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M nIng : naveIn1sTuUsEuhmasionslvadsudenusnamlumem
LWﬁsmstuaﬁ“ﬁmmﬁuiaﬁmga. ( Effect of sugar ingestion on forearm blood
flow in male offspring of hypertensive parents) a.fiUSnwman : 5. AT.NEY.
o30UsA nagiianl, 0. MUSnw9an « me. asnayd yamdn,e. un 3sing laday
quid
’j’mqﬂismﬁmmmiﬁﬂmiﬁaﬁﬂmwasummi%’uﬂismuﬁwmasﬂmﬂuﬂ%um
f1e 9 semsinadsudenunanulumemmanevesiidanusulaings (OHT) waz
ygmnamevesiiiausuladinund (ONT) wazfioRnunuduiusyessEiutna
Tudensan 1SN 1ILAIENDNRLATY LauaN@1d@lAs (OHT = 16, ONT = 16) W1531A1T
nAdeURINUA & Ads ImsjLLm'azﬂ%’jqawawaﬂﬂﬂé’ﬁuaﬁazmaﬁwma@mmﬁsm 1 A2
Fudumunisgu 90 4 anudududsiiviuiadiniaglasa o, 15, 30 uag 60 n¥u
U31105573 200 1. TAUSH1RsN15Inaveniengegausianuuu (peak FBF) nouuasnas
%’Uﬂizmuﬁéwmasgimanﬂ 930 Uit @uaan 2 alus wavinsedu plasma slucose,
insulin wazf1UaTn12zASoR0enTATY (protein carbonyl; PC and total antioxidant
capacity; TAC) ﬂ'auu,awé’ﬁuﬂizmm’fmmﬁimaﬁnm 30, 60 Wag 120 W19 Wa
n15AN®INUIINGY OHT fiA1 peak FBF t3udusininngs ONT (2240+1.17 vs
25.23+0.62 mL/100mLtissue/min, P < 0.0001) Mﬁﬂ%UUis%ﬂu‘EﬂmasgIﬂﬁﬂnﬂﬂ’mm
uduiiinan 30 it A peak FBF vaita 2 nduanasiieiUSeudisuiuwiii 0 (P < 0.05)
39U plasma glucose tag insulin maqﬁ'&aaqmjmLﬁmqaﬁﬁuwé’wm%’uﬂizmuﬁ?ﬂma

1 v 1

glasa 30 U7 (P < 0.05) uazanasaunaulngseauneulasuinmalasa seau PC uag
TAC nn¥asiauaznnaNiiutuvesinaglasalinunisiudeunlameada (P > 0.05)
Feasuladinnisudsemudinaglasalaiifiu 60 ndu dewaliifinadiuunnseslunis
Y = 6’5 aa = va a < [ a | |
vgneivemasnieansluauiiivaglidvseiadauisanduanudulaings waliny
AMUFUNUSVD2AU plasma glucose AUNTLANNIIZLATEADDNTLATU
a a a A d‘ aa
A0 @359MeN ANYLDTDTEM oo
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# # 6187205520 : MAJOR PHYSIOLOGY
KEYWORD: Sucrose, Postprandial hyperglycemia, Forearm blood flow, Offspring of
hypertensive parents, Oxidative stress
Manta Korakot : Effect of sugar ingestion on forearm blood flow in male
offspring of hypertensive parents. Advisor: Assoc. Prof. ONANONG KULAPUTANA,
M.D.,Ph.D. Co-advisor: Asst. Prof. CHANCHAI BOONLA, Ph.D., WEERAPAT
KOSITANURIT, M.D.

The aims of this study were to investigate the effect of various doses of
sucrose ingestion on forearm blood flow in men who were offspring of hypertensive
parents (OHT) and offspring of normotensive parents (ONT) and to determine the
relationship between plasma glucose levels and oxidative stress. Healthy men (OHT =
16, ONT = 16) were participated in four sessions. Each session, participants ingested one
of four concentrations of sucrose solution (200 mL solution containing 0, 15, 30, and 60
grams of sucrose) at random order. Peak forearm blood flow (peak FBF) was assessed
before and every 30 minutes after sucrose ingestion for 2 hours. Plasma glucose, insulin
levels, and oxidative stress markers (protein carbonyl; PC and total antioxidant capacity;
TAC) were tested before and at 30, 60, and 120 minutes after sucrose ingestion. The
results showed that peak FBF at baseline of OHT eroup was significantly lower than ONT
group (22.40+1.17 vs 25.23+0.62 mL/100mLtissue/min, P < 0.0001). In both groups, peak
FBF of all sessions significantly decreased when compared to baseline (P < 0.05 for all
comparisons). Plasma glucose and serum insulin levels in both groups significantly
increased at 30 minutes after sucrose ingestion (P < 0.05) and returned to baseline
afterward. PC and TAC in both groups were not significantly change in any time points
(P > 0.05). In both OHT and ONT groups, ingesting less than 60 grams of sucrose impairs

vasodilating function. There was no correlation between plasma glucose and oxidative

stress.
Field of Study: ~ Physiology Student's Signature ......cocovvevenencenes
Academic Year: 2020 Advisor's Signature ........cccceeeveevennnn.

Co-advisor's Signature ........cccccveeveeeen.

Co-advisor's Signature .......cceeeeveuee.
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1.1 aruddryuaziunvasiym (Background and Rationale)

ausiulaiings (hypertension) Wunilsluadoidefiinlugnisinlsaiilonas
vasaden(1) 91nseuvesesdniseunielan U 2019 wuiszwinsialaniidnsinis
dedinanlsaiilanasnasnidonuszuin 17.9 duaudel Amdu 32% 91na111mnIs
Aeiaianua uadludnnunmsdedinifeuiestulseilawssvinonidenauasnnis 85%
(2) drwludszmalnelsaanuduladnguduanvgueinisdedinvesszyinsinenin
50,000 Ausal wazlul 2019 ﬁaﬁ’wmuﬂismﬂﬂmﬁLﬁuisﬂmmﬁuiaﬁmqqmﬂﬁa 13.2 a1y
Al (3)

fnsAnwmuinmainanuiulaingaanuduiusivanuunnsesdunisiay
Y991189ALH8A (impaired vascular function) (4) 91ANSANBINTNDUAUBIVDINADALTDA
WAIUSLIUULYUABEANT acetylcholine 5‘5&L‘T;Jumi‘ﬁﬂizéjﬂﬁﬁmmwmséfmawaamLﬁamhu
N13vIuTRTadUNTIvaaniden (endothelial cell) wazvinnsussliuyiuinsnisinaves
&0 (blood flow) A strain-gauge plethysmography “LummaﬁmﬁﬁmmﬁuiaﬁmqqLLaz

I vaa Y

a ) a a A a 2 a
NUANUAUUNG WU'J’]NmﬂﬂquWUIﬁﬂmgﬁmﬂﬁﬂqmﬁﬂ’]iiﬂaeﬂaﬂLaaﬂUiL'ﬂﬂJLLGUu (forearm

kY

blood flow) sniilaieuiunauauaunliinnunuladings (5)
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widmnudulafingayinugugd (essential hypertension) fawngnisiiailiuy

(%)

‘a a
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o v A [ 1% [ =) = wa [ ] [y a
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in
g¢ InsfAnwnuinmsiiaauiuladingdlanvnaindadenieiugnssudszann 30-50% (6)
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NNTARRUTERUANNAUlailusEEEaT 24 TluenuImMeInUeIIEANAULATing

