬂmaqurhnmnq 32% WafeuiunguildFuamnsinfeied
YRAANIATA (P< 0.05) faunguilFfussainminauiunm 1%, 2% waznENTIT
#1 rosiglitazone 1UA 4 Hn./nn./Au wudndssiueuld CAT ANy 26%, 32%
WAz 16% mu&wﬁ‘uLﬂﬂnﬁnuﬁunfjuﬁiﬁmﬂmﬂ:ﬁﬁut'nmnﬂ;n'imﬂﬁmmqmﬂ:ummm
atiailTudrAMNIaDa (P< 0.05) wudh nuTldTUA IR TRWARS{UIUIA 1% A 2%

annsoiurziueuln CAT WinéAssiungui Wiuemnning
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seauieulnd glutathione peroxidase (GPx): wudnszauieulnd GPx 189
ndu?‘hﬁmﬂ‘umrﬁﬁut'\mmﬂfntnmﬁmmqqﬁﬁmmm 25% aduuiunguitléFuamns
UnietaiindAtyn1aaiia (P< 0.05) fhunquﬁiﬁ"mmmﬁmmﬁmﬂ\juﬂmﬂ 0.5%, 1%,
2% wATNENATIEN rosiglitazone UM 4 1un./nn./Au wudazzauieuled GPx Huualiy
Fdudefeuiunguiidiuawnsfitihmangnina Rnugauebifiauunnsiisetnel
udrAtynnaatin wuinguildfuanIainmAne fuIum 0.5%, 1% uaz 2% rzatieulnd
GPx In&Aeaiunguildfuamnang

700 total glutathiong ‘ / G total glutathione mmnquﬂiﬁmmm':ﬁ

fmangninaUfunugelids yufunguitldFuamnnindiesnaiide

AVATYNNATA (P< 0.0 md&{wmm 0.5% whzngad AT

ﬁh’"’;l

, L e
t1 rosiglitazone YWIA 4 HTL/E 2 athione WWHULWYINNL 10% UWRT
g ) 4 . M "'l:'h\\‘ - By . . ‘
22% MINATALIHBWEUN GRS ale } ‘ | ~.;. niﬁuﬂmgquﬂ:umnmmmaﬁ

o

UuAATYNIanaA (P<0.0 : -;- i\ IERRMNAREUIUIA 1% URT 2% HIzdu
: ~ '«-.___‘.

total glutathione Ind\AERN

ﬂ‘IJEI’J'VIEWIﬁWEI']ﬂ‘i
ammﬂimum'swmaa
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ﬂMﬁﬂ"l'Tl.,ﬂﬂﬂu‘gﬂu

Parameters Control Rosiglitazone
(normal diet) 2 4 Jnnn. ﬁﬂuﬁ'lﬁ'ﬁu

Malondialdehyde 0.66+0.03 78+048", 7 0.61+0.03" 0.67+0.02°

(unTuluamn, Tusiug) v b YNE

Superoxide dismutase 171.42+12.97 1448, \\ 331211517 130.31+10.80° 145111347

(ggfimanm. Tulsig) DA ‘

Catalase (gimsun. Tlsfiv) — 2.55:0.10 : ' _-" =g 2.180.11" 2.29+0.13" 2.0120.11"

Glutathione peroxidase 1.390.10 04:0.08% ~~ “ 1108 1, 170,07 1.2440.06 1.22+0.04

(WuTasTunnnitan, Tusiin) | FY

Total glutathione 162.68+16.67  114.8 ;;}:. pl78+12.23 137.82+9.04 140.34£10.49°

(unTuleafun. Tusiu)

uﬁmmnﬁﬂmﬁﬁmﬁmwmnﬂ + ﬁ1ﬂ'}1uﬁﬂ1ﬁLﬁﬂﬂ1ﬂ1Ei‘:1ﬂ {MEﬁ.ﬂJ&Sﬁ M., n—E]I

St Q RS AGEHHNA0 1210

* upnFnaiuetinaide A A aanEm PE 0.05 mmﬂ"‘mumﬂunmnu HF diet

04
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T3

[ Normal diet

8 HF diet

B HF diet + 0.5%GSE
B3 HF diet + 1%GSE

B HF diet + 2%GSE

Bl HF diet + rosiglitazone

{4 mg/kg body wi./day)
1.00
s 0.80 -
o 1 #
s & ; T
D 2 060 -{emm—— T T
s i o
5 ¢
2 2 o040
a <
hﬁ -.'-'.:.-
0.20
0.00 '
. Y]
=l ;
NINN 4-9 nmmuﬂwﬁlmn : I und@ehyﬁe Tudureangng

