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27.1.2 : Glucokinase

5.3.1.9 : Glucose-6-phosphate isomerase
2.7.1.11 : Phosphofructokinase |

3.1.3.1 : Fructose-bisphosphatase

41213 . Aldolase
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5.3.1.1 : Triosephosphate isomerase

1.2.1.12 : Glyceraldehyde-3-phosphate dehydrogenase (GAPDH)
2.7.2.3 : Phosphoglycerate kinase

54.21 : Phosphoglycerate mutase

4.2.1.11 : Enolase

2.7.1.40 : Pyruvate kinase
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TuanagUuuuau Wur Tnalaa lasnduelsd uaziisiiu donmadnduiiiouazioad

o 1%

ladu aziiludoudrdyiinunisaudanglaaidaasinullsfuvaudanglaaunylald


http://www.gghjournal.com/volume22/4/ab06.cfm
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A9 (Facilitative  glucose  transporter) Tnein1snsvAurasaugaulugluuudoyoo
1 dll . . 1 v o Aa a a & . =
ABLWAY (Signal transduction) NIWAITLAUTAWLUNIILTAA (Insulin  receptor) wazlilem

Aana9sne neluiag [23, 24]

ﬂ' v dl a a
A1F19N 2.1 LL@@\?MMWVI‘H@\?E@;ENH@HSQ@H

UNLAeINANUeRTY | qvibTesBuTiy iaainvune
1.5 lamsn 1.1 aan1sduAseing tAsiliaad FIL
Tne ﬁué’qﬂixuqumaﬁ glueoneogenesis WAL
P9e1N1AY3 glycogenolysis
1.8 Lﬁumiﬁmmqwﬂmimﬂzu (Glycogenesis) AL, nénuteans
18 Lﬁumﬂuzing‘iémﬁmmﬁ nénaifeans,
TmﬂL‘W'umm%ﬁmﬂ;ar{‘ﬁmiﬂiﬁuwquimm dedelas
=t
WU ITAR, \ A
2. sty 21 agn i nenaimelss (Lipolysis) e lash
2.2 I,‘I/A‘I'Nn’]ﬁ‘if;ﬁg/\iLhﬁ;‘ﬂﬂﬁi}%ﬁ[%@iiﬂﬂum@ﬁ o, iderdlelas
CRMER 3.1 Lﬁuﬂ?ﬁzﬁ%m:ﬂﬂﬁﬁ_;J,‘ Lsmzﬁ'uj

|
| =)

Ewgﬁummiﬂ@@ﬂqm'ﬁrmumim fyryusaliasnielusasiilvung Taanng
NITAUIBIBUTAUAT AR aRsyLaUN I8 TlEan 3 119 (m‘wﬁ 2.6) e

1) nizueumnualaagNaeardUlaase Tshiuuag ladunalutas uas
m';rm?i@wﬁﬂLmiﬂﬂﬂ"\‘iﬁqmaﬁmmiﬂiﬁuﬁwumﬂ@ﬁmw’J”]Lsnmi“(Glucose
transporter 4; GLUT4) £NUAD Phasphatidylinnasitol-3! kinase (PI3K-
dependent pathway)

2) ﬂizmumilﬂ?mmzﬁmuwmLsmzir(Cell proliferation and differentiation)
bR Mitogen-activated protein kinase (MAP kinase pathway)

3) nsvUAUNNRAReUAN Ul RaTadaes GLUT4 6n1idd Cbl-associated

protein/Cbl (CAP/Cbl pathway)
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INSULIN RECEPTOR

ZENE CXPress on - -{ GLUTS /
proliferation - “ 4

differentiation

gll’gwc abolism ¢ _‘_‘ -':;‘F
glycog s:,1lthl:_sis'j T4,

lipid synthesjs = = =
protein synthests =

~ ) .
NINN 2.6 NNINTLHUBBIB UGN UN TR TIRNATY Y 16U
wfi

dependent pathway (ﬂ"aﬁhﬂ), MAP kinase pathway (sgﬁﬁﬂ‘)-' was CAP/Cbl pathway (191)
[25] h .

£ .
: ﬂ-’[;pmm 3119 PI3K-
oy

o [

atelanmnee Aon gaddnjalnnman lunismanuaddnaeanglaa G9dA0w
Neqdesiuniaialsawnau neeinslsawnmaandssinni 2 1&un PI3K-dependent
pathway

a ]

5. NTASATYEYIUBUGAUNY PI3K-dependent pathway

u

BUTAUNNAIANN B-cells BovFUBaUAY IMARIUNIAINNTZLALREA AN LAt
WAL insulin receptor%%ﬂu tyrosine kinase receptor vuRamadituuna e UALes
FlaBUgALAIIAIUYDY a-subunit  Nalifiiim autophosphorylation  NiAuMLaNIABETY

tyrosine  MAEAILULILL B-subunit LT EmasAulW FauduqgaiTusiugeinsas



o !

Foyryrurieiiesludnmnizaaanisiia phosphorylation 10l sfusiadedryayos
(Signaling proteins) Aneluas [26]

Insulin receptor substrate (IRS) {ullsAusiasdryyrniaugausioun & S IRS-
1019 IRS-4 T;gl IRS-1 @vaﬁuwuwmuﬁﬂﬁ@m Fiansdadtysny ﬁmmmu@wm@umu IRS-1 Az

(1Y% wag%l@mvmwm‘m@vﬂmum tyrosine LAY serine NALAUNLUY “ﬁ\‘i‘]_l’]\‘iﬁl’]LWiuﬂf‘ﬂ Wl

S). D

ananeslilsfufildaui Gandn src homology 2 (SH2) domain 7113 phosphatidyl

[ %

inositol-3-kinase (PI3K) %I\uﬂu SH2-protein ’Lum:munm‘mymm’awgau A1NN970LN
NAueE e IIzAY IRS-1 1 nasdunussnaaditinasnssdunisinauaes PI3K siald

Phosphatidylinositola-kinase  (PI3K)—biwisiin  kinase  Fndedoyryiosndl
ANAATY Dol second messenger APANIZUABAIATUNWEUTAW PI3K filasadned
wtieaanidlu 2 dow ldun pes” requlatory |subumt«‘7‘i UeLNY IRS-1 uaxr p110 catalytic
subunit VIVI’muﬂVILﬁuMij@meWﬁﬂ phesphatidylinesitol (4,5) bisphosphate (PIP,) i
AU D3 2899969 inogitol Liimli ph_(;sphatidylinositol (3,4,5) trisphosphate (PIP,)
T uRaafnuly mLﬂuTuL@ﬂa‘wmmm‘?ﬁﬁmm‘amimvmumimmmm protein
kinase B siall Lummﬂ‘imqmqwm PR mqummmamuimﬂu pleckstrin homology
(PH) domain mguumuﬂmm@imm protel-n—-_gmase B

o — aa

Protein kinase B (PKB)_M_?@%?@HGLH%@;A@ 4111 serine/threonine kinase NHUNUAN

a

AAtyAanIsaTy1a9ias (cell growth) nasuiimauazasisanuaTas (cell proliferation

1
o v

and survival) souDNtlasAuNNIANETR L TAR LI apoptosis‘ii@ﬂmﬂ“ﬁﬂ”\imumﬁr?Tfmmq
nsaedryry i e lugas Tunsyuaun1sasdnyyIUaINmNeNIEAUIRBUTAUANANY Akt
1 3isoforms lowrly Akt-1,-Akt:-2, kazAkt:3- piiUajuaraluaes Akt 1491 PH-domain
anuenaulAnY inositolMipids’ Taehawny PIP; UTondfinmaas uwli nalnnisduiisymnang

Akt uazPIP diflunasiiinlanialiigai kinase donfain aas Akt 4 1Al g5 kinase Nae)

uu@;@ﬁ:msn@fofmn%u wtenstainasFamlena L Ake' 2| s Tun fumie
threonine 308 (Thr308) ANAIUNANY catalytic domain ﬁﬁ‘&lﬂd’] activation loop 79 T-loop
WATATLUUS serine 473 (Serd73) mevdqutlany carboxy fAiGandn hydrophobic motif #38
H-motif  Tusiu kinase MinuinflAnvsaawmli Akt o Ausmie Thr308 uwaz Serd73
FaNAn7 A8 PDK1 LAY PDK2 ANNAFL [27]

Phosphoinositide dependent protein  kinase (PDK) flu@nuilssananali

NITLIUNNIAATY Y UBWT AW Muth A naalafuls serine/threonine 189 Akt

a
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WAz atypical protein kinase C (aPKC) wananil PDK1 f9aN190Nazfunianianusae
nainmyWaamaliiueulsiinaadesiunisdunseillsiunialugas Aa wlad

p70 ribosomal S6 kinase (S6K) L@z serum and glucocorticoid induced protein kinase

[ v
a A o

(SGK) desanienlnieaesfing dradau T-loop a H-motif AR 8L Akt TUALAIN
289 S6K l@KA 1) Ribosomal S6 protein FaRendeeiuNITUunITuLaTTaaIn mRNA
Tshiu nsnszfunnsineuzes rbosomal 6 protein Aulumsiingnanisdanssy
Talsfumnaniia 2) Elongation factor 2 kinase singuludn s Ain2aduiL ribosomal S6
protein NA1IAS NN NaANA LAY elohdatibnsfactor 2 kinase Tunnssudsla e
nsnvyaainasalilfielongation fadtor 2-(EF2)dsnaliiinn1snszdu elongation
stage lun13daasnz iy s5 laefos)

NN9INILAUAENTLAR phOSDhOryation QelNABID BN Akt danaldifanng
Lﬁ?ﬂlfﬂu‘ﬁl‘ﬂ@\‘l glucose transpértef 4 (GLUT4)storage vesicles (GSVs) annng’li cytosol
1ﬂ17iaaL6nmﬁLL&*fsmﬂmquLiﬁﬁu@@ﬁuLsﬁ@ﬁfﬁ@ﬂ@mﬂd@ﬂﬁiumﬂmm GLUT4 it
Lﬂmmmﬂuﬂ@‘ﬂmluﬂ?%mL@ﬂmmmmﬂjqwmLsmzﬂm [29] Fauanalunni 2.7 au
m”mmm@mim@lum@mﬂﬂimvmuﬂﬂm GL,UT4 Asaggnisannauiing cytosol Ak

Aae78 endocytosis ‘Emﬂiﬂmumuwmﬂumﬁi’ﬁm GLUT4 1¢un clathrin

tif

= v et = . s v
uﬂﬂmﬂum:‘m‘z&;um?Vlﬁ\‘nummiﬂ?mummﬁmcywmmﬂummLLm NIzUIUNIT

%

dedtyryrouBugAudaPIBK dependent  pathway ENAITEF UnvinuiinfirauaNannanis

o = o o A G dll o 2’/ 19 ¥ a ] ¥
nevaasilsaudodednyynivirateulsd kinase  nadug il lmiiannsaudanglaaidng

a

& a [ a [ % 9OJ A c: . dJ
wasumAull Hasiunauianinzszdutaaianginaluldanan (hypoglycemia) &9

o

ralsinduns 814 Tshusshadaldun | 'sHP2 \uas - PTA1B) viuiidudennaidia
phosphorylation 484 IRS Tunued PTEN Fiuigusanavinauteg PIsK ANEIANARTD
nazuafah I iabas i s A B A Mlvinisgednlonnaunauiulilading
nf ‘Eﬁmmmﬁ’mmmrﬂﬂmumﬁi@mimgﬁumﬁuﬁﬂummm:ﬁu{iﬁmaﬂzﬁmlwﬁ@m
Tidngezsulnald Tunemsaiudng Lﬁlﬂlmﬁ'Lsmzﬁﬁmmmunwémslummﬁqﬁm;mgﬁmmz
nMgALANAINATT lUTE e f;iﬂmmN@Iﬁmmﬁ”@f;iﬂm'a‘m'aumufawi@%wgau WisefiFundn

insulin resistance [17,30] vi9il fladadiduldle a1 nsuansaanaesldsiusndednynyin

ANTBYAY NITLIUNIT phosphorylation gndpranesaailadaunelsznis nsuanseaniiain
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\Aiu (over expression) valilsAudatiue iWudiu dauduarmg liifinauunnsaslunig

dsdtyrynnuBugaulaviady [25]

7

Tyrosine
Phosphory

L] = Glucose

Insulin
Receptar

NN 27 nededitynidnianga (_" AN UAUINFBNINTEAULDIBUTAUNY
insulin receptorslu PI3

ginmann : . atiz0na 6 52003/group05/bg.html

U

3 anmnalunIrauauassa

BUTAUAAA ﬁﬂﬁmmm;,ninﬁlumﬂudmmimL%’ﬁLsnmi’@mmﬁfm danalinglaadsazas

= a 1 1 a a a ]
Tuﬂi:LLm@@mﬂLﬁmwg F}rj Twmmmumu%m
N34T NUASUAIRUTAULANGNIUALADA L‘W@ﬂﬁ‘”muLGﬁ@@L NVPHE BARDUAUAININTU LAY

. Wﬁﬁﬂmﬁ ijm;’lm ma mmmmwmw
31];& NENANIIZA N bUaLE 899UadNY glucose  homeostasis

‘J“"ﬂ'ﬂllﬂ’)ﬁl ﬂZ\]’]ﬁJLu‘ﬂ@’]ﬁl mmmhuu LaZF
d a a d o Y a a { dl dl o
qum@fﬂwgaumwmmumuﬂmﬂm‘lﬁmummum IﬂﬁL'ﬂW’]ZﬂQNI?ﬂ‘V}LﬂﬂQﬂ‘U
N9LLAUNTNANLBATNIBIFI9NE 938 metabolic syndrome 1% Tsalunwnulszinny 2