[y

(offspring of hypertensive parents; OHT) fla1uAulafingwINNIMIeINVBIENTAIY

=

lasinun@ (offspring of normotensive parents; ONT) Taatanwizlumweanie (7) wagdinui

ey

' 1% '
aa v yaaa

niednuazunsadanuduladingadinnudsdunisinaiuduladingannniignidnn
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L] I v a = a U a a
%’iE]N']ﬁﬂ’lLUUﬂ’J']@J@UIﬁWWQQLWEN?]‘LJLG]EJ?LLa3N‘VIlI‘UG]']LLﬁZNWiﬂWﬂ’J’]&I@UIa%G]UﬂC‘] (8) 31N

Y

n1sAnwUSeuguAManTRnIPuAINEa g uTDIaDALaaALAY (arterial elasticity

characteristics) lug7ilangagsynitangy OHT wazngyu ONT wudingy OHT dAlny

Y 9
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OHT é’ﬁmnﬁm%maq arterial stiffness laediAn peripheral systolic augmentation index
(measure of wave reflection) ag aortic pulse wave velocity Ejﬂﬂ’i’mfju ONT (10)
wonanil finsAnuiiAnwAnuuansesiunsvETefvetasndon dae3snsUsudiy
endothelial independent vasodilator lagguani1sneuauetlunIsveIefIT0ImaaALHen
#oan3 glyceryl trinitrate WUIINGH OHT fin15venefirvesmasaidendidesniingu ONT
(11) wazdadnsAnuifinuirlungy OHT SellaU3unsnisinaveudenggauinmuy

(peak forearm blood flow) anad wa

ee

fisgiuauiunIuYeInisinaveudengedn (peak
flow vascular resistance; peak FVR) gand1ngs ONT 8neig (12) 3nnwani1sanend1asu 39
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'Vn\‘iﬁﬂLn@a@umaﬁmal%Lﬂ@ﬂ?qllm‘UIaﬁmijquqﬂﬂq 50 % LU ﬂ’]iq‘UuVﬁ VIMNITIVDNNTAN

14
IS o LY a

e finnzimiiniAu wasmsfusymusnsfidmadosequnin (13) Inglanzia3edud
fihaaduduusznouluuimamin Lf’immﬂms%’uﬂazmuﬁwmaﬂ%mmmam’flumm&ﬂﬁ
LﬁmmwﬁﬁszﬁuﬁwmaiuLﬁamqq%umwé’ams%’uUizmumms (postprandial
hyperglycemia, PPH) 6'?50L‘flumm&;ﬁﬁﬂﬂgjmiLﬁmmiﬁwmﬁamﬂﬂﬁmmLezjaéqmﬁwaam
@onla (14, 15) ﬁmiﬁﬂmﬁmaaummwuﬁaﬂfﬂmaﬂgiﬂa (Oral glucose tolerance test)
Tueugunmialagldihnianglaausinm 75 nfu wudissduimaludenuaysedudugau
asdusnitaningn 30 wiivdanulsenuthmanglea wasAesqanasundudngnne
Unfineluszezingn 2 alus (16) vauzifnnnie PPH TuusazadsdsnaliiAnnssuniunis
MUYDMARALADALALLANIEUNUIMTUNITAIUANNITULIEFIVDIMABALADA Latdnaiy
mu%’%’aﬁﬁwmiﬁﬂmmaﬁuaams%’uﬂazmuﬁwmaﬂ%mmqﬂGiamiﬁmmeuawaamﬁam laein
nswsuLdasen FMD Tufejuimemsfifiguaimd nudifien FMD anasisedfedinisanas
284 endothelium-dependent vasodilation (17, 18) Snedain1sANYINAYDINIS
SutszyunaUInugaienIia arterial stiffness wagnaneaudulafislufoiuimne
yofiigunmd wudmdsinuilaathmanglaasuin 75 n¥u fd1 pulse wave velocity
(PWV) uag systolic blood pressure U%Lammqasﬁu (16, 19) uenaNigadinisAnuiisiesnuy
agfuihmaludengaudunauuausamisniliinnnseioasenfndu (oxidative
stress) Faduanmeiinlugnsvianuiiiaunivemasaiden fadumniAanig PPH wn
Antuing uszernaiu o1savdsmalivasadeniiansuindusasdinsinuigas

wasidunisiiuanudsaizinulugnisiianzanusulaingssielUluswandnme (20)



nsustarinalulssinalnedinsgeiuegneiaiiies (21, 22) lnglanigiinansiy
=& & - aa a a a P A a A
Fodudmandedldlunsusenovemisiasiaieany ¥ bduTaiomiuAIunIULe9N
miidenuiaInaIn (23) Ussrnsinedtenadinnudssgeneon1sinnisviauiiaunives
7a9nLaR N15ANWIATILRIaUTAANE¥INISMEUANDIVBIUSUININISIAAVDUADAUSIULIU
faN155UUIEMULIAAUTUIUA ‘Lumjm OHT #9913TANUUNNTBIUNITYINUYDIADA
denegnauunad wlidilinveiniswanimisaddnvesnzainusuladingiiniy o

a =1 [ 1 =1 [V = I v d' v

Wiguiiguiungy ONT lagdanumanisinaannisanwiazanuisaidudeyaivoimun
L.meﬂumiﬂaaﬁ’umiLﬁmmmmwimiuﬂﬁﬁwmmawaamﬁamamﬁu%yjmﬁmam
dnsunuzihvTnunsuilnatinnauseneulusiunisguaguanieanAuFesen1sin
AusulafngInnssulsemudisaludsiuniiuaslunuusazngy Tnaaniggnd

Anudedlumsiinauiuladingslusuian

1.2 A1MU97U398 (Research question)

ANRNUITeNEN

nsfutsemutnaglasaluliuimumneg ardswaseyiuimsnisivaves
Fonudnuurulumeminanevesntausulafingauagme A eve g

anusulaiaunfunnenanunsIalil agnals

ANNINIIUIVYTBY

SEAULNNA LA AT ANUEUNUSABNISHANILLAS YA DNTLATUS B bl

1.3 InUszaeAUaIUlTY (Objective)
I UIZAIATIUITBNEN
4 = y 3 .
ieAnwnaveImssulsemulimaglasaluduasingg deusuinsnisiva
YouFeAUIIULUUIUMEMINAYIEYDIETLANUAUTATRNFILAZN L NAYIEYDIET

Janusulainund

IUILHIAVINUTILTOY

WBANWIAINUFUNUTVBITLAULNIANA LULADARBDNISNANILLASUADDNTATU



1.4 n2ULUIAIUAR (Conceptual framework)

Sugar (various doses)

l

Postprandial hyperglycemia

5

Oxidative stress

i ? Age (old > young)
Gender (men >women)
Genetic inheritance for Vasodilation function Hyoertensi
@ o’ @ | Hypertension
hypertension (Peak forearm blood flow) Dyslipidemia
Obesity

1.5 uNAgIUUITY (Research hypothesis)
ANNAFIUNUITENAN
nsfulsenuhmaglasaludsunasinge dwaseusuinsnisivaveuden

ULl e N AT I VIR NIAI A ULA AN ZIUANAIIIN NN A EVDIHT

Janusulainund

AUNNAFIUNUITE D
SEAULNANA LA DAL AU UNUSADNISIANNIZLASEADDNTLATU

1.6 YBULYAYDINFIVY
n1539uTanaaeslunywduuulyd (Human experimental study with crossover

design) Turegunnd Nilengszning 18 - 35 U ldldeeniidniedulsydnnsuseudi

IUUIVY

n1sAne13deasail
aInsaluinInends COA no. 454/2020 LHpsnnilunisnaaesiunguimeg1aiiduunyug

be

LASUoudRAIINAUENTIUNITITYTITU AMSUNNEANENS



Y v

AU uIdeaglasunnuisingUszasdvedlasinis Juneunsaniuuie
Usglgvunaglasuannauide wazialemalvigidnsinauiduladnaiuniuninudens
AeufiTnnuIdasundusendisunsfinviluaednualdnus wazanunsasnidnnis

dhulasamsdieledle lidhemeualaiany

1.7 Ard1Asy (Keywords)

Sucrose

Postprandial hyperglycemia
Forearm blood flow

Offspring of hypertensive parents

Oxidative stress

1.8 ArdemBeufjianiazlélun1sise (Operational definition)

1. Normotensive offspring of hypertensive parents #1884 Qﬂﬂaﬁﬁﬂ'?mmﬁu

= o va

Tafinunigaiuseiaden wie w1sen seviaes Juanudulaings (BP =140/90 rmmHg) 1
lasunsitiadelaeunnd lnedanlasunisitdadenaueiy 55 U wazusanlasunis sy
fowely 65 U (24)