uﬂ“ugm'rw:wuﬂmmmawmugﬁu‘imuﬂﬂmﬁummmﬂ:ﬂhﬂﬁmmﬁ

vigvincroseBp i) ‘Vlf&lﬂ‘i‘\l ANEINT
worogeffaq g ﬁ"‘i"ﬁ’d %WWB% g pkar

Lw1nm“&ﬁuﬂmqw'ﬂmmumqﬂnmﬂ‘::ﬂu P<0.05 mmﬂ"mumuununqu normal diet

* wnsinsuatnatiafnAmeatingzau P< 0.05 WenFuudnufungs HF diet
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Normal diet

& HF diet

B HF diet+ 05%GSE
C HF diet + 1%GSE
B HF diet + 2%GSE

E HF diet + rosigliwzone (4 mgkg body wt.day)

200.00
® #
S 150,00
g i
o =
S “. 100.00
=B
=1 =
'hw lg
s =
= 50.00
.
H

0.00 45 .

WA 410 E‘iﬁﬂm } Ij:ﬂmmde dismutase W§L
ﬂﬂawﬂnﬁuﬂ:ﬂﬁ faAhE mﬂ Y I tewgnimaFunngs
S N Inena
TR Inenay
HANTIMARBILAATuARRE + fhﬂﬂ'luﬂmﬁmﬁﬂuu'mrgﬂu (MEANS.E.M., n=6)

§ e ‘ - - e - w . v
* umnFnauetaiied AN aTANTZAL P< 0,05 WeFuuifituiungy normal diet

i - i C R | - . - ] ]
" umnsinariusgaiidudAgmeatianszdiu P< 0.05 WeanFauWieuiungy HF diet



3.00
=3
= 550
E .
c
§ 2.00
1=
=
§ 150
@
o
b=y 1.'[]{]
=
=
a
2 050
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=
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Normal diet

B HF diet

B HF diet + 05%GSE
£ HF diet + 1%GSE
B HF diet + 2%GSE

E3 HF diet + rosiglitazone {4 mg/kg bodywt/day)

2

T

a.

J'I"I'I"‘l‘l"l 4-11 uﬂﬂﬂﬂﬁﬂﬂdﬂ ?Hﬂﬁk”ﬂﬂﬂ\!“ﬂﬂﬁﬂﬂlﬂﬂh” catalase 1HFIU1I'EI~!'HH1JF‘IFE

uﬂ:m&mﬂmﬂ

(High-fructose dﬁ HF d!et} mmmﬂnu B

kLA

carippeliee | B mmwmmgﬂm v=6)

|.w1nmqﬁ'uﬂmquuumﬂrummnmm"mu P<0.05 mﬂlLrTﬂUtﬂﬂUﬁUﬂfiu normal diet

umnm‘mrﬁmmquuumﬂrumqﬂnmﬂi:ﬁu P<0.05 mmﬂ"‘mumﬂununqu HF diet
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ED Mormal diet

B HF diet

B8 HF diet+ 0.5%GSE
B3 HF diet+ 1%GSE

B HF diet + 2%GSE

Bl HF diet + rosigliazone

2.00 ~ (4 mg/kg body wt./day)

o
£ ]
©
=)
= —

2 1.50 4
§ &
£
ax =
S & i
2 5
g E 1.00
2 g
B %
2 5
= 2
2 0.50 -
A

0.00 -
ﬂ"l‘l‘lﬁ 4-12 WARILKTEIRT FLET .;"-:'j hione peroxidase sy

mﬂqwﬂnﬁnmm%m gy i, SmavninaLFunnigs
!