T9piau Tspvaamaamiiala tlusu


http://student.biology.arizona.edu/honors2003/group05/bg.html
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6.1 #LUAABINIEADDUTAY

'
o a

fladauanfneiiian1oz insulin  resistance MldAN1sANEINLA LA UA Nz

sedutimnaluaangiuazanunnsaslunisdedyniuresdutaunialuaags N1y

a

umrinifulazlaiuluaengedain liinsalasdiuganiunn sziuaesluuizaansiinesiu

¥
nsdniay ayyadaszuazsruuuliiuayyadasy uanaini dadunisiugnssuindou

AudTuNINAN Nz heuTARIATINNATILa T aN

6.1.1  NrszAuinaliaeng st LA wIadlunsdedty iy et uay

L

nelugags

1
a

AowialnRaeldafiuiifuadediunazinunnsdedty sy uBugau (Insulin

o o

signaling pathway) 74 qm@lumimmumm GLUT4 VLﬂmmwwmmmm \ludladadnAny
ﬁﬁﬂﬁizﬁuﬁﬂm@lumﬂmz_gwuiugﬂfaﬂ‘tﬁ?mmmmmumqm@%uﬁu B9 NNNT AN

u

_—

nalpadngiradanad [82] NG

ﬂ’]mﬂmmmﬂmmhmu@a% (free fafty acids; FFA) m‘lﬁumﬂ@‘ﬁ'ﬁummw
lunnededtyaynniresdugan (Insulm S|gnal|ng. molecules Tne Yu uazane lull A.A.2002
WL FFA L‘W:Llﬂ’]ﬁ‘mm phosphorylatien VlmLLWL;\?@erlne smﬂu inhibitory site 1114 IRS-1 N

a

TWinnAnunnseslunisnszdusiallds PISK ANaliinu e dutauesadnaniile

anad [33] nsAnulpiasdnadiianidn  FFA [snasass diacylglycerol TaNsEAuUNg
vinanuaas PKCe i ngWadmlaniniumds serinefthreonine 111 IRS-1 Jnalsk PI3K
NNIUAARY NN lAad A aHNIUNIS GLUTA Asanasson  [34]  luanzh FFA

al' ° Yo o v ' X o ' 1
witlentn sUIaNIaE 04 Taas 1un 33 IMN 3, glucopeogenesis  WAnilaniaasaang
nszualdannIy GLUT danaliiseatunmaliaengeau [31] Hatandlunnd 2.8A uay

2.8B ANNAIAL

6:1.2  nuzihuinifueerlaiuluaengs

[
A a

mﬂfmiimmmmﬂiymw 2 Vlllﬂ’?'];‘iﬁ'ﬂ WIAU UaNANaziANAnlng

a

lunszuaunsiumnueddueasaflulamnsnudn ﬁqwudﬁdquluzgﬁﬂqqmamﬂﬂﬁLﬁmﬁuLu

pruadtaesluiudNgon [21] Faaas 80-90 aasfiloaduivtiniiy Tuanenaulngan

¥ oA d” a a ¥ ¥ =2 | o dl dl dlo ] a
@QH‘W‘LI’)’]NJW’]Q%@I@@HGQ@HLL@ mmmmuﬂuﬂ%ﬂmeﬂﬁf:mwuwmiﬂ@;m@mm

AL sEIANT 2 [35,36]
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nsAnEAUIUNINgzydn nsteiulasiuluBunugailunisinssdunse
lusiudase (FFA) fluanaulunszudidan a1810dd38liinalsawnnuaiiod 2 16 Tns
Wuarmguilsiinlfifiannznedugau [2,37] uazileansziu FFA a9 wuda aonwlasie

a a 6 ¥ d’l o/ QI é’ 1 a d’l
AUTAULBILTAANATNLUDANEY Lmzmmﬂlwummu [21] Ha28Y  FFA  RANITINANIICAR

)

fugaudauulannannisinliiinanunnsasinansssionisasdyannbugausslinann

d19fu ad19lsAinn FFA duieadesdunisiianiozhedugaulanadon inunig
’7 -«B pathway ey JNK pathway Aanasa
Lﬂ]u L6, TNF-o iilugiu Teanunsn

1 [38]

Transcr|pt|on factor-signaling path

ﬂ’]ﬁ‘LWﬁ\Iﬂ’]ﬁ‘LLﬂﬂﬂﬂﬂﬂ‘ﬂ’ﬂ\‘i pr0|

mummlmﬂhmq"mau

A Muscle

Fatty acid

cococooooobonoocano0, O o ecseesseeseseeesssoneees

-----------------

B Liver 1[

Fatty acid ‘ Insulin Receptor Glucose
L=%

TDAG

L ¢ [}oxldallon? )

| 1de novo lipid
synthesis

M 2.8 nalnnisfiannzhesugausuiesinannnlaiubastiIunszuuNI9d

Arynynusugauneugas : (A) madndnuiile , (B) ladsy [31]
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6.1.3 sviuUaasINLYTaA1INNLAUNIIANLEL
FLUUNNTAAUARAIFAAN1TaNLA L luIIN8LULLTese duldun nig

ianunasnsnanuaz s cytokine saxtienisnseaunIsdsdynynslunsziounisdniay

% ! 1 ¥
a KR o Y ¥y K Yy A3 A vy o a A4 a @ a

dniinauiudiaalsagl TANNAIUNEUNE T LNNTAAN1IE AR B WY AL ﬁﬂiﬁﬂ@lﬁq

a a
] 1

Y v ¥ a a 1 o =2 | KX A o ] a
HILLAYUNIIRAU mmmmﬂﬂm‘luma‘mummmma‘@mmm\iLﬂuzﬁﬁl,muuwuﬂﬂ@;mﬂﬂm

a a

nazaedutauld [39] Tnadaulunjaudiuazinisuansaaniivuauaes proinflammatory

u

a

proteins @19 TNF-q, IL-6, nitric oxide synthase, C-reactive protein, ICAM AL monocyte
. . [ v dl 4 3 dl 3 v dl £ o/

chemotactic protein-1  1TlA1 Tunnien adipekine NMMIUUINATUNITENLALILAZNITEYN

NANLUBINARALAB ALY adiponectin HANTLAANEANRARNAY [40] AINNTTANHINLIGNNNNY

73 adiponectin luiaansn Nk ligfilialsanaaniaenvinlauazlsaiuanulssinni 2

v

FeinnzhedunAuTNnLET [dananiiinaglif adipenectin unuyLNMINURRN19EEaY
WLFNAININAAUNUETIFD aRnanzhared i@ Lazanszattnmna luaanuyls [42]
dl a o
AnsAnEALN AT Juin nase 1 (UNK1) garfluldsmulunszuaunisaniay
;o )
ﬁumuﬁqﬁmmmﬂummvuqum o tytyﬂm@umumﬂlumm HUNNINIEFHUNITAN MY
oawmfisnumibs inhibitory sife °]J’ﬂ\1 IRS-14 w,um Insfineues INKT Wisduluieide
VLmumeaqméLL@ymmﬁuwmﬂf;v@_gu- ‘Luwm«mumu wudwyTignnANITLARtaaNTe

Py R

INK1 mmmLﬁumm%mmLsﬁ@@ﬁ@?ﬂuﬁﬂmmw [43]

7. denavignlng ~

Wynlmadutiinngluanaifen (Mongsaccharide) iwaeafiunglana uazniuan
Tna udoutlsgnatnlfaandvienupnasssiaAae e En Ha bl daututiaianglaauss
qlasaludadouRuansrsiuaenly winuFauaumnuaesiiniaglasaiiy 100%
wmnangladddsnlnaasin il 73% g 178% plR R el dibAaum ey
¥ !X o o & 96 ¥ o = ¥
nagiasg asdndnisindiniangninannldlviauauunutinanaeuTetinnig

1lasa asanldisunudanndnlunisliaumnuinminn
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CHaOH
CHn OoH CroCH
HA H H
CHa OH
A H & H oH  H H
| CHaOH
H OH
OH H | |
OH CH oHY CHOH H oH OH H
|
H OH o
H Saccharoze
o —Glucose Fructose iglucose (wl-->2) fructose)

7.1 WNANUDRTNURIUG

F19N18 A N1 208 A TELAR AV TNl RE Q’\“ dousiu inguraduiennld

=l

(Epithelium cell) dulilsiidadasnalaamy sl naseauaiin glucose transporter 5
(GLUT5) 1171494114 brush-bord 1Afe cose transporter 2 (GLUT2) L‘?h@

A 1'%
NITLUALADANINAY baso-latera

rbohydrate

Intestinal lumen

Lactoge se  ‘Glycogen
D-Glug: D h{' -amylase
L Oligo-saccharides

1] b

.- G
/

NN 210 negedNiimnangnieg - wdsainuianaglasagneesluanldidanaousiu
unnsilutinianglaa (Gnanen) wazngning (F;nanda9) aniduiinianglagazgnam

dudng epithelium cell wFanfulaihan (Na’)  (3andn Sodium-glucose co-transporter
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e SGLT1 luanshienavsninagngaiudng epithelium cell H1u GLUT5  uazidng
NITUAABANIUNIN GLUT2 wwhenfiuiinangiaa

gﬂmwmn . http://www.mfi.ku.dk/PPaulev/chapter23/kap%2023.htm

wasangnaeandngnizuanenudn luanazeangninaszgnanasaludadiu (44]

wazel1u GLUT2 uutagadsulng lisiasenAagniresgdugany iedignssusunisiumive

U%%mm C-1 nanafly  fructose-1-

phosphate maenauls fruciokinase 'ﬂﬂm dolase B @‘”Lﬂﬂﬂu frutose-1-

adunelumassusalil

neluaasu Wanin

phosphate MU glycera 2% dihyd ne phosphate (DHAP) AR
A ATUAN NN AT 1 Ll b a1 nmﬂ@ﬂmﬂu glyceraldehyde-3-
phosphate (GA-3-P) : hosphate isomerase AMNAAL
naudnidgnszuqunisl e iadannziidu pyruvate
el FRan1 rate-limiting [18, 44] M ILN9dauaIngN

1FWNN9A5N lactate WAz ATP

WAY f9dana bisNne acyl-Co ;r'.-é—- Tannsaugasansailasn DHAP u
glycerol-3-phosphate meﬁ’qmja;ﬁr@um lusagsanny acyl-Co A launansiunfiilulng

189 very low density lfogprotein (VLDL) AN 2.11 uay 2.12

ﬂUEJ’W]EJWﬁWEJ']ﬂ‘ﬁ
amaﬂﬂmwnwmaﬂ


http://www.mfi.ku.dk/PPaulev/chapter23/kap%2023.htm
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No Control

MNA 211 lAUaRT

o

VLDL annsiufiantaeabinunssiaianaasan lz
e

Iasladsaaeulmsd lipoprotein lipase

(LPL) raudnguadladuiedsnsassiinsnamaliniudrsedld Tnnduelsdlumadladu

o

mmmmuﬂaﬁ:mua ' Wagey (FFA) uantlantlaenaang

— -
o

neznalaanlildaaded fanuaulitias Nuanaliiiiugn

a

FFA Lﬂumm&mﬁqﬁmg?um ANNNZADBUTAY [46] mfmmn FFA  Tienuwdnguad

v

néileans awnsndugepasddynnaugaunialugad denalianulizesaadsie

s 148 NENTNENT
AN TUNN NN Y
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FRUCTOSE GLUCOSE
( )
GLUCOSE 6-P Glycogen
~
FRUCTOSE 6P
( >1mm 1
L
FRUCTOSE 1-P FRUCTQOSE 1,6-bis-P

/‘\ /‘\
[ ALDOLASE | Dihydroxy-

Glyceraldehyde Glyceraldehyde 3-P

mm ) ]
Lactate
™~ ﬁ—/
r.mznar /:0

L J
msumr i
ycercl §P ’"S”f"" Pyrivate !

