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# # 4989192520 : MAJOR PHARAMACOLOGY
KEYWORDS : CYANIDIN DERIVATIVES / PANCREATIC ALPHA-AMYLASE /

ACARBOSE / ANTHOCYANINS
SARINYA AKKARACHAIYASIT : ALPHA-AMYLASE INHIBITORY ACTIVITY
AND ANTI-HYPERGLYCEMIC EFFECTS OF CYANIDIN AND ITS DERIVATIVES
THESIS ADVISOR : ASSOC. PROF, SIRINTRON YJBCHOK-P;NUN. DV.M.,
Ph.D., THESIS COADVISOR : SIRICHAI ADISAKWATTANA, Ph.D., 100 pp.

Cyanidin _and its .dervatives, the natural anthocyanins, were evaluated their
antihyperglycemic activities in vifro and vive. Five compounds including cyanidin, cyanidin-3-
rutinoside, cyanidin-3-glucoside, = cyanidin-3-galactoside, cyanidin-3,5-diglucoside  were
investigated the pancreatic G-amylase inhibition. The results showed that cyanidin-3-rutinoside
was the most effective pancreatic @ - amylase inhibitor with IC, value of 21.28+0.03 pM. When
comparing the IC, walues, it was found that pancrealic @ - amylase inhibitory activity increased
in the order of cyanidin-3-rutinoside. > cyanidin-3-glucoside > cyanidin > cyanidin-3-galacloside
= cyanidin-3,5-diglucoside. However, they were less potent than that of acarbose (IC, =
18.33+£0.06 pM). A kinelic enzyme analysis revealed thal cyanidin-3-rutinoside gave a
noncompelitive type inhibition against pancreatic @-amylase. A low dose of cyanidin-3-rutinoside
(0.1 puM) showed a synergistic_inhibition when combined with acarbose. Moreover, the normal
rats treated wilh cyanidin-3-rutinoside at dose of 100 and 300 mg/kg significantly decreased
plasma glucasé concentration after 30, 60 and 80 min of starch loading. However, the normal
rats treated with-cyanidin-3-rutinoside at dose of 30 mag/kg did not change plasma glucose
concentration when compared to contral group. In meanwhile, cyanidin-3-rutinoside (30 mafkg)
combined with acarbose (0.5 mg/kg) showed significantly suppressed plasma glucose
congentrafion at 30, 60 and 90 min, These compounds were required to evaluate its toxicity and

clinical efficacy for potential application in the prevention and treatment of diabeles mellitus.

Field of Study : Pharmacology. ... Student's Signature 7277 0% 700 chetadsn
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o = alpha

B 3 beta

Y = gramma

ml = milliliter

dl = deciliter

mg = milligram

kg = kilogram

mM = millimolar

uM = micromolar

i = microlitter

mg = milligram

g = gram

ICy, ™ median inhibition concentration
Vi = velocity maximum

Kt = Michaelis-Menten constant
K = rate constant inhibition
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Teawnwauduiluilnmansisuganvialandeundiny  uazifulsaniaauiieniu
sruvsen ey ldunign Teawnvnwiluninzauialnandanuinaadesiusyuy
a = o ] o Y a [ 9; A

wunuedanveasnfiulawen Temu wazladu dwarinlinfinninzszdutinmnaluiaengs
Hatlnfauinlisengldanuasnauanliedluszinlndlsd  nsdszautianalunengs
Wuszaznavuiuaamgialifaaunenfinaaiuliassadisuasnisineuaesssul
adenzping 2esdnmemnun tnganazssuy 1 e ddla uavvsenmen  dednlu
nazunsndewainlsaunmnusutiuavinuesnIadeainiaAty (WHO, 1999; Caterson
et al. 2004; Produce by International Diabetes Federation, 2006) waliduluawam
asfnsaunsialanldainnisallidn Auouvasgilalsanuauialanaziinaiuauaiil
380 auAu Wil A.A. 2025 Gatlaqiisnuanuaugiaalsaninmnuinlan 246 A 1AL uay

) Y a dl =K o U i’/
wuanuIugaelsAawauTien 2 1Nt 90-95% vedR uIugUelsalLaNWTaNe
(WHO, 2006) duiuilszansluezmalnaiianuaugilaalsannmnu 1.536 dauau lull
A.A. 2000 wazAadntl a.f. 2030 Auoudihelsamnvonuaniinauiu 2.739 Auau
(WHO, 2003) andayadnesiuaziinliduutiindauangileaiunmnuiingsauizes vn
IS dl d” ar dl 1 o % 1% [ :j/ QI o o
1 Weasanlsammonuiulsaisaianliainnsainelimenald dwiu &edrdnylunng

o/ P A o Y Y [ % A v 1
guainmgieelsanaiune  nasinlidhaainisariuauszauinmaluaen el

o‘d‘ v a o/ a % Qi dl 1 [ £ all a d? v
nowinindpesiun1azndWinanige  edaalunisilasiuniazumsndaunenanauuls

Ml evin el Ann NI nATRwAZ a1 BW19TU (Rohifing et al. 2002)

N3N l9ALNMBLENIMTEEAINNIIATLANSTINIT 88NNIAINIE faiANaTy
dl ¥ ya a v 1 a a -dl % o %’ A
nazseslvaugaunawnulugaainmeuntination 1 uarlienpruanszaLdInalulaen
Tudihawwnuaiion 2 asdmnnldnisineiluszaznansiauuuaz llaunsmaounn
seauimaludenlaiatains iaugAusNse (ADA, 2007; Clinical Guideline Task

Force, 2005; American College of Endocrinolog, 2007)
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anAruANsTALUAa lwaeatafulsenuluilagiunudniuanaaiia teun 1)
sulfonylureas 191 glibenclamide A glipizide nalnlun1saangnsnAe NILAUNIIUAY
BugAUANITARLLS 1995 UsaU (Malaisse et al.1990) 2) Biguanide L1 metformin naln
Tunnseangmaae n1slunszsunsrinaueesdugaulneiunszuaun1nglag lwunuedas
(Herman et al.1979) 3) thiazolidinediones L% rosiglitazone ﬂ@iﬂiuﬂﬂ?@@ﬂqw%ﬁa 14

£ o o o a a 1 o £ =) U 1 v .i/ Ql d?
NIEFuN1NIBIeIsiuaefinuauTAudInan lin1snaTNng laadngnaNlaLRuay
(Fujiwara et al.,1988) 4) alpha-glucosidase inhibitors @1 a2AN5lU& (acarbose) nalnlu
<A o ZJ/ & [ a Q} a o O Y & 1
nsaangyane llduduaulaiuesain-nglaginain usinnnieanléidn doatzas
nIzuuNIstiesLazn1IgatNIedA U lanen dananalisrautiinialunenidaannig
ana3 (Decrecharawong et al. 1996; Vannasaeng et al.1995) Tuflaqtiugnlunguaes
alpha-glucosidase inhibitors L1 acarbose daunilslsigniinunldinunlunsdingilonls
ANNNINATLIANIZALUNANA LUAAANAIBT1IT LA (American Diabetes Association, 2007)
TIN1FATLANIZAUUIANATULIAD ANAIDINIFTAZATNIDTILAAUTDTLADANTINILAA
v 38 it ), v o wyd v
Aazunsndeauizesaanisalu uANeaiussuLYaa Alaa ALasia lals delsamanann
uarmedrAryresnindadiamnvesdilonlsnninmiu (Apichati et al. 2001) wanannieisld
Snunfinnne  Impaired fasting  glucose 39NALINNZAILANBIUITHAZNNFDANNNAINE
(Chang et al., 2003) vsaldinsauiuiueImILANIzAUIANA luABANgNAL U9 NEA
gilosiunuanustiagiin?l 2 (American Diabetes Association, 2007) aginglafimuanlungu
alpha-glucosidase  inhibitors SaWLNadNLAES AT HaEA LUNDASATaY 189399 1wy
. d”u/ = QI a 1 tﬂl Yo dl =

(Coniff et al. 1995) uazuanaINBENHsEUNNFNNLTN Welatluauanigauaziinig

gaindngszuunaReulaiinazdsnaninliifanusiasuld (Andrade et al. 1996)

fatiy  dnAseadldnengNAnAMBINNART AN nasINT RN 1N e Wi nn e
wuuilaqiiy foatirau n1ssunlaaulaseaisaesaasasni Winss@nsninlunisinm
NNAU 1Y voglibose LuaNgu alpha-glucosidase inhibitors l¥&uiulunasmauAn

o %; A o o Yo a dl dl o % :’/ ¥ A
seAurnfa aand niug et e ualian 2 a9UiuLlaeannaNai9199an IR UA
valiolamine Mlsa1nnisugin Streptomyces hygroscopicus (Chen et al. 2006) TaN N7

11A19995NTNA LUNGN alpha-amylase inhibitors 7l
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(Rhabasa-Lhoret and Chiasson, 2004) [?Tq@ﬂ'mmnﬁﬁmnﬁﬁmmﬁ'ﬁ'ﬁmﬂmumﬁu
alpha-amylase inhibitors U 419 pentacyclic  triterpenoid  acid mﬁ‘mﬁmﬁ@’m
Phyllanthus amarus (Hasenah et al. 2006) @19 (-)-3-O-galloylcatechin Way (-)-3-O-

galloylepicatechin Fadlugawinlaann Bergenia cilliata (Megh et al. 2007) g

waulslaeniii (Anthocyanins) uansieilldansssuafdnat ungunaitauaas
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1. WeAnwgnanisdudteulaiueani-azluea sasloatifiuuazayiug

v

2. WarnwANduAutaadlasiaies e tnuwasayRussanistuaaulad
waan-azluiag
dl = o i// 6 1| o aa

3. wWednegluntnisdugsevladueain-azluea aeeuius lmata

4. \WeANHINNIAINGNEYR e HANLATeURUETL acarbose sanIsfiue
ulmiueann-azluieg

5. ieAnwIaLesaius laeniAuen sanszAuNglaa luna AN LATN9IETH

[M3184 acarbose fanzanszALNglaalunataniluvyusnLng

ANNAFIU
[ X}

[ aa dld v 1 o o 2’/ & 1 kY
ayusaeglaentinunilassaFuansesivainsadudaueuladuaain-ezluaald
WANANIULAZATAINAANNIARTEALNG lAA TUNANANIINIEENO VT8RS acarbose

Tunsanszatinglaalunatanals

Usslaminaindnazlasy
=X = a a |dld Lo i’/ c I
1. naudsansaiainsssiafatia infignsdudaenlodueani-ezluias
2. lunafnenitessiusaziluuumedmiunisAinenan Minaadesivlaeiin
o & ¥ é’ dl o ! o o
uwavayiug naenauiudayanug wieenailgnisimunduepuauseiy

301 N ! A 1 a2 o &= a a da‘ é’
mm@ium@mmiﬂmmm WIRTeLATNNN9T NN IR s ANEN IR



unn 2

aov a a 1%
LANAITLLAZITUIAANLNEITUDY
TeALLN 121U (Diabetes mellitus disease)

1. ANAINAAINN

1910791 (Diabetes mellitus  disease) A8 A1LANAMNEALNRUR9TTUL
v

wuniedanaes Arflulaase Tdsiu wazladu dealiiinssduinnaluaangsiailng

ausaneldanisaraunn e luszauinals (WHO, 1999)

2. . FTUNAMENUBRILTALLNANY

annsdnsmalull s, 2007  Esawiudiledan lsawmanurnlaniszann 246
#71AL (Diabetes Atlas, 2006) naztus LE il 380 drunulull a.a. 2025 %‘q;:flé’%u
nsatadeiiulsanuauluaanuan 7 Auauizayn 10 N daruaugilaelsanmau
sl §wau 2 A spvmuiinfinuesiige fia Tsaiwnuausiad 2 wuannie 90-95%
vasgtlaeiuanuialan dnlsawavanuaiiof 1 wuld 5-10% daudnaesaiianylddes
11N (WHO, 2006; American Diabetes Association, 2008) &1ususienululszmealng
wudn Uszanslutlszmelnaianuougilealsawnmanu 1.536 druew ull A.A. 2000 waz
ANA9NT A.A. 2030 fe«‘iﬁmuéﬂfmimme']u@uﬁu%mﬂu 2.739 811AU (WHO, 2003)
naeaneeuiiied A, 2538 wudndsuaudisinuanugiiod 2 dezanns 7.4 au
antlsznagn 100,000 A wazlutl w.a. 2547 sl 12.3 AuatnLlszanagn 100,000
Ay TuanzResiunuddnmauaudilhaseilssansuauauaInanIuLEN1sAN S TTUgT
vasnsznssanansngululsemalng ull 2538 Snsdihe 10011 Wy 444.16 lud

W.A. 2547 (ATYT@ ASNNLNAUNA, 2548)



3. INUNNISINARLTALLINIY

AININTIIR9RsANITaUntalan (Word Health Organization, WHO) WazaN1AN
a o

Tafmmmmwimm*ﬂmﬁm (American Diabetes Association, ADA) Hsail (ADA, 1997;

Alberti and Zimmet, 1998)

1. Fe1n1398409ALNMNLERLAYE AR Htan tladinslesviratinminsaanine
Tdnsugame  adnnsnasasziunanannglaanan lafinuiAuinndnvise
Winfiu 200 mg/d

2. 12AunnIanglAA TUNANENIAINUABARDAAINIZAADTUNT (fasting plasma

~ = o " A A
glucose 438 FPG) (N138A81%113 MNIEDN N19NASLLUTENIUAWIT WTBLATRIAN

Alnasnuduinanifinanasinesias 8 @)

FPG <100 mg/dl =1na
FPG  100-125 mg/dl = Impaired fasting glucose (IFG)
FPG 2126 mg/dl = TsALunnau

(7.0 mmol/l)

3. szduimanglaaluwaianinnan 2 dluamasaninnanglaa 75 niu (75 g

OGTT)
2h-PG < 140 mg/dl = 1/n#
2h-PG  140-199 mg/dl = Impaired fasting glucose (IFG)
2h-PG = 200 mg/dl = lsAluonu

(11.0 mmol/l)



4. 7159 unUszLANTRTTALLINNINY

FANNNIUTIRaNN AN TTALLNMITUIRNLTEIARUITRINTNN (ADA, 2008) 1HR1uuN
dszimlsanunu aunguainsuaznenBassnanaesnisialsaiuansnaiy. e

aanwlu 4 Uszinn sail

1. l2AN111a8AN 1 (Type 1 Diabetes Mellitus %38 T1DM) {inann A9z T-celll

ManegasluAN luAUEe (Berter et al. 1999; Rabinovitch, 2000) IagiENANTASR

macrophage AUALKEUALAUIILTARILFN waY T-cell ARAFLNIINWNTFABLEURLALTRY
saatdinlingzsiu T-helper cell 19nas cytokine wiw interferon gamma (TFN-y) uaz
mm?ﬂm‘::f?ju cytotoxic T-cell @N19In1NAY free radical KW superoxide, hydrogen
peroxide, nitric oxide WAL cytokine ﬁi’l\‘ij 1 interleukin - 1 (IL-1), tumor necrosis factor -
alpha (TNF-a ) ﬁqw%ﬁﬁmmmz{mﬁﬁ Yanmieain T-cell uaz macrophage LAY
vascular endothelial cell 20904 WARALTIIN islet a1aNdautIeNaeIaaiLAn Taanas
IL-1, IL-6 waz adhesion molecule @4 adhesion molecule azyinlef macrophage Way
lymphocyte IARaUENENILENL islet N1NTL Lﬁmsﬁ@zirt,uéhgﬂﬁ”lmamnﬂdﬂ 80% LAazN1T
o o o a =2 Baroy-rml—— o o ——egm—o o 3 & < X o
VI’W@’W?_IENQ’]L‘L&%GI@VLTJ @Q@QN@WWIﬂN?ﬁ@U@WQ@HWW@Q ?ZQMHWWWQIML@’ﬂﬂﬂ@ZQQ“Hu |NTI
o & Yy Ay v ] o ' A 2 a d? 1 @ o
AsNane AR LAN N LA LAnsneTu nanapAe lugtaetngAreaazinadueenaInEg (Inay
wuluwidn) uagluusauanaazdn (@nwuluglue) (Zimmet et al. 1994) Fatiun1aiinAN

! a =KX o v Y a dl = ' N a
wsaslun1anasaugau aw gl lsawnuustiag 2 AnisaeuauassanisliBugauly

' £
a a

o dl a Y Y ] o 4 [ o A dl o ! v [
N173N11 ﬁﬂﬂusﬁﬂumlﬁLGIIWVLIJ@ZZNNZ\Wl’]lﬁi‘iﬁﬁ‘i_lu’]Iﬂ’]@iﬂLZ\]@@V@\‘IﬂZ\]U@Jﬂ’]QZiﬂ@Lﬂﬁl\?m_l

a

naztnfnnige uazainisndaatlesiuniainning ketoacidosis asannisalLmgnu

%
afianNuua i lun13ine ketoacidosis Teing)
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2. I3ALNUNUTRAT 2 (Type 2 Diabetes Mellitus %32 T2DM) inannnabnmqns

HeUnAnd1AtyAn N1oznNsheBugAu (insulin resistance) WAZNNIUAIBULAY (insulin

secretion) AMNIARILFTANFLBAUANAY LHAIAINNIINNITABEUT AW 19REAz |4

a

M iRnszAutinaluaengeldnsulanaadiusivasaugaulduanne  daunseuaunis

u

1 a

a¥wnglaganAUANTIL  (gluconeogenesis)  @rulunjiilunannainnisasduganan

o a

ARG URIAUERUARAY (WHO, 1999; De Fronzo et al.1983) quﬁﬂﬁwﬁu (insulin
. al ] £ o o ¥ % dql dll [ %
resistance) Hnannliarnansnlunisiinglaandudnduadisanas Weitiarasadtny

1 1 % £3 1 1 1
Tudamendanufeadesiunshedutduliun  Wedeninasdeiunszuaunisinm

|
o

ANANAATBINglAd Usznausay nawitaas lasdu uasdiu usileEiadAnyngeds

[

oA dl 1 o a a a a a dl 4 | v dgl/
WLINHANNNEITBINLINYIBATTINLNIAINTNALIALLNWNWTUAT 2 IlmLLﬂ NATNLUBANE

Toaluputinfnduiilaanaiude Biandanuaiudesan dusunaulunistiinglaading
saaIneAUAUAIIRBUTANTITIY trans-membrane receptor AMNTURNNNINTEEULHAA
autophosphorylation 284 tyrosine kinase Mﬂﬁ‘:ﬁfiﬁé phospho-inositide-3 kinase WaY
kinase @17 denanin WidnIsAdeninaveaudinglaaetini 4 (GLUT-4) luftamadine
inglagdinguadnanuiiioans (NINN2.1) ANNITANETNNIUNINLGT ANRALNAANY
] 1 a dg/ a a v o a dl |dl dl ¥

gaulvnjaaanisiianiazheaugavlugthalsanuaiuaiiah 2 aginszuaunisAfauding
foaudinglaaaiien 4 lilfvFnuiamadanas  asdauainlinisaudanglaadngeiag

a a

1 1 ¥
anad (Shepherd et al. 1999) fladefiAgadasiunsiian1azAedutarlLisALNNTRA

a

4

# 2 THun Wugnes AINEaL 29AN19RANAIAINIE LazanInLIndeN luATIiunga dou
ANRALNATUNNIUATENTAY a1mauianandaanintazResuTRuNNNAUAINaYIN T
NIVASBUTANANAIANNY AuTunissnfeelsanmauatinn 2 dnagludndusies
Isuaugauluszazuan  usluszazudainisantiuaesisnatadiusiasldiuaugauiniu
[ % A dl o %’ A £ 1 v A o
tAvURNTEALTIANa uAen INaAdLANszALsimalwden et lunaglndinssiuniay
UnalinInign nasitadeasslsamumnuatian 2 dnazldlaunsitadesiusseazusn
= H = s X o | , ' = a a
iWasannnmaziaa udenaziintudnquardaulunlussazusnaslinudnlaanasinng

o ¥

£ W 100 M " . e
PérAny e lidannisvaslsanve e 2 uEWUSIENIUNNSANEINUGY NsHseaL
1aa WA AguaNTpalN1TIAeAaN19NAlIALNINGBUN9NAD ALABATINTHA

macrovascular Wa¥ microvascular bo (Fujimoto et al. 1987)



3. Iﬁ‘mmmmmﬁmﬁLﬁmmnmmr{]ﬁ'u (other specific types of diabetes) léun

3.1) ANNRAUNANINNUGNITHANNTARILIFNYDIF LS %a%wﬂuﬂumﬂq
Tiel (ﬁﬂﬁoll’m’)"] 25 1) uaranisldguns tenean1anssuiugILL autosomal dominant