(High-fructose diet; HF |Et]l Fariariu 8 ﬂ’ﬂmu

uﬂm‘mmﬁﬂquﬂ&ﬂ%m&nﬁqwﬁ}ﬂ@ms E.M., n=6)

" uﬂlﬂmﬁﬁﬁuﬂﬂﬂﬁhuﬂﬂ‘lﬂmﬂWQﬂHWW“ﬂU P< 0. ﬂwmlﬁﬂ‘].llﬂﬂllf’”ﬂﬂu normal diet

QRINNIUNNTINYIRE
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MNormal diet

B HF diet

& HF diet + 0.5%GSE
E HF diet + 1%GSE
B HF diet + 2%GSE

B HF diet + rosiglitazane
(4 mg/kg body wi./day)

200.00 -

o 5 150.00
S & 06 RR% #
E =
s A
2 <
on
® % 100.00
£ 3
& 2
i =
™ = 50.00

0.00

-l e e | " - -
nInv 4-13 unmuﬂ TR IPT TR Fglutathione Tuiweangng

uﬂ:ugtmmﬁuﬁtﬁmmﬁm 1Y - ﬂtﬁmfmwmgq

(High-fructose diet; HF dig) i Fimsiar 8 lﬁ.lm

AN TN e o
Botio Lt Vo)
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agUuanside ailsens uazdaiauaLuL

1. aglnausrailsenansise

1.1 mln'l:nﬂﬂﬂ!ﬂrnﬁum"lumﬂnm'mminﬂu

EPTRRTELY i T w@ﬁwﬁﬁ Folin-Ciocalteu’s phenol

colorimetric (Asami et al. & NaABIN-1. nFY Ny 2.16+£0.01 Hadniu

usztFurraaranloues szneuftudnfinsaanudoeds

Aluminum chloride colog drazme colorimetric method

(Chang et al. 2002) Yuilliafsdinainalsdeiy \»\ Fumarsanlauendvinduy

0.801+0.059 Radn3u ‘ ;
wfnegufs ra---; "

- - “r “, -,.’ I P
gallate Faifllasaafraluians amer” procyanidins NiliAsaaialuanady

ki

epicatechin, (-)-epicatechin-3-O-
dimer, trimer UAY telrs lanenflunguaisilszneuiuan
wulumdnedu [Sa'rt 1Y S IMAITANTITBY P el uATARIT (2004) Wud1
procyanidins 'tumrﬂr'ﬂu
3T3-L1 adipocytes & miim*ma.i’uiwmqmannmﬂnaqu Fouamsinansainmdnedull

mﬁﬂnqﬂﬁmﬂawgﬁﬁ}%ﬂw@w-ﬁrﬂrﬂ ‘fa'n /AN. AIUITOAATEAY

mmﬁnﬁ‘inﬂl'ﬂhmamm«:uuﬂqpmuﬂwﬂmﬂmmwn'ui*m streptozotocin 14

uanﬂﬂjw Qfﬁﬂjﬁﬁﬂﬁ?ﬁﬂﬂ@ﬁﬁnmmqhﬂu

Haﬂﬂmﬁqunmumm; WUMIUAY alloxan 1A (El-Alfy et al. 2005)

g8 L6E9 myotubes WAY

Foiu enaflullddrarsantonendinulusnsafnudne fuaraiduans

@A luniramszduinmaluifen viseraiinsingriresaisiailussdioniuaisau

wll

- -n: e -li -f-‘- [ - :
JspamiinsAneuiadnienIatraengnand Ay lunisanszauiianaluifentesans

anaAnedusaly



12 WRIRIESANAINARBIU (grape seed extract; GSE) simszAuNmA
a - . - g a -
nglAsuAzszAUNAANBugAUluNyILUMURIRAMas AR B uLAY

nuansAn ing a1 ratnuaaeuIuim 0.5%, 1% Ues 2% Hanlu
-J-d : = P e L ] e = i
amniimaninlaaUiniugadiasionu 8 &Uai wudiarranmuanaquIun 1%

L
A TnanssALNAIa Tunat AN MR Iana vt IdedaihTudAtynaada (P< 0.05) Tu

7o) uﬁﬂmﬂnq‘l‘ﬂﬂ'lw.ﬁﬂmqq'lﬁ
(hyperglycemia) 1m AN TOHIUAATLANTEY
Ui Seegiiaulnd kinase) Sagnsndingiting
TnlaTaldotnasiaiias uiflig | Ao nglaa uanwmn uazlwgin
(Mayes, 1993) TaiThutuam Augines joialuTa ﬁﬂﬁﬁmmhnqtﬂmﬁumn
u Jafunmailaivin 1 guiisEnom e Fnnugeitszaininmanglaaly
WATAHU U8R TSR TESHRG —AVDercive e Ri= L SR ‘ﬂﬂ'!‘l"ﬁ.lﬂ?:'r’l "I‘I..I.ﬂ"l'lﬂﬂ%ﬁ
WG Baiimnallde : F.‘ QI It T RRR T ST U}