:.',)a.-.,..." FYRUWATE
' v

‘ mm:?’lrse
glycerols a,lonyf -CoA

lipogenes “° J
Cholestero! Acy} CGA Acetyl-CoA
/, | Pp—— P!.LIII'I'O‘A.' / \‘
W, \ - TRANSFERASE |
r #

+ Ketone
bodies

vLoL — — ] Citrate cycle

-_ J:J 1

P CO,

WA 2.12 f«’gmmi: noTuadaTNIangninauaslng
Tladaresnglaaluading « el aldolase mAR s (aldolase B) wesen iy
Fugwn 2 15 1EuA fructose-1-P 1u fructose pathway (%%?;I) waz fructose-1,6-bis-P
glycolysis(1191) LR AR 10 i o8eeR Ap glycefaldehyde waz dihydroxyacetone
phosphate mmmgmﬂﬁw@iwL@u%ﬁﬁmmﬁmﬁwﬁmﬂu glyceraldehyde-3-P Fadau

nilalFuatnfrdoctoss-16-bis-Plunssinumslaaletata [ 18]

uananNgninaasldoududsunisaiiamasuainnisaasnglaalunszuaunis

[ %

Inalaladauds arsdnAnynldannuenuedinaeangninasslsnaiadnedu dadusanans
dl dl dl v aa ak 9;/ o &
199nsTUIUNIINElesiudlinnuedTnresianglaauaz laduntalugaduany
NITUIUNNT Yanszuaunnsdaunsviiinalaian (Glycogenesis) NIzUauNIIdLATITI
nglAaanuuasdu (Gluconeogenesis) uaznszuaun1sdunsziilasiu (Lipogenesis) 1ald

dgnlnadassunisdamzinglaa lnalaau uazladulumadsuld
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daumnsgszudnammuedtuasangninauaznglaalaun Wanlnaaunsngnaugs

'
o o A

[ Y] o 1% =% o o s . o %
dnguiadsiulinaan lnaliidasidanaaiuseduaulsd  phosphofructokinase-1 71115

Wintaagnienueladldetsaidesuazsomio luanziwniueddnaeinglaaing

1%
o

NITUIUNNINITHUUAZEL aﬁrﬁimmu@ﬁﬂmvmu rate-limiting enzyme aHial Wynlnaaaiy
@lauunae acetyl-Co A #ldanapquanld nsfudsenungninadaiindnsiniaiina de
novo lipogenesis Taadsy 1asannanunsnlieznanmfueuiuyianameses Las acyl

. a & 1 @ I [ o a a =
portion aedlnsnaumales atnalafinan Agnlaalianisonsefunisinaueesdugan vie
il (Leptin) Aatinanglaa

-
7.2 unumaasdimansalnasanisiian1saaauTa Y

' £
g AF gl a

Hupannaseniangafzaasadudaniaduldaaniaiaaie atnalafinnn i

ETH
1

=8 o 1Y = Y 3 i o d'd 96
nsAneA U lideefuaelilitgda nasfulssn e iidaulsznaunesinanansn
Tmmluﬁmmmmmmnmﬂmvmmmmu (Long-term ' feeding) & Adudaasulfinaning
X % LA
pasagaugaulEpnnIe [9] Vadligeann W3 mmﬂummmimmmmmw AINILAINITDA A

Sunazisnueladldas 980 a15a7i Lmﬁuiﬁiumﬂim‘luﬂimmmﬂ Amsanuile
% ol
=

ALY mmvraumimmeﬂﬁnuumsm@ (L!.QQgeneS|s) Nan1savaNtaslnsnaialss

wazdadumaiinnisdanseflalilisfivuaiiovenslow density lipoprotein ¥3a VLDL an

siaaALaangnIvualase (Aani 2.11) dudsulininasdeasiyinsn lasiudascanau flu

| ¥
L4 a 2/ AR A

aua e liadialegesiaadpa@ugananad [46] faawmnUain19unuIng

a

Wynlnann liflusiansyamniaifiannzaesesugaulwadatluauauun [30]

u

Blakelyl iazhnsz T8 An 8AnmA A zeikeia (Longtern effects) annnnslifansnsi
Hdaunanrenflulamsnienas 54 mmﬁmﬁﬂmmmﬁuwmm ledeeaz 15 209
mﬁuimmm%&ummmnﬂqﬂim 1re 1533 Oral |glucose folerance! test (OGTT) lunng
ﬂiuﬁumq:izﬁuﬁqm@iutfé’@m@;a Wugn uasanlafuemailunan 7 wew szaunglea
LazaugauluaaANYNAReNIMEana1g wazdsanliiunglaanielin (250 mg/100g
geining) uean 30 w1, 2 uaz 3 dalug ﬁ?tﬁﬂ@ﬁ%ﬂﬂd’]?&ﬁﬂﬂqiﬂ@LL@ZEL@EH

o o

Twaanvasiynaaes Wlasunsninadeaay 15 1asanunsetinaliadAny [13]

=2 o ! 4 dld % 2 ¥
nigAne lugianudn naslvetursnitiniangninatsunugeFesas 60 109

Pinnunaes nlisciulasnamelsduazdugauluiaentesgiannzena 1 sinuay
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asiaNTa g1 AUNI9RDRN8AIN191H a7 25 SU e uRuANFwlulAaAati1al

o

o

HadAryneudanisliennns 28 du Wewauiugrianldfuemsuinggiu [14]

o

esfaaiunaresiiaangninasiallsaulunscuaunisdedyaynnduganlu
dl Yo %’ % o 8 U
wnlasuinmansning faaas 66 aavanuiailunan 2 41an wudn nsuansaantas
. . dl o v d” %’/ o a 1 a o o o
insulin receptor NFLUAZITASNATNIUATNIUIZAL MRNA LazTilsRuanasatieliladiAny

dl = o dl Vo dgj Vo 901 a ] o
LN@LVIEI?JﬂUﬁIéVIVLmﬁ‘U@"]ﬁ’]?N’][ﬂﬁ‘ﬂ'ﬁu [17] uanainid mﬂmummm@ﬂimmmmanumu

A A

28 1 danaliiinANuNnas luN AN AR B T ALl UTA9sTY NA19RE AN19ARAITDY

6 o/

seauNTiNvgWagnaesinsulin receptor (autSphesphorylation) NitassufFaaay 72

A o

99179984 insulin receptor.substrate 7IiTaARFULAZNAINLHEIBIY LN Aty [15]

i
8. ensnElaALLUNNINWRosigliiazone

_—

8.1 s1EazLAANAET _
o ~ Bt i ~y v L ®
&1 Rosiglitazones%17@ Rosiglitazones maleate N18N1NN17A1I1 Avandia e
fnelsAluIaU (anti-diabetie drug) sLun@}'si! thiazolidinediones (TZDs) &1:170 M 1AE9
id Yl |
wradanfuaninmlsAu v atafiagi 817 metfornin, sulfonylurea 17 glimepiride LiVe
o 3 Y v — ~ pry @ o prp L a

pauANszALmalwdenrecthelsnnvautezinni 2 Wewannidusenlgnaig

A laae9B U AU vizedinsulin sensitizer

0 -
i
g =
g
|
N N
< mn
.y
And 213 Taseadreniaaiaes Rosiglitazone anslAsaaing 5-[[4-[2-(methyl-

pyridin-2-ylamino)ethoxy]phenyllmethyl]-1,3-thiazolidine-2,4-dione Wntinluiana 357.43
g/mol gﬂm‘wmn . http://www.pharmgkb.org/do/serve?objld=PA451283
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8.2 HTIWAMUATTALNTNITLTEN
| [ d‘ d’/ a a v dl dl v
\uenfudszniu ieanniazaedugaulugieiuinaudssinmi 2 sueenil4pe
2-8 Haandusedu lasfutlssniuaiamanvisautsliduas 2 Af szaznanlunisizuean
OMBaRITALLNAALATEUTAULTENAL 1-4 §UAY waziniNANIIMeLIALeIgegANAIaIN

gen Tl udntlszunns 6-8 dulansi

8.3 LNANUDATNURIEN

=S

[ 1% [ o = o a
NAIRMNAATN TRURNE 99.8 MQTNLaqaﬂwzgﬂ@‘uummLamimﬂmguﬂumzm

A o A uI/ o o ISP dl aa
LARA ?zmwﬂumzmmemmﬂ?zmm 1 halaama i uilseniuen LastA1ATNTIR 3-4

o‘al o

SN F;I’WzgﬂLNMWU@i@%%MUﬁQHﬂ’]?ﬂﬁﬁ?‘H’] N-demethylation,  hydroxylation LA

conjugation iU sulfate ugadlledronic acid kazgnaliaannisilaanaiiudiulvey
)
8.4 n19aANgNEUAIE]) 4
aangnaLiuRt@iuAdtalun g T20s 98] taenasnssunnu nuclear receptor
1uﬂzj34 peroxisome proliferator-activated régeptors (PPARSs) Tnailanzaiin PPARyY GRULT,
A4 5 oA LI A Ererrednyyy W % X 4 .
uuarnianaareiaide liguninnd1au nansiie waziieiiadur] Tne Rosiglitazone
; 7l
Y o o a 4 T .:I'. Y a ¥ { =
Rzl UNU PPARY L300l Ilgand, Binding ﬂ@l‘ummmiﬂ@mumﬂmmmmmﬁuﬁLﬁm
mmﬂumimumummmimwmmm@wﬁ@u (Tnsulm -responsive genes) NIUNTZLAUNNT

-

transcription °IJQ£I2‘NL@?Nﬂ’ﬁ‘@'ﬂﬂﬂ‘l’]ﬁﬂlﬂ\‘]‘ﬂu“ﬁ@ui@ wﬂﬂmnu N1TAUAUIZNIN

Rosiglitazone WAy PPARY EN'&\?N@m'ﬂﬂqﬁ\LLﬁﬂ\?ﬂ’ﬂﬂﬂﬂ\?ﬂummﬂ"JmﬂQﬂUﬂ?:ﬁU"Juﬂq?@ﬂLm‘Ll
4 nuclear factor - kappa B (NF- kB) pathway laganiEinnd NF-kB uasiNuysunso

o

£1UE1 (1xB) A9 'fammﬂﬁ'ﬁ?mmilﬁmﬂizmuma‘ﬁm@wiﬂlﬁ@Lﬁﬂﬁmj Aelusanisle

8.5 HaINALAgNNaNALAATY
anfldeaananlignfunas |5 Gavieldsan fuengramenanelfiinnadna e
laiftarlsraafinalaznng 017 e n1aianeia thands SetLWae fedde sPaunmaluaen
[51"1 (hypoglycemia) ﬁmﬁﬂﬁfuﬁuzﬂﬁ?u mwmmmﬁmmmimuﬁﬁ (fluid  retention)
i lilgnnazialaduiman (congestive heart failure) [16] WANANNBEE g AN N9y

gaseulidlufudsananalfifiannssusnaulaansag [47]
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9. @19lwanuaa (Polyphenols)

aa | 1 = dl % o 4 a v o
I‘W@‘V\Iuﬂ@Lﬂuﬂ@‘&l?.l‘ﬂ\‘]@’]ﬁ‘ﬂ?‘féﬂ‘ﬂquﬁﬁ’)ﬂ’]wmiﬁ@’]ﬂNﬂLL@ZN@vLN 2N N@IILQJ“’V]‘W')ﬂ

e o a

was? adw o1 [48] nwn InA [49] N daags dnludsnunedszny Wiudy Sanmoe

q

TassaFrafuasumauiunauniivg lansand (-OH) a¥eiuscetlnasay  l@esanisduiy

-
=

a13A8a9E (free radical) vinliansneangmasueyyadass|fatnlilsz@ninmn
mﬁqmwﬁﬁmﬂgiuﬂ@juiwa?\lum oA nenWwaan (Phenolic acids) wawla e
U (Anthocyanins) waswanlaueas (Flavonoids)
o = i -
10. @rsanmaINLNanadu (Grape seed extract)
mamd“umnﬁu%ﬂmtﬂmmmi{ AUNII NN T AN EN9TE LN AN LA
Wiuan ﬂ’]’j“ﬁlﬂﬁ‘:ﬁﬂ”}uﬁﬂLL@"’N@}Lﬁ@ﬂﬁu@." 5-7 aglng wianiuladumedn 2 uiq doaldd
mmwmmmmwmumwu miﬂﬂmﬂa?’Tmmm%umummmumL?@ﬂm awiflui

q

NIUAUIN muwhmm%uum '1/15‘@ Vitis vmifera Linn. @mﬂﬂmamm@@ﬂqmmmmw

VIL?EIm’] ansInanuea VNSLuﬂ@Nﬂ?mwu@@ﬂr (Phenollc acids) 8w cinnamic  acid,
..I'

benzoic acid LL@zﬂqMWmTQuﬂﬂﬂ(Flavonqlgj__s)ﬂmm colorless flavan-3-ols, colored
flavanones, red and blue anthooyanins (ﬂﬁ/\l‘ﬁ'ZM TuiBunnnuansaeiuld uusag

A1U2BINADIY memﬁmiﬂﬂdmuﬂ@mmuwmﬂ ’Lum@@@mmﬂ?mmmﬂuﬂaﬂwaw

7

uﬂ@mﬂmqmnmﬂmu@muwhw@mifauﬂsvmm 2-3 Win nanaRa Faear 60-70 189413
‘EW@Wu@@"Lu@\jmzwuwmam ‘Emﬂqumﬂw@qmﬂumjuﬂmiquﬂﬂm #iinltsunulslnend
Au (Proanthocyanidin) [50TFsinnulugUladiniuesnllsuaulslaenan (Oligomeric

proanthocyanidin; OPC)={51(52] sakandlinanil 2.15



OH OH

OH OH

~OH
OH OH

R = H: (-) -Epicatechin

’ ,ﬂ R = OH: (-) -Epigallocatechin

R =H: (+) -Catechin
R=0H: (+) -Gallocatechinr

HO 0 H
COOH
OH HO
Epicatechin-3-gall Gallic acid

G = Gallic acid

HO O oH
o
R'
Q Wo ﬁN ﬂim UNRNINEA ﬂ
Procyanidin B1: R'=OH,R=H Procyanidin B3: R'=0H,R=H
Procyanidin B2: R'=H, R = OH Procyanidin B4: R'=H, R = OH

i 214 Taseaiamaedaesanslunguinaiuasinusinlumanagu [50]
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OH

CH

OH

OH

M 215  TaseaFrenasiniaad Proanthocyanidin« IagsialdenaiFandn Procyanidin
= a & i i| . FY R . . .

dulnawmesvesans flavan -l Tuﬂzgm flavonoids Ml catechin uaz epicatechin 1n1s
GeasnvesluTumefIAsws 283 (cimen 3 81 (timer) 4 fia(tetramer) WAz 5 3 (pentamer)

gﬂmmfm : http://apps.Who.int/médicine"gdoés/en/d/Js4927e/14.htm|

) @ Aa " v - o [ [ '
10.1 nmsAnmANNtuiMazRNleanNE1RINNS I TATANALNAADY
' i

Yamakoshi kazAe Laviap saneaneasiduimasundy lnanisileuansanin

WARB{U TUA 2 A glkg ATIAEA inUMYaIawsasng Y AR ndunaaiunan 14

Fu ldnwuenaduiedasdamatnalarinauiunaaes [58] wanainil Yamakoshi £

TiansAnsauduienase aesatsannimanayulsgldauin 0.02, 0.2 uaz2 %

(wiw) TelinagdenAdasnitinas@nesues Bentivegna N E111m 0.63, 1.25 WAz 2.5 % (w/w)

o o

1 v
na19Ae ldnupasna e 1l tgdnAnyaednndilasundagiiminga Amnsladin

=

AN WENBINEIAATIN YIRIANENBANINUDIDT &N 18 IUN AR URT LU ATRIE19R TR

q

1
=

AR W se v NN P U ansa i MAn euI N LN 1T Ae ST LMYN IR FUR Mg
= P S A o X = o

Nmsgulieataaseilesiwiung 90 du [54] wanainil nsAnmANLaeni

wazAHTuREIa AN ANARAJUANNTNBLAZAINNNTANAATaNI RIS WudNHAN

LD,, ¥7Nn91 5000 mg/kg HATHINNE1 2000 mg/kg 1eNHUENAany AMNAaTsU [10]


http://apps.who.int/medicinedocs/en/d/Js4927e/14.html
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10.2 nsANHONEMANFTINENURIATANALNAAD Y