3.2) ANNARLINFNNALENITNLRINITRENNERITUTAY Senultasmnn
Tun nsnanaiugaassaFUausAY %qéﬂwmqmﬁwuéquﬁuqu acanthosis negricans,
polycystic ovaries (Dunaif et al. 1992; Kahn et al. 1976)

3.3) lspUeasienis (exocrine pancreas) nNisinanusLaauliinaInnig
ANLdL (pancreatitis) trauma AaFnide NAstdRRLeeL NzSiRLseu cystic fibrosis Wag
hemochromatosis @1:13a78 N alsAtLNnule

3.4) Tm‘mqrﬂ'ﬂuﬁvifaaﬂﬂuumqI?Tﬂm'ﬁqmﬂﬁqw%rrﬁl’mﬁwgauiﬁm growth
hormone, cortisol, glucacon Lag epinephrine ieseniaiwaesTuugangnn sinlsiAa
Tamwnuld darideseniaiaesluy somatostatin WA aldosterone gnunsasinlsiAn
Wl annsiszaullun Fesmndaadudinimasaugau

3.5) £11IRATTLANLNNDENY B1RadIN1TRgIRan biRAlsALNMNulE T

1
o a

Zﬁ'ﬁﬁﬂﬁmiﬁm@wﬁu@mm L pentamidine vacor WAL O-interferon wananilen

a

U9eene il neFuangan lun nicotinic acid UaT glucocorticoids

a

3 1
6) Isppialte vizalsanwy lAdasnIn Wu anti-insulin receptor antibodies

w W

8) TaAnn9iugnIsn NHANANAUSAILIIIAWINMINY 11U down syndrome

WAL tumor syndrome

4. TsprnuonuTlaNnavniefansss (Gestational Diabetes Mellitus, GDM )

mﬁﬁ@fiﬂimﬁﬂmmimfm&:ﬁufif]m@ﬂ@ﬁm‘luwmzﬁmmmm@méi’ﬁ?imm 2 daluauds
ﬁwﬁﬁm’]@ﬂ@ﬂﬂ@ 75 N3 (75 g OGTT) wazldAnanauinglrataizananins wadildaglu
N0t Impaired glucose tolerance (IGT) ﬂ@dﬁmﬁ\il}%ﬂm?ﬁ (FPG =100-125 mg/dI WAZ/TD
2h-PG =140-199 mg/dl) u’f'mm’hmmw‘fmm‘ﬁmmeﬁuz%w%m:ﬂai;ﬁmaﬁ (FPG >126

mg/dI.LLZQ::/M??ﬂ 2h-PG > 200 mg/dl) (Alberti et al. 1998)
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Insulin Signaling Pathway for Glucose Transport Chain

Flasma Mermbrane

Cytoplasm
GLUT-4
EAkt-kinase . =
. ! i i (PHE) ; whe— , 8 W
Irﬁiﬂ B Translacation a = T==x"9a ,
[k AT [BMEMBIANE o 3 hnds &  Glucose
_'_..:.‘;--'ﬁ'l'ymsine o D,
: Fhosphorylatian
Insulin
Receptar
TGLUT—dl—)
containing

wesicle

nwd 2.1 uaasna lnnisinnglaadngaadinaciiusaaudanglaaniing 4

Available from : http://www.student.biology.arizona.edu.htmlI[2009, April 10]
5. 4599812RINNTAILANSEALNG LA L ULAAR

1.addinduresszaunglraluaengnauaNsaaes INUBUTAWTINAINANY

o

Fafn5y LazsrLufaudsllseadenviiinnuns

a a ndl % & v o 1 Zj/ = i’/ 1 A = ndl
mﬁnuﬂueg@uwmwmﬂ FIANLLIAN RN mm@uuuumﬁmu@gﬁmmzm LABRA L‘WENiNﬂ

= v a a

W sesuaugauly portal vein waz systemic circulation azlAaguutlasmuleans

a
v 1

LazszAumaAeA  TuN19venenIinIIATENTANINIATRE FEnd1ssAuBuTAY

a a 1

g (basal insulin) HANNN5ULILN1UENMNT FLALBUTALATAIRENIIAE (38NN

d9 a a

=le

a a dg/ . . . a a A o 4 Y v
BUTAUNDEMIT (prandial insulin) #afluudugauNUNUIAIWANNdNduIaIngTaaly

a a

wenanad e lUSuAUARFUBUIAL (insulin receptor) LIFNURATARNIAAIINAWNZHE

a
1

a = d a 7 LR A, Ay - Py
@um@utﬂﬂvﬂqu AR UTIUATUUBRY Ol-subunits sﬁﬁﬂﬁqumﬂumqiﬂiulﬁ@@LL@?:V]@QHV’N@:?
Houlmsd tyrosine kinase axgnnazfunnliiiAngz1auN1g autophosphorylation Ttlsfwsn

LL?ﬂﬁ%Qﬂ phospholylate Aa insulin receptor-substrate 1 (IRS-1) kay IRS-2
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N19 phospholylate IRS-1 %mtzﬁj‘u GTPase uaz 11shiu kinase ﬁi’N“] ‘ﬁfl‘]m‘]_l’]ﬂuma?
mu@mfmu_iqﬁf;u@zmﬂﬂﬁﬂuumqmmm@@’ﬁmj nanerialun1smney 189 tyrosine
kinase uﬁqmﬂﬁmﬂﬂmgﬁu phospho-inositide-3 kinase Waz kinase 'fﬁlw'] NSV ENa P
m?il@ué”]mmﬁwum’anqimmﬁmﬁ (GLUT-4) TﬂﬁaqLmaﬁLﬁ@ﬂﬁﬂ@jmﬁﬁz}jmﬁ Tneins
uAnude (budding) 184 clathrin-coated vesicles @ana1n plasma membrane uazinl
WulFlu vesicle sl d9u insulin substrate complex azgnindnguiag ileRazdalild
lysosome Lﬁfav‘i’mmma@ﬂuuﬁu"gauﬂ@ﬂmﬂﬁqi"mm%wgaumzﬁﬁﬁﬁumm%wgﬁu
nauld v (Caro et al. 2000) mﬂﬁumﬁuu‘éuqaufmﬁqﬁﬁMﬁaﬂqimmiﬂiﬂﬁﬂ@ziﬂmﬁ
sialt sisethlUiulfluadenzsinelusane loun wadmL (hepatocytes) Loadlusii
(adipocytes) LaTagNE e (myocytes)  Inglinszsueulmilumadaiuliiienu
Lﬁ@ﬁ@:ﬁqmﬂﬂ?{wﬂgimiﬁiﬂLfluin@‘imw (glycogen synthesis) viralilannszuaunng
gluconeogenesis  @runnsaudInglagdngiadilszaim  (neurons)  aAALIAABATY
(leucocytes) ARHARBALAY (erythrocytes) Lazinaniaan (platelets) luandusiaaande

BugAU

2. nglaaazananidnguadsiieaessianie liiuddusesendunguaesilsiun
Fandfisauginglaa (glucose transportor; GLUT1 D GLUT-7) 1iu glasluudugauaziin
nglaadngaadndnuitlauazimas ladun ung GLUT-4 ailauazutitnuessoaudinglag

LaA9 1A AIAN9197 2.1

3. ngANaw (glucagon) ﬁﬂuﬁﬂﬁﬂixﬁuﬁﬂﬁlﬁmm‘zmum? gluconenogenesis

v %
uaz glucogenolysis vinlseAuuNAanglaagITu
4. uwpilAanlu (cathecolamine) Twaen Inaeinunalnsail

4.1 0, - adrenergic NTnlaghinszdusaninanis (pituitary gland) T
- . - X
An13uasinamaasluu (growth hormone) LWNKNANTIL

4.2 0, - adrenergic NIZAULIARLUAN lWALdRUlANAIBUTALARAY FaTiL

nsthnglaalildlumadsiu madndnuile uazimas laduAanas
4.3 B - adrenergic fiugletaaA luAUaaulANAIBUTALNNNINTY

4.4 B,-adrenergic NzfulimadALIAANIZLAUNNT glucogenolysis XL
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5. Tngnaasluu (growth hormone) uaz LinnTnlnstiu (somatotropin) MR
Lﬂ?uﬁ?ummﬂ@uimluﬁﬂmﬁ'umﬂ'%u Lﬁ@qmﬂﬁﬂﬁﬂqimL%J’f]gjLszj@@‘nél’mlﬁﬂlmwn@@“lmﬁu
AR

6. PasiEan (cortisol) Lﬂua@ﬂuuﬂ'ﬁqwfﬁﬂﬁszﬁungiﬂ@hﬁ@mLﬁ'umn%{u ot

ﬂizﬁum:mum? gluconenogenesis

A1599 2.1 atianazutiiivesauudanglag

a - o
dUA LURLER NRUIN

GLUT-1 | Wagiannatinlaaianizitad e | ¥inglaaniw blood brain barrier

IADALAY FND

GLUT-2 | adlusinnedsiuaes AU 1o uay | ALANNITUAIDUTAY LaZANARTaY

NUALBIANT nglag
GLUT-3 | axed ln 3n uaziilaigedi] tnglaadngiad
v d’j &9/ d‘ o o % ] & Y oa a
GLUT-4 | ndxiile uaziibeitie luslu ihnglaadngurad Tnanseaudugau
GLUT-5 | ¥1491A1811113 1h nsgatuNgAlag
GLUT-7 | fiu ieitiadu Nasnanglaals pauANNs anungtaading

plasmic reticulum membrane

(AINITOU NFNARNLIR, 2544)
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[ %

6. Glucose homeostasis luAuln® g unsanLialdly 2 sz (AWh 2.2) fail

6.1 sxaENAviULsenIuemg (fed  stage) luszazilszauimanglnaluiaeni
@;ﬁumuﬁ\i gastrointestinal hormone TPELanI gastric inhibitory polypeptide WAL

glucacon-like peptide-1 A¥NILAUNINAIBUTANAINITARLUANIDIFALEDU TvAUNGIAAKAY

'
a A

seaLRuTAUNgIuarlifiifanszuaunis gluconeogenesis WAy glycogenolysis NFLILAL
wnuzneniuaznszfueulad glycogen synthase Tinsazanlnalaau (glycogen) uay
o ?:/ 1 3 ; A cil/ A&I Aﬂl o a a

fiufansyinunig poteolysis uaz lipolysis nglaaluasnazgnldiaaiiiaitionanAudugan

TasanIznauiiiaans

6.2 sravPAIMN] (fast stage) Tuszazililszunnideray 70 aninglagazgnidine
d’lj dl dl 1 v a a dJ % dl | M Yoo
akiah e Ausugau tnaenizanesissasnianglranaanioan wesaindanieladlaiu
nglagannniauen  AeriuianieasaiusiasaananglagaaanaindulnuenAunszuounig

. K d; o o 901 A 0% 1 I3 a
glycogenolysis Wa¥ gluconeogenesis \ainu1seAutInIaluaen e lunmusilng ay
(=3 P o dld o [ % o %; A = 1 I ¥ 1 s %
winlddnaduncndnnudrAnyTunisraunuseauinaluaeniag 3 uwis liun wadiusi

YAIAUARU NANILAANE LAZFL

dl 1% o ¥ o 1 uI/Q a A ¥ dw 1 o
TefnmaniaaLusnanFuaea AR LEaLlNeene Laznanuitlaansliaunsntin
nglaadnmadle wazduaianglageanuiuiniull AazilfiAsaulnlnFaasseiu

Hpaluiaan s
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Raises High

Glucagon

ulates bregg
SO of Blycogen dﬂ“‘:’}

Glycogen glucose

sﬂ-“ﬂulﬂtes formatia™

af ;!
e Eilvcogen

mu lates
ﬁlucu&a uptake

om bload

Tissue Cells
(muscle, kidney, fat)

al o A
NINN 2.2 LL@ﬂ\iﬂqiﬂ'}ﬂQN?%@UﬂQIﬂ@IML@@ﬂ

Available from : http://www. Kettering.edu[2009, April 10]

Y o

7. mazszaumaluiaangalugilealsainuau uieldai

o ¥ ! X | Al A )
1.5zautma lwaengeruluanzdaninisenasvraneuiulszniuaimg
(fasting hyperglycemia) Hedaulugjiinainnisaiuaziantaastiimaaindulaeauiy
FYALBUIRUN UG M INTWTNDAIMNINTD T WBUNAY

o

2. 52ALTNAA TWIRD AGINIEMAIBIMNS (postprandial hyperglycemia) @aaiuag/fiv
#HnuaziBeslsznaniiulawmsnniulsenin - sauianisa¥euarniavdssunau
dl Yo v g o é’ [ 6 o/ v n&l o
WaldFunisnsysu wananifeaueg fuaNaInnInIeaday nasie uagladilu
naiuinumianglaa (Ceriello, 2005) TNILAUUNANANAIBNMNIRANNAIATININGBNS
inldgnazunsndeusine)  mumnainlsawmny  wazuenantanaaziilullademniien
danaligilaefinnag impaired glucose tolerance Wanwnliliflulsanuauatian 2 16l

ﬁzﬁm (Salmeron et al.1997)



15

8. AMNRIATYADINIITUIANA MULRDAFINIENAINSSULSENIURIMNS  (postprandial
hyperglycemia)
o =2 o Y @ 1 [ % %’ A
anuangunsAnennungluiaqiuuandiiviuin - nnzsramimnaluinengs
PAIDIUTHAMNANAUSTUN1TRANIEnIndanaInlsAw oy Tnaenizasneile n1g
Nanenaandanudeda  (atherosclerosis) Aaunild@wsiaxIaNNalnANRALNG
109ABALRBATINALININEIZALUIANG MABAGINIENAIRIMIT  TnainnsAnmiuninly
sranAdadINslszAU e TR AgIdsaIMNsTaNiUNNslNgm luiuBasy (free fatty
. dl g 1 e A o Y a b, AI .i’ 1 ] £ 4 .
acids) NgaUUREN93RAETIHNATIVIANA free radical NNINTW @aHaR1 1Y endothelial cell

MnsRalng uazifian1sdenan nIasaniaan lunga (James, 2001)

ANTIEUNITANBIAIUTZLAAINeN Lo Lansiidiidn postprandial hyperglycemia
dutladeiamnensauaznedanimlfidassaniafialsavaandanuaziala  seiudiuin
AILIANIZALILINANA lABANANAINI9TULsEnIue e LA dandanannlimsaariaandman

AsinNNRzunINTauAdnane lAuy (DECODE Study Group, 2001)

n3AnE e sARNMAA LGN NITNENLNNAATEALUNANA AR ANAIBINNT
dnuNnandmsnIsnalsALNMNTlaf 2 waznnzunsndauannisawuanuld Iaels
o = v A @ . ’ v o v i
mmmnwﬂuamﬂmﬂu impaired glucose tolerance Iwﬂﬂiiﬂ‘izmmﬂmmgm alpha-
glucosidase inhibitors (acarbose) INNIANHINLIN RINTDAABHIINTTAA LALLM
1A 2 16 36% (Kann et al. 2006) anAdNIAeAanIainANAulalingsld 34% uazan

dl 1 a o A % o v o 1 ://

AnuAassansialsaszuLnlauaziaan@enls 49% anatuaugilaesinatineiane

(Garber et al., 2006)

1
= !

uanaNTEALIAIA lae ANgedenani WA 9zumendausine  aumnludiloe
Tsanvgnuaiiad 2 sviu HbA, Twdeanigeaunudn daiuiladadidnylunisdenaliiin
nzunsndauneaiuszuunasanenludiaalsaunmaustan 2 Wukail wazann
NIANPENUNINLGY LHesEAY HDA,. 49113 1% daualiiiannudassianisinloe

A o v a ai
waanaanialalszinns 10% (Stratton et al. 2000) wazvngihalsawnmonuaiinh 2
ANNNINANLANIZAL postprandial hyperglycemia ldtiandinadonanszau HoA, Tuiaan

7| = o
AT uLAeIIf
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o E/ ¥ o | ¥ [ 901 A v o
quuaﬂqaimmemmLﬂummmuammummmium@mlﬁinm@mnum%

UnfAliunigaienauwazndsa1nng (Rohlfing et al. 2002; Diabetes Control and

Complications Trial Research Group, 1993) 39u74fNFiasAILIANIZAL HDA,, lHiHszdi

|
= o =)

Il N R P P R A L Al LW@ﬂmﬁumuﬁmeLmiﬂ%@uﬁmj FANNISTIAI AN 197

1
a

o ~ Aa  ala = = o ~
QﬂQﬂN@mﬂqW"ﬁqmmm@qﬁqﬂuﬂ’]']ﬂ\‘iﬂu sﬁﬂiuﬂ’]ﬁ‘?ﬂﬂ’]T?ﬂLUquqquu@ﬂLﬁu@qqﬂﬂq?ﬂ?u@ll

q
Y v

v
211119 N1saannndenie deiinainunlasnisliienaaunuszauinaaluaansNsae il

|
=

Aufurtinneslsanmeu seaviianaluaen wazaninianiadilon disnldsniuie

addaa

WNansnnaendananga lunieineilasusazane

9. STUNAINENNIIT NS NTAUUDILTALLNNINU

dnsArNgnENeesnazunandewsinelugae lsamanuludssmealnadaulugy
(AnnaFasa 90) Lfluéﬂqmmmmmﬁmﬁ 2 UATNNIANET8Y Diabetes care Thailand
Fidszimaiad w.a 2541 TupdinimaL 26 Lmem"ﬁmu;’jﬂw%{éu 2,379 918 {n1s
maaalsaunandausinge 1ealsawananu agdlddn neuropathy was retinopatgy ulsa
uwnsndeufinyldiion sesasunAe nephropathy @91 macroangiopathy wulddaendnann
(Tandhanand et al. 2001) NANT3ANE1929 Thai Muticenter Reseach Group on Diabetes

6

Mellitus il 1994 ‘W‘]_l'j’m’]?ﬁ'lﬂ@llL‘].I']WJ’]‘L&LL@:?';‘%E]zL’J@Wﬂ’Wﬁ‘L‘ﬂ‘Lﬁﬁ‘ﬂLU"IM’)’]uﬁﬂ’]’]N’&/Mﬁuﬁ

b

AUN192 microvascular complication @914 macrovascular complication duWuUsALAYN

Q

a

NINTY WANAMNTEIWLIN  N19292ALNIAA TUABANAIRTNIgIN A NANRUSILNTA
N9 macrovascular complication WY (DECODE study group,1999; Ceriello et al.