P
'lugﬂuﬂﬂmmnmﬂ‘lrﬁ ;4ﬁm'lﬁum:rmmaﬁmuﬂmﬂ‘l funantiu uasitllgniazdou

Tmmﬂuﬂ%m unwias wudn deide
‘l1muﬁ"un'1mnq.n"mmm adlpomrtgld wllnl? F-00 WA interleukin-6
{IL-E] a ' e ﬁa 1% Tauannsn
mmun"qﬁ' T3] 11 f (Rotter, 200 nﬂjﬁ '%]TNF-II ues IL-6

ety mmmﬁﬂ'lﬁr:ﬁuﬁ‘nmﬂnﬁtmﬂ'luwmnmqﬂﬁ' (Lindmark, 2008) Int1 TNF-0L (fu
Tedudausiniianaiinniosaesugiuscdismnrndudanisuin adiponectin 1
uananni asviWifnansduntsaarelnmaelsd (ipolysis) vnamaf RN Iy
FadauminWiinnasdetnsnlududass (ree fatly acid) sengnszusideniaduld

X 44 I _ e e ;
Wededu viu ndailausziiu (Lewis, 2002) nsinduesnseluiudasdanain

Lo ] i W x 1]
maiunsalniudarsdananllazaneglunduiilents dauansznusianisdadyny e
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BugiuruTlsiusnenie husad inlininaReniues glucose transporter (GLUT4) s
wadNsAaUng B liao s snredugiuluniniinglnadhgiadaatieusd
(Watson and Pessin, 2001) Tusiufifinsdadygyrnuseugiufiaung luigui ileaan
nsalusuaszannain Wiunssduntssianglasnniulassuounisinalrilulade
(glycogenolysis) uaztuouninglaiilaisiuda (gluconeogenesis) wudinsmludugas:
gINTanszAun1suantnenuesfureiaulnd glucose 6-phosphatase waziauled

phosphoenolpyruvate carboxykinase Wuauaunimglatilainiuda nadnigavinefa vin

o 2 X

’:{ NALSTTUN AANTIULBIBYY R
=

887z (reactive oxygen spafiest ROUS) it \ du i idamiaa N snsuiy

nazifmdluansiliefiosey

Lﬂ'&lﬂ"z?‘r"‘]{ﬁuﬂﬂ \Fundn early

glycosylation product (E@P i Wl-livﬂuu“lﬂﬁﬁﬂﬁ'iﬂﬂjmﬁﬂﬂﬂ\l
5

Whirzaziaamuu anstiss

(Brownlee et al. 1988) lnt A

1% Wmeminlinsd a6 v.... miaasum Sy nashiims SRRy N W09 (Miele et al. 2003)

anced glycation end products (AGEs)
o ot quad d oa T
’}u'].lvlLuﬂLf.Imﬂﬂﬂﬂ:ﬁﬂﬂﬂﬂuiﬂu

VINHANTNARLINL ‘iis . saimanglaalunaisinanas

- vy @ A
97191 INATT proc nu:lms 'lummr’i’mmﬂmﬂ{u AT

IRA LS (Pinen mimetic) R4AHITOAA
a1 e AU AU

ICAUWIRIRNG

N AN s e

189 7:ﬁunq'inﬁ'luwmﬁm wazszAUNWAIANIBUgAUTIUNI7ATUINY (American Diabetic

nzzAumninglasnauding

Association, 1998) SMHANMARBINLA NEMT FFLATSARRINAABILIUAA 1%, 2% URS
i -4 o ] i § s
U e rosiglitazone 147R 4 1N./NN./A4 WUG1 HOMA-IR HAnanssgtnailiud Aty
- - .4 [ § J-i ='
ynaaiiA (P< 0.05) WaweuiunguitdFuanizamniiminmeninins funng uanats