6

fnsAnmsundlifesiuandldiiiuin arsatmmsaeduifiansiarluessailn
TsuaulslreniiuiludautsznenluFunngs iuamisdaninaiialusidnataniien s
dsrAnanmuazlilsslonlludeinsanisnisunmdfivanuane laidraziflugnilunis
FrueyyadaszifilazAnanings qnas funmssmiaulnenisdudaniminauzesenloi
Aendasiunszuauniesdnian [10,55] | gualunisfiunziie a1 liunszaunain
apoptosis ‘Lumm&:ﬁﬁqzﬁﬂmumLWW:Lgm 1861 @nnansznumauiifinannnnsldendng
nzdsluadiu [57] s elaas 5 lun 1o 2 uay 2.3 Yol An1sAnesuaumile
17'1'meLLu:u,mmqﬂ’]a@faﬂqwﬁrﬂmmmﬁ;Lmﬁmﬂimﬁlmﬁuimmemimmﬁ”mﬁuﬁﬁumi

Fueyyadase nsanszdulliulanisan senLinna uaen
}
AT 2.2 WARINANNZAN AN I SAGERNEN 109809 AT LA REdW (GSE) Tuumum

— =

m@qmimu@um@mw -.‘ “
qmﬁmmmimﬂmmmm{// a‘umﬂmq FAnm
hls us
Adnamyadase y A f" ) Bagchi et al. 1997 [58]
e Ahn et al. 2002 [59]
“Plateletsd = _. Vitseva et al. 2005 [60]
ﬂ@\mummLmﬂmwmmﬂmu Maciophage-J7z4Ad—= 4  Bagchi et al. 1998 [61]
ieasnann H ,0, - cells uay PC-12 adrenal-
o pheochromocytoma celis
fugansifin Lipid peroxidation Rats Ahn et al. 2002 [59]
Neonatal rats Feng et al. 2005 [62]
X-radiation-exposedirats Enginaret al. 2007 [63]
AANIIT Hypoxic ischemicbrain Neonatal rats Feng'et al. 2005 [62]
injury
Lﬁuﬂﬂ?'ﬁ%‘mu‘umL‘ﬂuvlﬁﬁﬁ[;ﬁuménﬂ@ HepG2 cells Puiggros et al. 2005 [64]
faay
laeiu DNA gnvinaneanlfjisen Rats Morin et al. 2008 [65]
aand e
ﬂmﬁ“un’mﬁmﬂﬁﬁ“&m@@nﬁLm%u‘lu Human lymphocytes Stankovi¢ et al. 2008

wasiAaeA119TiA Lymphocyte [66]
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AT 2.3 WARINANIIANEHIANENINATINENTR9ANTaRAMAREdW (GSE) Tuunum

oy

Gy
[V31R9ATAN ALNAR DU WULA889 HAnEN
TR RLEA FNTENIZRNNT Rats Saito et al. 1998 [67]
tlaariulm Mice Ray et al. 1998 [68]

anNaLdEAINNTI A

Chemotherapy

Chang livercells

Joshi et al. 2000 [57]

fUFINTIAT Y IRIULIAT e

B. c_ej[eus, E=colft

S. aureus, P. aeruginosa

Jayaprakasha et al. 2003
[69]

tlagiusiala

Rats ‘

Rats ]

i

., Cdrdiac HIC cells

aal

Sato et al. 2001 [70]
Karthikeyan et al. 2007
[71]

Du et al. 2007 [72]

WNNN9IAA apoptosis TmaRNEE

.
Colon‘eancer CaCo2

4az NCM460 cells
' iy

Engelbrecht et al. 2007
[56]

SULNNTZUIUNTANLAL

Rats

= .J'rﬂ

lll -

Terra et al. 2009 [55]

-7 =
ARTTAUNNANA lILARA

—Rats, L6§}hyotu bes

uaz3T3L1 adipocytes ¢

Rats

Pinent et al. 2004 [11]

El-Alfy et al. 2005 [12]

10.3 nsAnuqynELEsEIsainNARadRluMsAuayNaRdsTLATARTEALLNAR

luiaan

nAINAsR B nEFMidn AT as S p g ATl §red Nt AN AuTuazd Tny

Bagchi Wazany lutl a.A.1997 wuan dsana iwanuaaaniuana§ulanannsnlunig

ndneyyagiinlefeanlafuaulanau (0,) uavayyalansand (OH) 4an9N3ANHWT 20 i

ULAZgININIANANANN 50 Wi [58] anilsz@nsninlunissfinueyyadasyaenanadana 1o
TanupuanlannAnwgnen1edanineesatsainmaneduinzuiudiuaunin

: = v <y a o 3
sannlul A.A.1999  Koga uarAmzlAANMINEAIUeYYARAT189aN AT TANAR
aduluiyang Tnadapanuaiunsnlunisfuniaiadjiseneendnduninazulunanany

Tl copper sulfate 138 2,2'-azobis (2-amidinopropane) dihydrochlorid (AAPH) flusin
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aandlad uﬁq@’mﬁiﬁmmﬁmLuﬁmﬂ\jummﬁu%’u 250 mglkg Feaniafien wudn lu
szﬁmm@wmmﬁié’%ﬂmmﬁmLuzﬁm@qjuﬁmﬁmmaﬁmuﬁwm cholesteryl  ester
hydroperoxides (CE-OOH) snnndnlunatanizasvyanqlunguacuan uaziszeazinly
mﬂﬁmﬂﬁﬁ?m@@n%mﬁumqmu%u FanslEFuanrainindangu amnsaifinpaany
FN1N1UAE oxidative stress 181 [73]
uﬂﬂ@'}ﬂq%ésluﬂ’]?ﬁ’]uﬂiéuuﬂaﬁ':TtﬁlflﬂﬂTﬁﬂﬂﬂﬁ%@ﬂ’]ﬂﬂ%ﬂxﬂ]']%‘]Llﬁ'] NN3ANHIT8Y
Pinent wazAny T A.A2004  daugadliilfiedegnivesansainudnequsionisanszsy
fiﬂmmﬁluﬁ@wﬁgﬂmﬁmﬁﬂﬁﬂmmmmé’aﬂ sireptozotocin TudnunuE uLlsduna
BN 1 (dose dependent)-aantsAalaNsBbMAASN Iz FAuNTTtNNglAanALd AR
WN2iAEaTTia LEEY myotubes«#A#3T3:11 adipocyies Lmﬁ@umaf@@ﬂqw%}m%wﬁu [11]
LaLaINNN AN MD e IEAs AR e lunaaTlasfuTa fi g a 1A NN AT T8d
auyadaszlwyiignii o il un naiiag alloxan. 184 EFAlfy uazaniz Wwan 1
AN WU ansannaItuaseJHulgn 50 LE%\IZJJ 00 ma/kg AnnsatlasiuAuda I8

o

! 4 Y
UeeuAINeyyadaTy N g uNgA lelan uarudNymse e faandindurasladuly

o '

- iy i 1%
Audaunasnyenald tnarAa INNNIaAAINLA NN BNA LIS UAN oYY ABATYE ANNN9D
dd v ol

SnnseiuaesTuuaugaulilndmetuniezlnfusgdanalisrdutiinaluiaenaeany

LLNANUARARY [12] ey,

o el

1% —-} ! e et B < o 3 |
Qqﬂﬂl'ﬂﬁﬂﬂq?aﬁﬁ’]mm’]uﬂq 2N Luummnwﬂmwﬂﬂﬁjmqmmmmmﬂmm@mqu

a

AANIIAANNNE AR UTAUNUNTCLAURMSESAT R I uTA U lUEa s NN RaBugAL

u

14
=X 1

Hunensanmudnaeslsmuguanuaied 2 uazprnuunnsesetialaedwmildiintuse
ﬂa‘:mumidqﬁmmqmﬁuﬁﬂumm{ﬁLﬂummﬁ;zﬁﬂﬁtyﬂ?zﬂwuﬁaﬁﬁﬂﬁm@@%mmm
paLAueIAen IzAuteBugAuieansy iU g luden deteiiszAnsnmiRaane
mimmmmm%’@g@ﬁﬁw‘iﬁiﬁﬁﬂﬂmmmmmﬁﬁmuLﬁlmﬁmaiﬂﬂﬁi@ﬂnqmﬁrﬂmmmﬁm
wineduiitisenszuaunsdedynnduauldetnddnay  nsineniftejuiufiasding
qm'ﬁr‘*ﬂmmmﬁmmLuﬁméuﬁimzﬁumﬂmm@ﬂﬂmmiﬂ?ﬁuﬁ'Lﬁm%’mﬁumimg%mgﬁm
fugau Sudwasianalalunsreuauesesasredugaulumaafigniniaairlsie
mfazﬁyﬂﬁuﬁumnm@15§UQWMW@ﬁﬁﬁﬁmmxlqﬂ‘imﬂ?mm@q TngldinAtin Western blot
lumstiessiSauiausssunisuanseantasldsiuinann luadidmnsfineuaues

: v oA Ay v da ¥ oA
FANI19INITHUIBIBUTAUIBINYN IFFUa NN A angnTRaL SN ugesEnInanguT
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iasnuas g udasansanamanagu TNNIANEIAINA1ATAINIINUINIRTLNTNAIN
ndl o -dl o % A % dl $% 1 gd‘
denleaiunisasuudasszduiiinanglaaluaenld alininsesesniseangnay

Wulselomiludtlasiuaesasainudnaguiauanysniungsa

AULINENINYINS
AR TN TN
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aa o

28ALUUNN5IAE

1. WNENLAZATLAN

718N17
1.1 PGO enzyme preparation

1.2 o-Dianisidine dihydrochlori

1.3  Ratinsulin enzyme |

1.4 Cholesterol li
1.5 Triglycerid
1.6 HDL cholest

1.7  Rosiglitazo

111 IRS-1 antiboc

J

“”“ﬁﬁ@qwﬂﬂiwawng

1.13 Glut4 (1F8) mouse mADb (#2213)

Sivr/smAnAR, Uszine
Sigma-Aldrich, USA
Sigma-Aldrich, USA
SPI-Bio/Cayman Chemical,
USA

Human, Germany

Human, Germany

- Human, Germany

Avandia’/GlaxoSmithKline,
UK

Nembutal®, USA

Pierce, USA

Cell Signaling Technology,
USA

\J ell Signaling Technology,

USA

Cell Signaling Technology,

Cell Signaling Technology,

q R1a9N I UM INLAR

1. 14 Anti — mouse IgG HRP-linked antibody (#7076)

1.15 Anti — rabbit IgG HRP-linked antibody (#7074)

1.16  LumiGLO reagent and Peroxide (#7003)

Cell Signaling Technology,
USA
Cell Signaling Technology,
USA
Cell Signaling Technology,
USA



1.17 Prestained SDS-PAGE marker, broad range Bio-Rad, USA
1.18  30% Acrylamide/Bis solution 37.5:1 (2.6%C) Bio-Rad, USA

1.19 Kodak film developer Sigma-Aldrich, USA
1.20 Kodak film fixer Sigma-Aldrich, USA
1.21  Tris Bio-Rad, USA

1.22 Glycine Bio-Rad, USA

1.23 Sodium dodecyl sulfate ?ﬁ’,ﬂ Bio-Rad, USA

1.24  Ammonium persu / Bio-Rad, USA

1.25 TEMED - ] é USB Corporation, USA
1.26 Leupeptin hy( ‘“ Sigma-Aldrich, USA

1.27  Aprotinin, from Sigma-Aldrich, USA

1.28 EDTA Merck, Germany
1.29 EGTA Merck, Germany
1.30 Fluka BioChemika,

Germany
1.31 DL-Dithiothreitol Fluka BioChemika,
Germany

1.32  Triton X- _%g- Merck, Germany

LY

133 Tween’ 20 m Merck, Germany

1.34 Acetic acid 7
e EUEANENINNE
ARSI U N TR e

Merck, Germany

1.38  unpalysiusn Anlene Fonterra, New Zealand
1.39 Phosphoric acid 85% Merck, Germany
140 Coomassie” Brilliant Blue G-250 USB Corporation, USA

1.41  Bromophenol Blue, sodium salt USB Corporation, USA
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= = t4
2. LATR49ND Ltazqﬂm‘m

378013 Sivva/usu, szna
21 guiduds -20°C Sanyo, Japan
2.2 fudude -80°C $1 DF9017 lIShin Europe B.V.,
Netherlands
2.3 gau 95°C 415U microtubes $1 Vortemp 56 Labnet, USA