2003; Hoffmann et al. 1991)
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10. #1ATLANTEALUIAIA L ULADRA

[ % A dl ¥ { ¥ ' a a a @ o

enpauANszAumaluaeanld 2 nguldun e2edugaularedaiulseniu
o o Yo a dl ¥ a a a | o o | ¥ a a
dAuiufiaalsaivonuniied 1 fesandugauuan luuseenaadufeudineni
wianuliauineaiulsanmenu euazelnninld nisguanues maNivaImsuay
nisaanmasnieetieane §1uiuilaealsaneauaiindl 2 dounilsEunisinusog
NsULREUNgANIINTIN AR N1TATLIANSINIT UATNNTABNNNAINIENEY NINATLAN
seavihanaludenlilamudimaneaasulien Tnawananlfmunzasiudihausazse
TuunnsiiaflusesEneanseatinmiasususn  Svaiadluefiuesian  Iuiusyiy
wnnaludenuazan1azidutliganr enagansdae (ADA, 2007; Clinical Guidelines Task

Force, 2005; ACE/ ACED, 2007)
H1RRDUTAY

a a 3| dl Yo v a dl ?.// o O | % k73
augauduenldinmgaalsanuaiuaiian 1 ynae vanantiudeandusesld

Tugilalsaunmanuaiind 2 Nlineuanassiasdaiulseniurzaiianishonn asianu

a 1 %

o 3| ¥ o %4 Y & va a v
Aflusesinuisaanis i unausinaae aalseasdaadnis Maugauluglaaiuinou

U
1 1

VDTN ULLILINTVASBUTAUA NI AR IDIA DY UIINATIATALIANTZALUAATY
A v o a dl a a dl ¥ 1 o o rdp o

wanlilnalpeiunnzdnAnnngs augaun ldet luiaqiudainsncirulaaande
NITUIUNINWAUFIANIINAIART HTATIAF 1AL AUTLBUTAUTIIIN Y AUAFISTUNN

A | 1 X o Y val o X X v = P
L7811 human insulin ﬁ‘:ﬂxﬁ@ﬂﬁﬂﬂﬁiﬂﬂuﬂm human insulin Iﬁuﬂﬁi’aﬂﬂqmﬁmummmi

'
a A o

Fandugaunfnulasiidn insulin analog augauutailu 4 alin panszezaaIN1seangNs

=

AR

1. BugAuLenNnNaAu (short acting %38 regular human insulin, RI) tfugugau
NIRIgIY Hdaunantestarnaalsd (zinc chiorides) aglugiuan lalufid (dufiwseriala
andmaanndensn nduibe uazlERavel fetneen Taud Actrapid, Humulin R,
Gensulin R

a

2. fugaueangnalunang (intermediate acting  insulin,  NPH) SIGHE AN
Nmsg Ui el Hdaunanvesieinaalss wazltsmdudamn (protamine sulphate)
dunangturia 8219 pdnatinuneglui Hgniiduatsazaratiias 14amdnlaRaws

sinaeinaen l@un Insulatard, Humulin N, Gensulin N
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3. BugAunengnalia (rapid acting insulin analog, RAA) Lﬂu?ﬂwgamjuslmiﬁlﬁm
anmssaulainsnesiilufiarsesdugau anansainanWansziurinmaludenldiiand
AUTAUNINTFIY aANaAANz N ANa lwARAAN (hypoglycemia) & 20-30  afidusf
ANNTNANTEAL HDA, . 16 7.2-8.9 1ilafidius (Hanefeld, 1998) faatingen 16un lispro

insulin, aspart insulin

4. BugAueangaenl (long acting insulin analog, LAA) ludugauiuludiiia
annsanulainsnezilunatsnesaugautuiu 1iud glargine insulin visaldannnisias

weeanE e3BugALANENIA LI LI insulin detemir

1
o= o

1 =R [ Va a A dl ] a 9oj
'ﬂ’]ﬂ'\ﬁ‘i&lW\?ﬂiZ@\‘lﬂV}@W mmmmﬂu@wg@um ANNNLALNAANIIAANIZHIANA b

]
o 0%

A . ¥ a ¥ Var dl
1@aAAN (hypoglycemia) dilaanazaasinaznanginuiilomnlaanisldiulseniuaun

u

49( dl o 9/% o % al ;3 %’ o % dl AI g dlw o 6 o
PINUU TINT IAR AN AN N L (Carver, 2006) LAZNNTUINUNFAININNTIUNRINNLEN

1 4

o i = o

1 ez Wit lnsdesalspnaaniaaatasiialanad uitiaaniannunsinsan L auni 15

u

D)

AU

1
A a

1 ¥
nazhedutauutiaspNaulanauazltulu@endiNTL  (Prumell, 1998; Ridderstrale,

2006)

1. naNNNTzANINANNITURIBUTAUAINAUAAULANTY (insulin secretagogue) LLN
aaniilu 2 ngu A9l
= < G s v o = o
1.1 sulfonylurea #nalnniseenaname  nazsuliigadiusizesiugauiin1sngs

BugAL (Malaisseet et al. 1990) AawsiENlFeIauRITzUINNTIHEN B1azinli nutrient-

4
=3

stimulated-insulin YAILANNNINTY NARNNNIAS NIV WIUTDIBULAURTY

o

s lsiszasians sulfonylurea fymanudaulunjuazdfyngadeaaiuies

H P o o o o 6§ va o o \ \ ' ~X
nazthmnaluaensn dTadainaniiRaduInug ety a1guan (winndd 70 Tau
1) Tsprmanzannnvizefulseniuaunslees lsafulainng Ankeanazasuingulyl

o pRp < X MY e ¥ = o
@Uﬂﬁ'zmquﬂf]wmN@W’]ﬂq@@ﬂqmﬁﬂ’]')"ﬂui‘ﬂﬂiﬂimﬂ?llﬂ’] NaNLAL ATLREY ?Uﬂﬁ‘zﬂf]u@qﬁq?

Taiifluinan aannndeniasinluunassulseniuean e i lddsuliunnmenvng Wusu
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1.2 Non-sulfonylurea insulin secretagogues lugnnguludnanisnszdunisnas

]
=S

BugALANEARIIATasUse  TeHgRslATNATUANGNgATN  sulfonylurea  Hileay
] del ¥ = . ¥ d‘v a a a ¥ =KX v | L

pouAuasastazfedmas NN nanaunauld  asdeailugileelsanmonu
a dl % %4 a v | L d‘ AI Yar aa o i o 1 d”d
e 2 wazdnazlfuanseadudihamnaliiunisitiadennliuvig erfusnlunguiipe
repaglinide W meglitinide analog ﬂ@iﬂluﬂﬁiﬂﬂﬂqw%ﬁﬂ ﬂ?:ﬁuﬂﬁiuﬁﬁuﬁaummsﬁaﬁ
winaesiudeulneduiuiiunnisaasiusin avazaumisiuapfanda sy Fueanans
(DeFronzo, 1999)

AANLURATIAULAZWANGNNAIN  sulfonylurea A BNAzeangna iAiFauazdundd
sulfonylurea snzdmiuldnunuszAunAaluaeandIaIng annisane Ly
NADANARBINLIN repaglinide AANNUANAINAIN glibenclamide Aa anazlianungg
nazsulimadiusvdsBugaulatmnluinglnaagsos (DeFronzo, 1999; Owens et al.
2000) Tugilaelpinisldnnnanaldeniils uasEumasluauinsigane 0.5 un. T
filhageangfianunsoldamlaglaiddomn deviuld ludibalsawnmnuaiinh 1 filoan
penssriuazliunyms AgRlosesnguil AuLiselniin19ad19guuss WazN19e ketoacidosis

1R 3 ¥ { d’ld a % ° .

anslialszasAannnisldenlunguiime 1ian1aetieas (hypoglycemia) 119

1 o dl Y v al A A o 6 o (<3 v all
saananInisa pauld euds vselszauenlodiugudndasdinsin

a

1 ﬂl &’ a a 1 3 1 % 1
2 nquwmmmqm@auyau uivaaniily 2 ﬂ@‘llllﬂLLﬂ

L7
dddsLBJn/

2.1 Biguanide tlaqiiusnnguili ldiuatinaunsuaneima metformin

N < vo AN o Lo o i o
metformin Nﬂ@iﬂﬂ’]ﬁ"ﬂ’ﬂﬂq‘ﬂﬁ @ﬁ“]ﬂﬂ@ﬂuﬂ'ﬂ e b umm@ﬂ@@m@@@@@nmnmu

9

Tnaannszununisnglatiaidaluau (Hundal et al. 2000) @iflunalndAtyinli FPG

anad AONBLAN peripheral glucose uptake Taiflunalnudnlunisansyiunglrandaning

!
1 a a =l

Tnamnnulhresaiusedugaunndnsilloazindsnnau. s insulin - receptor  tyrosine
kinase activity \indanudenglaasiin? 4 MR uouLaz activity $NRARNNIIERATIENR
Tnatau wsiluaneidsldnusasurialunduieuazsiuaes metformin (DeFronzo et al.

1999)
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14 J

1R P = dlo o dl o a
‘ﬂ’m’]ﬂll‘i/\l\‘iﬂ??.:@ﬂﬂﬂl‘ﬂﬂﬂ”lll 2 dszn1ngn 41 1ﬂLLﬂ ANITINEUINUITZULUNINLAL

ag wuldFeaar 20-25 a0ty ldun e s Aauld an@ay Weuds uanws

Q

'
o o A L%

ARty livemen  uaziinn1ae lactic acidosis AR AN1TAZANTAINTALANAN Teiladed

3
¥

o v a A a o M v = va ¥ o
mlAAanaziae lewnisduuanma (lactate) W16 vsadinisdumaresszuuialauay
= 3| %
ﬂ’]ﬁ‘iu@mﬂu ?gu'ﬂﬂq?uqﬂiﬂ ST
3
2.2 Thiazolidinedione faeingeNimu pioglitazone rosglitazone LHUEL 81NgHT

1
a

X o A — - . . o
amTanNaheduTANTHe EaTieantns A nAnuilleay ladu wazsy Ineliii
. . PP dl & v ‘i/ o/ o . al .
insulin sensitivity NIARNATNLUR sruwaz i (Fujiwara et al. 1988) Toerld s activity
209F0FURUTA (Kellerer et al. 1994) vinlanNIzRaBUTAY uazan hepatic glucose
production (Kuzuya et al.1991)
= F o = - P o a

uanantenNgNiiainaanssaulnnamalss  uazngzAu laameses iln
HDL l&antat (Suter et al. 1995) thiazolidinedione tunguesiaaanuilsduiudilond
lalgunsnlden metformin 16 nnslsfanannisn inewvisevasanmsialagluifaniinisan
e luggeans wazainnan i lalugieeladan

a N7 NsLlszasAaIneINgul WuN1eAsTasansHn an1azLaN Feaay 15.3 u
L dl Ll o Aa a 2% :ﬂl Yo C . .
Qﬂfm Lm‘lmqmmwg@u WaTNLFRLAs 7 e lEsRaLAL (Clinician' manual on insulin
resistance, 2002) aguavinlitsingaie 2-4 Alanduynae druiuilsunnladuninaay

v 1
Usznnnufenas 8 (Lebovitz, 2001) Astiulipasldlugnaniazinladuman

3. snguindinadugsaulainisaadunglagainanld (alpha-glucosidase inhibitor)

msnﬁmwﬂﬁﬁ’niﬂmﬁ@ azASIUA (acarbose) L1 complex oliglosaccharide %ﬂ
MiARNNNTZLAUANg fermentation YBNULATIEY Actinoplanes  utahensis acarbose W
IAeaFannaANAIEARSAL oliglosaccharide weauils (N 2.3)  Feenaienlddnilu
pseudotetrasaccharide mﬁ%fa@ﬂqw'ﬁr‘ﬂmmzmﬁuﬁuLau”l,srjﬁl,m@ﬂﬁ—ﬂ@ﬂﬂ%m fivfiond
brushed border Tassia &N nsfudaiitusiautsiuiasinduld (reversible and
competitive  inhibition) ?ﬁlwzﬁqmm@mi@m%um'ﬂuimmm dana s mands
a1119anad (Hollander, 1992: Coniff et al. 1994) Lﬁ@L@uimﬂgﬂﬁuquqm@ﬁﬁiﬁiﬂﬁL@uiﬁﬁﬂ
Tildaauflauay polysaccharide Ty monosaccharide %Jmf;lsluﬂ%mmm acarbose Azil

Tulnsauaznenidadueslignees inaeulmnindminduiueulaiagseasuils
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1 o o rdl o ¥ r-dl o i// o J dy
azgnilaeseaninliduiueulsdauluald ewladfgniudanismisulaaaingui

a

Tun pancreatic amylase, glucoamylase, maltase, sucrase Was dextrinase gilazlifing

i
[ % oA

sin lactase Asliinasa lactose intoterance NAAuENguilidnasian sgaTuaainglaa
LL@ZW@MM #9111 monosaccharide (Clissold et al. 1995) LLﬂqmﬂgﬂ@m%M%gﬂ ferment
Nusud v nanailushort chain fatty acid lalasiau Asueaulaeanlas uas Hinu
~ o _a ) = yyao [ R Y = a
\Hesannnanladiuadin short chain @1n1sngnaeaxlangn ldlvg) Aclidiniegoydaunnes
Tneisan

N1928N51578481 acarbose 71131904 brushed border 1autisanl&ian vinlsisaen

npaiuladasnan Ae Usznnnufenaz 0.7 D9 1.6 doulunienazgniuasnnisgaanseing

D)

Tidnaasuulas dowtiasngnaeanuazgnilasuulashiilu inactive metabolite uaz

IUAANNNLTIARNIE

[T
HO S

HO
CH,

HO EH.OH
HO CHLOH
Euu

HO
oH OH
= ¥
NINN 2.3 gr3lANAT19T89 acarbose

Available from : http://www.Drugs.com[2009, April 10]

\ ) R A A < A . = o vy
8INQN alpha-glucosidase inhibitor aNMUANUNNNAD voglibose TaarA lHN1a1N

s
a

Strepmyces hygrocopicus iluenAildiusnnluttuuazinva Aonaillu disaccharide
hydrolase inhibitors Ae fiLfanME28s maltase dextrinase sucrase NLFMEIRANIHAN
W disaccharide Tignifasulihflu  monosaccharide  ¥inlszdurinniandasanng
Uszinnuilainaudesas wi ldlnadusa pancreatic amylase udeunnsngaann acarbose
A ' = 2 o oo .
wazeniliinasianisgadnaesnglrauazalaa Gedniilu monosaccharide  1WAgI4A

A% Aa 0.2 1N, 3 191 WEANDIUNT
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L4
AUIABNULATNNG L8N

o ¥ o P o @ & ° ¥ =y vl ° Py
nsfudseniuanianiuenmisiinniusnfluasazinliniseangnsléin wuetinli
fudsenmuniana1nisaiuan uszazusnAasliuunnfn 1y 81 acarbose 25 mg Tuag 1-2
181 Watlaaiuni1anaa1n17 llNeLls 9N AL ZUUNIABAINIT AVNTULANIUALIN

Waguamuenlilagliinaeanisluieglsyad auivauIngeqnae 100 mg duaz 3 198

PRUITNG bF

1
o

2Ngu glucosidase inhibitor a1xsn R MilugaalsAuiuaui 2 AlszdAy
¥ o ¥ . o L o vay
wnnaluiaesligaaniesanlianisonazauanszauiiaaluinen daanispauau
2INTUAZNIIRBNNNAINIE MTBB1A MIFINARTUEIAILANIZALUIANA lWABANNEULNE

dqe1amIeAL postprandial hyperglycemia

NS ANl sEaeA

1R & £ o H o Y a 3 A Y
anslialszasAainnisldenaruanszauinan IiiineN3iasdn uiuvias
AN 189999 Hludu Selanmsianiainnisnanslulamsngneas lanysalidaneanld
] 1 a aaa o a Al o Y a ey a ,if dll dl 1 =
douavazifialisendusuanEein iiefmisau uazialiluauiafiganudiazinng

patudngsrunnaReulatinazdananinliifaiesiaduls (Andrade et al. 1996)

= A A g o A o |
AMNNITANTINNIUNINLAN Lﬂﬂlﬁﬂq@zﬂqﬂﬂﬁﬂuqﬂmq AR 75 {N./AU VL?:J‘W‘U@']ﬂ"I?

v
o o o

TNesz aeAMAATUANNANAINAN WAZANNNINAATZALIUNANG IAneNalT—AN ATy 2909

A o o

5eA1  HDA, 1Fat1eildadnAty Aaan 10.6£1.0 % 11W 9.4 £1.3 % (Jenny et al. 1993)

¥ Y 173 d” a Z’/ o L% :j/ N dld a
m@muhmﬂumyammimmﬂuumum ?QNV]\‘]Q‘]JQEW]NI?@?%‘LIUVI’NLﬁu‘ﬂ’]‘w’]ﬁ‘

LazlsAFLFINADE]
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= a [y 2 24
NANISAN®ILNENUNS bEE acarbose Tugilag

< "y da R s
annnisane ludiasanlneimdulsauvonustion 2 dldipalazuanaaupu

o o cs Lo ' ° o A e A = .
seAuIANa RaANgNaUNINaY 11K 30 AL tnsARaantLaeNALANa N TN
WAEIa e lAN1IDALIANTE AUNNANATIZane 19 1 anAIAINGN 140 mg/dl Taaliinng
Snlmelien acarbose WA 100 mg UL 3 1981 WiaNeMNTluIzEZIIAIWIY 12
&Uand Wudn9zAU HbA,, aRagls 0.3%  TYAUWIAIAIMARATINIZAADIYIT UAZIZAL

v 1 4 o 9

postprandial hyperglycemia 1aan 1 D 2 dalus anasldadefidadAty uddnasldunn

[%
o o =

A Sataz 3.9 (6.4 mg/dl) uaz Fewuaz 11.2 (9.8 mg/dl) MINAAL wananidviulu

=2 9nl/ agll L ai Yo J 1= dl o v o o
nsAaneAZel Tufiee 6 acarbose wudlddnisulasuulasaesinutindauaz sz

lasuluae mm;}’ﬂw (Deerochanawong et al.1996)

=& v = Q‘I 4J Yo o v [ 9°J
nsAne ludisalsanvanuatan 2 awlaiunisinusaananseauinanaly
weANgN  sulfonylurea  uaz  metformin el liamnIaRILANITALIIAa TuReA A
nasanlifen acarbose F9NAE WLINAINIINAATEAL postprandial hyperglycemia waz

52AUHDA,_ RatililudiAtynisananasiinisineiluszezioan 6 ey Aa 1.7% uay

59 mg/dl PINATAL (Vannasaeng et al. 2002)

a1nn1sAnE luFeLssnA wWudnen acarbose &1NN9RTALAATLAL postprandial
hyperglycemia bdszanns 40 019 90 mg/dl anszavsmaluiaenauzanaunsld 10 D
40 mg/dl uazansziu HoA, & 0.4 D19 1% (Tuomilehto et al. 2001; Pi-Sunyer, 1999;
Vannasaeng et al. 1995; Deerochanawong et al.1996; Vichayanrat et al. 2002; Hanefeld
et al. 1991)
= L ! X p o 8 ~ oM o
AIMNNITANHINRIUNT WL ENguilamNauaranszAuIaIaluaen e lkiuniin
1 =& = | [ % o %’ A a o
winasAnudTaugusErdnsenezAfludniuenanszauinana ludentiafulszniu
NgNAY iU glibenclamide WAy metformin WiNANNIAARATEAL HOA, A InALAtNY Ag

0.5% 014 1% (Hoffman et al. 1994 and1997)
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NAaNIsANELNENNUENazAStudsat]aa e RaesAanIsINAlsATE UL bALA

=
RN

AEAANUNNITALUDIUADALADALAILALTUNS MURAINARDY

ann1sAne ludninaaeslnedstlen acarbose 1U1A 10 mg/kg FANALU sucrose
WA 4 g/kg FuarATe luszeziaan 7 Ju wudn ngul acarbose $NrL sucrose @ANN19D
-SRI ) & Ay | Ao o o A | o
anfiufdessanismnansraaniaanuasialswis lpad s llad Ay Tnadawwingu 30.7 +
P p~ > L PR T 5 a
7.2% Wanlzaumeuiungalif sucrose IngHATNUNAENADNNTANEUDINABALRDALA

TAls T3 62.2 + 4.8% (mwﬁ' 2.4) (Stefan et al. 2005)

&%

T
=

-
o

Pk
o

Infarct Area at risk

R =i

=

Placebo Sucrose Sucrose
+
Acarbose

NN 2.4 LAAINUNRENANITAEI9UAALARALANIATIWAT (Stefan et al. 2005)
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°ﬁ'32|aﬂﬂ’a’muuﬁ‘u’as‘mﬁaua’aﬂL?l"aml,m’luéjﬂ'wn’m Impaired glucose tolerance

annsAnelugilaefinng Impaired glucose tolerance auaw 132 91¢ Taailsi

#11 acarbose 2U1A 100 mg TuUay 3 U dluszezinan 3.9 1 W‘]_I’J"mzja\lﬁlﬁ acarbose a71170
o A g dl = o 1 %

anANMTaTiaenRaaundlatlazinns  50%  Wenlsuumauiunguldevaan

(Markolf et al. 2004)

doeanssaunatalsnluden  syAUAUTANIUNAIENINRIRIMNT  dutnsa LY

ilaalsmiunuanugidni 2

= . . y > a .
AINNNTANBINEIWNINLIINNG K acarbose IMHUQEI?V’WLUWMQ'\“&‘HH@VI 2 TIURARA
o N A [ a [ = o 9/%:/ o o
seaulmsnaimalaslupen  anseAvauganlunaIaNInasang  uazinasinliiiuings

anas MzAuszAulnmamalssuaen szAudutaulunaIanInaenuIg uazIIngan

1 1% ]
a K ¥ v

1 G % ] o v a % =l o A o
WNTY  [uldqusiutladedeani linan19 LN ndan i UL LULNAA AR ALAZYA 1A
16 F9tie N13ANEFINaNRNTRaRTTIAdeaNwls sandenanilFinnnianlInzunsndan

AnAdLTLLAEARY (Pi-Sunyer, 1999)

TIAAAAMNFEINITINAANNAUTRNAES uazlsAssULNABAREALATIILA

mnm?ﬁﬂwﬂuﬁﬂmimmemfﬂﬁmﬁ' 2 711450 acarbose 1w 100 mg 3 Asia
Fu wudrilannuidesseniaislsavaenideniilaanag (Wan Mohamad, 2005) wananis
davinnsAnn e fifiniag Impaired glucose tolerance 411ats 1,429 51e Wins¥ne
Aagl acarbose 1WA 100 mg 3 ARIFATI ANNIANEANLAN SRIARIREsaNIsLAA
AHAUTATAGRLS 34% LazaRANIALRaNNsRnlsAsz L lauas e AdealE 49%

v
AINANUINLLIEFARE1TaNA (Jean-Louis et al. 2003)
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FIARAAMNITEINITINALTALLINAUTUAN 2