2. Postprandial hyperglycemia #1894 mwﬁﬁwﬁuﬁwmaiuLﬁamﬁmqﬁu
mwé’a%‘uﬂizmuﬁwmaﬁﬁizﬁummLsi’fu%’uqa Tnedemsziuimaludenndan oral
slucose loading 75 n3a Wuan 2 Falua fall

< 140 mg/dL Ap AUUNG

140 - 199 mg/dL A muﬁﬁmmwumwiaﬂq‘[ﬂauﬂwém (impaired
glucose tolerance)

> 199 me/dL fp Audulsatuimau (25)

3. Peak forearm blood flow (peak FBF) vianefie Usuinsnisivavesidonadanvay
\iA reactive hyperemia

4. Reactive hyperemia 11881 n1snevausLuUsunduvesnisivaioudend
Wduvdmniinstatunslvaioudesvemasndenunadusezinamis

5. Vascular function #1889 N1591191U985%aa80aLaslUUNUIMAIUAITVEUF

VoIaALaanlAgUIEIIUAINAT peak FBF Tutuziin reactive hyperemia



1.9 49150 IM199385554 (Ethical Consideration)

ToNIITUINNNATEFITUTANANITETITUAING LLawé’ﬂﬁaﬁimﬁugm lawn
Declaration of Helsinki, CIOMS Guideline, International Conference on Harmonization
in Good Clinical Practice (ICH-GCP) taza1usédn The Belmont Report Ag

1. ndnauAsnluyana (Respect for person) Ineni1slviveyastneasuniuay
pnanadpsiinladuedeinavdndulaegedaselunsiianudugeudnsinlunisise

2. nann19bruselevy lunelviindunsie (Beneficence/Non-maleficence)
onanasiasagldfulsyleviAoarldnsunanisnsiadansessesuinmauas lutiludon Tng
Bidealdane ananaiaseraiamuidesdis arudsdunisizdeninrasndend uaz
nnssaduLsurazIanisivadouveadeniivay wiidunudsssssudntdes diu

va

Uszthiuiseinissnwauduvesetaadas dideszdnseidagluwuuiuiindoyass iyl

Y

= o £ =

identifier Mazszyfissinenaadng wazn1saiuinanuidsasidunissenuamsiulifinig
sryuMeaalng
3. MaNAMUEATITU (Justice) Aatlinauain1sAndLazeantmau dn15nTEa8AIY

dewazraUszlevdegravinieuiu lidnsidenU)us

1.10 Ya31inlun15338 (Limitation)

1. nsfinwiifnuianizeranadasmarisaunmieny 18-35 U Jaeraldannsn
Foyafidnulaludszandlflumanetisogdu mendomRengulszvnsduld

2. lungumemiidanudulafingsenadivediifuse idnmiemnsnuievedaiuay
usdumusulafingstenaiinasiessfunsiinauiinnive svasadondiunansnafiu

3. n1sAnwIiinsaateiiesuAsyay plasma slucose Lifldnsaaasedu plasma

fructose @497193KNARNDN1TVINIIUYDIMADALGBANUNNTBI MU

1.11 Yszleviiianndnazlasuainauide (Expected Benefit and Application)

1. el uAmareIN1INBUANBIYBINTS IMavadionuUTAMIUREN T UUTENNY
5 ' yala Y a acs vala Y a =
wmaluvuinadieg lugniinnudulainunadadumeimvesnianuaiudulaingaie
Judeyauazuumslulesiuiazananudsinsiinanuiulainguaslsailauasvasn

o luaulAn



2. ilonsuiismnuunnsndlunisnevaussvesnsinavosdonuinauvusenis
Sudsgmuihnaglasalurnessrludidenudulafinunfdadumemuesdiifaudy
TofingauazarudulafinnfiioduuamsdunsfnuiiudulueunanieUiinuinad
wngaudensiulsenmulusdazafaieduwumidunisiosfunazanaudsnisin
mnuAnUnAvevasnidendiotathluganuiulainguazlsaloagnasnidenluouian

luauudazngy

dl a g J a o
1.12 guassanionaiausendtenisidsuazainsnislunisuily (Obstacle and

strategies to solve the problem)
a v P! Ay & a ' '
1. gaunaiingluvesililunsvegeunseuvseduiiuliaunsodmanenisvauas
'y & Y v o = v a v a ad o = &

veeivemanaionls fuluiwieuinisauaulvasinugumninivualunisnyil

2. AANTFUNNNENBUNITNAGDU LU N1SEAE N1579 UEBINAFUAINARDAINIS
e guldanus UYL ANAUSULARS LaZensINSHUYRIRla detulanesliananadas
UBUINNBULTUYINNTNAADUYNATS

3. wNURIANS A s udanddnanaAINIS A suden luenaalnsAuLmeINu
NFWNUINTInAINUluLRaz ASIdNaliAINIs a8 WE AT ANUBANAINY AILUITIAD

fnsTeyiuiandauLazAe IR UILLANYNATY



uni 2

NUNIUITTUNTTUTN VDY

2.1 lsaAdnuiuladings (Hypertension)

ANUIUlaTings vianeds seeuauulaindaladin (systolic blood pressure, SBP)
> 140 uu.U59% waz/vie Anusulafinlawedalnan (diastolic blood pressure, DBP) = 90
wu Usen (26) arufidauiny European Society of Cardiology, European Society of
Hypertension uagauauAuiulangawiaUsenalvg ladnnaugdnuunsgiunIuguLss

suaﬂmmoﬁ’uiaﬁmqﬂ (Fam5797 1) (26, 27)

soumsallsannudulafingevasuszansnalanuaslulssmelne

AnuynvesmMainlsanaiulaiingosszanslanlul a.a. 2015 fnsmenuy
Isernsiideny 18 Yuludenusuladingsdiuiu 1.13 ruau Semuarumgnlumeas
26.1% wagmAnya 20.1% (28) waznani1sdsaunindseyvulnenuizanugnvesdsa
anudulafingdludszeinslneddetgsaus 15 9 Juldifuan 179% Tud wa. 2535 10y
24.7% Tudw.a. 2557 Taglumavigarmgniiuain 18.1% 1y 25.6% dalumandgaiia
21 15.9% 1 23.9% Tnsanuynvaslsaanuiulafingeasiistumuengidiuiu (26) Tl
A.fl. 2019 fidnnuusznnsivedulsanmsulafingannds 13.2 dwau waglsanudy
Tafingaduanmuesnisidedinvesuszynsinenia 50,000 aused (3)