2.4 Lyophilizer ';ju MODULY Thermo Electron

Corporation, UK

25  1p3EeEe U CP Sartorius, Germany

26  LATAY Microp erWave3d BioTek Instruments, USA

2.7 Lﬂ%\‘lﬂum ‘ Hitachi, Japan

28 eiteatiumiel TOMY, USA

2.9 Lﬁﬁlm Gel Dx¢ . SynGene, UK

2.10 Orbital shakepqu ( .24 ' Boeco, Germany

2.11  Magnetic stirrer; @ ’:7 |KA Labortechnik,
s ,:,; ' Germany

212 Vortex mixer $UVX-100 .~ - Labnet, USA
o i

2.13  Mini Trans-Blot cell (7.5x10em) &t Bio-Rad, USA

Y

membranesm.% Jm poresize, 10x10 cm) m Sigma-Aldrich, USA

2.15 KOdaLﬂth‘?%CE] v]%"w E]’] ﬂS'%‘\a—AldriCh, USA
AN TUNN NN Y

2.14  Immobilo #f__,“
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3. NSLATENLATAINDIAE

34 MsmsaNETENANARaYY

o o [ % o

UuAnaduauwi N1F5uadneaziaIntEEm aunulaiiues anfin andn

1
v A

ANNIAIAT NFNNGUNYH 60 °C tadwAanilen waan 2 §aTue udsanAnuanianiy

Q a

druesndnudn AaunuenugaeeTesua iy mn&uﬁmﬁmé’qﬂﬁﬁc»%ﬂf&“m'qumﬁmq:u 1
n.n. fetn 1.5 a9 figauundl 90 °Cufluland 2 Falus [67) Lmnﬁ\imumﬂmmmﬁm@\ju 11
daurinannsesdaensyanenad Whatman LdsAelidouudafignamni -80 °C fluian 24
dalug ilevin i utedadlAias Lyophilizer NEELHG 50 °C luinan 48 2l U399 14
TR aTnuas AT (i i TLAignamgRAnn 0 °C

waunn (6lal_ildvanols Tuasainmanadu 59eas Vanilin - tneld catechin
Wuansumsgu  uagiinzatsitlatiaa monemeric. flavanols wsazailn 1% catechin,
epicatechin fagmARAFPLE mﬂﬁuﬁﬁmﬁmqmmﬁmm procyanidin M&IANALNARA
BUANKAFRNTEUIN togdl flavanols Lae rr{jo_nbmeric flavanols Wud1 Tuansaimumanedu
flLSunou total flavanols $atiag 50.1 ﬂixﬂﬂ;ﬂﬁ‘;ﬂ monomeric flavanols ¥agiay 1.02 uaz

% ol
procyanidin 728182 49.08 i ol

lll-"

3.2 ASLATHNARAINAATILASAIUISAI NS UAAINAADY

Y199 NG Spraque-Dawley  WAR RINAIHNARTN A DIUANTR NUNINLNAE

NiAa AMLAAIANEN ATAUATLITN AU 36 M9 dwednaszanns 100-150 ns ldFums
Lgmqiuﬁfauﬁymﬁmfmam Az Anaunng Adans ainssnsniunainedt nauianisAnm
adnetias 1 dUniisnadelfimlunsniadnmades Antshalinugnimgiivestssuins
25°C muaum’m%u AINAIN NNz AN Lmﬂﬁmmm‘?ﬂL%gﬂu@:ﬁﬂﬁfﬁﬁmﬂ?mm
rad TAsunn syl Ean e dnagin dgaest L sun 1 19 ARG AR D A LA RO UNNE ANART
AN TINUINENAE fufEeusas anutlszniAnssT 10/2551 (NALIN 1)
M@‘”\imnéu@mw:mmlumﬁﬁﬂLgm Tadnnsuiangudninaanatnegu
panidlu6 nguaz 6 i ielilEuenediusunimanes AaenszazinaNNIMAReS 8

= 1

Aun9i InedinguacuAN 1 nguAlATLEMIINIRTFIU (Control diet) 41BN 5 NENTIWAL

q q
1 v

IFuanmsnddsunanantiinanininaluilfanngs (High-fructose diet) AdaunaNaas

2138 mFuNmaaesuandlilumnngad 3.1 Tnadinylungy High-fructose diet 3 ngui
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IFunsasNAnaasanamWanadl (Grape seed extract; GSE) 151104 0.5%, 1.0% uay
2.0% (wiw) BNNAIAL uaYAn 1 ngui ldFueninmilsanwuailn Rosiglitazone ¥4t

stuuuresnisiienvnauynaaesudaznguineagdliuandddluniedn 3.2

AN9199 3.1 LAANEIUNANTAIRNWTEINTUNINARRY  (NFN/ANM1T 1 Rlandu) [74]

RAIUNAN Control diet High-fructose diet
Casein (vitamin free) 200 200
Cornstarch 580 -
Sucrose 3 100 -
Fructose - 630
Soybean all | 70 70
Mineral mix L B85 35
Vitamin mix -__’19 10
Fiber _ 20 4 50
Methionine _3_ 3
Choline bitartrate 23_5-2'1-.‘1 2.5

1 v
A19199 3.2 LAAS ULEUENAAE SIBAATAARGENTIN-G-FIaN

21sNlASUsENININITMARas 8 §1lnni
NANNARD 4 dlmniusn 4 Alnvinag

1. Control Control diet
2. High-fructose ((HF) HF diet
3. HF +0.5%GSE HE dietdaanpatidnsdinmanagii0.5% Yaaine s
4. HF + 1.0%GSE HF diet @3N AeaNIannWNAnaW 1.0% eiminenns
5. HF + 2.0%GSE HF diet WTuAEANIATANARBYU 2.0% geaiminenns
6. HF + Rosiglitazone HF diet

Gﬁlulﬁm Rosiglitazone

IUA 4 mg/kg body weight Aiadi
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4. 28015948

= = [ < ] '
4.1 NMFANEIYNEURNRAITANAINLNAADYU (Grape seed extract; GSE) mans
iaguuladInilnma WeANTTH LASANEMUENINNIENINTRINYLIINYNLURLIUN
Tmnanzhadugay reamsniuimangninglsungs (High-fructose diet; HF)

AADASTAZLIAT 8 AUAIA

4
WUARY

I
[

1. deuasiuiintimineeauunAaes A% 4 1 duswsdun 0 Deiun 56

2. F9MUATANTNTIAE IR A TR AT WAL T BN TUAZ N INYNARBIAY
-

3. AunmAnNiaUndliena aauiLTuAa8T mwean31liea s a1NN9TesTNITe

A A yoa a [ o, a | %
NITABTATUNALAR ?QNHQ@ﬂEM&‘:@ﬁJ@GIUHLL@ZG’]'N[F]’] SHIEAT
]

) = ' ’ U ’:%’ a a a
4.2 NMSANENONEUEN GSE FaszauuInIangAd wazssauaasinudugauly
WARNNTBINYIINNLAL LN A RANIZAaauEaY AreamsnuImangnlng

WBaunugedasanuiuiong 8 filanu

o "-j-.r.-'.!
TuRaRNITALFALNAR A '

= .J'!J

lll-"

1. anliermsuynaseaduwaistieian 8 dalus newinnisianzivinenludui o

(baseline) 5uﬁ 28 (4 &1p19%) uazsuN 56 (8 &ilpnsi) 2PINNTNARDY

2. Wi 0 uay 2(87°ﬂ@ﬂﬂ’]§‘1/lm@‘ﬂ\‘l ﬁwma‘m:lﬁuLﬁ@m@wmmmmmﬁwﬁ@méﬂﬁmq
(lateral  vein)@nedsuiues 26 Welsninsesneties 025 ml 1dlunasn
Eppendort fitlansfiRanuds

3. il 56 Wisadugninduadnfisnsaes Rinasiaziitiaennynaaesainiiala
(cardiac puncture) pedtUes 21 waznszanantuin 5 middaldinenluvaan
N RdandERAuE: b [@umounhsnalnase et mmzTLdeaan
st laaznana luadenisfuseduieauasndinileres e mynaaes
Wi 47)

4. fhuusnwanasinfipmnanda 3500 rpm w5 WA

5. Lmemmiﬁzﬁﬁm"umm%xﬁuﬁﬁm@ﬂq‘im@@ﬁmﬁ@ﬂ 10 pl UAZTZALBUTAURENS
Hae 50 pl

6. F¥MINTANNIRIIAAIIEU IALNAIaN lusugudegaingil -20°C
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mum@umimqmmiﬁm

1)

mimq@imxﬁuﬁﬁm@ﬂgiﬂ@é’qﬁ% Glucose oxidase

1.1 Wit PGO  enzyme Tnuazanuiaslas 1 Lmﬂsg@'luﬁﬁﬂé'”u 100 ml UA9
LANA198LaNe o-Dianisidine 1.6 ml

1.2 WraNA1Tazane 2-D-glucose ANNLNGW 0, 50, 100, 200 waz 300 mg/dl
415UN19M1NTMHIATFIU (standard curve)

1.3 Thidmansazane 2-D-glucose  WAAZANUINTY LasnatalIaNLAazALa8iNg
1/317m3 10 pl

! a o

1.4 BN PGOwenzyme 151903 1-mi-Winsianting weiudguigumngi 37 °C

q ] ]

e 30 W7
1.5 dnAN99ANA WA WA ELATAS Spectrophotometer NAYINENIARY 450 nm UAY
nanNdddueNidnaang Taalunanasinlaaivitiuann standard curve

— =
i

2) ﬂf]immﬁmixﬁuﬁuﬁuﬁfmﬁmm‘fmﬁm%@u Rat Insulin Enzyme Immunoassay

(SPI-Bio) TR ¥

2.1 Lm?ﬂuﬁﬁmmaqummum"m@ﬁ@?"’*"*

2.2 8N4 96 well plate VlmW?’aNﬂummmﬁ';{/lM@u 1 ﬁ';N fiagl wash buffer

2.3 {Haninen mm“’m&lmmﬁ’]u LL@“"W@’]@N’] a9 lw96-well  plate psdunen

mmiﬂu _“i "__
Blarlk Non Specific Binding l\/IaxiQO Binding | Standard | Sample
Buffer - 100 50 - -
Standard - - - 50 pl -
Sample - - - - 50 pl
Tracer, < 50 ul 50l 50 pl 50 pl
Antiserum - - 50 pl 50 pl 50 pl
mel plate A% incubate ﬁ@mmﬁ 4°C e 16-20 Fala
N plate fingl wash buffer 5 ﬂ%\ﬁ
Ellman's reagent | 200 pl 200 pl 200 pl 200 pl 200 pl
11 plate 11/ incubate sluﬁﬁm‘ﬁl‘qquﬁﬁmuu orbital shaker
flunan 1 9alua 30 wnd
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2.4 TAANNNIAANAUUAIAILILATEY spectrophotometer NIANNENIARY 414 nm

2.5 6519 standard curve AINANNTHANAULAITIIAITATANLNIATIIUNAIEAIIN
% U o v [~ 1 v v v ¥ U
windu Tnennuualiunue X dwan log 289adndu udammaaududuaes

wraulunatanntnenauann standard  curve m\mmqmmﬁmvuiuﬁj 1e

o)

Q¥

¥
3 Annsganauuaazilsunduiuaudiduae B ugaulunanatn

=

a a

3) N13UILHUNIZADAUTAUAINNIIAILIDS HOMA-IR

4.

a

3.1 dArpnNdnduresiimang laalisaaasn (Fasting plasma glucose) uay
ANt urasarmaulung e (Fasiing plasma insulin) Au1ldainnig

- |
Wiel standard.curve 471 11n12A919 8469 Homeostasis model assessment

] 1 &
of basal insuliffesistance (HOMA-IR) Guilusadaiinldilsziliun1nrhesugau
]

[75] mugaadLl

i

HOMA-IR = Fasting’glucése (mmol/L) x Fasting insulin (uIU/mL) / 22.5
Inél 1uiUimL = 6.945 pmol/L (SI units)
3.2 ﬂiuﬁumqzﬁﬂamaumwumqﬁmmﬁﬂQﬁﬂﬁﬁmmfazﬁﬂ%wﬁué’w High-

fructose diet SLMLLG]@yﬂ@NﬂW?VW}ﬂéW’mﬂ’] HOMA-IR ‘1/]1@ LVIEILIﬂ‘LIﬂ@ﬂJﬂ"J‘LIﬂN
,u

3 mﬁﬁnmqm%*‘nm GSE"r?ifer:ﬁ’u‘lm’uu’l:uwmammmuum'nwnﬂmumm"lu

LNANINE ﬂ'a'awnau ﬂ%ﬁ%ﬂ%ﬁﬁ%ﬁ%ﬂ%ﬂ%ﬁﬂiﬁmﬂemmmmmmanumumm 8

flmni

mum@umimummwmﬂm

3.
4.

anlvamisudnpaeatluldanesfeiies 8 1y nauninsazivnenluiui 56

(8 #Um91) 289N19IMARDY

laztiuaaanansatanniala(dardiac puncture) Foedidilias 21 uaznszuan

anawa 5ml - udqldiaenlunaennAaasNNANs I UAeALIN (TUAUNITIETNIY

nAaENneuNITaIznLaanaInda laaznand ludaden s usee 1A e LA
v d 1 [ v

NAIHIAUBNINIAIIBNUYNAASS YT 47)

TULENNAIANINAINLET 3500 rpm WU 5 WA

WLNNANAHNIFMFUMIIRTLALADLAZLABIEA IATNALIalas hay HDL atngaslumn

n91 10 pl
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5. 3¥1U91998N19R99R0ATI T N UNANAH N Tugutudeagaungi -20°C

mummmimqmmm”m

1) mim%ﬁm:ﬁmmmmeﬂ@é’qwmmqwmfau Cholesterol liquicolor (Human®)
1.1 thilnansazanaunnsgiu  (standard) AN DL 200 mg/dl Visesaeng
wanau (sample) U3u1m3 10 pl lalunaannaaes
1.2 | Enzyme reagent adluaen standard “aen sample WAZABA reagent
blank aanaz 1000 ul