A

annsAnlaangli acarbose aw1A 100 mg 3 A3wsadu Tugilaeiiniog
impaired glucose tolerance WUINERTINTAATTALLNMINUTRAT 2 AAAY 36% AINATUI

filaeviaunm (Garber et al. 2006)

annsAne lutlszmananinuazluglsd vanisAnen ludilaefiinnag impaired

glucose tolerance a1uaugiloeisunn 686 A HilasauaupTanillAFuavaen uazly

dqunwaeldfuen acarbose 311A 100 mg 18 3 1981 szazaa1 lun1sAnE 3.3 T wudn

azAflua aunsaiasIuIugaeasuaInn19g Impaired glucose tolerance tflu

o _iio”

Un#lfatrelitfadAty (p<0.0001) (Chaisson et al. 2002)
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11. nouHaasauldbl

o = QI Aala dl =2 ' dl a d’( ! G !
N1IANNTNYBNRIHTIR T9NDINTTLIUNNIANG] MiAnTLIuTeneNyme [ n1g
1 o ¥ dg, o ! P (= ¥
tloeenms NsAaTeIndnmiile nisfudsannuidnteensruasean (s avaunsm
antulllddaserdedisemisainfinauasngsaiias n1aasuudamismniivani

srasenAeienlaifudaislffisaunuyndune (Stryer Biochemisty, 1988)

11.1 raulmiiflunasal fizen

o o

o/ 1 aaa = dl 1 Y |asa o a Y @ d%/ dl
fiaLdaLlfjisen (catalyst) unnetie asnss Wil jiseantinllfiGaulaensadiues
Tulaeuudas dpnsaamineauiclilin Gusiuainassesiu (reactant) BIAENAINIUN
(3en91 WAYBATzABIN"9INIEAUIANALL (Gibbs free energy of activation ) Auaunilelil
nsvsuliansssulaguanantashnliidundnninet (product)
TuanuiReafy Namﬁmsﬁmﬁ@zﬁmmﬁﬂwﬁq\‘muﬁmmmma\mzﬁuﬁﬂf‘%ﬁmwﬁq
e e o aud # : AN . d eww Y
uiu ez ey Tuaninzaesniaaaumlasnien udraspesnlasunduliiluanssy

v = | Y o tg
FUATNITOLUEUBRN Lﬂu’&ﬂﬂ’]ﬁ‘lﬂﬂﬁu

A+ B ‘ > C+D

diuualidfsandrsiusfiuldlfiantznisaaniientaman

A+B — C+D

'
Nalal

wuanHesiasna liansaesiunlasullegluantnznisulasuulaslunsting

& 1

o ! aaa ¥ o a ¥ dl dd‘ aaa
l?]'JL?\‘I‘]J{Jﬂ?EI’] @zmmma‘wmmu@@immmim‘w‘gusluﬁ?mWmmu@ﬂmqmmmﬂ{]ﬂa?m

%

a tg 1=l ' aaa
Anaulaelifisasalfisen
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11.2 nalnnsvieuaasaulas

o

Arrhenius liagunatanalnnisneuaessiasal jisenetiunsdvialidn nnshisiau
v !
Ufisenanisnsalfiseninaaandsunszduiy  Wesandadaljisanaiunsasaniy

asaesiuld  inlianssssiudnganiaznisnlaauudaslésmiaan  wisasadisenasls

dl ' { A dl ana Q’I o ] asa ] o
wasuwladllatnnneg  nandpeileljizendugnas  fadalisen lgmauazndug
an A bi

siaxn Brown ldeBuienalnnisinanuaesenlniin wulaiinisineu 2 duneu

o o 1

dumauusniilunissandaniuszdnluanazesenlad (B) Auduawss (S) Naluluans

\detauszudnaeuladiuduaings (ES) d@alianes wanluduneun? asdasuwlagsalyl

Hundnsined (P) uavieuladdase (B) Gearnisonauliineusaljisenlsan Anlfisen

EEFS I I BT VRN WP +E

Tnavialieulgilawatuanaunindiduamsnann  foawniEaedinesundou
melulaseairaaaseulaiiviniundusuiuluanauesduamsnls Usnudinaniizandd

a . . dl =2 ! o dd‘a él ! dld o
LT (active  site) T IALNITANHINLINNUELLANNINATUITUINNNN1FH AN UDS

wulndiuduaimndanlufiduiuszuuugen Wud Wuselalasaw dusiu

11.3 aauaansaaljnseiaulabs

annanadnasuinnalnnisineuaesenltilssnause 2 dume dunauln
lunngsansdaszrdnluanavaseulsd (B) Auduawse () udaldaslsznauidietau o

Tiades antiuanslsznendedau (ES) axgnulaauuilassialiiilunadnioet (P)

wilasl (B) + duswmam (S)
l T ...... Fumend
a13tsvneuidetauenla — duamsm (ES)
l ...... uned

Hans Ut (P) + waulasl (E)



29

andfisendnesiuazisiulddn  dmsnisfan@ndinet  auAulEaiuanslsznay
vdadan ES Sdnsianandnsiudstiunsaiuliuindusineg wedsunnueulsinagld
naNNuARIANANTUETEHdR I e LA InALANTITesl e Tudunss
9 Michaelis L8z Menten #agunadn UfisefinanduamssiiesasnneauazFunm
o = ' s o a aaa Y a o e = a =
AuawmsninanndntFuinuenlad wazndsanniafaUfizenldnandneinesinmaaly

= aaa 1 ' Y o ng
ToUU @WNW?DL%Huﬂ{]ﬂ?Eﬁ@H’N\ﬂEﬂ 1@@\11&

K K,
2V e r Iy [ERANSE N e C
K

o

Tnefl K, K, uaz K, nngtedasidnsiaaesudazlinsennnaa

o ) ! = ! P = Y @ o =
AR TIAIUTEIIIN KI LS K_1 AR ﬂ']ﬂ\ﬁ’]ﬁllﬂ@ (K sﬁ\iﬁqﬂq?ﬂimLﬁum')Uﬂﬂﬂ\‘]

eq>

ANHAINNTD NI Laaaeu bl laansas

Michaelis uaz Menten lifuunReulannasdesiuiljisereqenladld 4

o

9/-&‘ 1 -&j = [~ o o & -lg’
ﬂﬁ‘xma‘mxmﬂlmN@u“lmmmu Lﬁ"]’&’]ll”lﬁ‘ﬂL‘ﬂﬂuLﬂumNﬂ’]ﬁ"&ﬁ;ﬂﬂ’)’]N@ﬂquﬁ U

VO = vmax [S]
Kn + [S]

o MNEDe dnedaiEnsueslisen

v UNEDe BRTTIgegn TRl nTenTenntuNe IanaieNAzes
1a 1 lemafninans

K Mu’mﬁ\‘i Michaelis — Menten constant

[S] UMDY ANNMNTLIdLALRTA
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% 1
AUNNTUEUNI1 4NN1T Michaelis — Menten B9LAAIAMNANRUSIENIN9ERT159

ragtlizeuazfunnduameni i lud iz
10.4 Anavanauazslsslatiuns V| uazs K,

V... 1esufisaeulad unnene dnsnisagegeaesiisen1eananianan o
pry

£ o X < co = . o o
GINLﬂﬁ]“]JLLLNﬂINL@QZWNWNW]JQ\?L@uVLsﬁNVﬂQ’WuLL@ZLu’N@’mﬂW V wdadiumsenuyana

max

paveulad Auludr V. Astanieanuainisnlunisineuteseulmiias Bunnes

i lasllulfizen

o o |

K_ 978 Michaelis — Menten constant #1809 ANAIRURINITTLIINGITLTUING

m

Iumqmmﬁummmﬁm@uhﬂ Walugnsdssnau@edanszrdnaeulaiiuduginsm (ES)

o o &

IpeaslpNNANAUs A UAIPIREN3 15T (rate constant) 209130 Inenfudmsndou

FLUINANAINTATNFUAINNTAANEIFNURIAILTLNALITITAY AUANAINSATIUFITRINTINA

'
o (P

ES (K, + K,) BelAiniu (K, + K)/ K,
A1 K, Hanuuesiidraty 3 dsemsha

1. K azifluniadae affinity aesduainsnsaiaultd dnilaanunanse

I
aa

binding site 1astauladundasinenls Auamsnndan K Hae azlidn affinity seawawlbd
= | o dld o 1 Ly
wn Asfluduamsaniaauamizieie oy
2. A1 K, azdAwinAusianduduresduamaniiednsiareqjisen

\uezantisresdnsialnsangeqn (12V, )

a o o

3. K, udesiseseuladufarrdanuduainsntelananig - ag

¥ 1
1 A A

awnsnld K, syystinaaseulmmdesluaaditeide fiaressddnnls K, Judsai

a

Tuans (M)
uananianwsaenIsaeuulasen Vo uwar K, vesdfnsaaenlod
\agann@aeiuds  (inhibitor) ffﬂ%mﬂmﬁmmﬁqﬂ“uﬁw%gﬂmemmzmumﬁuﬂ“\ﬂﬁ

Ginel
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MSUIAT YV, has K

nsve Vo uay K 1edenlmflac Tnanmeaesiu awsnsoni ldvane
Yo A

d |Addla 1 ad A
15 upnsnianldiu ald 2% AR

1. maA Vo way Ko Teaillgunaaugasaanuduiusszudng v, fu

m

Bunniaesduamnsm tadlunanansnie rectangular hyperbola

Vmax T AT NN T .
W R (R R
L]
L}
L}
L}
L}
L]
;
!
Ll
L}
L}
L}
A max
L]
.
]
L}
L}
L]
Ll

[S]

AN 2.5 ANHANNUAIENINNBRINTIBNARALLTN IR A LA LRI

(Lineweaver and Burk, 1934)

dl =3 P2 Adl o/ = =3 b4 zl/ % U
A 2.5 - azdinlddnansnlBnuduamsniieadnten  antiuudares
WNTHNUAINAAL . dR9saEnFuresURTeasiNaum N fe uRe v, wilsdiunss
Auarndinduresduamsn [S] wileFuIMIeAUARIAGIIUNINT AUINTTALUTUAY
o =3 AI v aaa ! 4 dl A A 1 o = o < df
dn9aEnsiueslizenasAewinspasivzeneuiiulnensenFandnsndaluaniasil

A A dl o= QI v v o
NTALTENANIIEN L‘ﬂublfﬁimﬂ’]ﬁ“ﬂ&l AINILAUALATA  (substarte

max)

91 Ensndegean (v

q

. Q}d 1 | 1 d”c{ ] dl L v o o
saturation) nusndenaes Vo ilwduiifsedewulsinluanamusoiuduamnssiiu

a1319ena Uit a ES auiNm
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RN@NN1T Michaelis — Menten amuuali v, = v /2 @ wnsnidiauaunis laasil
Vinax [S] = Vinax [S]
2 Ko+ [S]
K, - [S]

2, NMIAT YV, WAT K TneA5999 Lineweaver LAz Burk
Lineweaver waz Burk Wianutlasuazilititlaainanniszes Michaelis — Menten
InansnauiFudan ialrlaidunsWidunse @e3andn double reciprocal plot %78

Y o

) ~ A ) <~ X
Lineweaver — Burk plot baZLlseinANNI7UINIR/NNIT Lineweaver — Burk TadeulFeal

ANANNITTLUNIINLAAIAIN T UNT N LA AI AN A NAUS 7NN UN ALUD

Fm3BuAY (1/S]) 1Hsan 1w 2.6

AN 2.6 LAAIANHANAUSIZUINAIUNALUBIT NG FHAUAULTNUA LA LA TR

(Lineweaver and Burk, 1934)



33

anneaNITIIAn v, uas K Ifatnegnsiasiazusiugn Tnaqnsin (intercept) UN
y (1V,) A d9undueesdnsiiageaneslfizen (1V, ) WATAINITOAIUILMIAT K AN

ANTUNIIN (slope) TRANAL K V-
Secondary plot

+ 9219 slope A9nN9N Lineweaver — Burk plot A2 Slope = K_V_ filA273
WnduaasFasusa [I] (N7 2.7) AINNIINABANIINAINANRLANNITDATUI IR AR
nsdusnszdteulaieasziumduiela (K) IneataniAlsainneW Ae a1nqaesinuw

o X
BN X ANU

slope

v

0
T [1]

K

MNN 2.7 UansnI W Secondary plot 32119714 slope a1nN3 N Lineweaver — Burk plot

AU [I] (Lineweaver and Burk, 1934)
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1
o

« 921974 Intercept Af AR lAANNAARALLLNY v (Intercept) 1a9n379 Lineweaver — Burk

q

v
%

plot AU AoNdNduressafuda [I] (nd 2.8) AINNIINAEANTINAINAIIATAINITD

o

AU ANANNINNIT LA a U R g s UAN s nau @t aunduius e neia s lasd

o o

Auduawmsalsl (K) Ingainnanazin K, ldainansinuuwnis x

Intercept

v

0
T [1]

K

MNN 2.8 LAANNIN secondary plot ¢34 Intercept aann2 W Lineweaver — Burk plot

v [I] (Lineweaver and Burk. 1934)

[

AN lAann secondary plot @NNsauandianisauaauldllnnail

1. ANTBN K, = i, wnaee - full non-competitive inhibitor

2. ANT8Y K. = NN complete non-competitive inhibitor

3. A8 K =1 PIRTIaR partial non-competitive inhibitor

4. AR K, > Ki' WNAENY competitive inhibitor > non-competitive inhibitor
5. A19849 K < Kiy WuNElN non-competitive inhibitor > competitive inhibitor

(Lineweaver and Burk, 1934)
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12. n1sgugIN1sRNIuaasai ol

nstiugansnneureaeulad (enzyme inhibition) un1enan1nn lEe Wb N

! 14 v
THdnsNanaeaINAn  WisangANIINIIUeeduwa nnsfudanisineueiaulnd

o

nuuneanili 2 dszinnlug? Aa nssiusanulieingy (ireversible inhibition) WazZNNT

v
o o

SUENUULERNAY (reversible inhibition)

12.1 nrsgusanuululwnaL (irreversible inhibition)

o o

o :l/ o d” o o Y o dd‘ <1 ) o 4
nggiugeluan s iisn ‘LIEN'QZ"\]‘]_IT]‘UL'ﬂullsﬂllﬁQﬂWHﬁZLﬂNVILLﬂNLLN daranlinng

v
o o o

weindaszdwluanavasdadudanuaulsiduldan  wulsfPRsddansoduiudusmss

Qv

o

waziuldeNlnA sounenIsnauAngan naNaTnlsan faponudndunesdaduds
wnndredienladaramnmnduduisenyalitenresenladueuenlaiovmn  n1ste
Jusznineuladieuloiuavdndudsendaiuazlaoand  SaAnTuszudramgletduaes

N7AarN L WL

12.2 NSEULILULNUNAL (reversible inhibition)

v
o o o o

v ¥
nsdudaludnsnisil fdudiannsnduiuluanaeelai@assisearslsznay
a v o/ i’/ agljo Y | A o :l/ 1 o Y.
diedau ES nsdiudeilszinniiauunean by 3 wuume nisdudeutiuutedis (competitive
inhibitor) nsgiugauuLlduaads (non-competitive inhibitor) waznnsdusanuylduaed

IA8IAsa (uncompetitive inhibitor)

12.2.1. NSEUESULLLAITUY (competitive inhibitor)

v 1
v o o = wa a

AnsusaLULRFs ISR NaNTANg A UAe  TATNET 19N eLARaaasnusaar i dql

R
Qe o

¥
o 1

% =R o o % = o Y o o ¥ o Ly
AANEARINUARIALRALATH GWF;ILM@MWWSLVMQEIUEIQLLUULL%\?%ML“HWVL‘]J@‘]JINLﬂf]‘@“llﬂﬂL‘ﬂullsm\IMN

1904989 daaneugnslsznaumsdaussuinaeuladnufqgusa (ES) inldiduamenla

1
o o

1 v
aunrnduiueuladls  uazilaninsAnenaNtiBasuAan a9 uLIe kN N AU

woy Tl udeds udasnun@eunawuuy  Lineweaver — Burk plot azléinani 2.9
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v v
v o o v o o

P aca Ao P a A ‘o
ASWNLITNAN Vmax ﬂ@ﬁﬂ{]ﬂ?ﬁq‘wm | ‘]JENLL@ZVLNNmQﬂUﬂ01NNﬂq?Lﬂ@ﬂuLLﬂ@Q LLBIAN

v v
o o o v o o

K., 1eeUfjnsaniadudeagandrdjasennlafsadud

Lo

[rhititar

Fr Mo inhibitor

NN 2.9 ugAanN3 W Lineweaver - Burk plot  2esifisenniseueaiuniaadi

(Lineweaver and Burk, 1934)

12.2.2. mssiusanuylaiuaety (non-competitive inhibitor)

o ZJ/ d’j a 49{ dd‘ o o :,/ = % ' s a’l a =X
NIEUELULRIA AT LN TN AR LN IATNAF I UANFINAINALA LA T L8 RULTS A9

o

annsoduiueulidlfiane lddneulsdazduiuduaimsnagviald  umRefinaslszneay

v v v ]
\Tetaun El uay ESI (1 = adudl) desinnillldldqaueulnimidinns adkiinases K_

v 1
o 1% a

WHaziNAsaAT vV INasanaeaNlTNIMa09FatUes AW 2.10
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--- Inhikitor

T Mo Inhibitar

¥

AW 2.10 uaaang ¥l Lineweaver — Burk plot 2e<tlfisenisdiudauny ldudedu

(Lineweaver and Burk, 1934)

12.2.3. mMasuganuy lidgnnsaunaesiulnense (uncompetitive inhibitor)

v 1 1 v
oz i .o % A [ o o o

fdufuusiluanasaindatudeiingnadnedi Wesannnisduresatiudeaifingy
anziuansUszneuidefon ES windu Lmzﬁﬂ‘wuﬁqﬁuéqﬂizmwﬁiuﬂﬁﬁ?mL@uvLsmﬁll
Fuamsannnit 2 anatuly WeRnuaniReausaniaesszuuinydnan V. AT K
anawp NI e RN e LY wAdNduTe NI IR AN AR Fannd

2.1

Increasing inhibitor
v
I S inhibitor
14[S]

MW 2.11 4aAen3IW Lineweaver — Burk plot 2eetlizensdiudauuyldanunsnugedu

Imem99 (Lineweaver and Burk, 1934)
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13. dayanganuauldsivaan-azlauas (a-amylase enzyme)

wultdueann-ezlueg (a-amylase enzyme) i endoglycosidase # 4 lun1si94

dffsenlalaslagases (1 — 4) - a -D-glycosidic linkages 1a4uil (A§lulawmsm) W4
a

o o &

nAney Ae azlulaa (amylose) azlulamnaiy (amylopectin) nalaalau (glycogen) uag

>

8

waalAEnviaud (maltodextrins) waann-azluaanLldandadidin My wATiGe #1 uas
ans (mm\a‘ﬁ' 22) u,ﬂw:gﬂﬂ@ﬂimﬂiu%umﬂiﬁlﬂu oligosaccharides Waziili maltose
ANt maltose azgneias1iliu glucose Tnaaulasd maltase (W 2.12) tenlmaluaani-
aluiag avlianunsntesgaraan iy lamsaiilasai sy (1 — 6) -a-D-glycosidic

linkages 15 (Windish et al. 1965 )

a-amylase

v

starch oligosaccharide + maltose (1)

maltase

maltose > glucose + glucose (2)

AN 2.12 uasseansnuginlsainnistiasutasneiaulaiieani-azluiag uaziawland

HaaLna (Windish et al. 1965 )

1
k7%

srUUNIALaInITaziau bz luiagansuaauazeatar sy lainsnnduda

a o

14 v !
arna s duienalianazuin 2-10 wanauaziaaluanagiusnuanldidndou

al

v
% o 1

a | % dl 4 e | a a
glamiin aniuazgndesduinaialuananecsaeiauladueann-nglaging Ui

brush border membrane 18481 MLAN NaunazgaTdngeasUznUA I{dauaqiln Tne

o a A

aslulawmandoulunjazgndeauazgpdniizinudonnagiy Hiasdautiaanazgneas

= a [ o ] o a dl a ] IS e
LAZYNAATNUTIIUAIUAT09AqTIN uazauan [ laiRen B0l 2 dow aziian ]

i | v
AaudnananaBunuies A flulamsnildgnadeasazinaaudna a4 ve ndsannidu

a

cY a a | o :l/ = 2
azgninunue laideuuanGe unsaladuanadu viveuta uaz lalasiau (Josse and