Iiﬁﬁ%ﬂuﬁuiaﬁmjﬁLﬁUMﬁﬂﬂﬁ]ﬁlﬂLaﬂﬂﬁﬁﬂﬂémﬂﬁﬂiiﬂﬁ’ﬂﬁ]LL@S‘Ma@@Laaﬂ (1) 21N

=

1euvesnsanisaurtelan U a.a. 2019 nudnUszeinsiilanidnsinisidedinann

IspialauazvasndonUszuia 17.9 duaunel Andu 32% ananngnisidedinianun

[N '
aa a a A

° = Y] o & = =
LLagsLUR]WU'JUﬂqiLaEJGUQWULﬂEJ’JLu@ﬂﬂ‘UIiﬂ‘Wﬂﬁ]LLagﬁaaﬂLa@@ﬁN@ﬁJqﬂﬂﬂ 85% (2) BIWAYE

v a aa ! IS5

f9nsn1sidetinganitnanganauminiilunnguens enidulungueiguinnia 70 U 4

Y

o = aa dl [ U U a
@Gﬁ’]ﬂ'lﬁLﬂEJ‘*U'JGWIVLQJG]’]\‘iﬂU‘ﬁ%W'JNLWﬂ?ﬁ']EJLLﬁ%LWﬁMEUU\‘i (26)



Iiﬂmmﬁuiaﬁmgammmu,‘u'aaamflu 2 Usennm asil

a

1. lsanudulaiingesugund (Essential 38 Primary Hypertension) {ulsanany

sulafingeydalinsvaimauide dnnulalugUisanuduladngediulvauseuna 90-95%
(29)

a

2. lsamnuiuladingenRend (Secondary Hypertension) Wulsannudulaiingsiidl

arna1nlsndue wu lsanasadenls lsaszuudeunuante WWusu lsaruduladin

Ussinnilnulalugdudosdszana 5-10% (30)
Taduidesdansiinlsannunulalings

tadoidesfiduadunnienuiilafingeiiviedafoneiugnssunastadedanndon

1.) adgmeiugnssy

Haduidsamaiugnssudenisiiuszifnseunsudulsannuduladings (family
history of hypertension) %aﬁﬂﬂémslﬁmimmméﬁ’uiaﬁmqﬂuamﬂmlﬁﬁﬂ 30% (13) 910
nsAnwmsinauiuladingsluenaadasinames wuigiddnndunusuladingadio

Aufgailonadasfiaziinlsaanuduladings 1.5 wih gndunsaduanudulaingaiiesnu

¥

Wweaillonadesaziinlsnauduladings 1.8 i1 wazgniinsdnuazunsanduaiudiu

Y

=

Tafingsillenaidsafiaziinlsanudulafings 2.4 Wi Wolsufugilidusziaasouns
Dulsamnudulaiings (31)

2.) Yademsdanndey

wyAnssunslEiinUsesaty Wy nsvianiseendidanie n1sfulsEnIuensi
dewadesiequan waznisguynd Suduledoidemsdanndonfidaaiunsinlsnaanin
dulaiings (32) TnefinsAnwnuindedoidsamedanndeumanilugnisiinlsanudy

ladinaalania 50% (13)
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1%
=

M19197 1 sduunlsanusuladinasuanusussduglngeny 18 U auly

Category SPB (uu.Usan) DBP (uu.U58m)
Optimal <120 ey < 80
Normal 120-129 WaY/13e 80-84
High normal 130-139 WaY/n3e 85-89
Hypertension sgAU 1 140-159 Way/%39 90-99
Hypertension 5¥AU 2 160-169 WaZ/%30 100-109
Hypertension 5£#U 3 > 180 WaZ/%30 > 110
Isolated systolic hypertension > 140 {GH <90

NUELR : SBP = systolic blood pressure; DBP = diastolic blood pressure

2.2 Yademeiugnssuvaslsanuauladingeianisinuvasvaeniien

mMsveneifianaswemasaidenisenldinduanuunnsesdunsvinuvemans
Fonusznsnils FafieiduszesBuduresnisvhauiiinuniveswadyniiaoaiden
(endothelial dysfunction) (33) Tnen1svenefvemasnidoniianaiianuduiusiu
Uiinaedlusinesnludiianas (34) GsenaifunadiduiosnaininisanasuesIunauas/
n3en157191uve e ulesl endothelial nitric oxide synthase (eNOS) n1siUSu 1M L-
arginine Mduassesuvaslussneanledanas (35) saudedadean cofactor fiduasuns
viraruvosoulesl eNOS (36) Fsannmmarienafunaiignaienentiunisiugnssy
InganznsiivsyiRasounindulsarnudulaiings (35)

1N13ANYINITINNUVRLIAAYNTINADALFRALAENITNARBUNIADUAUDIYDINIS
lualsudonusauau (FBF) Aadis acetylcholine wagans sodium nitroprusside firny
udusing 9 lunguitfimnudulaiinunideduszSinseuasudulsarusulaingauiaugy
281 (OHT) Wisufunguitliifivsz Rnseuanandumnudulafings (ONT) wuimdaldsuans
acetylcholine gy OHT N15MOUANBIVRY FBF Wauniingu ONT d9Un13naUaudves
FBF #iod13 sodium nitroprusside linuaiuunndsseninnagulunnseauanududuyas
a13 nan1sdnwduanddiiiuiinishnureseadyndaiasadesluunuimaiuaunsg
venefueaasadenteingy OHT daruunmnsosdaunnsrdluainngs ONT luvaziinig

MuTeradna1NeIssuTamanadenvea 2 nauliinnuuwnned1eiu (35) uenaind
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v = ] 14 = v

WinsAnwinaa1eadiulangyNITIAdaUNITVYI8RIUDINAALEEARBENT glyceryl
trinitrate WAYTANISVYIBVUINVBIVABALABA brachial artery Tagld high resolution

ultrasound WuIINgU OHT HANSVEnemveIaenianiiaeningy ONT (11, 37)

n13Anw1ve9 Boutcher WazAmy (12) Wuiingu OHT dA1nsinalisuiionssdn
UIAULLYU (peak forearm blood flow) ¥augLiin reactive hyperemia Gﬁ’ﬁﬂiﬂﬂﬁju ONT 4
Sovaz 19 Feduiusiuamaruiuniuluvasaidengigausnauvuiimgniings ONT fs
Yoway 17 fianuaenndesiunisdnuiues Portela Wazane (38) inuinngu OHT AN
Inarisuidenuinamvusiniuazilmauiumuluvasadendutategenindefisudy
nau ONT vueaaniiain1evila isometric Ingld handgrip A1uvMTN 30% Y9 maximal
voluntary contraction Lutaa1 3 unfl uenanisainsAnufsnmantinisdiuaiiu
gnvguvamanndontasuaIngy OHT wagnau ONT wudngu OHT daudanguvevan
Feoauasuelugjuazuiainanamislumaneuaznds uaz Ssuiunayiedaudavey
YBINABALTBARAIAAAININNTUNANYSTunoUNUAUTETFOU (9) hATNITANYIVES
Kucerova kagamg (10) Sanuiingu OHT dafin1sifiudues arterial stiffness Tnadian
peripheral systolic augmentation index &g aortic pulse wave velocity qaﬂ’hmju ONT

InsAneINnaudssusansliiuisauunnseslun1siursmasndonangy

OHT

2.3 Mslualisuiden (Blood flow)
nslvadeudengnasunulne 2 Yadendn ldun msmuauitinneluvasaiden
(intrinsic or local control) (39) wag N1IAIVALAINABUBDN (extrinsic control) (40)
1) msmuauiAnneluvasaden uiseendu 3 Uszian Tun
1.1) Metabolic regulation L“f]uﬂﬂiﬂ’m@mﬂ%mmmﬂuammLﬁamﬁmﬁm
doidedqudu q Junaannnisiiin tissue metabolism Fadmnuduiusfuainudeanis
panTLauTRNiieLBe Lazn15uUde vasodilators nelunasaiden Wy asuaulaoenles,
mwv‘ﬂuﬂi@, Adenosine, Histamine Wag Lactic acid Na@1Ae Lﬁalﬁ@ tissue metabolism
ity edeiinnudeeniseandauuiniy waziinisuds vasodilators nay denals
vaendoninnsvenefuasivnandonnduiedousnatisnniy (39)
1.2) Autoregulation 1JuanauTRveINITAIVANNISUALAZIIBFIVDIVIADN