A

1.3 1281 WA incubate NGRANNHTRY 1WA 0.MAN 1iFaNgnIN) 37°C W1 5 WA
-
1.4 JAANNIHANAWKAITES standard, sample.kay reagent blank  Ao8ILATES
spectrophotométeafad i gnaAa%k 500 nm Aaalunan 60 wi
1.5 AMUINIANALAN LTHT WY 99R 2 AR LAATRA LUNAVEN) Fneigns
of = 000 k DAg, AA S Iy madi
o y \ A
nuun i T

A :

/%
AAStandard Lﬂumm\‘i? m’h‘lmmﬁ‘@ ﬂquLmem standard i1 reagent blank

Lﬂumﬂmﬁvmwmmﬁ‘ﬁj AAULANIRY sample M1l reagent blank
'

Sample

2) ﬂ’]i‘ﬁlm@’?ﬂﬁ‘”ﬁuiﬁlﬁ‘ﬂalfﬁﬂ‘T‘iﬁﬁ’JﬁTﬂﬁiﬁWMﬂu Triglyceride liquicolor (Human®)

2.1 ﬂLﬂmmm ﬂ%ﬂdﬁﬁ%ﬂﬂ—(ﬁ’t&ﬁdﬂfd?—ﬁ%%ﬂﬁm 200 mg/dl ViTasaeL19

NANAN (sample) 51159 10 pl Izﬂum@mmmm

2.2 IRy Enzyme reagent adlunanan standard ‘M@fﬂm sample LWLaZuaam reagent

blankviaanas 1000l

A A

2.3 weinU&n incubate NQUUNNTEY W11 10 WIN YiFaNgUUNH 37°C W 5 WA

3

2 45AATN IR AN ARLASEY stahdald) sample WAz eagenty) Bldnk  FneiLATas
spectrophotometer NAMNEIIARY 500 nm A8 114AA1 60 W

2.5 AnnsAtanudnduresinnamelaflunanani deges

c = 200 x Aa,_/AA mg/d|

Sample’ Standard

ANUUA b

An
An

\unasngszdeAINIsgAnauLAsTaY sample iU reagent blank

Sample

singarg L UNABINIEMINAINNIAANAULAIIDY standard iU reagent blank
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3) N1IAIRTATEAL HDL e mmeaanagay HDL Cholesterol (Human®)

mum@ummnmvﬂ@ﬂmﬁwmﬁmﬁu (Precipitation)

1, Lm'?‘ﬂuﬁﬁmzﬁm?umnmn@uhﬂumﬁmﬁuj FMEINTTRRANUNEN Precipitant
1 99/ (80 ml) AR811NNAL 20 ml (WFaUNEN 4 d91 AAtN 1 d91)
2. annzneuliuriinguluiastneanatasn Aaetinen Precipitant  Tnaifs

t NAgAIUAq 100 pl

A 10 Wl
&2 W11 W78 4000g WL 10 W7

pernatant) 88NANNAZNAUALY

Faaging 50 pl WAy Precipi
3. 18 ka9 incubat 1

UIDIABLAALARTAAAILUNEN

1. 1 AvageNnTg L (standal shmﬁum mg/dl vizafaanadqi

3. (49 incubate NAAINARRAT P TO VAT vizaiguugi 37°C U 5

a

a
UM

| @
4. 9pATN Jﬂmﬂaumwm standard sample a¥ reagent blank mmm‘ﬂ\‘i

E@“H:ﬁf e
am@ﬂﬂ‘smﬂ%ﬂ%mw

An

Aa,.. Tunas1eszndngdinisganauuLasaes standard iU reagent blank

o1

Lflumzqmwwmmmi@mn@uummm sample reagent blank

Sample
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4.4 msAnwgNsEas GSE sadfinalnalalauinazanlunainiiiarasuyinag

a ° ¥ a & a a [ a3 a a Y
gninlaniliiian1ishadugdy maarmsniuimangninalsunugeinsany

[ Y]
vluLan 8 dlmnii

mum@umi@ﬂm

1.

mum@umimfm'sm@ﬁ”u

v o 1 % d” [~1 1 . . k%4 a
FauazAaulenanidanusuds 1dli Hand homogenizer  grinder  LAILAN
4138288 0.6 M Perchloric acid Mifu ludndan 2:5 Taesinuin

X y X o o o X o Y
UATUNANIeAuN Tl ANl duaIsazaneliaLfa (homogeneous) LLaan
Uszanns 15 w9 Tnsinaanawds i dbaaaman

1 ,_.F ] v [~ ] ] 1
wadngazane (homogenate) Aheaantdil 2 dau lngdauusnutialdvann
centrifuge  Usnn@ae™ 02 mi ug i lusiaude wialdludunaunisaanelnalaiau
(Glycogen hydroly8is)#ald /dadansazatanmaa 19inld centrifuge fimauisa
10000g  flunad 10009 tdatudonlaiieldinTuunglad Fus (Tissue

glucose) J

il

1)

i F/

nsaanelnalaai ( Glycogen hydrolys+s)

1.1 1 homogenate 0. 2 mi mmﬂ?ﬁ Lum@m centrifuge MABULIN NUFNAT

i

ArAaNg 1M NaHCO, 0 05 ml LAy Lmﬂfﬁu Glucoamylase (=10 kU/l) 1 ml

1.2 Incubate-mf_l shaking water bath quugu 40 Q{ﬂulf;m 2 'ijfﬂm
1.3 ANA1902428 0.6 M Perchioric acid 0.5 ml 1ivaseinLijnsen
1.4 Wweuay centfifu@e NAINNL52 10000g Lunan 10 Wi waatiudaulanaldin

3nunglAau(Glucdse determinatioh)

s8R Futinglad (GlUcosel détérinihation) gt R Gl dcostiokidase

241 tdaulanlgannnnsaaneinalaias (Glycogen hydrolysate) nazdawulafifuly
z%m?uﬁmﬂ?mmnqimﬁluﬁu (Tissue glucose) NN9alUsAUAEIANNFaY
95°C laan 5w (iuﬂitﬁﬁf‘immﬂ?mmﬂgiﬂmié’rﬁﬁmn 15¥1409 NaHCO,
Tunnsu5umn pH aasdaulaliidunans waq centrifuge uenufugalaanas)

2.2 wistuasazaunglaannsgiuadnidandu 0.025, 0.05, 0.1, 0.2, waz 0.5

mg/ml
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2.3 ulndqularivaasdaunliainds 2.1 uazasazatanglnanimsgiuniedeas
10 i

2.4 \RNNEN PGO enzyme finagingay 1 ml

=

2.5 1gin 194N A9 incubate Hanuund 37°C 111981 30 W19

El a

2.6 IAAIN1IANAULAIHILLATEN spectrophotometer NIARINENIARYW 450  nm

wazmAtpNdnduaasnglaalaeiiauann standard curve

3) nsAnuaniBanadinalaailundn i
3.1 AT Total glucose}mﬂﬁﬁﬁ’mgiﬂmm Glycogen hydrolysate 17{15
AMNNNTEL staneard eurve HIATY. 21.:875 %ﬂLﬂuﬂ"w factor AMNNMTANALAY
anUiFenaesqadlaalaimg
3.2 ﬁ’wmmﬂ?mmﬂqimﬁlmﬁu (lTi§;ue glucose) InatinAnnglagainnisiiie

standard cupé saRal 2.5_Taflud factor aanpsarialnalaiau

3.3 wtuadlnalpiad raegne .

il

Glycogen (mg gIucose'/g:tissue)_‘-'-f.-':": Total glucose — Tissue glucose

¢ 1 .-f {_ ¥ , ,
3.4 Wraunaufsuplinalataunasaalundauilorasyanissudangy High-
fructose diet AUNGNAILIAN =

45 MSANENATAY GSE Aassnunisnandaan (Expression) waslilssusivi
niNlunszuiunisaad iy maugaulugaanadidauasuyaniniainaila

Western blot MAIAINAUFATTAZLIAINITNAADI 8 ALA

TURDUNITALAID NN AN R LAZILASIET

1) naiusdaetngaaaLaznANflatasua(Soleus muscleshuaIynAaas

11 BRI Aaevlnaatndlibe 8 Al fedaniglanziuiaenuay
naNHaUesIuaI iU 56 189N1IMARET

1.2 2m Sodium pentobarbital 1%/ 60 mg/kg taevias (Intraperitoneal
injection; i.p.) LNBNANIIABLIAUSIIBIMYNARSTUANHOILHAUAN T9ld1087
12104 5-10 WA
dl a o o K v v o

1.3 Iauyneaasldnrcuduanuazlinisnauauas Iivynaassuniely

ANBUZUBUMNEY
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1.4 mLﬂmﬁmﬁﬂﬁumwﬁwqmﬂ%qLﬂuﬁ‘immmﬁﬂ%ﬂwwm@m

15 Mduies 21 uaznszLaNaAIUNA 5 ml lsfufetnudasanialaluansi
W lagannanu

16 ldidenluvananasesfitiansiudenuds e lUunsnnanadnfula 4l
mﬁ‘mm@d”mzﬁuﬁﬁm@ﬂ@ﬁm sepuasiuuaugau uazseauladiusiaell

17 Fandnuiiladanuessnndeia 2 $1q ludiuiiGendn Soleus muscles d19ael
normal saline wdaud luluinaaniias

1.8 tldivlugududsgninnl -80 “C.aundazvinnisannilsiu

-
n3afnllsAuANRAARITEND I MAIIBIIINAGES

2.1 FALLNNA"36meT gllageiliTuian 919 0269 ldlu Hand  homogenizer
v a 1 ! & 13
grinder WAAN Homegenizing buffer ALein (Maasyan n 78 1.)UTu107 0.8 ml
2.2 UATUNA NIRRT 1520 Wil wideaunasieldanwusiduansazaneiile
= ' l'\ S Y & A o =
\Aga (homogefeads): tneviaaniudeliidunasnainediailasiunisids
anwuaalu s b
! - o ;:. J | | -
2.3 fluugniusiuannina naauilesasasad ultracentrifuge 1A91N139 10,000g

2
{inan 10 wii : —

2.4 thdawlalldnuBunnililshiusdnnaens Bradford aniuiulugududegnmni

u

-80 °C AUMATAZINN3IATIZH LS RNAAEIMARA Western blot

N33l RusINsaeAE Bradford

3.1 wisgd AN A9g W (Bovineryserumy albumin; BSAY A Ndindu 0, 25, 50,
100,s200 Wae 500 pg/ml TheEiNn3N1 serial dilution A TN&13aZA1Y stock AN
i 1 mg/ml

312 (BeslaTaen T ama R AR die (Tissud lysate)Inemalaaas 1:50

3.3 Thit)m BSA wsazanududunas Tissue lysate Aaagingas 100 pl

3.4 g Bradford working (17ARKIN N 98 2.2) Aaetneas 1 ml eiuds
falATigunpRveadiunan 10w

3.5 f?mmmﬁ‘@mﬂﬁmmﬁmmmqﬂzdﬂlu 595 nm ﬁmm??lﬂ\i spectrophotometer LAY

¥ 3 o 1 = % dgj a
AN Nduaasqatldsauainnanuilalneeauann standard  curve

wanAnuAae 50 aaiiluAn dilution factor
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AR ATLaRY AaemaTia Western blot

v a

Western blot LﬂumﬂﬁﬂmﬁLﬂmzﬂﬂiﬁ'uﬁﬁuﬁﬂmmwgﬁﬁu UINEN

it deseinsduiuetes i zssrinueLRnLATLeURLeR iesangly
- = = a a ~ % ] o

aanile] insuasseenvesidsiunainuatesiia TulFunaunuinteswnnsneii
g [ 3 dl e‘?\// = 2 a

T Iuegiuumumuinremaduie nsAnwlEnunsuanseanaesilsfuntin

%4 o

Terdanilelumas anfludasandeadgnisiamnglunisuenldsfuatintiuaanann
TUsPuntinay wmalaRdnszuauniIftanilsfusaenszua i n naunaaelilsfiv
ey Fandn Sodium dodecyl sulfate noelyacrylamide gel electrophoresis (SDS-
PAGE) anntiuaskiinannisnie@duiuanaaeandn Immunoblotting tnglduans
é’tzll o Y e o = v oa a é’b e‘t:i
UARNR NN A LN WAt N LA RALAT N LALALAR A0 La W kTN A1N19D

] aaa o v o @) q" [ o‘ﬁl‘ o v K o v a '
Lﬁ‘\iﬂ{]ﬂﬁ‘ﬂ’]"ﬁ‘].l@L[ﬂi‘Vﬂ‘MLﬂﬂLﬂuN ﬂ] ‘WV]W?’J"W@VLQ AN IHEIN1T03LATIZINT

wasaantesldsmuinedndsldet IgnAad
448 \ 4
TuninnasIenIn e mﬂmwmf;mma‘lmmmmm‘lﬂmuwmumwiu

N9TUAUNNIRIRTy AR A AW (PlSK/Akrpathway mﬂummnmmmmwum
luusiazngunaaes aullsy ﬁﬂﬁmqaiﬂﬁumqmiﬂu

1. TlsRusniuduga uﬁmawmmﬁmm Insulin receptor p (IRB)

1 a

2. ‘Eﬂimumm foucy AnisuT au"LuLm@ g Insulm receptor substrate-1

(IRS- 1)‘LL@°’ Protein kinase B (PKB/AKkt) f'