Cheng. 2004)
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AN919N 2.2 Ansudnaiuasnnueulasiaann-asluiaaluassnand (Windish et

al.1998)
WHAY ARSIl N stingugls 1 UUIRINININU*

{1 dranead uealng 350
03 1nane wndnsu, naalna -

FLAAW wndvau, uaalna 2,500
QNI
B. Stearothermophilus | ngled, LAndviau, Naalna 1,800
B. subtill wndvisw, naalna -
Rhizopus Sp. nglag 200
A.oryzae ﬂgiﬁ@ 170
A.niger nalag 250
Endomycopsis sp. ﬂqiﬁ@ 20
Oospora sp LANdYiTN 25

e 1 g3 Ae wsnnnsenlai@nnliianglaa 1 lulasniuseuiwin
wpunadianlmed 1 ninlunan 1 3w

! = !

v
Ansefugan e vaadean-az ezt lamiilunienisunmned anfi 1y duasia

1 v
o o

nsanszauiananglaaluaen  lulszmaialaniiflden  acarbose  iluennduganng
nanureseulmiveani-eslunawazueann-ngladinaatnandneanns
TuflaqiiuldfinsAneinaaduarsniles lusssngamnasiugnalunisdudanig
auaadeulaivearn-ezluea Ingudinadn nsdudanisinnuaasuearin-ezluas as
| = 9 = ] = o < o o ¥ = o
dogmeaanigatinnglrdadngnszuamennisnmaldian daaliiszauiinigluaeanas
dl ‘ﬂl 6 o/ U o z’/ 1 | 9;
a1msanas Wesanidataulsdaenaiagniiuginseusunistasaflulamsa liifuinnia
Tuanar uarlianaifeadiad (Peng and Gang, 2007) WaszALUNAA TBABANEIBINIS
anad N IATEAL HbA, . ARAYA9E HARINAI9ALHN N9 AANIEUNINde R4 AN

[ TRV R PRI EofE ¥t
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HANITANHINENUNILNLINUAITESTNTNR LUNFNUDY alpha-amylase inhibitor

ANNNIANEN lUNaeANAARINLGN A138nARNN Phyllanthus amarus  WN1ARAM
s v °
WWNKIW (hexane) 1%@%\@@%% pentacyclic triterpenoid acids @M N1TNELENNITNINL

pastaultiuaan-azlunald InadF IC,, WA 2.01 pg/ml (Hasenah et al. 2006)

aInNsAn lunaeANAAINLIIY @NsanaaIn Bergenia cilliata FaiiluTayulng

Sy

Tulszwenia dannainluwniues (methanol) la@ns1sgnaaa (-)-3-O-galloylcatechin

%

waz (-)-3-O-galloylepicatechin WU41@1999 2 18a  @rnnsadusanisnnaureieislbd

wearin-azluaald Tnade IC., Wil 739 ay 401 pM ANaAL (Megh Raj et al. 2007)

A1NN1TANE lUNABANAARINLGT @1941TARIN Pinus densiflora bark Nonagiuea

¥
¥ =

nsinuaasieulmdiueaii-azluaa Alduiaindndiaesgnaoauu Ja1 1IC,, Windu 1.69

a
| |

=)

ug/ml annisAnEaziiuladnda nathesiy acarbose daifluenildluilaqiii Tnadad

IC,, iU 1.75 pg/ml (Yong-Mu et al. 2004)

annsanlunaaanaaeInudl  nasainayusteslta lfuaInaen morning
glory (SOA extract) LAz sweet potato (YGM extract) Wuqn mmﬁmﬁqmﬁmﬁqw‘ﬁlmw

fuganisinaunasiauladueaii-arlueald Taasan IC, Wiy 0.43 uaz 0.61 mg/ml

ANNANAL (Toshiro et al. 2001)



41

14. dayainaanuuwaulslgeniiu (anthocyanins)

wanlslaentiudnetlunguaasaisngunanlousss (flovonoids) usaadmginyluy

q

An wald uazeanldvareailn Wy waau wagaalafd ANNITIRLLLAY Laalnafluess

(elderberries) WuaALAaWIWY (black currants) 3141157 (rasberries) aanaydu udu 5

o d”d 1Al A o £ v 1 = ?:/ 1= KX al 0o a val
sepdniiumumsiedluis dn wald lnglidasdasusduaslaune@nintu azanelanly

111 (Matsui et al. 2006)

Tassa¥ravdnidly C,C,C, (M 2.13) Taanailsznausiag aglycone dusiafi

wuszimalnala@iam (glycosidic linkage) (Brouillard, 1982) Wmanauriuuwauls loeniin

' b3
= 1

nviiesAs glucose UANAINUEINL monosaccharide [iu xylose, galactose Wa¥ fructose
\{lusiu dau disaccharide daulnnjiilu rutinose, sambubiose (ilusiu Tnetipnagauluny
ALNITNAFUAUANMLUNT 3 UNNASTIATNUAIFUBUANLNLNT 5 piagl (Francis, 1989) #atiis
waulsloeniunnu ezl 3-monoside TIRUIANANNY 1 FaRALMLaANTURLA 3
! . . A A % o dl o ] o dl . . A A
49U 3-bioside AANUIAIANANIZ 2 FANAUUIANTLEUN 3 WAz 3,5-diglycoside ARl

4 o oo 0 - A P o T , o § v A
UIRNANINTE 2 A NETLUNWIAITLBAUN 3 LAagn 5 u’]ﬁ]’]@Lﬁ@qqu"ﬁgﬂmqluLL@uIﬁvLsﬁﬂ']uuN

%
=)

a QI 90J SJdd?
ANLADETIANNINTY wazazanglun lARTw

w213 gaslaseainsuesuaulsloeniiu (Brouillard, 1982)
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15 dayainaanuldenfunazaywis (cyanidin and derivatives)

Taentfwiluasndnelunguaasarsuaulslaeniiv - Inadeyiusnnulfiudou
ey wu leenfiAu-3-nwaninlasd  (cyanidin-3-galactoside),  laeniinu-3-nglalast
(cyanidin-3-glucoside), laentiAu-3-gAlulae (cyanidin-3-rutinoside) way laeniiAu-3,5-

Tanglalsl (cyanidin-3,5-diglucoside ) dailuauiusnanladnunluniail

6

UPNALATAILMUNEANaNNA LN IR A Ruanss Tuusa e iU Tnaiayiusina
monosaccharide 819U A WIAIA galactoside WAL glucose ANNANGL AUEIRTLMUS
ASLAUN 3 AR cyanidin-3-galactoside Wa¥ cyanidin-3-glucoside @21 cyanidin-3,5-

. . S . | 1 o o R e o o ~
diglucoside § monosaccharide LW1NAN4 glucose 2 Fin NIGUNANTLAUANUNINT 3 LAz

1 v 1
5 wﬁuﬁ’ﬁﬁ disaccharide #14UAR1ANA rutinose Aa cyanidin-3-rutinoside (NMW#H2.14 )

c” H o

cyanidin cyanidin-3-galactoside cyanidin-3-glucoside

HO 0 ?—H,C
CH, o
oM
By OHopo

OH o

Q-

cyanidin-3-rutinoside cyanidin-3,5-diglucoside

v
o

=i % aa o o‘d‘ =2 d”
NN 2.14 LLZWNqm‘ﬂmNzqmwmhmummmzwwuﬁﬂmummﬂmmm
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[

guamandgangnaasliendaunazaywus

v
o @

o o 1 _ = L4
UENNITNINIUUBN L’ﬂuvl.sﬁuLL’ﬂﬂﬂﬁ-ﬂQtﬂ‘ﬁLﬂﬂ’Q’mﬂﬂﬁl

= = =X % = ! . g . . g
annsAneifTaueuislaseaiimiaeiiszdns  cyanidin-3-rutinoside i
quercetin-3-rutinoside  ARANNLANFAINAULEIUNIUMIWLUTN  WU9Y  quercetin-3-
. . S o, o - 5% = A o !
rutinoside ligmalunfsduginisinnureseulad  wsdhuninisulaauiuszdaes
aandiauernen aswinwunaulinatadulsry wudiazamsniingmalunisdudanig
o ¥ d”n/ | . . 1 . o <e o 2’/
nareaeulaild  wenanifinudn  cyanidin-3-rutinoside  falnnsluntsgiudanis
neuedeuladiaana-nglagiaauusliuaedis (non-competitive inhibition) taeidien IC,,
WinAL 19.7 + 0.24 UM usiiesanndenlaiuearin-nglafinalutiasiuimnuunnsngll
anwulidueann-ngladiaannuludndiasegnaisaun nan1sAnEAINanNadsliainsg

uanladn cyanidin-3-rutinoside AN sGNNI LBeseUlEiuaarn-ngTaTna Ty

1%
o oA

Andiansgnenaunldnwiiulutiasivsald (Adisakwattana et al. 2004)

guatiugamsiauldinaand giasd  wazazlawd  sauntanssaungladluiaan

annsAnelunasannaenLdn n19ain anthocyanin léasi3gna Hun SOA-4
SOA-6, YGM-3 Uay YGM-6 %'qLﬂumﬁuﬁrﬂmiﬁﬁmﬁﬁumnm@ﬂ morning  glory (SOA
extract) WAz sweet potato (YGM extract) Wi ﬁqw%r‘lumiﬁuéqmiﬁﬂmummL@uisﬁﬁ
seanald uslignansadudinamnauasaenlzsdgnsaldlngiien 1C., agszming 60-200

1 ¥ !
uM  GeeulsdinaBidueulnidneglunguasseulsiveair-ngladiing  uazansain

o I %

FanaaagNnsnsuTIniIauaadenlmitaan-asluaalasne  anntunnnisAnmnly

v & J

AnIManaInLan  AnsAlAINaNaINITzaangaTNngladdngnszuaiaan lunyang 1

a = Al = [y a o o o =
SFN] N@ﬂq?ﬁﬂﬂqw1mu1ﬁ@@ﬂmﬂ@@\?ﬂﬂ’)rn\l@'ﬂﬂﬂ@'ﬂ\ﬂﬂﬁluuu’lﬂq\‘lLmﬁl')ﬂurn_lﬂllﬂ']?ﬁﬂﬁ'f]ﬁlu

o 6

AnINAany (Mutsui et al. 2001)
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guanmMsiingladiingidaaiaanisiinlSanuaiaudinglagging 4

anmsanenludndmeaesinnasidulsamanuiad 2 (KK-A" mice) Tmerlif
cyanidin-3-glucoside 2U1A 0.2% soufaNvNsRlHARIMARes Tuszezaan1n 5 dlnnst
wud1 ansnansziunglaaludenlfedaiteddn ludlnvi 3 uax 5 Taeflrswsy
nglaalwden windu 300.1 + 14.0 mg/dl uaz 3565 + 28.0 mg/dl ANNATAL il
WRaufenfunguacuasludle s 3 uas 5 Seildnwiniu 398.9 £15.3 mg/dl waz 454.2
+ 26.1 mg/dl AMNAAL AnisiNANIMAGeL insulin tolerance test WudnNguli cyanidin-
3-glucoside ananInaRTzALNglaaluUTifl 30, 60 uAx 120 udsdsBugAUlY 0.83, 0.67
uar 0.80 win LﬁﬂLﬂ?‘ﬂULﬁﬂuﬁUﬂﬁjNW]U@N SRR INsUAR IR BNTR LB
retinol binding protein 4 expression (RBP4) U mesenteric WAT LL@::EL‘LA%%:N WL mjﬂﬁ
cyanidin-3-glucoside @181708AL5N RBP4 16 53% WAz 47% MNATAL TUn1emaeiis

duiadnFunnuaednaudinglaaiingl 4 (GLUT4) T mesenteric white adipose tissue

WUTN A nsaiRNIBald 2.4 Wi WeuBaumeudunguauAN (Rie et al. 2007)

quLﬁNn’nz hyperinsulinemia

=8 o & dl o £ o’ [~
mﬂmmﬂwﬂu@mwmmiﬁmmumm‘lmamﬂummﬂmuugﬁq Wluszazinan 4

%4 !

dlani  wazlansainueuenls e iualansisgns  lbun  cyanidin-3-glucoside
pelargonidin-3-glucoside WAL delphinidae-3-glucoside 1A 1 g/kg FANALBNUNT I
dnineseailuszazioan 8 Al wudn  ansainssnananiFunaugauldadied

e Aty InefAnszAuugauyinty 567 £ 32.36 ng/mL WewlFaumeauiunguliiaiis

a a g 1

Tosuge TeAseAUBugAUIAIWIANY 041 + 010 ng/mL  Flunamaaiuieriong

u

nAaaLl glucose oral tolerance test WuA1 @usnaaszAunglaalu@anluwInn 90 waY

annglea 2 glkg laefrszdunglaawintu 221 mg/dl WawFaumeuiungulianing

'
X A o

laTugs a9diAnszaunglaawiniu 363 mg/dl (Bolleddula et al. 2006)

a
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auasusaauldsl aldose reductase

annsAnE lunaennAaeInLd  cyanidin-3-glucoside  Hnna unnsdiudanig
neuaaaelad aldose reductase TagllAn IC,, WU 8.7-27.5 ug/mL AINN1INAADY
a7ANAINANa1azANNInTzaevTetlasiun snan1eznsndauannTsau e

(Robert et al. 2007)

! i
¥

ANNIINLNIUBNATUAZITASANades  wudn lrenlAuuazeayiuinawlalu

nngAn luasell dewuleluiagdn wals aanld Auinldifuatunsludinilszandu @il

v
o o o

OUENIEAUNNIMAENIAN  dinnnsinglaadngiaad  gvadiudenisinauzeenlsl

naawma gAsa  udndneaes  uardudinasmnnuaesuear-nglatiaalutias  usials

wudiinsAnneaiugnaduean it ueulaivear-ezluaaluansnguloeiia uas

1
= |

[ dl | d’ o %’ A [ ¥ 1 a o =2
aiug  saiunalnuiliazdoaanssiuiimaluaaanasamnsifiduneaiy - Ay
u3aqalalunisinddeluadeil  iendsinazthdeyanlAiduiugulunisimuianvizeanis

o [ %’ A o Qi =0/j '
SnnmAauaNszAuaa desdusudiaalsammonuluaunamsialil
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AEALUN999E
L4 a
1. aUnsnluazasiAll

1.1 ARINARDY

v
ULLINNALWUG Sprague-Dawley 1ANHN 250-300 NN Andniindninaass
WANTNR NAINENFENTAAR AIUAFAIALT ALNAUAITEIFT FaninuAILlg PHNALNNED

aeednivaaes Anszdnaunnaans ainasnIaiuundnende eensden 1 dilanineu

1 1
a o I

Burnnsmeaesialiianamieniy  lnaacuanlidaumgives 25 + 1°C Taslass

u

N

v v v
ninAaealunIauALIAg 2U1A 16 19 x 10 T2 x 6 W3 Wiansaadansasueu anms

<

4115471 CP082 mice feed UWATTNATAIABENINEINDAINAIINGDINITBIANTNARDY AUA

Aorimaaasnusadauaean1dqeume g a9 liiun1seyiRaINAMENITNNI929TU LTI

N3 &R INAaes AnZARIuNNaAIRT A ANl INenaL

1.2 ANFLANLAZLUAININ

- AR2IAUIANA (PGO enzyme) Chromadex, CA, USA

Acarbose

Alpha amylase (Procrine)
Cyanidin
Cyanidin-3,5-diglucoside
Cyanidin-3-galactoside
Cyanidin-3-glucoside
Cyanidin-3-rutinoside
3,5-Dinitrosalicylic acid
Dimethyl sulfoxide (DMSQO)
Heparin sulfate
Hydrochloric acid
Maltose

Methanol

Bayer, Germany

Chromadex, CA, USA
Chromadex, CA, USA
Chromadex, CA, USA
Chromadex, CA, USA
Chromadex, CA, USA
Chromadex, CA, USA
Chromadex, CA, USA
Merck, Germany

Chromadex, CA, USA
Merck, Germany

Chromadex, CA, USA

Merck, Germany



1.3.

Phenol Merck, Germany
Quercetin-3-rutinoside Chromadex, CA, USA
Sodium Potassium tartrate Merck, Germany
Sodium sulfate (Na,SO,) Merck, Germany
Sodium hydroxide (NaOH) Merck, Germany
Sodium chloride (NaCl) Merck, Germany

Sodium dihydrogenphosphate (NaH,PO,) Merck, Germany

Starch (analytic grade) Chromadex, CA, USA
Zinc oxide (ZnO,) Chromadex, CA, USA
\A3RIRa

Win (Needle) tuas 27
wisaedadnutdn Wi 4 Auvds  (Sartoius, Germany)
\Araatiu centrifuge (Heareus, Biofuge22R, Germany)
wsasiadnANlunge-ANe (pH meter)
LA Microplate Plate Reader

4
LATAN Spectrophotometer

LA3a9 Suction

o Ay
ANANeY
871910 FauAILANGIUUNN

Autopipets 20, 100 taz 1000 lulAs@ms (Gilson, France)
Column au1m 500 HARAAT

Insulin Syringe

Micro titer plate 11A 8x12 QN

feeding tube NO. 18 (ALLALLAR)

Pipette tips

Rotary evaporation

Vortex mixer (Germmy industrial, Tiwan)

47
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3. AEAILUUNITNAABY

mManAaaent : nsnasaugnanistuswaultivaavr-azluasuasldeinuuaz
AYNUS
ANHARNINANINARELAYAUSY 5 Fila T6un cyanidin cyanidin-3-galactoside,
cyanidin-3-glucoside, cyanidin-3-rutinoside Wag cyanidin-3,5-diglucoside Aian19¢Lel
eulmivearn-azluaaluvaaanaass iadnnsasmayiuinansdudenlaiuaania-
azlupaldnngn  sonvistlszidiupouduiusaesgrslaseainanianiansloeinulay
ayiususazatiasanisdudueuladuearit-erluas lagldinatiansanininsalnd dnen
A dl dl dl a aaa '8 :l/ % A
AANAULAINAYINENIARY 540 wtinms iNeRanndiseanislalasladanssiasiy Aautls
TWflundnsiel fa reducing sugar 1y wealpa aznljiseniu DNS reagent 14
anrazanednenirdnaestludnaiunsansageunanineinatulaeldnaiia UV-Visible
spectroscopy 1aan1gdnAIRANALLANTIANENIAAYN 540 wilumms dn1avaaasliien
A = ' 1 dl 1 v | a [ o
panauuasiin nnedueulmiuaarn-ezlueaaunsanazeasulsliidundaineiaiuou

wnly  wamedngnmageud N aewlmiladas  uEAIANAANAULANTIA ANIEID

a

uladuaant-arluasainisndesutlslfduansineiaiuiutas  wansliiiudiaimegan

aungasusaanladlaunn

28YNN1SNAARI

1. BRENANIATAEURIAYNUS lmeTAY ANdNdW 1000 M 153169 1 mL Tag

o

9 laentnu uarayRUsAIL

cyanidin 8.07 mg
cyanidin-3-glucoside 1211 mg
cyanidin-3-rutinoside 15.77 mg
cyanidin-3-galactoside 12.12 mg

cyanidin-3,5-diglucoside 16.17 mg

azaneineiINAWALNLENAT1 ml AnduEEaNansara e e liAuLATaALE
pvuidindusing Asll 1000, 500, 250, 100, 10, 1 uaz 0.1 pM AN stock solution AN

\iud' 1000 pM
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2. ReNANTAYANETN TR 1% wiv Tnedautla 0.25 g azaradeinfen
auiltFunmadlu 25 mL duduamsn

3. FTUNA1TATANE sodium phosphate buffer pH 6.9 Tmﬂ{ﬂ sodium chloride 32.2
mg Way sodium phosphate 0.240 g aranedaeinndy auiltBunms 100 mL UsupH 11y
6.9 Anei@anTa1e NaOH A udiudw 1 M

4. wiRengnsazansedlmiueai-esluagrnndindy 3 Uml Tneds el
woann-azlalad Anwan 9.49 mg azaIAlE sodium phosphate buffer pH 6.9 Uil
Fums 50 mL andusingnsavateseseyln i@ ldvasnnaaesaunadn dilliuuend
AYINIEY 4,000 a1 Hunad 4 wifl gaanazdinla luinzneuldlunaeanaaasauiman
wdout 3 lugudgungil -20°C

5. WTUNATAZANY 1% DNS Tmmj{i 3,5-Dinitrosalicylic acid 1.0 g, sodium sulfate
0.05 g, sodium hydroxide 1.0 g, phenol 0.2 g @mmﬁ’mﬁ’méﬁ AUNLFNIRT 100 mL