P, i o -= - -,
aIANAARBUUAZEN rosiglitazone AMNNTNAANTIZARBUYAUL



i)

-

ﬁwufunqumﬁumuwﬂnﬁwudﬂ srAUUImIANGTARUAZ TZALUNATANA
P Y | o A
fughuRRiNgIIURAen 8 AUAMTIEINIMARSY (FI171H 4-4) VRUANRIUBNRINAIIN

. : N . .
NUABTZLLNIAIA (glucose tolerance) ARAIAINAIYNIWNYU (Finucane, 1995; Meneilly
, . R X
and Tessier, 2001; Scheen, 1997) fauavinWissiuBugAugeiumnldan uananiians
- an - [l ol [ -3 - [ -l -4 a .-J
Wesnuinlunisiusmedrufeauwansnaiu menuiet1aeAIINURIALREAATN
-l . = s - ¥

w1 (FUAWR 0 uss 4) fudhethafensniala (RUa1vin 8) Fadanavin Wi sziuniimis

nglaauAnsnaiu uazetadmaviaWilsziuBugAuuandaiuld (Matsuzawa et al. 1994;

.,

ke 5 X J
Vaanerany laplaguinug TR nAnuile uaziileie

Schwabenbauer, 1991)

-3 ] @ .I'II'II - ]
Amiung gndaaounaluiaen lungy

-
Thiazolidinediones Y188

sz ool “ . o
Ty Taluns@neATan sitive control) Wud1ludn1vin 6

e L
AMNINBATEALUIAE R e smavgnimaTunngaly

s nasaiuld 15% ueluglingtin g apailn 219 vt AVATYNTIADH (P< 0.05) usi

' P 1 d W i Ay - -
WU sALAR et g iasand agy 1aIHBNAINTTEE AT WEN

Houiulassiiunnva i’ 'ﬁn g1 v A 28 duai ﬁf:uqﬂ%’lummm::ﬁu

'15 (Cheng and Fantus,

L — —
wmalunatantvesasie MY sEaE G 641 1 Wlunreanny

] - - a | L Ll - -‘ I 4‘
2005) founasiaTEALUWATAN BHERESGIA i 4 RrzdunansunBugiuiniuile

e
e

w ol e .
1ﬁﬂununquw1ﬁm O e L 05) %dﬂﬂﬂﬂﬁﬂw‘:ﬂﬂ?"lﬂﬂu
- . I}I = H 1
NYSANETINATEINT i;'l "?i: \NANNIE hyperinsulinemia,
N . v - 0 - - J "
insulin resistance, hypertriglyceridemia uas hypertensiori 1 luAndvmaaal (Elliou et al.

‘.ﬂ s ¥ e ow o
2002; Hwang etél , W ﬁﬁ? m n ) amiuFen e lu
§UAN 5 YnangEVARDS WA 7l nauN rosiglitazone UTZALUWATANT
- - - | - ol ‘ t - ar e, i
WS LR TN 1M Y

' £ dx 44
(P< ;‘ﬂ) daraid rosiglitazone @ HTsduinAa il B ?Jumumﬂﬂﬂmﬂu

AunIsianyEvesBuTAULY (Kaplan et al. 2001; Olefsky, 2000; Saltiel and Olefsky, 1996)
TeawzetaBaimasndiie %qmq:'tuL‘iﬂi‘lum:daﬁmmwmﬂmﬁuﬁu Taenile PPAR-Y
Qnns=siu sxiin1auAn GLUT4 Taunnsnemavia (transcription) 199 GLUT4 et aantiu
ssfieninedeuit denlnoad vinlaunmiinglaadinguadlél (Saltiel and Olefsky,

-1 Ll - ﬂ-l I -: - -
1996) uenaniienenavn WilsvaL adiponectin sy Jaannsnaaninzaedugavld Ty

adiponectin axiinnsaniunsaluiudaszalia B (B-oxidation) wazaanIzaFInfTuI



BO

¥ . : oo X .
vimanglAaTIAL (gluconeogenesis) uana i linduiloannsoinnglaadig

e
VIAA AN (Maeda et al. 2002)