A P 2 A d' o & A a ] ! [
LaamLENLwamu@uﬂimmmﬂmﬁumLaam‘wmmLuawamnmuu ﬁ’]iJ’]iﬂLLUQLiJUﬂWiﬁ’JUF’]SJ
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910 metabolic autoregulation YUBLAUAIINABINITOONTLIUVDILUDLED (39) WAy

Y

myogenic autoregulation %ﬁuagﬂiﬁmmﬁu (tension) NNTLYINADNUIUDINADALADN LilD
ANUAUIUVADALADALAIANAILIIAUNNTEVFBNUINADALADAANAILALNITNIHIUVD
a vy 1 A % a X P & o a o A a P & =3
sondluingilaloduintulalif vaeadendauinnisaateduieiiunisinais uiends
Wunisiiuanusulurasaidenusiuiy mﬂmméfﬂwaamLﬁammgﬁuﬁ%ﬁqmﬂum
ASINUYIY (41)
1.3) Endothelial mediated regulation {JuN13AIUANNITRALAZ VLA
& ' PP = & & a o 1
YDINADALADAKNIUAINULAULIBY (shear stress) FUTUNAINNIT AV NADATINTEVIHD
endothelial cells USIUNTIU0971a0MALADA diNatyt endothelial cells LAANISTNAS
vasodilators v nitric oxide YNlAaBALEBANANITVENYF (42)
2) MImUANAINAIBLEN WUNSMUANNIUMNSTUUUSTauazgasiuy
N15AIUANKNIUTEUUUT2AIM autonomic Usenauniy seuulszan
sympathetic uag syuuUs¥am parasympathetic Waszuuusyam sympathetic gnnsedu
LAANISYAY norepinephrine FsasnalAlAnNITUAFvDINasaLaanfil O, receptor Lazinli
LAANISVEEAIVDINADALEARANN 3, receptor @1UsrUUUIEEM parasympathetic dinasa

o = = I3 ¥
ATNINUYBIVaDALADALNEILANUBY (40)

2.4 MInTaUsTIUNINIUTBIaeALaan (Vascular function assessment)

N13M 319Uz UN TN UYIaRALAERaINITa VI lAKa1875 TAdiduunnITRIT
Uszillumuszuuluaidsuidon lawn nsasiausziliuvaonidendiunaiy (central
circulation) hagn1sUszilunaoaldondiuUany (peripheral circulation) (43) Lagisns
ns13UsEliunsuYesmaealdenfaiunsanuseanidu invasive technique fonis
Usziliunaeniianlaginisaenldingiinlulusianie uag non-invasive technique Aanns
Usziliunaendenlaglifinsaenldingla s whlulusanie (@4) mansiaussdiuvasnidon
d1UNAN9AIYTBUUY invasive technique L quantitative coronary angiography %éﬂgmaa
1y gold standard annsaliteyatifininuusiugiiign d1uisnsmsrdseiliunasniden
A7UNa1EINNIalEIBLUU non-invasive technique TaltuAULAIZANLIUEITENTT LU
doppler echocardiography Wag positron emission tomography (43) N150533 U5 1i U

naenlaendIula18n18IBUUU invasive technique L@u intrabrachial administration of

vasoactive agents wasinlaiunfdeuvingans lanediuuinazldisnisnsiauseiiuuuy non-
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invasive technique @ 18735 flow mediated dilation (FMD) W@ % venous occlusion
plethysmography (VOP) (44) &sfiannuudugniissmeiiazazieuliiiuinisiauves
naealdendunansla (45, 46)

Strain-gauge venous occlusion plethysmography 1JuisUsgifiunsneuaussves
waendonuaziin reactive hyperemia 39.8un1snevausswuusundureanisinavenden
Afiutundiniinsdatunisinaioudonvemasndenaunafusresnamis nsUamu
mslvadsudeminlimaeniendiutarefnanuinuiignUatuiansunden (ischemia)
LATUINBBNTIU aDAEEAdIUFINE1ITUANNITRBUALBIABNITAS1IEITRATN AT
vasodilators LA adenosine, prostaglandin, nitric oxide (NO), ATP-sensitive potassium
channel wag endothelium-derived hyperpolarizing factor (EDHF) iy viliuaes
Feainnsveneiafiesedenunaes Wehddiatunasndonsentiily sasnslnaves
Feafintulunsiivenududeuiinszydendmasndonduasulrieuled eNOS a¥ns
lunsneenledliunniu MnauvedindndmalfiAnnisuessemanaidon (47)

Strain-gauge venous occlusion plethysmography Falasuanufenlunisinunly
Useiliunisinaveaadenusaauau (forearm blood flow; FBF) Ingindnsivaslsuinsnns
ua (flow rate) FrensinsnsInTsiuTureISasuIL (forearm volume) Wilatfiumiy
fulu venous cuff azifin1suenevedidusouiaves forearm nlmaani1sdsuulasniny
AU uliinuSIan strain gauge FeaunsainnsasunUaiuesuiuinses forearm A

fasruziian 1 unfl dawidusnsy FBF flvaeidu ml/100 ml of tissue/min (12)

2.5 d@a1un1salusinauinatludsswmalng
UaqUu Usemalnedn195sIAs09N15aaN15SUUSTENIUNINUNUBE1ILNT AN
Wasnnsuslaauimanuinfulyannsadwadedesnnie dilddnisiialsauiminu
13A97u nazlsailanazvasnidenladnee (48) waluvazAgITUATDINIS YUN LAy
d' d' a 1 d'd no/ I 3 o I [I~3 o a g v a Y =2 ¥
LATDIALTUAMINY NHUINALUUDIAUIZNDU 91UI8BELTUIIUIULIN B GG PIRTRI NIt
' ~ = a % % A vo | A =~
$e finsAnwinisuslaauinialulng wuindiaanlasvdauluguiannieieshu (sugar-
sweetened beverage) (21, 49) fatufmiaziinsanUsuiuuinianldusenaue1nisiu
Asuseu ann1suemsmeiinia uiaudulnglasuiinasnaseshneddudsedmn
Tu uenanilfadideyanismanisainisusiaainiavesessAnisiiendusuilenauasygna

WazN15WAILA (Organization for Economic Co-operation and Development; OECD) Whag
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DIANITBINITUALLN A TUAIANUTEY1971R (Food and Agriculture Organization; FAO) U
2020 AANsalItul 2029 UsewelneagiinisuslnauiniaiingeWuie 23.5 ke/cap 91N
22.5 kg/cap Tul 2017-2019 (22)

% A | ~ & % A a A ]

UrnandmansenusoguaInuIngan As Yinnaiiuadlue1misioUausiesa
(added sugan) lauf Urn1ansiewazarsiinuniItuandlnandnsnlanags (high
fructose corn syrup) (50) laginanansuusenulutinusyaniudiuunn fAs Unnansie 9
wulalulaSesRnuazeinisussinnaig 9 (51) esAaniseuidelan (World Health
Organization; WHO) fiauuzid1anlunisiuaislasundsuainiiniatiesnin 10% ve9
° o & v o = | Py a
IIUIUNSRUAIN M INIUATTUUTENNU IneArTlsanndaymmisdesdin laun nisiiailuy
Yoy udminiAumnson 101U LavdnaIuTeInas9aIumeaIsemsalasuantinia (52,
53) lnesosas 6-10 Wieuwduiinialszuiu 40-55 n§u Faduusuiusuusenulunia
U U =) gol a Q’lj (] Y a 1 o Ya g U L% QI é{ a v 1
Tu nanpeumaludsuadldnelifnlaymiiiuy ldvilvaiidmdnduiudy wasidadiu