6. WTENE1TazaNe 40 % sodium potassium tartrate Tmﬂﬁl/q sodium potassium

tartrate 40 g AZANEANEININAL AUNLFNIRAT 100 mL

A8N15ATZI

q%éﬁué/ﬂﬂﬁiﬁ’]\‘]’]uﬂﬂ\‘lL@uVL"]]ﬁLLﬂ@WW—ﬂvaNLZM Tneldanrazanaeultadiaann-
azluagAudndy 3 U/mL /919 150 Tuinsans (ul) muﬁuhmﬁﬁmmzwﬁuﬁ‘ﬁlmm
ViNdupinge] A9U9U 20 pl @arsazanatiines pH 6.9 A919u 180 i LAYHANALANTALANE N
uflemnnandaidu 2% wiv 41uau 150 pi udavinlundl guamgl 37 °C ilunan 10 Wil B
a1sazany 1% DNS 41uau 500 pl anntutivllfdunan 10 wil iesfdfieis
ansazanalaRenTnuma Baunsinsnannudadiy 40% 41w 500 ul vhansazaneild

W lUdnA1 % alpha-amylase inhibitor activity Iaadaanndinnmuealnafifiante faens

| A

Alnn3alnt ARANARNAULAINANNLIIAAY 540 WNTIHAT WAZINA IFUIAIUILUIAN

a

! v
andnduaelselhuuasaniuinaunsndudueulaiuaarn-azluaald 50 wasidusd

1 v
|

Aanadiuan 1C,, nvNLsziiuanuduiusssndngaslasaaiaedloenihuuarayiug

wiazaiatiuaugnisnlunistiudaeuloiuaani-os luiag AZAINUUINYALEN

|
yalal

awsndutineulaiueani-azluaaliangn lviinisfnesalunimeaased 2
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nsnasai 2 : menasauslunumsiuawaulaivaaii-azluaguas

laeninu-3-gatulan

v
o aa %

= Z’/ e [ o dl L% o
Ansgduuunisfudseulaivaain-arluaanesayius e daunlinaduds

A

wuladuaan-erlunaldnngn Ae laaiau-s-gatulas aannimeaesi 1 Tnuende

q

Lineweaver burk plot @ai{lun1snaamnnsInszinene daunauresainuiinduresnealngse
WAL TTEN (1) MU daunauresadnadaduaesiuile (1/S]) antiu waennsam

IneanAe Secondary plot 921999 AANTULEINIIN (Slope) AN Lineweaver-burk plot

¥
[ o o o o

vArAHdNd ey laetAWFRIUEN) AMWINIMNANASTIANNAINITINIIAL

v
o o o o o

Fofiuszudsadugeiuaulmd (K) 1ae WAaRNIINIZUINAARALLLNYL Y (Intercept)

q

v
o o o

2199 Lineweaver-burk plot TuA1ANNdNd a8 yius lanfan (Fafuds)  iatinll
ANUILNAI AN AN NEIN17D T34 LA AUTENdNgFaT U LA U s na LTI T AU E I

wuladiuduamsea (K) el v, . K, K uwaz K anldlunisdmasigluuunesnig

max’

v
o o

fudsianlaiiaain-azluaaaaius laetnu

ABNTVIANAY

1. ﬁmLﬁﬂﬂmmLiwﬁummwﬁuﬁ’ﬁﬁimma‘ﬁmmmmﬂma‘wmmﬁl 191 3 ANANN
dudu Tneflenatszwinedn 1C,, ARuandd

2. RtNANL el 5 Aormdiadu fil 0.25 0.5, 1, 1.5 uaT 2% wiv
AMNATAL TaelLsTaNan AN stock solution AANIENL 2% wiv

3. afunsmnmsguneslng  Iaaliansavaranealng Amnudndy 1 mg/ml
UL 0, 50, 100, 200, 300, 400 Lag 500 pl NANAL deionized water Aa1491 500, 450,
400, 300, 200, 100 WAz 0 i A199AT% 1% DNS 41191 500 pl waztAnasazans laimes
Tnunai@ennfines Aansdiudas 40% 1w 500 l aaniiinlaldanfluean 10 Wit sl

[ o

aANgANAULAY sozdsallnTniaind daf1ganauLAINAINEINARY 540 WTHNAT W0

a

ann1srenInNInsguNeaing  ierAannisf Al ldA A daunduaesnanu

dduresneainadenainisindfisen(1/v) dmitldn1saiaansan Lineweaver-burk plot
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A8N15ATIZU

stuuunsfiudueulaiuean-arlunalaaldansazaraeulaiean-azluga
ANdNd 3 U/mL 4119w 150 i eniusunisAnnses Araandndusie Sauau 20
pl a13azaneiimas pH 6.9 anuau 180 pl wazkaNAudnTazatetiuile Aranudnd
51197 419U 150 pl wdarin luliad goungdl 37°C iiaan 10 Wi Anasazant 1% DNS
21191 500 pl antuin ldsudluean 10 wn iesAlisen inaisazaalame
Inunad@eunfinsnaududu 40% 1191 500 pl #1lddmen % alpha-amylase inhibitor

o ) o a o/ rai a d%/ A 2 aa = o 1
activity lagnin19intsuauNaniueiniNn1e A vaalng Aredsadninsalnd Tnadnan

= . pr o il o P ¥ '

AANAULAINIAINENIAAU 540 wnlwuas tnAganauLAs A luasazaeiiuilsusas

v v | o ° " o
prndndullunudnluaunisaannanuinsgutealng WenInIsAUIMUIANEIUN AL
wespNidniuresealnafeaaInisinlgisen(1/v) 4Amitlunisadensin Lineweaver-

| £
burk plot uaz Secondary plot telsziugiunninsduduaulaiiaai-erluias

2
S &

MSNARRIN 3 : MsNAdaLNsidsNgnatusaaulddiaani-azluagualdeinu

WAZAYNWUESINAL acarbose

o 1y
o/ o/

Anmnisasngnaduduenlaiueaii-esluaaseclas Bhuwarayiusouiy

dl | o C N o =< dl o dl aa
acarbose Faflugnanseavuiimalumensouiknldluilaaiu inanasauanslaanfifuwey

o & 2 < o :j/ s I v A 1 o
aniusasInEINgns ntsfudenlaivean-azluiaanes acarbose el Tnavin

v
o o

nsfnidenansazangimeniiutazeyiusaududusinfigaf bifuadudstaniaiism
vevaulmiuearir-azluing wianasazans acarbose Aaadadusingg feil 1250, 625
312, 156, 78.1 pM AN stock solution AMMIANTYW 1250 uM  Teeld  acarbose 1A 100
mg/tablet a1uau 1 Win ualFazidanudiazangsiag DMSO 5 ml anTEllngnsazansan
1 ml uanazatgsog aulBumaie 25 ml Idansazane acarbose wAazANNIdNdL
druau 20 i ansazanelmeniiausazeyiusaonududusfigeitiinadudeinimine
gaaaulriiieanin-aslueg a1 20 pl Trnnaniudatsazaneeulsiuean—eluag
AN 3 U/mL anuau 150 pl dnsazaratinines pH 6.9 a1uau 160 i uinsinlhiad

)i 37 °C el 10 W HNa98za Y 1% DNS 419w 500 i
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antiuti ldsiadunan 10 wil iegAdisen wnasazaelnnaninumamaunfines

AN 40% A9 500 pl 1 1ldmA1 % alpha-amylase inhibitor activity Tagidn

1
a

Fnnnealnaniinaudaedsaininsaind daneganauLaIIANINARY 540 NM 1
wRausuesidusdlunissuguanlaiaani-asluiaauesansazana Ny acarbose LAY

o
A198zan8N ld acarbose

NSRILATIZURNS cyanidin-3-rutinoside R1Nd19 quercetin-3-rutinoside

ZnHg

v

MeOH-HCI

quercetin-3-rutinoside cyanidin-3-rutinoside

MW 3.1 uansl])isenn19dainszaians cyanidin-3-rutinoside (Mourad et al. 1995)
anmanesedt 1 wudduewiuslaenfaundudaeuloiueain-ezlusaldn
Vg A anslaeniinu-3-galulas (cyanidin-3-rutinoside) AgrnANstNNANEsia TR
dll = o dl an a e‘d‘ )
WWeanageaunnsansziunglaalunatann Geansloentinu-3-gatuladnninnllunimeses
N 4 way 5 leainnisdaAszfainansaafuae quercetin-3-rutinoside (nw? 3.1) 181

NARAUT AU 40 %

FNsRILASIZIR

)

49813 quercetin-3-rutinoside A1191 1 g azatalil 3% MeOH-HCI 15u1ms 16 ml
ANtiuADE] IANTIARNEANN (ZnHg) S7UIU 1.58 g viyuAtede Uszunn 20 wIf a1ntiu
° Q; % ng J o % o o‘d‘ i .
11an9azaelinges ZnHg i nawtihlilusnansaansaapadniifiuggq Diaion A13azane
ldAa MeOH tinansiuanlalumne@ansae 1% MeOH-HCI waz diethyl ether 1inldnnle
WH9AN8LATEY  Rotary evaporation WawLAsad suction WAUl3NguugisIng 20 °C

(Mourad et al.1995)
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NSNANBIN 4. NMTNARBUONTAATEALNAIAR LUNAIANITRY cyanidin-3-rutinoside

Tunyusnina

AMNNIINAABIN 1 WUANBYAUS L BAUTNEUNNIAANIBIAINAINITONFEUEN

vl al

v
nlgiueann-azluealipngn Aeas cyanidin-3-rutinoside aMntutuiansAnE

dnimaaesinannsaignaanszaunglaaluvuusnlsviseld Ineds  oral carbohydrate

tolerance test uazifiLiaanngaszAunglaalunaIang al do99a s

38N15NARDY
liuynguaz 6 A ameuisuynaunIniImaaes uszazingn 8 dalus uings
nimaaaseanilu 5 ngu tnetlauuiNauin 5 g/kg MUNLNNNGNATNAIANTNARILLAAY

ayius Aoedatlaunisilingdas feeding tube NO. 18 IHaAUALLAA FIil

naNAILAN WiNNau 1 mikg

] ]
2D LD
pt pt
=S Sh.
—_

]
oN
bt
=)
BN w N

nguli cyanidin-3-rutinoside 30 mg/kg

ngul¥ cyanidin-3-rutinoside 100 mg/kg

o
pt
b

n ngulii cyanidin-3-rutinoside 300 mg/kg

ngun 5 ngwly acarbose 5 mg/kg

ALAEARI1I 0.5 ml AINUABALRBARITININTBINLLIINAaeINawliaTmasey
(197 0) LALALLABANIAT 30, 60, 90, 120 WAZ 180 UM AauadlfunLilaLAzaNs
NAAaL 1NARAN 1A llTulanwatauINAN32 5,000 9aLARUWN LTW0AY 10 WA ANt
° ~ v v o Y  aa .
nanannlalinaasumeonudindusesscaunglaa 6985 glucose oxidase test
A bihlaianan szudwssaznanfuszaunglaalunanann uazAiwrnmnanuin s

A NaNNg T 0-3 dn T
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NISNARBIN 5 NISNARAUNNSIATNONEURY acarbose LUNITARTEAUNGLAN LU

NWRIFANIUAN cyanidin-3-rutinoside "lu‘vl‘gl,l,‘mﬂﬂa

a

AMNNIINARDIN 1 WudayRuses e TAUNEIBN1IAANIEIAINAINIIANIT
o o - | Py - o . . o
ugansinaureaeulsdieai-ayluaalinngn As cyanidin-3-rutinoside ARLABNAIIN
$% % [ aa dld v v OI o/ dl ¥
dindureseyius e tiiuniaoududusigalunisansziunglalunatasn  auianld
A d‘ 1 [ ! &l ¥ !
A2 30 mg/kg ANN1Inaaesh 4 laelisannil acarbose TUIAFNG] ENEABINNINIILN
auAUS Lo HRUANNIIAIETNG BT acarbose lunisanszALnglaalunatan LUy
T6ivizala 1neds oral carbohydrate tolerance test waziiLAaARIIATzALINgTAATY

NIZUARDA TU TP

EN19NARDY
Tiuynanay 6 £3 aARMITARNauNINIIMAReY uszezinan 8 dalua uilkngs
nsaaesaenitu 5 nqu nedeunilhauin 5 gkg AUVYNANGNNIINAABIAINALEANT

¥
naaaLusazayRus Aoefsilauntelinsag feeding tube NO. 18 aiinausuiag Al

ngudl 1 nguAsLIAN iands 1 mikg

ﬂ@;mﬁl 2 ngui cyanidin-3-rutinoside 30 mg/kg+ acarbose 0.5 mg/kg
ﬂzjzu‘?ll 3 ngqul¥i cyanidin-3-rutinoside 30 mg/kg+ acarbose 1 mg/kg
mﬂm‘ﬁl 4 ngul¥ acarbose 1 mglkg

ﬂ@:&lﬁl 5 nqulii acarbose 0.5 mglkg

WLULABAAUI 0.5 ml f«mm/m'amLﬁ@mm"qﬁ'mw@wwmmri@uslﬁmwmmu (179
i 0) LdafUiAeATNan 30, 60, 90, 120 Hax 180 uTinnavdsliinuthuasanmagay 1
Feadldlliuuennananniaenuiss 5,000 sausaundt whinan 10 wid aniutimanaan
g ldnageumaudiduresssiunglaa Faeda glucose oxidase test AN Elain
namssndnessazioaiusvAungtagslunalan uazANaNATRUAEn sl nda T

0-3 daTuq
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NSILATISUNANINAD A

PEUNANINAARY UL I0IARAY  + ﬁ'ﬁmmmmmmﬁ@ummﬂmmmmmaﬂ
(mean + standard error of mean, S.E.M.) 1A dRYAAINKANANIZNINNGNNARDS
FNS7] LL@?.:HQ'NM‘]_I@NI@HI‘E student's t-test WAy Least Significant Difference (LSD)

WANTUIANANLANENNRE NRTE A1 ATYN AT ANTZALAMNITATWN 95 % (p <0.05)



unn 4

HANNSALATIZUTAYA

NANTTNARRYN 1 mManagaugnalauldiuaain-acluaguasldaniinu

WASBYNUS

2 1
o o yaa

AINANINT 4.1 WU eyusaes s taundusweulaiuaan-ozlunalsangs
Aa laeniau-3-g8 ulas Tnadien 1C,, Wiy 21.28+0.03 pM TeFenansuANa1N1snly

¥
Yo A

v
nafiugenisinnureenlaiveai-asliaaldfien laaiau-3-gatuled >loanau-3-

nglalas > laeniifiu > lredfu-3-nuanlnlas = laeniifiu-3,5-langlalas auandu
TasnAwlefidusinsdiudviaulaiteai-az luaanaslaainunasayiusuilsdumniy

¥ ¥ o an dl QI dg( all 1 1 [3 aa a &
AHEdUBRIaYALS e TANAINNAY (119797 4.2) usatinglafnnulaaiau-3-g8Tulas
dl | [y aa t:ll o :// Ly [ Ddd‘ %’/ o %’/
fofuayiusaaclagiiunainisadudseuladuaariaz lumalinngaiuaruisaduds
aulsdueann-azluaaldieandiazanflug og 1.16 11 @96 IC,, 199 acarbose HAN

Wiy 18.33+0.05 pM

M99 4.1 UAAIARATTEN IC,, (M) laeniifiunarayiussanisfuduaulduaanin-

azluiag

AnndaLl IC., (UM)

Taentimy 378.55+0.02

e iA-3-nglalas 245.82+0.05
Taeniiau-3-nuanslos > 1000

e iAn-3-gatulas 21.28+0.03
laentiniu-3,5- langlalas > 1000

ayANFlua 18.33+0.05

HAN1TNARBILAASLUILANARE £ ATAINARIAAABUNINTTIUTIBIANRRE [1UIUNGH

NINAABININL 3




A5 4.2 UAAIANLRAETDY % enzyme inhibition 284 lmeBRuLazewRusdantsfudveuliuean-asluiaa

% enzyme inhibition
pordudind (um) | lmentifn | leenfiAu-s-galulas | leenditu-3-nglalad | laentifu-3-nuanlalad | loantiiu-g s langlalasd
1000 60.82+0.01 70.31£0.01 63.06+0.01 32.76+0.01 31.34+0.01
500 56.15+0.01 65.09+0.01 56.15+0.08 32.45+0.03 26.15+0.01
250 47.93+0.01 60.08+0.01 50.85+0.08 18.21+0.01 15.68+0.09
100 15.95+0.01 53.12+0.01 21.19£0.03 12.10£0.10 6.24+0.01
10 8.94+0.01 40.02+0.08 12.13+£0.02 1.64+0.03 3.55+0.08
1 4.85+0.01 13.20£0.06 6.15+0.02 0.55£0.03 0.55£0.02
0.1 0.01+0.05 0.82+0.02 0.07£0.01 -3.38+0.01 -5.99+0.01

Han1aneaeduandluglnanimeasuansluglaiieds

ANAHARTIALARELNIATIIULBIANARE ITUIUNGNNTNARBAUTINIL 3
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A19199 4.3 UAASALRARTRY % enzyme inhibition 184 acarbose AanTsudvanlsdueani-azluiaag

AMNLNDY acarbose (micro/M) % enzyme inhibition
100.0 72.63 £0.10
50.0 69.79 + 0.20
25.0 62.57 £ 0.10
12.5 33.41+£0.10
6.3 13.20 £ 0.20
3.1 4.67 £0.10

nan1smaaeduandlugiuanimasesuansluglAnade £ ANAIINARIAAAIUNIATIIUIBSANRRY SAUIUNGNNIINARBLMNTL 3




MNA 4.1 NINUEAIANNENRAUTIZNTNN % enzyme inhibition ALAMNTNDULR

cyanidin

80

60
C
9

9 40
<
£
(0]
&
>
N

s 20
S

0

59

.01

iL 10

cyanidin concentration (/M)

100

1000

10000



MNA 4.2 NTNUARIANNANAUSIZINT % enzyme inhibition AUANLENT W8S

cyanidin-3-glucoside

% enzyme inhibition
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MNN 4.3 NTNUARIANNANAUSIZIGNE % enzyme inhibition AUANLENT LIRS

cyanidin-3-rutinoside

% enzyme inhibition
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MNA 4.4 NNUARIANNANAUSIZINE % enzyme inhibition AUANLENTURS

acarbose

80

70 ~

60

50 ~
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30 -

% enzyme inhibition

20

10 o

1 10 100 1000

acarbose concentration (LL/M)
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NSNANRIN 2 ms‘wmm‘ugﬂu,uumsél’uéfqL'au'lemfll,l,aaﬂ'\-faz"l.mamm cyanidin-3-

rutinoside

1 v
=

AINNNINARDIN 1 HANIINAADY WL ayius e daunausadueaowlad
waar-azluiaalsnngs Aa cyanidin-3-rutinoside AaniutinayRusAINa1nAnEsely
nNAaadil laninisezdatianissusaanlsiuaan-a luias

i
=

a1 Lineweaver-burk plot (N7 4.5) WazAN519T 4.4 WAASAT V. WAz K.,
WULN ANT89 YV, AAAY Fennadudurefhdudaiai denfiuans Ae ARALULNY Y
wazAn K Ao andauuunt X Tafinsifuuutas fvagdldsn nnstudaedlniueann-
azluadaes cyanidin-3-rutinoside shuflusfianisdudunnlinaiediy uasluansiAentu
Sernisiunimdn K uay K! 7ildanannis sanisannaniauuunt X 2e9nsnw

secondary plot (MW7 4.6 WAZAIWT 4.7) WU31 AWWINTLAS 0.0320 MM Asagi/lsdn A
ANATNNID TN salnusrdasieulal@asei cyanidin-3-rutinoside (K) iilusiagiue
a v a o o 1 o o 1 - . . o

LA INAALNAUALAIANAINIT I UNI9AUNRIZTUING cyanidin-3-rutinoside AU

ansdsznaudstaussudnaeulni@assiuduamss (K/)
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160

140 ~

120 -

100

1V (L*min/g)

40

20

R,

11S](*10 L/g)

funwinsansazaon] Wi daalafieai-g iag
dunsmlzesansaaenaindudy S e e (0.0125 mM)
gunsmiansnsnzamTRELS e sliea ez luiad 0 025 mM)
m g

¢

!