NEANIMARBINLGT N dFURsaRmm e Ui R sRuems
- o el e - el g ol ¥
wnztimindafenas WedeuiunguitldfuemasndussnquitldFuemnsithinnns
-
WinTmainnuge ensillsansinamaiaessd uasainuanefuaiuisoamFunmnms

fiuamtimatinu leptin receptor-independent appetite control pathway (Kao et al. 2000)

et al. 1996) LAZAIMATTIUUAENATNS 'mn':nmummhlﬁuﬂﬂmamﬂ‘lﬁ

N - - - B r
me ffgateatunisdunsisy

naaludi (eulnd acetyFCoAmeZmibiylake "‘m' synthase) uazn1seanTiafu

waanga lusdu (1eulnsl acy \ Tiszaulnnamelsiiuuas

-J LF .' | 2
Tunanannanas Tasinadf DAElE ilRlusalaa rinald (Hiroshi et al. 2008)
& y " -2
uananiiasiantuedfia i dilisrnasp uaat i e 18wy Tnuntsdudanasinau
vaaeulnd pancreatic ligasg ksl Andlung s lasndimeladaanang uas
. 5 " : " - ! el - e - il
lipoprotein lipase 16 (Morgho . 20037 836 1Y \ e i A fuarsainmuaneuiinag

23 T A .
dNTuYe I wIndYend AN ImALTN g
¥
1.3 ﬂiﬂ E.--‘- . Lll-!-‘ I.I.‘I.I. - !‘l h.ﬂ. - l--:..‘ nuq"qﬂlu“ﬂq“"q“ﬂq
‘:r AT uugs
¥

5
uul.mw:ﬂumnnn Teh
"J ce test (OGTT)

(High-fructose diet; H

ﬂ ulaag waﬂnim ﬂmﬂxﬂsg 1% uAz 2% lunnrudn
Yiane ﬁ ﬁrmnuﬂmummﬂ oaTT 'luﬁ;mmumnﬂﬂw:ﬁm AU (A191a71 4-3)

:Lqm !ﬂ:ﬁ: AFueMITUNG

nquﬂﬁmm?nnmmnmﬂquﬂmﬂ 1%, 2% Lm..nquﬂ'lﬁ’ﬁ.lm rosiglitazone 1WA 4 un./nn./

at] Tnun'l?m ora glucnse toler

WU

fu fraasadediourunguilldfuanizemsiihimadgnins innugaedied

HaRIATYMIA0A (P< 0.05)
NEATeIRIANANARD{UADTEALUNAYANTBUTRUTEIIILMINTAENTg

Y1 OGTT (A3797 4-3) wudn nduﬁ‘lﬁi‘umm:mmﬁﬂﬁﬂmﬁﬂﬂznhﬂﬁmmqqﬁr:ﬁu

iy, = -u' -l' N - [ iy, -‘ e 0 -IJ - -
'Hmnmﬂu-gaumuﬂuﬂmaﬂuﬂﬁﬂﬂmmaﬁnm (P< 0.05) mtﬁﬂununquﬂiﬁmﬂﬂuﬂmnm
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- - o W e e o 3
“ﬁ‘qqqﬂ%nﬂtﬂﬂ“Wﬂﬁ 15, 90 uAz 120 UM ﬁ"luﬁquﬁmmﬂ'l?ﬁﬂﬂmﬁﬂ'ﬂiuir‘lﬂﬂ 1%,
vl e _ e -
2% ﬂﬂ:nquﬂiﬁmﬂﬂ msiglitaznne 11U 4 Nﬂ.mn..ﬁ‘u Hﬂﬁ?:ﬁhﬁﬂﬂﬂuﬂﬂu‘ﬂﬂuﬂnﬂd
i . L i e gl
ﬂﬂm&ﬂu‘ﬂﬂ'\ﬂm“'}\‘rﬂnﬁ ':P"-' 005} Tul’]ﬂ"f;{ 15, 60, 90 uas 120 UM LuﬂiﬂﬂUﬁUﬂﬂuﬂ