) a A ) A

YDINAIUNLAUZFULUBDLNEUNUAIBIMTUTELNNDU (53)

wienansie (Wenatlasa) Wumaluanagussnaumeiinanininauaznglad
agvaznildluanaweuiumeiuselaaud Uinansiendnanivlagdiuunnuaniaindes

o H ° ] \ & | oA e o oA ] H a
wagiidn (53) dmnanmegniinldegraunsnateasusennfslagduiiosnniduiiniai
wilddne lneirniansiegnildlunisuseanis Uszneveimis wagldifudiunanves
a % L3 d’ d‘ 1

HARAUNDIMTUAZIATOIANAN € (23)

nssuUsemumalulsuiaunniduesanidunissulsemuemnsidalduse
guamns1zdunBelaymneguammaieysenisiagianie metabolic syndrome L3u
Anuiulaiings, seaulasndwelsaludengs uazn1dzfedudu (insulin resistance) (51)

Feazihlugmsiialse valauagraeniion wazlsalumusiai 2 (50)

2.6 aminaluifangwasiiaamns (Postprandial hyperglycemia %30

acute hyperglycemia)

1%
= [y [

Azdinalulfengmaiiles1nis nuede seavdinaludeafiiiugaduegis

[
=

< . [ o = a v A 1 a
599157 (spikes) Ma991n5UUTENIUBINNST (54) FUAATUIINTIENUAINTANY WU LIAN
SuUsEMUDIMNS USUNUe19NS 89AUSENBUY89919NS warUsunamsiulawseluaimns (54,
55) sgautnaludengmdseatmsdmsugiliiilsaumudesldiiy 140 me/dL wag

=Y

aunsandupugseauunalanielu 2 93lus (25, 54) @enndediun1sAnYIT09 Siervo waz
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Ay (56) iéfﬁ’]miwﬂﬂaummwuﬂqiﬂa (Oral Glucose Tolerance Test: OGTT) Tu

a a

pranadinsflifllsaummuuaglifinnefeduyiu wulwidniulssmuinanglea 75
n3u izﬁuﬁwmﬂmﬁamLﬁ'mqqsﬁuﬁaa 9 wagilsy ”Uqﬂﬁf:jm (hyperglycemic peak) fi3an 30
unindsaniulseniunglaa ndsnturesganasaunduidiganzniaelussssing 2
s

fnsfnusunnlinenuinsissduinmaludengmdiussnuoims 2

FNuadusvinunedanisdetinalslsarlatasrasniianlaaniin1sisysutinialulian

[y

o . = v ] yala K & o
g4 18991n8ABMNT (fasting blood sugar) ‘viiaLL;JmwﬂuwmwummﬂuLaawaaam

(%
[

o ¢ a = S = & Y o9V a
amnsieglunaeiund (57) Weinanzimalufengmaiieatmsaiunsatniilviing

NMsYNURaUNRveIwaRyRTIvaaalien N1SAANTEUILANTINLEY kaENISIAnA1IIATYA

ponTndulalugiiniig impaired glucose tolerance (IGT) (58) nwiaaluidonadands

Y

o A & W R ] v & v A
5‘U‘1JizmummﬂmLW&NLL@L‘UuaumwLQW']zs[,wd‘d’wiiﬂl,mmmmuu RS EREIGEN

drdyusgnsniamilugnisialsamlasaznasadentudfilidulsaiuimiulddndae (59)

N

7 Bugdufan1sinuvamaanlien

a

Bugdu (insulin) Jugesluunasisainduseu vimihiauaussiviinaludenl
| ¢ a o = v s A o % o v
aglunueiund dunseuiunisiinglealuidendidwadeneg wounluafrandanulun
s I~ =3 Qi o 1% & aa a a Y] Y
waa viveiiuliluguvedlnalanunazauluduuaznaiaile IngunAdugdusundaninsdy
99UUsZUN 30 DY 45 WINaISUUIENIUIMNS (60)
JuYAUANNTNOBNVTHENTVINNIUYBIRBAREN Ten1sAnwdIulnanuINBuYEull
grslunisduasuliiinnisvengivemasaidenluvaenstmeiiinialufeng@uainnis
SUUTENIUIMNT BIANUNTN0BNVBHIUNININTEAUTaAUNTIMaDAReA (endothelium-
dependent vasodilation) tinn1sas1slunineanleaiinuintu dnalvnasndoainnis
Yeia (61) wazdaunsanseAuNIugaanauiaTeuvamasadenlaenss N3Nyl
cell culture WuBugauannsadudimMsiiigagvadlnunadey (K nseAun1svinauyes
Na™-K* pump wazfanseiunaadon (Ca*) neluwadnauilolsauvesiasniasn LAnns
AANBFIUBINANLLBIS B UdINa liaanEanlin1sU818R) (62) WoNAINUIUINNITANBIAINUIN
A% hyperinsulinemia @swaliitin endothelial dysfunction 1018 (63) uAAMNELRUS

299 hyperinsulinemia fiu endothelial function d3lanudn (64) MniniAaAINUANTDS
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a

Tun1sasransendsdusau wsein11e insulin resistance AazaaliLAANITINTURRAUNR

Y

Ypavianalianlalaense (61)

2.8 NNLLAENRANTATU (Oxidative stress)

ANIEATENDaNTLATY (Oxidative stress) fio A1dzAullaugavesnIsiinoyyq

Y

=

a5y (free radicals) wagnszuiunstesiudunsienneyyadaselngaisnueyyadasenie
41508nFady (antioxidants) Fauduanmaiiddyiulugnisiinanuunnismieainy
HaunAlunsviuveseaduNlviaenidon (65)

ayyadasy nuedteznounioluiananiviuiudidnnseulinsueg (unpaired

electron) agatiey 1 BidnnseuinTudlloiuszseninsezneuuwaneen Juilioyyadasell

aaa o a &

wdgswaglivionisifinufiserduluanatiame ey lidenadestu naiiniuuide

'
G o 1 =2

Tuanathadesfigadeniosudidnaseusznaeiduouyadaszilml feazidwihuiisetu
TuianaduseluiuuFAzengnld (chain reaction) (66) lngeyyadasyifinmanansalunns
oxidized @15 luanatusianie (ludu WWshu w3emdwe) waznaliiindunsiasnedansdn
Tuianawmantu 138011 reactive species @vaanlngudrarvaglusuvesenyadaseiiiu
aqﬁuémaﬂaaﬂ%mu (reactive oxygen species; ROS) LU superoxide anion (O5), hydroxyl
radical (OH) TnseyyadaspvaniagiilieadiAnaudenaninuaz mnifluumaiigens
lieadnele (67)

TunnazunAsrsneiissuusesueyyadasy (antioxidant defense system) 1728
Shwisiuveseyyadasylilinnuauganarliiluiivdowad Inefarsfuoyyadass
(antioxidants) ﬁmﬁwﬁé’ué’jﬂﬂgjﬁ‘%a’@ﬂiffd%ma%a%aimazammﬂmi‘]uﬁmma%a%asz
(68) BeansiuayyadaszUsznaufansanaeluasmeusninenie (69) vedlduoules]
warlalldioules (68) uwiiflelafisnaniefinisadsonyadasufinduiuniifiarsdueyya
daszazidnldnuafiduamgliAnnneeieneendinduiu (67)

amzeisnentiatuiiointu anunsansranuldannisiuluresoyyadasy n1s

AN IAUEUNADASY HanAnINNSineanTnduvedluiu WUsiu vieRidwe uay

ANNANARTENINAIIUBYABATEAUBYYATATY (70) F3UT (marker) lun13ns33inn1e
a a v = £ d' = dy ¥ ! .