Ay
a o

B {unsmlresansazansnilindudaenlniuearin-es luag (0.05 mv)

MNN 4.5 Lineweaver-burk plot LAANANNANAUSIZUING 1/[S] (L/g) waz 1V (L*min/g)
2849 cyanidin-3-rutinoside TagunY x AR ANdaRNALUE9ANN NN U (@1TR9F)

WKy AR ANAINNALTB9AINEIEILATEN



A9 4.4 UARIANRAHTD V. (g/L*min) WazAN K_(UM) 7849 cyanidin-3-rutinoside

AN NTUIRIAREUE TUaNTazae (mM)

V.. (@/L*min) K., (W/M)

0 0.11+0.02 1.30+0.01
0.0125 0.09£0.01 1.30+0.02
0.025 0.07+0.02 1.300.02
0.05 0.05+0.01 1.30+0.02

N@ﬂ’]ﬁ‘ﬂﬁf\]'ﬂ\iLLZQ@\?NZ\]T’]’]‘J‘VI@@@\‘ILLZ\iﬂxisLugﬂﬁl’]Lﬂaﬁl

ANLRAE ATUIUNGNNINARBIINAL 3

i mmﬂmmmmﬁ@ummﬁmmm
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2

20 A

Slope

-0.05  -00375 ##-0.025: -0:0125 0 0.0125 0.025 0.0375 0.05
(1] (mMm)

D

AW 4.6 Secondary plot WEAAT K 284 cyanidin-3-rutinoside ABANAARALILLNL X
Inauny x AeA1ANdNduaes cyanidin-3-rutinoside [I]  wazlNW y ARAT slope N lé

AN Lineweaver-burk plot aaifiAn K. 1wl 0.0320 m M



- 20
E
:l/ 15 N
3 .
[<b) 10 4
= 3
K \ . SN

006 00376 0,02 -0.0125 0 00126 0026 00375 005

(] (M

WA 4.7 Secondary plot WARNAT K ' 484 cyanidin-3-rutinoside ABANAARALILLNL X
Traunu x ARAANNENdWYes cyanidin-3-rutinoside [I] wazWNU y ARAN Intercept AN

1¢fa1n Lineweaver-burk plot TagiflAn K. 1wiaril 0.0320 m M

67
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¥
Yo o

MaNARRYN 3 : ManARaLNTEINgnaauaLauliluaan-acluagaaslganinu

LLazaHﬁuéé')uﬁJﬂ acarbose

annInaaasi 1 wudi nisdiugaieuliduaain-aslunaresliadRuuasayiug
! a o ¥ v aa o o‘d‘ QI d’f dl dl

wiazaia wstunnandudureslaifiuuazeyiusimingy (nn91en 4.2) 39lunng

Q’l’v d aa o o‘all ¥ Y ° o 3.’/ L [ ¥
neaesidnaanloantiiuuareyiusnanudnduiigalududienloiveain-erluaals
A2 0.1 uM tsnAnulnglisaniu acarbose NPAINdNd s Nanaaaudn o TRy
WAZEURUE AN IDLATNANEYRY acarbose  unsdudaenlaiueain-ezlunaldvisely
TneA IR % enzyme: inhibition WRELWELALNGN acarbose AiRaNLdNdUFng

= a a
LNERTUALAEA

o

ANANINA 45 wuda  lreadiau-3-galulas  iuayiusaeslaeninundae ldsuiy

o o

¥ o Z// s 1| % al i 1 A o aa
ﬂzﬂq'ﬂumLL@QZQ'WN']?E]EUENL'ﬂui“m\lLL'ﬂ@W']—@ﬂNL@@vLﬁLWN‘LI%@E’NNHEI@’]@OJV]'NZWM

2

=)

AT UANgAT9 acarbose A 3.1uM TAsdA % enzyme inhibition Winfil 9.79+0.01
& a . .. o - = o ' ~
NTRAUNTALNNAT % enzyme inhibition 1% 0.58 win mmﬂ?ﬂumﬂmumgu acarbose LN

) A A v v &
ALUWLALTINAITNELUNULAEITINTS



A1599 4.5 LAAIANLRALTEY % enzyme inhibition 2ealaentRuLareyLs N sEINgnaiuezAfiualunsduduenlmiueain-arluiag

% enzyme inhibition

m\jj‘] AN N acarbose (uM)

<t | 6.3 12.5 25 50
acarbose-+cyanidin 6.45+0.01 14.50+0.08 32.62+0.01 62.31+0.01 69.77+0.01
acarbose+cyanidin-3-rutinoside 9 O F001* 15.77+0.02 33.10+0.01 62.37+£0.01 70.08+0.01
acarbose+cyanidin-3-glucoside 6.79+0.01 14.90+0.05 32.96+0.01 62.28+0.01 69.80+0.01
acarbose+cyanidin-3-galactoside 5.70£0.05 14.20+0.04 32.48+0.01 62.06+0.01 69.99+0.01
acarbose+cyanidin-3,5-diglucoside 5.69+0.01 14.15+0.01 32.49+0.01 62.22+0.03 69.73+0.01
acarbose 5.68+0.03 14.03+0.01 32.48+0.01 62.18+0.01 69.72+0.01

Han1InAaedLandluglnanimaaetuanslugA1eds £ AIATINARIALARBUNIATTIUTBSANRRE ATUIUNGNNIIMAARAUYINAL 3 Anudndy

299 11N UALLA LA URUTNAAIAANINNMARDIAS 0.1 UM
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NSNAREIT 4 & MSNARALONEAATSAUNGLAR L UWARNITRIAYRUS It HRAN-3-

shtulanlunyusnilng

v
%

AINN1INAAEIH 1 WLL1 cyanidin-3-rutinoside L{uayAUE lmeHAUNANN DL

' '
yvalal =) ) o g

euliduaarin-ecluealinnge Asthayiusasnaiauidnmsaludiunesnimaaesi 4

ImEIN19M1 oral carbohydrate tolerance test Lﬁ@ﬁﬂmqm%@mzﬁunq‘ﬂmiuwmmmmm

BUNUTAINANY

ANANIGR 4.6 LaNTNT 4.8 ndsanntleuutluas cyanidin-3-rutinoside WAa Y
Audadiae acarbose 1WA 5 mgkg  WWUATT 30, 60 waz 90 WA cyanidin-3-
rutinoside 211A 100 WaT 300 mg/kg WAT acarbose AMNInanITALNglAaluNaIaNT 1A
atadifudnfynieada WeuSeudflaufunguaiunn Tne  cyanidin-3-rutinoside 1110
100 mg/kg awnsnanszitnglaalunananild W7 30, 60 LAz 90 MAsANNTIauLLl
TneiANNTY 3, 13.22% WA 2% MINAIAL WA cyanidin-3-rutinoside 211A 300 mg/kg
arunsnansziunglaalunanaunls o WA 30, 60 UaY 90 W7 udeannilenuils
PNAL ey 4%, 17.36% uwaz 3% dwunguls acarbose awsnansziunglag

3

Tunanaun Wity 8%, 21.49% UAY 6% U U7 30, 60 WAL 90 ANNANAL LN

= [ % 1
Llﬁﬁlllmﬁlllﬂ‘]_lﬂfgﬂﬂ’)llﬂm

AINNNA 4.9 HarINUR AN N (area under the curve, AUC) WL

WRauwauiunguALAN ngNRlATL cyanidin-3-rutinoside 2117 100 4az 300 mg/kg

o o aa

49U 0 D9 180 @NNI0aAAY AUC IdatalidadAnunatslaalAranaavintu
5.71% waz 8.69% MNA1AU wriaenlafinungu i cyanidin-3-rutinoside filsiannnsnan
A1 AUC lAwiniunguiléiu acarbose TawNInanAn AUC Wil 13.87% Lie

o o

= o ! ¥ ] A o a
L‘]_r;?EI‘LILV]EI‘]_Iﬂ‘]_IﬂQNﬂQU@N1ﬁﬂﬁlqﬂﬂJuﬂ@Wﬁﬂ_Wl’]\‘i’&ﬂ[;‘l

o



A919% 4.6 uansARAsIasEALNg T luna AN lunyuIMUNRTaIUARZNANNTTMAAEY W FaeuIN 0 DY 180 WA

71

ﬂ@:u‘ﬁ' sduNENe AN gL (NaanFusaLngansg)
bIAN (Lﬁﬁ) 0 30 60 90 120 180
ﬂ@:m‘ﬁH uile 5 g/kg+ ‘ﬁ’mzil“u 1 ml/kg (control) 77.00+1.21 100.00£2.21 121.00£1.70 101.00+£3.28 | 87.00+£0.47 | 76.00£0.76
ﬂ@:ﬁﬁi?) uile 5 g/kg+ cyanidin-3-rutinoside 30 mg/kg 75.00+0.73 98.00£1.54 118.00+0.99 100.00£3.68 | 87.00+2.55 | 78.00+1.97
ﬂiz\ju‘ﬁél uile 5 g/kg+ cyanidin-3-rutinoside 100 mg/kg | 76.00£0.95 | 97.00£0.73* | 105.00+0.79* 99.00+1.38* | 86.00+£0.95 | 77.00+1.20
ﬂ@:mﬁé uile 5 g/kg+ cyanidin-3-rutinoside 300 mg/kg 75.00£0.77 | 96.00£2.09* | 100.00+0.88* 97.00£1.73* | 85.00+£0.75 | 77.00+0.70
ﬂ@ﬂﬁ2 uile 5 g/kg+ acarbose 5 mg/kg 76.00+£0.73 | 92.00£0.70* 95.00+0.56* 94.00£1.25* | 84.00+0.60 | 78.00+0.82

'
g aaa

* uhauieunguauAN Inauwanseet e &1 AN eatAnIzaL p < 0.05  HAN1IMAaedLandlugLARAY £ ANAINAAIALARBUNINTTI

IANRAY  ANUIUARTNARDINGNAT 6 F
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—¢— (distilled water (1 mlkg)

130 —8— gcarbose 5 mg/kg
—#— cyanidin-3-rutinoside 30 mg/kg
—@— cyanidin-3-rutinoside 100 mg/kg
—&— cyanidin-3-rutinoside 300 mg/kg
120
— 110
—1
o
ks
E
(]
[92)
g 100
>
=)
@
1S
wn
©
(a1 90 -
80
70
0 30 60 90 120 180
Time (min)

< oA o a ! .
NINN 4.8 LL’(N6'1\‘1ﬂ’]L"rl@ﬂ?f‘.iﬂllﬂ@ﬁﬂZVIHW@W@NWIMVELLL?VIUHﬁ]‘ll‘ﬂ\‘lLLﬁ]@%ﬂ@.Nﬂ’ﬁVlﬂ@ﬂ\‘l 42}

199U A7 0 D4 180 aupvasuile i lunimaansAa 5 g/kg

nan1snnaenandlugllugilAnade £ AvpNAa AR UNIATIIUTBSARAY

a o

NUILARTNAABILARZNFNNIINAGDINITL 6 F7 * WAAIAIAINNLANGANBLNRTId ALY

1
=

NWNADANTZAU p<0.05 WalfFainieuAuNgNAILAN



AUC (mg/dl.min)
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18000 — nq’u% NANAILAN

<] ﬂz\isﬁﬁ cyanidin-3-rutinoside 30 mg/kg
17500 - (2] n@lmﬁ(ﬂ cyanidin-3-rutinoside 100 mg/kg
* [ nq‘u?ﬁ cyanidin-3-rutinoside 300 mg/kg
17000 — 5 mjmﬁS acarbose 5 mg/kg

16500 -

16000 -

15500

15000 -

14500

14000 —

13500 k

WA 4.9 uassAeAEWRlENS (area under the curve, AUC) 189szAUnglAdlu
nanau TN ATeausazngunmAaes al Faaunfifl 0 v 180
mam@‘wmmmelugﬂugﬂmm?ﬁ + ﬂ'ﬁmmﬂmmm'ﬁ@ummﬁmmmﬁ%ﬂ?ﬂ'ﬂ

* ugnsAPNIANFsatnadddneaiAfissiy  p<0.05 Lﬁ@LL@HULﬁHUﬁUﬂ@:N
AILAN ANUIUARTNAABILFAAZNGNNIINAADUNIIL 6 60 pnpreatlildilunimenaas

B 5 ag/kg
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NITNARNBIN 5 : NITNARBLIATNYNEUDY acarbose TUNITANTEALNGIAR LUNAIANN

U84 cyanidin-3-rutinoside dluwgttﬁ‘ﬂﬂﬂa

al = o

RINNNINAAEIN 4 ARLABN cyanidin-3-rutinoside 1WIAANGANHENEARTEALINGIAS
TunanannAe 30 mgkg NIANEIERlLN1INARSINS LATAINNIINAAEIN 3 WUdIEIs
o ! a2 < o Z// L I 4 %
AANAIIANHIIDETNE VTR acarbose Tunistudaanlmiveann-azluaaluieamnnaedls

v 1 1 -
el AarluasinnsAneseiieaienndeunisiasngngaes  cyanidin-3-rutinoside v

acarboselunisanseiunglaalunaiann

AMNANTN 4.7 Laznand 4.10 wasannileuuileuas cyanidin-3-rutinoside a1
azAfluausazANITNdY 04 WA 30, 60 WA 90 WUIN NENNLATL  cyanidin-3-
rutinoside $aumL acarbose 0.5 WAz 1 mg/kg WATNANLETU acarbose BUA 0.5 LAY 1

[ o o

= 1 a 2 1 A o aa dl
mg/kg  WWENDENLALIA ZQ"]%J’W?E]@@‘J‘Zm_lﬂqtﬂ@IuW@W@NWIQQHWQNuH@Wﬂfyﬂ’]ﬂ@ﬂlﬂ tNB

'
=

Wraumsuiunguaiuan Tnenguinléiu cyanidin-3-rutinoside $auiL acarbose 1WA
0.5 mg/kg anxnsnanszaLNglaa luwanaN lENGL 3.64%, 11.57% Uay 3.92% 04 wAd
30, 60 UAT 90 ANNANAU ULAZNANNLATL cyanidin-3-rutinoside 3911 acarbose IWA 1
mg/kg @aunsnanszatngtaalunatana ldvinn 5.45%, 14.88% uax 3.92% #1aan 30,
60 WAy 90 WINAINAAL Tugnzinea I uNguN a3y cyanidin-3-rutinoside $aumw
acarbose 111 0.5 mg/kg e fFainauiLNgNNLA3L acarbose 1WA 0.5 mg/kg He
' = ' > v LAl ve ~ ,
atuaen wudiaunsnanszaunglralunaianilifndingunlé3u acarbose Liieaaeing

Wwefiaung 0.5 mg/kg WagelitladAtyn19ans tnadAiani 2.80%, 10.43% uaz 3.92

% W WA 30, 60 LAY 90 ANNAFL

ANANT 4.11 L HaAIUIUNAUN NN (AUC) t4 99un?i 0 519 180 W17 Wuidn

NANN AT cyanidin-3-rutinoside 3911 acarbose 1WA 0.5 LAY 1 mg/kg WATNANT bFL

acarbose 1WA 0.5 Uaz 1 mg/kg Wedagune am1snanst AUC IaatrelidadnAynng

anf Inanguinliiu acarbose 1WA 0.5 wAY 1 mg/kg WeNNNALs HA1T AUC anad
1 o [J [ dl = o 1 1 dl Yo

Windu 5.82% uwar 6.98%  ANAIAU WanFuumEuiuNgNAIUAN wazNgNN AT

cyanidin-3-rutinoside 387U acarbose 211A 0.5 WAz 1 mg/kg @1N1TaRAT AUC 16

WiniU 10.46% LAY 7.39 % ANNANAL
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wailupnuzineaiunguilé3y  cyanidin-3-rutinoside 391U acarbose 411A 0.5
mg/kg au90anA1 AUC 18Andnguls acarbose 111m 0.5 mg/kg Livenatingiaa 16

adsltladAyneaia InalAanaaviniy  3.93%

AUEINENINYINT
ARIAINTUNNINGINY
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A9197 4.7 uansAAtaassziunglaalunatann lunyusninfile isaniy acarbose 19IUAAZNANNNINAASY A T29UITT O TIv 180 WA

FLALUNAIATUNAENT (NN./AR.) TU LIATFINT]

ﬂﬁuﬁ
a1 (W9) 0 30 60 90 120 180
ﬂZ\js\IﬁH LLﬂQ+ﬁ’]ﬂﬁLu1 ml/kg {7 . QO 24 -1 OA00F 2.2 1 121.00£1.70 102.00£3.28 | 87.002£0.47 | 76.00+£0.76
ﬂ@iN‘ﬁZ utle+ cyanidin-3-rutinoside + acarbose 0.5 mg/kg | 77.00£0.76 | 104.00£1.15* “1103.00+0.70*" | 98.00£0.92*" | 85.00+1.52 | 75.00+1.41
mjsﬁis wile+ cyanidin-3-rutinoside + acarbose 1 mg/kg 76.00+£0.49 | 105.00+£2.10* | 106.00£1.72* 98.00+£1.06* | 86.00+1.42 | 74.00£1.40
ﬂzﬁu‘ﬁﬂr uwile+ acarbose 0.5 mg/kg 76.00+0.48 | 107.00+£1.45* | 115.00+0.87* 100.00+0.92* | 85.00+1.40 | 76.00+2.00
ﬂ'z\ju‘ﬁé uila+ acarbose 1 mg/kg 75.00+£1.00 | 106.00£0.76* | 107.00£0.79* | 99.00+£0.58* | 87.00+1.23 | 75.00+0.75

* nlfauiisuiunguacuan InadAANLANFANRE WA ATYNNATIANIZAL p < 0.05 " WiauWauiuNgui iU acarbose 1WA 0.5

mg/kg laaumanAee e liad ATy nNalANIZAL p < 0.05 uazmaﬂﬂ@wm@@qummqiugﬂ@Vnaﬁﬂiﬁﬂﬁaﬂuﬂ@ﬂmLﬂﬁ@uNWMiﬁﬁum@qﬁﬁuaﬁﬂ

uudninaasinguas 6 62 1unauililine 5 gkg uavAUIATEY cyanidin-3-rutinoside Winfiu 30 mg/kg
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—— ngui1 NgNAILAN
130

—%— nguy2 acarbose 0.5 mg/kg

120 —4— Ngu”3 acarbose 1 mg/kg

— ﬂ@imﬁ4 cyanidin-3-rutinoside+acarbose

1 mgkg

110 4 = m\;u% cyanidin-3-rutinoside+acarbose

0.5mgkg

100

90

Plasma glucose concentration (mg/dl)

80

70

0 30 60 90 120 180
Time (min)

AN 4.10 uansAtednszaLnglaalunatann lunywsnfaas cyanidin-3-rutinoside

=

\Halisanril acarbose TB4UAAZNANNIINAADY TW FIUINN 0 T 180

* nFyuiauiungai 1 165uiindu 1 mikg InasmIAINwANGNsaEinaliA Aynig

o

anANIzAU p<0.05 waz “nraumeauiunguin 1§50 acarbose 1171 0.5 mg/kg taeiden

1
o o aad

ANUANANAE NI ATUN AN ANTZAL p<0.05 AUNALAY cyanidin-3-rutinoside WAL
uilanldlun1aneaesdn 30 mg/kg war 5 gkg Han1amasasuanslugllugilaAtiant + fn

ANARIALARBUNIATFIUIBIANLAE ANUIUAR TARRIUAAZNGNNTNARBIVINTL 6 51
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16000

AUC (mg/dl.min)
>(_

15500 —

15000

7

14500

ngii1 ufli+distiled water 1 miikg

ﬂzg'ﬁlé utli+acarbose 0.5 mg/kg

il ﬂ@:u‘ﬁl?) uthi+acarbose 1 mg/kg

= ﬂ@juﬁlét LL‘fl\HCyanidin-3—rutinoside+acarbose 1mg/kg
[ | ﬂZ\jﬁl‘\% LLﬂ\HCyanidin-3—rutinoside+acarbose 0.5 mg/kg

AN 411 uaasARANuN N (area under the curve, AUC) 1asszdunglaa i

warand luyuandnadali  cyanidin-3-rutinoside. §anfL. acarbose 2B4UAATNANNT

NAADY DU TIUINN 0 D19 180

A o o

“fraueuiungun 1 nalAraanuuwansnsetnaliied Anyneadnnssfu p<0.05

# = o s A ] | Ao o o aad o
ueusuiunguin 2 TnaddianuuansngetnaltedAneatansziu p<0.05 211n

28N cyanidin-3-rutinoside wazuilanldlunimeassdn 30 mg/kg ag 5 g/kg HANIINAARN

wanalugdlugAeds + ANAMNARIARALUNINTTILIRIANRAY ANUILERTNAABILAL

NANNITNARBINAL 6 57
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a7Ulnan539e afilsena wazdaiduaLus