’ day ¥
dfuiamzemsmimanniasinnng

L
rulAdnansanaNAReJLINIA 1% UAT 2% AINNTNARTSALLAIATY
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Table 1  Body weight of individual rat in normal diet-fed group
Rat Body weight (g)

number | paseline | Week 1 | Week2 | Week3 | Week 4 | Week5 | Week 6 | Week 7 | Week 8
1 175 198 245 325 350 ars 386 395
356 366
392 410
387 409
338 369
364 arg
353.00 | 370.50 | 388.00
21.37 | 19.48
8.72 7.96
Week 7 | Week 8
343 358
408 422
377 392
375 397
5 165 184 236 276 318 349 380 309 416
6 168 191 236 281 325 362 391 408 426
Mean | 167.67 | 188,17 | 23367 | 274.67 | 313.50 | 343.50 | 368.67 | 38500 | 401.83
sD 2.25 5.19 5.09 5.89 10.84 17.80 | 22.15 2523 | 25.43
SEM 0.92 212 2,08 2.40 4.43 7.27 9.04 10.30 10.38
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Table 3 Body weight of individual ratin high fructose diet-fed supplemented with 0.5%

Grape seed extract

Rat Body weight (g)
number | paseline | Week 1| Week2 | Week3 | Week4 | Week5 | Week 6 | Week 7 | Week 8
1 180 179 210 242 266 282 299 310 320
2 155 177 224 3z 345 arz 388 402
3 150 166 275 302 326 344 as7
4 157 165 309 z7 345 369
5 163 322 346 364 380
& 163 326 351 366 384
Mean 158.00 1786, ‘,llmg 31“ \K 31433 336.83 352.83 368,67
sD 506 | 92 "‘[! fo l" “\ \\‘ 2173 | 2547 | 2649 | 2821
SEM 2.07

3.78 " I - “\\}\ 8.87 10.27 10.81 11.52

E{"E.a. ]

Table 4 Body weight of individuz lictose diet-fed supplemented with 1.0%

[

Grape seed extract

75
Rat 'l
nUmber | Baseline | Week LWeek 2 | Week 5 | Week 6 | Week 7 | Week 8
1 135ﬂ 'u&l w 295 308 319
2 165 U 22 o 260 | 291 307 329 345 | 358
AR AN IO NG | = | =
a |9 158 177 224 266 308 342 367 377 398
5 155 176 | 221 264 300 335 362 a7 | 393
6 160 174 206 243 276 302 328 3 | a7e
Mean | 159.67 | 177.83 | 217.33 | 25433 | 287.17 | 31050 | 33333 | 34817 | 362.67
sD 455 | 436 | 656 | 1025 | 1495 | 2384 | 2712 | 2712 | 3230
SEM | 18 | 178 | 268 418 6.10 977 | 107 | 107 | 1319




Table 5

Grape seed extract

Body weight of individual rat in high fructose diet-fed supplemented with 2.0%

10

Rat Body weight (g)

NUMBer | paseline | Week 1 | Week2 | Week3 | Week 4 | Week5 | Week 6 | Week 7 | Week 8

1 168 192 233 275 309 327 345 359 37

2 165 188 226 263 297 316 342 361 377

3 160 182 305 332 355 366 380

4 168 186 327 362 380 396

5 163 180" 2 322 349 376 395

6 167 181 331 353 373 389
Mean | 165.17 | 184, L 32583 | 351.00 | 369.17 | 384.67

sD 319 | 467 5.98 724 | 847 | 1021

SEM | 1.30 2 244 | 296 | 346 | 417

Table 6 Body weight of indivi

(4 mg/kg body wt./day) s

ctose diet-fed supplemented with rosiglitazone

Week 7 | Week 8
37N 389
379 396
427 454
383 412
5 165 182 233 282 323 365 402 420 438
6 170 183 240 285 324 368 405 430 446
Mean 169.67 | 18B.50 | 235.00 279.67 317.83 351.83 | 381.67 | 401.67 | 422,50
sD 4.08 5.75 4.24 4.08 B.86 16.80 23.86 28.77 27.27
SEM 1.67 235 1.73 1.67 3.62 6.86 89.74 10.93 11.13
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NTARUIN U

NSINTEALUIANALULADALAY Glucose oxidase test

AT

1. \WistM Peroxidase-glucose oxidase enzyme (PGO enzyme) solution

Imendt PGO enzyme (Sigma, U.S.A.) 1 uarlga snazanelainguFums 100 us.