wisneondinduiivateds faulalunis@nwililauwn protein carbonyl Lag total

antioxidant capacity
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Protein carbonyl (PC)

Carbonyl (CO) group Uu functional group weslalasArsusuuszinn aldehydes
v30 ketone FaUsngegluaeveslusiu annsoamanuldilelusiuniinsnesiiluvia
Proline, Arginine, Lysine %58 Threonine gneandladlageuyadase

n15¥0 PC @nansavilanansds nsdnwilunfeidlda? Spectrophotometric DNPH
assay 1un15¥a PC 9l sensibility a9 lngandonsdudnlueuiusszning carbonyl group
fiu DNPH (2,4-dinitrophenyl hydrazine) agvinlviinndndauailugu DNP hydazone 77
Auades winuawdu positive test asiinnenaudindewmIowns 7y phenylhydrazone
dleavarenznoudie Guanidine hydrochloride (GdmC wéa dlunsivasuldlneinios

Spectrophotometer Afinueedy 375 ulluwns (71)

Total antioxidant capacity (TAC)

AM5IATIERUS A sAueyLABATESIL W3 total antioxidant capacity @
A1115005297A ABTS Radical Scavenging Capacity Hudsasiesigiaauaiunsalunis
Lﬂumsé’maquﬂaaass Ineldans 2, 2- azino-bis (3-ethylbenzthiazoline-6-sulphonic acid)
w38 ABTS Hgnsluana CgHisN.OsSe a5 ABTS gniinbiusyyadaszlneniseandladeag
Inunal@eulasdainn w3e AAPH (2,2-azobis (2- aminopropane) dihydrochloride) T#
na1e1du ABTS+ dudlueyyadaszifidimiodes uaziidinisgandunasi 660, 734 uay
820 ululns udvzdouindinisganduuasit 734 unluwns lnsusuainisganduuas
Budiy ABTS+ Ty 0.650£0.020 Wleiinansnaaeuiifiansiueyyadaszadly szl
ABTS+ anad danaliiidansas nan1shnseigiuanduaiduiusivasiueaninty
U1m 331U Trolox (Trolox Equivalent Antioxidant Capacity; TEAC) N30 AIUIBILAY

WiguWguivatsazateu1nsgIuIaiidud (Vitamin C Equivalent Antioxidant Capacity;

VCEAQ) (72)

2.9 NATRINEATENRDNTIATUIINNIZTEAULINAlURDAGIHaNTTIINUYRS

=
1isantaan

1%
[y o

sgiuiinaludengeausamienihliifanisnisuiniivresmasnidonuas /m3e
danalyill Msvieuiunnsesluls eiiisaameszauiinaluieniigeeg1and wisedu

5 & a4 X & I3 a 0 8 ¥ a 3 = ° Aa ad
uqm']aIULa@@VIEj\TGUHGU'JﬂiTJﬂa']ll'ﬁﬂL‘ViusJ'Ju’ﬂ%Lﬂ@lﬂ’]ﬁ‘U?@L'°U'U LAZ/199N1SNINUNNAUNAY

1o (73) TngsnunisiiiuseAuues ROS taglanie super oxide anion (0,) Aelulwadibey
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wilsmasaidon seiu O, fifugeiuidsnaliansziuluninoonledfiannsneengnisens
¥aunasaden (NO bicavailability) vilwszsuluniensenlesiildanusaengnisenis
yauresvaoaidon (NO scavenging) Hezdugatu wasidunaiiunlugnisiinnsiadon
panTiadu (74) Fadunilslutledoidwalinisvensfveuvadynmasanasaiden
unmasluiangn (33)

ANSNUNIUITIUNTTUIU YIbnsrudetdadedesusenisuilannaliminmlny

AnUnAveaanidantarodimulugnisinlsannuduladings lsavaentenuaslsanala
solulaluswian TuAsn1sSuussmuemsniumiags lnensiiannsiimaludengames

1 £%

SuUssmuomvialAesiuiiihiinnauiinasnn Wuamegiietuldvareadanglunie iy
warluusiazaisanansegifuszosnairoudtuny Suduameliiineyyad asvdmalinig
vhauvesmasadenunnseduyanauuszvins Inslawizegraddumemvssdiidanudu
Tafingsiifinnuidsasensvirnudiinuniveimasaidensgiounds nnamuisaniuau
Usnuthanadi sudssmuusazeSaliivinafimaganiniazarunsatestunions
UsgAnBamnisiauvemasaidealulssansiidungudedld Sadumanaiians

¥ v

= « ) =]
N1IANWYILIDIAINANIUYU
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uni 3
ABauN15INY
3.1 Useynsuaznganlagng

Uszwnsdvang (Target population) A ¥1ee8senINe 18-35 U dAnudulaiin

Un#
Uszansiildlunis@inw (Study population) fie
1. Mgz 18-35 U femwsiilafinunddadumemuosfisimmsiulafings
2. wenyszning 18-35 U fimmdulafinunddadumemvesiiifiaudu
ladinund

IS [

nqueEns (Sample) fis ¥ge18szIe 18-35 U fanuduladinunAdadumem

YoaniautulafingeaziuineinsAnLaen AN w3y

nquAuAL (Control) Ae We@1gsznIe 18-35 U Tmnusulafinunizaduniem

vaa o a a i ¢ o Y = awv
GUaQEﬂVIlIﬂT]lIWUIa‘VTWUﬂmLLﬁgquLﬂm%ﬂqﬁﬂﬂLa@ﬂLsﬂqﬁﬂﬂqfl"ﬂa

3.2 wngin1saataanidnlunisanea (Inclusion Criteria)

ﬂzjm Normotensive offspring of hypertensive parents; OHT

1) ¥1981yTEnINg 18-35 U

2) fqund Ao fieinrwdulafinund (BP <130/85 mmHg), Aimaludeaund
(FBS < 100 mg/dl), sgaulausiuun@ (total cholesterol < 240 meg/dL, triglyceride < 200
me/dL, LDL < 160 me/dL, HDL > 40 me/dL) uazadulimilaund

3) Sedentary lifestyle (i Physical activity Tus#u moderate intensity Hagnin
30 nnfirendauarliiiu 3 adweduai Wunanedaiios 3 o) (70)

4) BMI < 25 kg/m?

5) Uauay/m3eunsalasunisidadedniianizaiiudulalings (BP > 140/90

mmHg) n3einsldengusnuiaiudulaings (Galasunisidadeneusiy 55 U uas

Y

oC°

wsmlesunsitisdenoueny 65 V) (71)
6) MU wazansan liiuse RdulsauIniu

7) ladguums
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ﬂEj;J Normotensive offspring of normotensive parents; ONT

1) ¥we1yIEnIng 18-35 Y

2) Tgun e Ae darAuduladinund (BP <130/85 mmHg), Athanaludenund
(FBS < 100 mg/dL), seauluduund (total cholesterol < 240 mg/dL, triglyceride < 200
me/dL, LDL < 160 mg/dL, HDL > 40 me/dL) uazadulniiilaund

3) Sedentary lifestyle (3 Physical activity Tus#u moderate intensity agnin
30 niidendauarliiiu 3 adweduani Wunanediatios 3 Wou) (70)

4) BMI < 25 kg/m?