ANUsENA LAZARLAUALUSNNSIAE

1. waradldenlfunasaynuslunisguasaulaluaai-asluas

wulnitaanr-azluaaanduaauiueulsdnulaluisnus1§dn Bautin

daganflulamenliiduiimaluanag  wasthenaliianagazgneiassaaieuloiuaan-
nglaBiag Mol brush border membrane wasnilianldian Iiiuuimaluanaien
waldlunisgetdngnizuaiaen (Josse and Cheng, 2004) AeuuMINANNIDELEN
s 1| 's 1| a 73N 1 1 =3 9;
ulndieain-azlunanasiauladueaii-nglatinalatendinatontzaanisgaduiima
Tuanamheadingnzuainan liiduieniu (Peng and Gang, 2007) AMNNMSANHINRNILKNN
WL91 SOA-4 SOA-6 YGM-3 Uaz YGM-6 dnawmaniianat]lunguaasaisuaulslaeniiy &
a‘r o ?x// s U d’ 6 o 1 [~ rdlo/ 1 1 '8
guslunsfudveuladneamals  Gueulsdfnaiaduenlaindneslungueciela
waarn-nglading sauisaunsoduieuladuaarin-azlumald aniluietiiassenans
=8 o 6 % % o A 1 =] U ] A
wAns udninaaedlinaaenndesiuae deaazaanisgaannglradignszuamenlumy
wanlél (Mutsui et al. 2001) wazaINMIANEMEILNT WU Taeniifu-3-giTules a1uien
Tugaiauladuaadn-ngladinald (Adisakwattana et al. 2004) TslunisAnunluaiaills
doyaiumn ha loaniu-3-galulsd adunsndiudueuladuaan-azluaalinngn Ined

Y o

AN IC,, WINAU 23.5440.03 UM FenafsuANaNIsndudsanlsdiaai-ay luaalisl

Ao loeniinu-3-galules > laanifu-3-nglalas > laalisiu > laeantfu-3-nuanlnlaes =

laentinu-3,5-langlalas auaiu waznistiudaueuladuaann-ezluaaneslaaiau-3-

1
=

silulgsanaazinausAuna lnnsdiudveuladieann-nglading  dauilunalnuilanidae
denavinlirzaansnpannglasdngnszuaiae nlugusmlsdmiunisAnmsialllunng

NAKDNT 4
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% = aa [ & all dl o =3 2// aslj
@Wﬂiﬂﬁ\im"]\‘ﬁ’ﬁ\iLﬂNﬂ’ﬂ\ibLsﬁﬁl’]uﬂuLL@;‘i'méwuﬁ (NN 2.14) NuANE luATIN

[

= v a aa o‘i// a 1 v
L‘].l??ﬂ‘]JLV]EIUIﬂN@?’NVI’NLﬂﬂJ‘ﬂ‘ﬂ\‘i%ﬁﬂWHﬂHLL@%ﬂH UIYN 5 atin wudnnne lulaseadneaas

©

o

laeniifunlinuluanasesinas dsnanilinnsdudaeulaiveani-azluaaldtdaandn

v
a o

Taseafrsaeslasfauniuinialuanaaen As nuaninlad waznglalafagnialy

'
1 &

Tassafransiumiannsuani 3 ayiusasnannme laeiau-3-n1uaninled uazlaeimnu-

3-ngla s LWEaLNeUsE NI NN INABITHANLAY AN LANANNANH UL IAINGN

[ %

lansanda (hydroxyl) luluianazesinana na1afe logniifnu-3-nglales Adnwmzves

nanlansanda Wuuuuatauwaann avunsodudaueulsduaann-ozluaaldnndn laendimu-

[ %

3-nuanialed sednezaesngulansena duuuuiwsn asagdlddn acnuansisaeg

naxlansantaluluanatihmainasenistudaenlaiuean-ezluea Tnaaaduasunou

v
o o o

n19dusnRuszuIFadus It ulml eiasAasninigAne lEdaauneaafulaseasg
sanaalaeld computer modeling WNLAN  anndunanidsaumauseudng laniinu-3-

nalaladiulastuanu-3,5-langlaladninanialuianaibaigessiane nglaa agnialy

1 1
a

TagaanesnumeAnfuauns 19l Ass wrsAfueun 3 iuaeaiy leenfifu-3-nglalas

o

wsisineiuAe INAUMEIAfUaUN 5 WU lagtinu-3,5-langTalas Tinafudsianlnd

f v
a o

waadn-azluaaanaslaatngdaan Aeiuasagilladn Tassairsaadlaadaundiimna
Tuanapanagnialulasea¥endiunisnifuaun 5 nduduenani liiinaans
o A o aes o ! o o 2'/ o ¥ | ] 3 g PY

anauInyre llsunaunisdusaiussndnssadudsiuenlaild Ssdananinligmalung
o ij/ Ly I dl = ! o aa 2// a

fudaeulniveaii-azluiaaanas uasiNanFaULNLTEUd D LAUS e lAuns 4 1iin
o v aa aid 9; A a 1 % dl o ] I dl
Aulpseaieloentfiunitinialuanag Ao galua agnielulaseaiansuisafuaun

a

v 1
3 Aa laennu-3-9aTulas wudnanuindudaiaulbaiuaani-azluaalinngn annua

L1l Q

[
= 1 o

o 1 =X A o |d| [ 1 1% aa
panannasag1adn damaluanagnizesseiuiuansetegnialulasaaiiaeslaeniing
= ' o :,/ c [ | 1 dl ¥ = =2 QI a
fnasenisfudueulaileain-erlugafuesiaunn Gspasfasdinisfnu vl
anmazreenisiraesaseiuliuatsateecluianatinialaaiinane1aaeluang
wenanInau antugnatunisdudueulsd waan-azluaadnainisodudaenlndle

tal zg A 1 1 tﬂl | A v Y [ i Y o tal zé’
LWN?JLWI?@iN@EI’]\ﬂ? L‘W’PJLﬂuﬂ’]ﬁ‘ﬂuﬁlu‘ﬂ‘ﬂﬂﬂ@ﬂ\‘lﬂ@"l’ﬂﬂﬂ]@lmuﬂ\i"ﬂu
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o & L4 1| aa a g
2. uansnagausluuunissuaaauladuasi-azlaasradlaeinu-3-galulas

annnisAnEuNALaAuarAStua wudn 1usngu alpha-glucosidase
inhibitor  Tpeiinnsfudueuladuearin-ngladinauavienladuaain-asluaaniaudedu
wuvEUnAU1E (reversible and competitive inhibition) (Hollander, 1992; Coniff et al. 1994)

AMNNNINAARIH 2 (NN 4.5)  wanslimiiuga laeatnu-3-galulsdiudaeuloiuaani-

[ d} ' a

azluagiiluuuuaiialyidsdy Gepeainananistusanlaiiaeas acarbose  Inen19si

v v
o o a al

fuauuuriia ldudedy Arfuderiatarannsaauiuieuliilaasuarglanslszna

v ! 1
\Tetauld fuiu asinlida K Tdiaauutlas wilinanililassaiaaaeuladidaauulas

T assiesivtaduamannazidasuliidunaniusiastdeaas asuani1dm vV anag Lie

Hannududuresduamamnannay SuRaletannAIRMIAN K iU K wudiiaima

[

=

De

o a

uamalFiiudmaudn nnaduderiatiliduluy Full non-competitive inhibitor siagiusianiinil

aunsadNduAuiueuladadsy (K) ldwiaduA1Imanatnnsalunisidnduiuiy

o o =

uduamIn (K) (N7 4.8) (Nuss e Tmuna, 2543)

q

an9srnauidetaussudngia lmad

v [
v o o a

Tunnepsanudnunisgudesiinaedis (competitive inhibitor) Aagiugagiatiazuadeduiuiy

Fuanealunisidndudueulasdiznnisaesienlad wasrinauiduduaaaasani

v
o o o '

o lasendnsduamsavizamndudegandn azamnsadnduiveulmiléangn uddmiunis

fuserinliudedis (non-competitive inhibitor)  AAANNENTUTRId IR IRTAVTRFME UL

v v
o o o o

Aruudaus ldduanaf 1A Ng NI lun s uiussrdaeu i usa U setiulEune

anstszinmutlangilaaiuilszniuaslifnasunaunisiisuae s umu-3-gatulas

a

v
nsdudaeulaiueann-azluaa (uuss aindmuma, 2543 )

e
E+S ®—— ES —> E+P
+ +

=1 N a o c
| | | AR FIIEILIEIN P AR HARNTUMN

E A ulniddasy S Aa dUdmTm

o o o

< " ES Aa laulnidududuainm
i v
FI A eulaoddususadus
El +8 By B i R L Pl ESI A2 &1919snauidedaussning

duginsanuaulaiiazsindus

AN 4.8 AWLAAIANNNTNNE LN ra9Le 1 T T walading

(Lineweaver and Burk, 1934)
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3. HANTNARALONEARTEAUNY LA IUNAIANT WAZNISIETNONEURY acarbose
lunsanszaunglaglunaianlunyusvinfuaslaenifiu-3-galulan

flaqriuiinisAneifaaiuatsnileylusssngmneaiugnalunisdudaenlsd

a
v

waavn- azluiaa Inaudinadn nisdiuganisivaesiasnn-azlunaasdaatzaanisg g
dunglaadngnszuaidannusnuanldidnuazdenaliiazfuPostprandial hyperglycemia

v dl ¢ o 1 o/ :j/ o % 1 | 901
anadls Wasanaulmisenanagndudenlinssuaunistesaslulawmenliiiutinnig
Tuanaguazluianamaadaas (Peng and Gang, 2007)

1 o 1

= e i A 2 ypRp = a ,
AMNNNTANINHNIUNINDAY - W NN N@LLNNNIQHL@W']XQLWI\‘] BATANIN AIRYNLTEU

] g OI a dl A S| % = a o 1 1
AJULAN ABNNTTLRELILLAN nevanlanay NadmAaLLes Nzama usu umimmaqﬁluﬂ@m

UBIANT waulslaenfiuagaiuaunnn 9auns e iauuazeyiusiaiuaisisaula

©
©

Aneluaell nuldaluannasinundiduetmsiudseniuludandsyandi (Wang et al.

1997) sstiusmnniulszniuing 80 ualdsanans anadluilszlamilunsieansssuinmig
Tuaealidlsc@ninmagaauld  wazainnigdnsandaudanud  leetiau-3-g5ulme
anmfudveuladuearin-nglatiaals (Adisakwattana et al. 2004) QMENTZHUNITUAY

BUTAUIDITARLIAIANALEU (Bolleddula et al. 2006) Winn1sunglaadinguiad (Rie

-

et al. 2007) UANANUEINGNENIWNATINLIBWT U FunIaiANEIEs (Cooke et al.

2004) #13A UYL ABATY (Williams et al. 2004) tlum

TunisAnen Tuaistinudn loenfifu-3-gilulas au1a 100 waz 300 mg/kg AMN30

o [ %

ansziunglaalunananvastlanutlals i wany 30, 60 uaz 90 atNNTEAIATYNI
aa dl 4 aa a 61 o L7574

anm  wazilely  loenfiAu-3-gAlulasoniy acarbose mandndu 0.5 uaz 1 mg/kg

wudngmnsnanszaunglaalunaianiaesugusninavndsilanuilluuwiing 30, 60 uay

o AL J I Nl 4 = o | & o ¥ -
90 ldetneddadAnymavads WawFauinauiunguacuay Tnadnalndudaieulas

&
=

weadt-ezluiaa wilunanimaaasd 3 ndunudn lagiau-3-gilulafiasugnizes

] 1
% o = o o

acarbose Wanaaaudisdusifiaalumstiudaenlofuea ezluaa fediililad ey
ysadflutemanes andayasmanafiaudaudeiu Seanaduly g O¥5 lunzan
szsunglaalunananizeslaenifiu-3-satuladianiu acarbose Tuilnavesnalnduds
ulaiuaaii-ngladinaidtunineusandon asinliiunalunisanszaunglaaly

nanann lfasinataLan
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1
=

dwFunguitldrulaenfiau-a-gatulafauiy acarbose luaunaadadu 0.5 mg/kg
Lﬂum’mLﬁ?u%’uﬁmmiuﬂf]iﬁﬁmﬁﬂmﬂ%\iﬁ andInanszaunglaalunaIaNIIRvYLIn
ﬂﬂﬁiﬁmﬂﬂdﬁmjuﬁiﬁﬁm acarbose 1WA 0.5 mg/kg tenadnAtaae e Tad1AynNIg
atia andeyadanaronndn laendipu-s-gatulafdiadiugvsresesanilualunisanseiu
nalaalunangan  enadenalfansnsnanaunnassezanfiuaiandusedddlunenaings
1 uwasndanadnhazdosaneinisldinilsyasdaonan 1wy Viesdn uludadaties uay
pnsaNLes Tnsenien1anaiEFefy (Andrade et al. 1996; Salmeron et al. 1997) 18

A 1 ij/ o o = 2’/ 21 M v ¥ o =2 -dl v oa A QI a
m‘@“l,uuu f&’]ﬂ?‘].lﬂ’]?ﬂﬂ‘i&f’ﬂ%ﬂNuﬂ\?lﬂ‘ﬂ‘]_lillllﬁ ATABANNINITANTILNEAINLNBINUINNLAN

WANANUWLIFN acarbose Hnalnniseangnane dugvianladuean-ngladinausy
nulmiuaann-azluag (Hollande, 1992; Coniff et al. 1994) dduasinliiszA Postprandial
. U 1 % dl = o o % A 1 dl 1

hyperglycemia anaslélinanidn wanfaumeuiuaianszauiinaluaaanguay [
glibenclamide uaz metformin wawud1likalunisansziu HbA, I&lndAssiuanguau
A8 0.5-1 % WATAINNITANENAENUNT LiaseAL Postprandial hyperglycemia anad daua
M iszau HoA, . anasladuiaaaiy delaeauaiu-3-gatulssmaduasnisanm lunaiall
a g, o Y 4 Sl § o = A a A o 6 v
21aNONETIEARTEAL HbA,  IdiduAtaiu eiiasianasAneismn nemileatii 1o

o &

dninaaasdulsamoiuanntiuwiinisAneinednse il HoA, wasanliasmaaasdnd

palduetnals warnaaINNITANEIANINNT WUL 32AU Postprandial  hyperglycemia

anas azdaadenalunisanniszunsndeusigainisaunneuld Inaanizlsanaaiy

szuLinlauasnaaalaaniiinanlsAkLNMaIL (DECODE Study Group, 2001) 63l

e iAu-3-ga lad dhazlinalunisdasanviseazaanisinniazunsndansie neafiu
% A dl a gy a % 2’/ 1 A

srunia lauazaanaaaniiianaInlsALNmeu tHmuRgaiy 9NNt AaTaanANIg

a

AnleAlLnuuInei 2 munj’gﬁqu Impaired glucose tolerance (Salmeron et al. 1997)
] %lz a’l’ % o =S 1 aa QI a 1 % = o
waTaHAFiasiInsAn e ludauneaatiniisnda luantsAnen Tl lusuaniameaiu
o = o o A 1 ?a// = Z’/ g | =2 Ad‘
Aunisfnun ludadmaasswise i souvisnnsinen luaistlifunisAnenlunyusnaazdnan
T ldwmtiaarildifAalsauimanuaspaazsiasiinisAnsiasnludoureagmaanssAu
nglaalunanaun lunynininglsawmonuiansag safuntsnauaianladaianuay

AR AN ¥ \ Fi. bt 2 1O Ly
ATRLAGNNNENIUTY unguuyUnAuaznguuyiiilulsaunmany netlinedudeyanugiu

Tutlasiuuaznigsnenlsawnuniusalil
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a7Unan1sIdn

A1 IC

it}

1. laeifu-3-galulas aunsnsutaeulmieann-ezluaald A a0

50

=

¢
=he

Winfiu 21.28+0.03 pM. Fesdndunnuanansadiudaelmieain-aluag 1§

laentifiu-a- ghlulas > laeniifu-3- nglalad > laentifiu > laenfifu-3- nuanlslas =

laeniifnu-3,5-langlalas muaidu

2.4 AV, anad K ldilasuwlas wagdn K A K windu Rsagiannnstiu
auladuaain-azluaanaslaeinu-3-gaTulbsiiuin full non-competitive inhibitor

|
a

3. loenfinu-3-gAluladidueniug e lRAunaiN1sassngnsres acarbose 1

a

'
[ o

mmmmmﬁmummﬁ@ 3.1 uM Tunssiusaenlbiueann-esluag ludamaaadliasng

o o

UAA ‘V]’N'&ﬂﬁl LN‘E!L‘]E‘EILILVIEIUHUT‘I@NWIV acarbose LWEI\??JEI’NL@EI’J

4. laeniipu-3-gAlulgsawnn 100 Lag 300 mg/dl axnsnanszatnglaalunaasn

ﬂ@ﬂﬁl&LL?VIﬂﬂaiﬁﬂﬁi’]\‘l AN A VI’]\‘]@GG]LN@L‘]J?‘EI‘LILVIEI‘LIﬂ‘LIﬂ@Nﬂ'J'LIﬂN nanasnistlan

wiNLATd1I AR D WINH 30, 60 LAY 90

5. lmentAu-3-galulafarunsnidsunmaaes acarbose Miunsanszaunglaalu
WAAN1TINYLINUNF LAl acarbose  auIAAINLNTUANgARR 0.5 mg/kg lAaEinal
o O o aa dl = o 1 dl Yar = 1 a
a1 Anyneans WenlFauiauiunguinlafy acarbose 1141a 0.5 mg/kg et 19AEA

meudsnstlenutliuazaimages o uniin 30, 60 taz 90
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8MIATIANYLARIATEALUIAANGIAR LUNAIENT (Glucose Oxidase Test)

1. TN peroxidase-glucose oxidase enzyme (PGO enzyme)solution Tmaiin
PGP enzyme 1 wAla snavaneluinngu 100 wa. luaanden

2. W38N color reagent solution 141 o-dianisidine dihydrochloride 1 29& (50 {N.)
avanelurinngu 20 ua.

3. 141 color reagent solution ATUIU 1.6 NQ. NaNAL PGP enzyme solution ATUIU
100 4. WHuluaAden waziFanansazane PGO reagent

4. \FiTeN glucose standard ‘17'; 0, 50, 100, waz 200 NN./HQ.

5. sLéﬂ”Lm‘Emﬁ‘]LﬂmQmwmmmu’?famiﬁqm’wﬁ%wmfau 10 upa. ldlunaannnaes
uifa udaiin PGO reagent 4919t 1 WA, waztal water bath gauswnfl 37 esAnisaides
WU 30 W7

6. inllaaimanilan sndnrganauuas Faswiaslulaswan Annes isziy
ANENIAALLAS 450 U TuAS Lﬁmﬁmﬂu%g@ﬁugm

7. ¥ lulasthin @mm@@zmﬂiu%ﬁ 4 Lmzmmmm{iqmq@ﬂqiﬂmﬁ'mmmm
windusing 419w 200 wea. Mdlululnsman vquaz 1 pauudindu i lulsnen
panauuas foeneiadlulasinan Aained fsziunanueapuuas 450 wntums

8. @514 standard curve 184 glucose standard A1n ﬂ'q@mﬂﬁuum

9. AMurMIAANIdNTUIDINgtAGATN standard curve

Glucose Oxidase

Glucose + H,0 Gluconic Acid + H,0O

v

Peroxidase

v

H,O, + o-Dianisidine Oxidize o-Dianisidine

(colorless) (brown)

nnuanetuReuinLgATE1189n19MI99 Glucose Oxidase Test

(Keiln D and Hartree EF, 1952)
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NN5LATEN ZnHg Amalgam Lia kg lun1saaaszians laendnu-3-gatulds

as =
AANITEATEN

1.
2.

43 ZnO, A7 10.5 g A19lu HCI Aarududy 1 M Relddsennn 5 und
Qy A = [~3

WdINIB9ANTAZANN WAeLeedaRaaauds (Zn)
waasudsannda 2 ludnedae distiled water 911493 20 mL Uszanou 2-3 A
antiuialdly distilled water
WTEIN mercuric oxide A113% 0.347 g azaneili HCI conc. a1uau 1 mL azls

alal A
RE B HN IV LRERRE
ihasaraizaInde 4 Ao Wnaalu ansazaneiisirenlilude 3 Ae zn lu
distilled water TuzLABATMHLAERBTZHRS 10 WIT
ANTWNEIUIBIA1 7T A 8T Ratieedaue9Lle Ae ZnHg Amalgam lddns
el distilled water 971493 50 mL dszanas 5 AKe W luvinldudedaaAzas suction

VulAlunuwifeilsnAainaud
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WA Astyey SAslaedng Haladui 27 woAANIew 2524 AIUTAUATIITAN
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aFannaAnedudsanAnEnguln 6 anlaiFauiinssfadszafisin aneles awdn
WAITANT AN sz AUgANANHIMANGAINNLNAANERITIUTR  ALITNENLNAAARS
winanendandng  Wilnisdne 2543 @ndannsAnmnlussauilEynnsTnangms
% a dl = = ¥ XK 1 [ o a [ %
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