Tuomnden

Inesdy o-dianisidigg diyaSeioride (Sigiani.ay) 50 1N, snazanehaingy
Uiums 20 4a. Tuvam

3. 11 Color reage i PBO enzyme solution 1/31m3

100 ua. wan it

4. wTeN glucose

- o el o
ABMSIATIZN
1. et e Ayms 1 68, adluvsen

; Ir"
viospsmsn b J

I
2. e llu wafe ham fignuugdl 37 {‘; W 30 Wt

3. m'lﬂqmﬁﬂﬂﬁwww ?W\Ejﬂﬂ]ﬁﬂ;ﬁm Spectrophotometer

(Shimadzu Uv-16tia

. @W@Mﬂﬂ‘ﬁgﬂd HIATHEA B

ﬂ"lmmmzﬂmwtﬁui’uﬂﬂqnqhﬂﬂn standard curve
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MinTzAUNAAINBUgAUlAL Enzyme Immunoassay

ag

1.

. 1878 Eliman/Sea

\w3tM EIA buffer

Toenin EIA buffer 1 vial inazanslnindu5unms 50 ua.

\iTei Insulin standards 7 i/ 0.63, 0.31, 0.16, 0.08 WlLNFWUA.

BT e Quality Contrgl ™Sss | ﬂ.

menin Quality Cogss
WiTed Rat insulis
lmenin Rat ins buffer 5309 5 NA.
WFeil Rat insuliffany
menin Rat insulin®an & Abuffer LAnms 5 6.

\WiTed Wash buffe

viinAu Tt 5

e 18] 39 NYNINYINT

Tulmsneis 50 uea. sl 9.(; well \Fiy :nsuinn~AChe tracar UFuams 50 uAS.

ﬂnuu;ﬂ ﬁ qaa@ﬂﬁﬂﬂ) gddlﬂﬂlfg Wﬁrﬂn*uﬂﬂoﬁmﬁ

ﬂf;nmqu'll C w 16-20 Fala snumenslu plate 1 #139M98 wash buffer 1Fumg

103

300 3AA.siEVN 4724 5 AT) UAAFA Ellman's reagent URanms 200 wma. wazitliaa

- H g , L] PO - -
Pnueiaauenfigamgil 25°C uw 1.5 Fatus smfnirlUdnrganfuasiipameaiu

414 wTlwums

AnnaAtANiniuIeIwATIANNBLYRLSN standard curve
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JDIAKUIN 4
A1 Homeostasis Model Assessment Index (HOMA-IR)

i o -l -
AnassunazAedugiunnelunmsgIu (gold  standard) Ae 3T

; r . i -u-l-l il ] i [ 1]
hyperinsulinemic euglycemic glucose clamp wiudsAlaesrn 14998 usau 1987 Fioe

- - - W - = i g
'ﬂ’lﬁﬂlﬂ?ﬂﬂﬂﬂlﬂﬂ"!:llﬂ:hﬂﬂuﬂﬂlﬁﬁ noifiaAudulaauniinag (invasive) UATAS

\Nindumselé BN oral gluc test (OGTT) fifaAndn willdeBenld
AN PIAAENATIAY fpaamaidn TagiunwudnAt HOMA-IR

- - - ol
(homeostasis model assessmentinge M0 AL Malthews WATATUE (1985) \uAN

j - - - I
Muanafiannzhedugd Wy U sunsupanRamas

ATNANN TN TS P54319n18 (homeostasis) 1ila
famudianisiodur deficiency) Firefisinaiu
Fannisnszatning "dugdulneninfsziunglea
UATBUPRUIEEADIUNS «\ | Rl G ﬁqﬁuﬁﬁunq?ﬂﬂﬁqa

X
FuusausIn

771 homeostasis model assessment

|

ng asulin (RIV/mL)

e
i
v

mm umm ‘F*LEJ;] 4 P
W"T ST WW‘W*

A1 HOMA-IR 1.ﬂumﬂuqunﬁﬂ¢ (accuracy) WRSAITNINLEN

HOMA-IR

¥a :
(precision) §3 BN NUETAINANTUS (comrelation) 1LIAT hyperinsulinemic euglycemic

o -

o 3 - - - -
glucose clamp %Lﬁmﬁﬂmﬂﬂumq:mﬂﬂwgnummrjﬂuﬂﬂﬂﬂuﬂmﬂ:ummnm
(Rs = 0.88)
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2541 dAnen7 AnzmATAN WS avnTa@anen sAnenduadiag d1ganisiine
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