3. Tﬂimummﬂqimmmm 1ouA Clucose tra;nsporterél (GLUT4)

‘num‘ﬂuﬂ'}a‘mmm@

1. weedlaaezAIan A 2 | Adudndi TAun Stacking  gel  (5%) WAz
Separating.gel«8-10% natiiuaw1AlLsEN) (A ANWaN 0 d8 4.1-4.3)
2. nuen Separating gellsounne 2 Tu 8 daulaaquidisinmaa uameaaniin
L o o A 0 [ = o 4 ' 2 ve
Milli-Q AnsiuiialirauiaasuLBEauaNidNe Aautudssnuiaainals
19z 20 W1 viTRauNIERARARTIFALNT Milli-Q a8n
3. wean Stacking gel WAMINUA (comb) ANNTIUNINBATINUgNAUTLILEA

FnatineLulan Aaupulszniaaelflszinnd 30 U FeaunILidaaLda

o R K = o
AIANANNIRAN ﬂ\‘]gﬂ
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10-well Comb

Stacking gel

Separating gel

4. ﬁﬂLLf}iw/ ATUTUT ctrophoresis WAALAN running
i

pidel 2X Laemmli sample buffer

i

NVI@MMJ’]N 95 °C \fluan

mu'm AN LT 51dLA ﬂmmmﬁnﬂmmwﬂﬁmﬁ

a

ﬂ b) u%ﬁdwmmiﬁf%mmgg’iﬁmed SDS-PAGE marker)

c) 'mmmﬁq@mqﬁhmumiuuaﬂmmmm” finasing Imeloia

.e

Sﬂﬁsﬂﬁ&b bg Buegiy

STALANNNNINTRLIRINTIAAaanTadlLsAuLAa s Tim)

& W B bbb albddifios

d) Run electrophoresis ﬁfquﬂﬂiﬂiﬂ;m Mini Trans-Blot Cell (Bio-Rad)

¥

d a vy ' o & dl ' ] 1% !
NYUNNHUAN AGUAINANANEAIN Tnautiaflu 2 gag 1éun

7997 1 Aa 1aenTUsRUARUNNNU Stacking gel ldAanumng

1%

Ang 70 V idlunandszannd 30 Wi
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]
=

s o m o, de o d . , Y .
7997 2 Ae 129N TlsRuAdeuntnu Separating gel TdAaNNFN
Ans 130 V 1flunanlsinns 60 WIN VidaaunILyiaa@uas Laemmli

tﬂl dl =K 1% !
sample buffer LAAUNAININNAALLIAATURN

2. Immunoblotting

wWuniga1alaullsRuanna AN LA ULNHLILTUA2 8N T LA TN
d

FURALAIN (C &e) AannsiaeuastuBnndiiu

o

fathunduRuLeuRva A unNE (primary  antibody) LAZLOUALAATIFIA

aa o

v e
aaneaeLaL ody) mnuumu%mumﬂgmmﬂu

—

!/dq/

RGN ynuaaallsfule Hdunanss

L1l

‘_..ual_;",j,-'flte

:}ll,l,mmu PVDF merﬁB’ ine a4l tra sgr buffer e antiuldmdy

F ber pad

q - éN T aﬁw

PYDF membrane
' 1 Filter paper

Fiber pad

d) Transfer T1UsRuuulaau T membrane Aaengeua H1AYINFNS

Anl F’N‘V] 100V @amnu 4°C fluaan 2 °TJ’JI§~I\‘1 30 wh
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e) Wen membrane 8NN b wash buffer (1X TBS-T) (N1ANYWIN N
98 7.) wnaniszunns 5w ile&s transfer buffer

f) i membrane 11 blocking buffer (5% Non-fat dry milk) (17A&90
n 48 8.) L‘ﬁlﬂﬁﬁf%/m non-specific binding site U4 membrane i}
k3D 1 %QISN ‘]_IuLﬂ?:m orbital shaker

g) 419 membrane Aael wash buffer 3 ﬂ%\‘l“]m 5 U9

h) wd membrane 4 primary antibody (LLﬂuaU@gf‘%WLW’]xﬁi‘ﬂIﬂ?ﬁuLL[ﬁi
azuiin) ﬁLgﬂ@’]\‘iﬁﬂﬂ antibddy dilution buffer (5% non-fat dry milk
V5 BbYomBSA éu@ﬁﬁmﬁmmu@uﬁmﬁ) dndau 1:1000 7

QrNgE € 13y arbital shaker LiT1an 1 AU
- ‘

) anwmembrans 3 &%‘ﬂm 5 479

i) Llﬂ/ﬁ%embrane “l1t secondary antibody (Anti-lgG HRP linked

F

ol a

PEUNPH 1 m ‘LI‘L-& orbital shaker 188N 45 Wi

antlbody) niaaq Nrﬁsﬂﬂ antibody. dilution buffer &agq1 1:2000 1/1

)
” i,ll

k) a9 membrane 3PEYRY 5 W7

PPy a-.l

) Wt mémbiane ‘Lumm.:l-z@jLumleLo and Peroxide {1981 1 w17

——

wWalvinailfnsaannsulasias chemiuminescense

) uNuAAuEnmsdunssnuft membrane  Y)n°) 2 w1d saly
'.-::" = 2 o R o) .

19489 10 U9 AINUUALNUNANA LTI N developer WAL fixer i
181 2 1Ay 3 WA ANa1ey (M0 lufeailn)

n); Anp s lpuAd N Weaas 4 ) Gely ~Doe, antlilsunsn GeneSnap

Y o 1 b4 2 dl ¥ ] 1

(SynGene) waadnAnAdnsddrasunsismunsesn1svesuwsazngy
npassAas llslingy GeneTdols (SynGene)

¢) lenieusgimimsiansaafimasiilsmussud 19nqu High-fructose

diet funguatuax TneweuTumioy Relative unit

mumumiﬁﬂ Immunoprecipitation (+&W1E Insulin receptor B)

= . k%4 a a .il’ 1 .
1. BTEN immune complex AYENITIANLALUALAARAR Insulin receptor B (IRP)

avlumaegnallsaunusumanudndude 5 pg/ul faadadau 1:50 aaniiu

1
=

incubate duAUNAMNT 4 °C
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2. 1 immune complex mﬁmfﬁﬂﬁ'}ﬂ protein A mu%um'ﬂuﬁ'?:u‘lu Seize”
Classic (A) Immunoprecipitation kit ﬁ\iﬁ
2.1 By immune complex aglu spin cup ‘ﬁlmifﬂ protein A agarose gel
0.4 ml uantpan1anduaan lluiwne LLé’qﬁqiﬁfﬁgmunﬁﬁmLﬂumm
15 U9

2.2 thunandquinldgnsisesiae protein A aan faeAaINI5s 4000 rpm 1

=
UM

2.3 A19Lan 6

ufrac‘uon 1

WINLLLY fraction 2 Was 3
2.7 WndNu fra NnaaliaingIgsdcasnatia Western blot Aall Tng
; A£1971UN13MN SDS-PAGE 1n#l

ULAR

5. N5ILATIZUTAYA

"JLﬂ’i"W“’Mﬂ’aﬁ;{@ﬂ’J 1ysis of v ANOVA) 11781 N8UANNWANFN
mmﬁﬁswdwna’wcﬂmq 5 L ferEvce (LSD) PrzAudadAny

p < 0.05 el ﬂ’]L’ﬂ.ﬂﬁl +ﬁ’1ﬂ’J’WﬁJﬂ@’]ﬂLﬂ@ﬂuﬂﬂﬂﬂqLﬂ@ﬂ (Mean + S.E.M.) Tunistiaus

ﬂ‘lJEJ’J“flﬂﬂﬁwmﬂ‘i
’QW']ENﬂ‘iﬂJ UAIINYAY
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b

un
NANNSILATIEULRYA
1. N@ﬂ’]iﬁﬂ‘ﬂ’lt}‘l’l%‘ﬂﬂﬂﬂ’l’iﬂﬁﬂ@’]ﬂLugrﬂ’a\ju (Grape seed extract; GSE) mannsg

=i ’o’ @ e a =i ] Y a & a a ¥ ol
iaguudasiiminaaanyanngniuie il luiinN19E R UTa Y ALaIWITNN
wrmangnlaaLFunmgs (High-fructose diet; HF) Aaanssaziaan 8 duanm

1.1) wqﬁmmLL@zﬁﬂwmﬁzmqmﬂmwimﬁqlﬂ
TwupuRaUnRsuNG AnasietanL e 9NIEN WA LeINNgH

NNINAREN FAAATTZIAMAINAARY 8 AR

12)  dvinAd1eanyNaaR By weight)

450 Ty
400 -
350 -
.
e
£ 300 -
2
%)
2 -
> 250 -
3
m | —e— Control
200 A =R
—w— HF+0.5%GSE
A= HF+1%GSE
150 - —a— HF+2%GSE
—O— HF+Rosiglitazone
100 ) I I | 1 r ] I I I I I I I I
0 4 8 12 16 20 24 28 32 36 40 44 48 52 56
Day
NINN 4.1 Landuan19il AUl Al utlinAolaf eI yuAazNgNNAf0IAAD A

v o de A = o oA
TLHUZLIANNITNAARN WUFNLLAAIUN 0 DIIUN 56

(fuun i *p<0.05 IHANILALNGN Control WAE “p<0.05 IBWEUTUNGN High-fructose diet)
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1
o o = ! !

Wnntinfaat 1yAaeIusazngundwn 4 S Fuinadasuulasds

a a

o o

LANFANNAURH NN AN ATUNNADH NanaITui 28 1iTadUn3in 4 199n13Aaad

o

b

dl =K o

93U 32 DITUAN 40 WU UPMARBINgNALATL High-fructose diet (HF)
L@INAEANAaTNAADU (GSE) 0.5% N winsneautaandmynaaeangunlasy HF
=l P | Na o o aa = oAy v e
\ENBENARENatNHTHANATYNNADR (p<0.05) Tuanicinynaaeangunliiu HF soumy

9./

#11 Rosiglitazone 1110 4 mg/kg AR9UIUTINEA (Gl ludadid 5) Srwinsaeds

oy

¥ v
o o o a o v o

mnndmwmmmjumu@m (Control) @EI’]\?NMEIN’W’]EUVI’NZQQ A (0<0.05) MU WINUNRAI
\AETBIIYNAREINEN Control kaznanitlASHEElunnsinaiunnead (Nl 4.1)
Lo o .| A ol ve
TINAUN  44-089UWH-52 Wi m‘wuﬂmmeﬂwwmmﬂ@uﬂmu HF

\3NANE 0.5% GSE flapdtagndininaaeananilasy HF iesetinaneneteliied gy

o

NWNADA (p<0.05) TuwanieruiinafaanaxAlasl HE  39un181 Rosiglitazone Hiuinga

] [ %

dl | 21/ { { dl Yar 1 A o a
LQ@HN’]ﬂﬂQWMI&W@@@\?VI\ﬂHﬂ@‘N Eentrol & LL@Zﬂ@qN‘Vﬂ@?‘U HF agiNNNUERIATUNINAD

o

=)

=

(0<0.05) Fananalunini 4.4 NE

A A5

NAIRUGATL IS Lfgmmiwm@fm 8 A1l@19 Wiqn uuwmmﬂ@uﬂmu HF &

v
muﬁﬂﬁqLfmﬂmnﬂqwuwmmﬂ@u Control ;Lm”l, PN ATUNINADB Iummvmuuwmm

w

ﬂ@:mﬁi A3 HF faufuen Rosughtazone umuuﬂmmmﬂmﬂmmumm@mn@m Control uag

o o o

NauN 1H5U HF me@mqmeamauuﬂmﬂmmd A (p<0.05) uRe L mInEaT

°

Lﬁsﬁuu’j@Lﬁﬂmum‘wuﬂmwmu (body weight gain) mummi%‘lummw 4.1

= =

Iummzwktm@mﬂ@‘uﬂmu HF 16306 075%, 1% Way 2% GSE il

b

v 1
Unuinsaeannds 8 410197 uaz body weight gain luansineanngu Control uay Ngud

165U HF iieaagaa st An399%, 4 1)

13) _afuneamisuaztianunaaasiulueayia
N1TAE 190U EVIRAESNENT LHEUHR asuAne108%, 4%, 2% GSE uay
. . = dl ] ] a -
211 Rosiglitazone Hilfunaulnaiaas ladunnsnsainiffununisivemssaduaaanynaaes
NgN Control uazNENN AT HF Asuanslun19799 4.2
A2UN1INUUNTDIUPNAREY THWLANNLANFINAUNSAD ATy NIN9THI0

nsnutlneRanfeduIBsIAaeIuAazNgN (19199 4.2)



M990 4.1 uassARAtTestinuaznsiatuwla ‘ )@V\ﬁu@mzﬂ:mﬁﬂwmam 8 dlavk

Parameters Control /f m F+1%GSE HF+2%GSE HF+Rosiglitazone
Body weight (g) 380.2+7.5 /4.2 + 8.1 380.5+3.5 429.0+55*
Body weight gain (g) 212.7 £ 8.1 93+84 2152+4.0 2615+59*

A9 4.2 LAAILTNUNIINURIUITHATUNIBIULAR

Parameters Control SE HF+1%GSE HF+2%GSE HF+Rosiglitazone

Food consumption (g/day) 174 +£0.3 174+04 17.2+0.3 17.7 £ 0.1

Water consumption (ml/day) 308+14 ;T;f___f”—::ﬁ:---ﬁi'vaw 5+1.3 287 +1.7 29.8+0.9
[ o

) ]

dayauanslugtluuiues Anlade + mmﬁﬁﬂﬂﬁw W@Ei wgﬁﬁl\ﬂ%ﬁmmh *0<0.05 L%JfrJL‘VIEILIﬂ‘LIﬂmJ Control

uaz p<0.05 LN”ﬂL‘V]EI‘LIﬂ‘]_Iﬂ@N High-fructose diét!

ama\m‘sm UAIAINYA Y
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2. WAMSANENOVNELRY GSE saszAuunmangiad wazszaugasinudugauly
' P~ a ° ¥ a & a a o aa §
warddrasnyanINgnuiaai liinanehaduray meamsniuimansning

a 1w @ o
Sanugeinsanuiiuiaa 8 dlav

2.1)  HaI89 GSE ﬁiﬂi:ﬁuﬁﬁmmn@‘ﬁmﬁﬁluwmmiwmwmmm

w&9an 4 FUnniusnaeenisifianng wudn sgmaaesilEsu HE  Sszsu
ﬁﬂm@ﬂqiﬂmi‘u‘wm@m@;ﬁuaﬂwﬁﬁmﬁﬁﬁtymmaﬁ (p<0.05) Lﬁ'mﬁﬂuﬁwgmﬁu Control
(m‘m\aﬁ' 4.3) anThasE N Rosiglitazone giiamn 4 mg/kg gaimTing i 5
@umzﬁaéuqmmmmmmmam 8 a9

Mwmmﬂzﬁumﬁ%ﬂ HF ilusztsaanasieru 8 dilany Srzdudama
nglaalunanasnuzengaiifasting plasma glucose). 49n3uyngs Control aginadl
WA ATYNNEDA (0<0.05) ‘luﬂjm:ﬁuwm%mﬂ@:mﬁié’% HF 1@3uA98 0.5%, 1%, 2% GSE

wazen Rosiglitazone Hgghudanasndangunlaii HE iinesatinamen (Ranilu 15.7%,

- A

19.8%, 18.7% uaz 21.1% raua s Tnadilennzmumnansnguiléiu HF W3udag 1%

1 !
o’ o o

v v
GSE uaz#in Rosiglitazone 4115 fiigwniiiandanglaa lunaaiianasatinailiadn Ay

NNADR (p<0.05) WaaUnUARNALASL HF ilesatIuat0 Aauandlunnsem 4.3

o
el

22)  Wa189 GSE ﬁim:ﬁuaﬂﬁﬂuﬁwﬁusl,u'w%o'i"r&'ﬂwmuwmm

WA AR ERARINIEINAT BT MBI TV A7 [H5U HF - H9edu

- o 1
aafluugugaulunadingeruat 9ANREIANINATA | (p<0.05) WaWauiunyngu

Control (713197 4.3) ansiuaaBnlien Rosiglitazone 111 4 mg/kg 2891 udinga lu

&Unn9iN 5 aunaseYALgRs S IANNAIVIFAAT8 Filsas]

|
A

\HBAUAATTEZAINITYARBINLIIN UYNARBINGNNFTL HF Wiienatingpen

s

Ansiariilgd @l deyatiae v udnuliym diiiaieaneanng (fasting plasma

| { o o

9
insulin) g4N31113nqu Control aena i dAYNNANA (p<0.05)

a q

] o [ %

AVUNYNAABINGNT MU HF $9uriuen Rosiglitazone  lutag 4 davings

2930191 a M3 wudn Asvavaefluudunaulunanaiianas (Aaulu 36.0%) wWinus 4

o 0 o a a

HedAYnNada  WuhaiuNNsanaaedszALaugaulunaai 1 rasuyn lA3y HF &3

a

1
=

finel 0.5%, 1% wAY 2% GSE WNaiauiunyngui iy HF iieetnamen (Aadle 19.8%,

24.6% WAL 19.1% ANNA1F) Aauandlunnen 4.3
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2.3)  nelsuiiunnsneBunALLMYAaeIsaE HOMA-IR

IHBAUIILAT HOMA-IR anAntinaanglaauazanfluuaugaulunanas

[ %

WA 1LY UAIANN 4 AUAYTuIN UNAReINIATL HF LaAIN19TAR8ugANaINAT HOMA-

o

IR AisauatwHilud1Atynealia (0<0.05) Waauiunyngs Control (119797 4.3)

[ %

PAIRAUAATZUZLIAN 8 ﬁﬂmﬁwudﬁ uumamﬂiﬁ%u HF  &3NA2e GSE

q

il
a

ANNTNANNNIT ﬂ’ﬂﬂ @uvl,ﬁ”lmvmuuuq mumm@’mum HOMA-IR Z\]ﬁ@\‘iLN’ﬂLVlﬂUﬂUﬁu

d

n@jmim?u HF Wenetingnen (Ing NANGARD 37.3% 909AINIAB 2% GSE

AnAY 35.0% uartiaagnae - 0.5% G 4%)  wnus ldlTadArynieaia

2

- . m— X - -
TuanzAnynaaaengui 1is ALt , ﬁminammq:m@@umau’m Tmel

]
=

A1 HOMA-IR ANa9agig AR (0 mﬂmwuﬂ@umimu HF Lielg

agafen fauanslumng

ﬂ‘UEl’J‘VIEWﬁWEJ']ﬂ‘i
ammmm UAIINYAY



A19199 4.3 uansszsuimanglag seauaesluuauTa MA-IR 189UYNARD

Parameters Control 1%GSE HF+2%GSE HF+Rosiglitazone

Plasma glucose (mg/dl)

Baseline 100.0 + 11.6 ) ; +43 93.9+55 102.8 + 10.1
4 weeks 112.2+7.3 . s | 1265525 | \1244 20 1216+ 3.7 142.6 +10.3*
8 weeks 128.7 + 14.2 326+ 114" 1345+ 5.2 130.5+7.1"

Plasma insulin (ulU/ml)

Baseline 16.1+33 14.0 + 2.1 159+4.9 126+1.8
4 weeks 29.4 + 5.1 474 +27  356%45 36.3+72 421+523 496 +9.6*
8 weeks 62.1+ 14.1 ' + 14 .3+ 15.9 925 + 16.1 732+97

HOMA-IR score "'
Baseline 40+0.9 b6+0.6 ﬂ +0.6 35+£1.0 321205
4 weeks 82+15 16.9 f&-@f 2+272 125+1.3 172+£32*

8 weeks 19.3+4.9 ﬂ“ﬂ:ﬂ)ﬂﬂ(ﬂﬂiWHQﬂQ 31.4+6.0 238+36"
dayanandlugtuiiuaed mm@a m an Q\ﬂﬁ mg}]%’] g‘Mwyﬂrﬁﬂ&u *p<0.05 Lu@mﬂuﬂmau Control

WAy p<0 05 LN@LV}F;I‘LIﬂ‘LIﬂmJ High- fructose diet
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[ Control
I HF
1 HF+0.5%GSE
HF+1%GSE
EES HF+2%GSE
HF+Rosiglitazone
200

__ 180 A

3

D) 160 -

E

w 140 - 2

@ 120 | <

) 2

8 100 | 1 S

g ;

D 80 - g

© »

5 60- 2

k. 2

B g :

20 b
0

—

BE‘Feline 4 Week LL 8 Weeks

e BRI

?”ﬂuuﬁmqﬂﬂ@ @W@Nqﬂ@uﬂqﬁﬂﬂﬂﬂﬂ (1N Baseline) muuﬁmq@ﬂaiﬂalu

W N e L LTS 2

NANRY 8

(Auualil *p<0.05 LBLNBLAUNGH Control kAT “p<0.05 WBMEUAUNGN High-fructose diet)
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[ Control

I HF

[ HF+0.5%GSE
] HF+1%GSE
EEE HF+2%GSE
[oe] HF+Rosiglitazone

140

120 ~

100 ~

(o)}
o
1

Plasma insulin levels {plL/ml)
3 3

20 -

+ 4
+ =
4 4
EEY
B3
+ =
4 4
EEY
B3
+ =
4 4
EEY
B3
+ =
4 4
EEY
B3
+ =
4 4
EEY
B3
+ =
4 4
EEY
B3
+ =
4 4
EEY
B3
+ =
4 4
EEY
B3
+ =
4 4
EEY
B3
+ =
4 4
EEY
B3
+ =
+ 4
EEY
4 4

NN 4.3 9 ”ﬁ.ﬁ 8 “ﬂ Sarey "%T BIUYUAAZNANNARDN :
i:ﬁua@ﬁmuﬁ%uﬁm mlgj@ mvﬁm; Bjme),izﬁua@ﬂuuﬁwﬁulu
wanananay 4 dunadf (naas; \ﬁfsij LI H; WE a Shﬁ( nwRAUgANNT

(Auun 1 *p<0.05 LHANALTLNGN Control WAY "p<0.05 WAMELALNGH High-fructose diet)
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[ Control
Il HF
1 HF+0.5%GSE
HF+1%GSE
EEE HF+2%GSE
HF+Rosiglitazone
70
60
50 A
o
(o)
o
0 40 -
x
=
30 -
(@)
I
20 -
10 -
0 =

S h)1 10124014 N
TSR T A e

muumﬁ *p<0.05 LN'ﬂLVlEI‘LIﬂ‘LIﬂ@N Control LA p<0 05 LN@LV]EILIﬂ‘LIﬂ@N High-fructose die
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3. WANSANEIONELRY GSE maszaulunulunadsinuasnymnangninie ity
a & a a ¥ aa ¥ a a 1 o (g
WANERadugaN ArgatuisiidiaiangnlnalsungaRnaanuitluiagn 8

flmni

3.1)  WA9Y GSE ARTTALABLAALARIEA LUNATANNIUAIUYNARSY

[ 4 1 v
WAIAUGAITLZIIAININARDY 8 AUANK wudn nymaaes1iFy HF g

a a2 4

Masuuazliiaindon GSE Nzfunaladinasaalunanasiigandniyngs Control gl
e dAtyn19ad (p<0.05) lnenaatdingag 005%, 1% 98 2% GSE lilwasianis

Wasnudassziunanamesadlu 1aaN1199mAReN 1AL HF wietsle Tuanziivy
1 J
NAABINGNI AU HF $9unliga.Resiglitazone H9sALALAALATAA IUNAANIAAAIDENSE

HeidnAtunealsl (p<0.05)iB MEuAUrYAARINANT 163U HF Aauandlumnsad 4.4
}
32)  uareY GSE fasvaulhanaieles lunanasinaamynnass

b

\HanaufunfaControl wugh lasnatialsmlunanasiiaeanynaaeanguy
. L1 ]

b

o Q. 6 o al [} J % o o aQa o/
1650 HF wiw 8 dilaniidlscdtgeauet WS d 1ACINNSERR (0<0.05) Asuanslumigiei
4.4 el vygnaaaengun1ddl HF @3usan 0.6%, 1% U 2% GSE saulanguiilasu HF
ald v ol
$anfiLen Rosiglitazone wuda Nsgfiulasnamalaflunanaiianas (el 22.8%, 25.4%,

o o

20.3% UAY 39.0% AINANAL) AANGIRLNANTIAGIHF 1esatinaResaalidAnynig

a0 (p<0.05) uﬁaauzﬁ@i:ﬂmmmmmm 8 dulp9f (m1324%,4.4)

3.3)  HA184 GSE feggiu HDL lnaIaxnaesinany
WPNNGNANINAAEY HezAt HDL TunanasnnasaugascaziiaInimaaes

8 AUt Tlumpmnarie salaek lua197 4.4



64

ANSNN 4.4 udassziuRaladinasen sxAUlnenaiTelad Lazasdl miwmm_ﬁmmm NAIRUGAITELIIAINIINARS 8 FLlAnvh
Parameters Control “HF+0 \‘\\ F+1%GSE HF+2%GSE HF+Rosiglitazone
Total cholesterol (mg/dl) 86.0+2.5 ;\ 86+27* 97.2+0.8"* 91.0+3.0"

4 #

Triglyceride (mg/dl) 448 + 3.7

‘ 72+31" 61.1+54+" 46.8+45
\\ 68.6+ 1.9 68.5 + 2.0 63.8 +2.7

HDL cholesterol (mg/dl) 64.3+28

WAy ,o<0.05 L;Jfamﬂunuﬂ@u High-fructose diet

ﬂ‘lJEJ’J‘VIEJVIiWEJ’]ﬂ‘i
QW’]MﬂiﬂJ NN Y

¥9
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[ Control

I HF

[ HF+0.5%GSE
] HF+1%GSE
EEE HF+2%GSE
HF+Rosiglitazone

120

100

o]
o
1

Plasma levels (mg/dl)
S 3

20

1 a

2L TUNAN AU LA NANN ARBINAIALE AATTHTLINTINIT

) — |
w45 wansseaidl
NAAD 8 ’&ﬂﬁ’]ﬁﬁ‘ L%J ’gwma%‘llum ﬁl wﬁ’lﬂ&term sveulmInae

L1
I lunanadn (nans; Triglyceride) wagszau HDL luwandun (291; HDL)
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[ Control
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52)  Tudshusndedtynnndugauluag 6w Insulin receptor substrate-1 (IRS-1) WAy

Protein kinase B (PKB/Akt)

5.2.1 Insulin receptor substrate-1 (IRS-1)
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5.3) Tﬂ?ﬁu‘ﬂumﬂqiﬂmﬁﬁm@ﬁ(Glucose transporter 4; GLUT4)
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[ Control
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Expression of proteins Control //// ﬁ‘\ -1‘1- ‘HF+1%GSE HF+2%GSE HF+Rosiglitazone
Insulin receptor B 1.00 £ 0.08 ? ‘ .0.55+0.09" 0.61+£0.07* 0.72 £0.09*
Insulin receptor substrate-1 1.00 £ 0.07 \\ 0.60+0.04* 0.69+0.08 * 0.86 £ 0.05"
Protein kinase B 1.00 +0.04 0.71£0.02*"  068+002*"  098+0.04"
Glucose transporter 4 1.00 £ 0.07 0.82+0.10" 0.50+0.10* 0.80 + 0.08"
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