5)

6)

7)

3&&

Waarinnldldsunisidadeniinneanusulaings

Qe

ez lufiuseIRdulsaunmiu

lauuns

a
Y

o =

3.3 n9in1sAnReaNaINNIsANE (Exclusion Criteria)

1) fimnufisUniifeafudulssamuesnduiieusnase iUy

2) fusalavienduitiotonmssniEuuinauutisansinaSoudonusamay

3) fulsgmugmioaulwsifinasonsiauewilanasvasaiden 1y Beta-
blockers

0) Fulssnuswioamplnsiiinasossiuimaludon Wy sanssiutmaluden

5) SUUsEIeNiuasy Melu 7 Junaunisnagaey

3.4 MSLAINNEUABENS
1E38n1sidendog1anugaganiig (Purposive Sampling) AMsinausin1sAnLEaNLdN
lngadaslavesonaadns ndsintuaaadasaslasunmsduasuuiinaimanaslasuly

JUNAADU

3.5 YUIAAI8E19 (Sample size)

AUIUVUIANGUATI8E1991NN15911 pilot study LaeFuInianUIuans FBF Tu
p1aaias 2 ngu Ao OHT wag ONT Aldduarsazaneiniaglasauiuim 30 niu Uuns
200 wa. Wenanasinsnguaz 3 Au uagAuaiemvwIANgLfIE1991nAUTINT peak

FBF Tuuauziiin reactive hyperemia nasfuaisazatsuinaglasailuiian 30 uni
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WIguWiguseninengy OHT uag ONT &sAuady =+ diudeauuuinsgiuvengs OHT Ao

16.43+1.16 mL/100 mL tissue/min LLazﬂEjm ONT @8 17.39+0.21 mL/100 mL tissue/min

ANUAAT Alpha (Ql) = 0.05
Zoyz = Zoos/2 = 1.96 (two tail)
Beta (B) = 0.10
Zy = Zoor = 1.28 (power 90%)

= Pooled variance

= (01-1)512 + (n2—1)522

n1+n2—2

0.69

X; = AaAY (mean) ¥93U51u105 peak FBF luvaiziin

> | o A 901 ) =

reactive hyperemia #asaua1saza1euInIaglasaduiial 30 w1
VBINgH OHT

X, = AaAY (mean) ¥93U51u105 peak FBF luvaiziin

. . o A g ) a

reactive hyperemia wammmiazmamma%ﬂmaL‘Uumm 30 U

V8INgu ONT

Mty AMunundnaungadiedndlaldans
n/group = 2(Zo/2 + Zp)° O°
(X1Xo)?
2(1.96 + 1.28) x 0.69
(16.43 - 17.39)°
= 15.75 ~16 AU

AR Drop out 15% A1NNauiIeg1eilaann1sAuIn Wi 16

16 x 15
100
= 24

v v
Y

wszaviuazdedldnquiiegiinguay 16+2 = 18 AU FINVIEUTINIU 36 AU
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3.6 wdadiofildlunisise

1) wuutuiindeya

2) i3aainUsinsnisinaveaden (Venous occlusion strain gauge
plethysmography EC6, DE Hokanson Inc, WA, USA) wiaugunsal waglusunsy
NIVP3 software

3) Mercury-in-silastic circumference gauge (size 16, 20, 24, 28 cm.)

4) Arterial occlusion cuff 31U 2 Y

5) NUBUTOILFLUU

6) ApumaTTUINToya

7) gunsaldmsuiaisiaen

8) iredilonaransiplidmsuneaeuinyidnnzeendiaii

9) 1a3esineusuladin Bedside monitor U BSM-6501

10)ﬁ%mwaﬁ1ﬂia(ﬁ%mwamiﬂa)

11) 1R84S



3.7 A5N15AEUUIY

ey 18-35 U Gugauidnsinauiy
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AAN34 (screening)
vuuUABUNLLEARNTOS WUangu ONT uag OHT
Sanrwdulafinluvinidlnein 2 afuieiu 1 und
edeniflegseiuluifunagsduthmaludon Qunsdilildsunsnsanielu 1 Uieud
3WUITY)

ﬁ?ﬂaﬁuﬁuLﬂaﬁULﬂ%aﬁ venous occlusion strain gauge plethysmography

OHT ONT

yinsguadulsinaimanulsenu

(MIvegoULAaEATIANT LBy 3 Tu)

AuLUan Auensazaneraa fuansazanginia fuasarareuInng
200 va. 15 n¥u / 200 ua. 30 AU/ 200 wa. 60 n3u / 200 wa.

® n Peak FBF musuladin uazaruidinisivavenden neududidwmioasavane
thana wazluniiii 30, 60, 90 uay 120 ndsmiUawmIeansazatetna

o Wzdennvasadonaruinadoiusrunionduliodiouiluliasizian plasma
glucose, insulin LarfUilnnzeandndy (protein carbonyl wag total antioxidant
capacity) founuinUamioansazaretiinia wazluunfii 30 , 60 uaz 120 ndiy

YuUanviseansazaiguieia

A 4

FIUTIToYauaE

AATEdayaneaii
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f5"wazldynnail

N13L89018783IAS (Approach to participants)

a

AidefnUsznianseudeyanisidisiuiueiaradasnuidelaegenywiansal
UMINYNRY LarUseduRuUsNIUNIg Social network 19U Facebook, Instagram wag Line

N1399ANUBULBUAINDIAALAT (Informed consent process)

Tufurhmsdnnses fidedanuonanatasiives fifinsmamaninisiin 4u 4
DTN AnzLRVEmans uiansainnine1ds Tnslideyaniousisadunsis
BnsufuRsienaadas sudameuteasdeausiaadasitila waslviiiainisdndulaseng
dasy neuamnulvinudugeuninTnluanidy

N1SARNTRINANANAS

%

1. foututimnisdanses fideRadearaadammislnsdniiiieaiunedunounis
Wowazmeudednnuvesoraadasiommn Inefifeazasunufeintnsusedriu o1dwnie
nwaugaru mIvenindenie Ysefamadulisuaslsalsedi ilednnsedudesiudie
RTGELITGRH

2. enanadinsfinuinusidansesanuuvasunadey agldzunistamuiiionsas
ARNIBanIeesUuRnissialy

3. prnasiasiildsunsdanuiiionsiadansesnsiosufifing asdessmdulsznu
p1suazAIeshy eniu divd Wunan 12 Mlusdeunanasdendensaninsedy
dhanaluidon (blood slucose) wazszavlusuluden (lipid profile) mnilnanisnsaaiden
MnNsasaavanUszdniegly 1 U ansaauaanlunsiaauninunula

1. ovanasinsaglddumsianudulaiin Yandulnifivilauagdnnisduresile
uzsinTarhwin waTAIUg

5. enanaiinsazldhannudueetummageuianisinaveadonluideuu mstad

[y ¥ (%)

nwazaasiunTinauaulaialagliuauwuie

jd)}

6. \Walondlionanaiinsdnaudeasdonie
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3.8 UHUNINNINARDY

4%,
AuUUa1se

INRWMNINBUNATOY  yousin 10 W1F] * #13azan8UINa A A | A
I v

aghaiion 8 . * + + + +

0 ui ——» 30 60 90 120

Uil Uil Uil Ui

A & o .«
NUAIBYINLABDA

B Sadsunimslvavasdeauazainusuladn

3.9 NSZUAUNSTIUNITNATOULAZAISTIANE

N3 VBIRINTINNUITEY

AeunvageuRidns i Teaglasunsuugilv
1. wpsesiufifiueanagedegnatios 24 Falua (75)
2. snwAdesuifidiunanvesnldussnatios 24 4alua (75)
3. apenslady o1 vieaulnsiiflagvSseduoyyadasy egreiles 7 Suneu
NNTNAEDU
4. snemnsneuiunadeuediates 8 -10 Falus usdnansonualE
5. vandssRanssuiifiaumingn (vieorous activity) agaties 24 3l (76)
Fefiinmauideanisfesujinsauaugamg ivieslin 24-25° uagsinluvin
wouwe 10 Wit anduiae baseline léuA TadgeanvasUsuinmsivaveudonusian
W (peak FBF), avwsuladin uaziazidenanvasnidondiiediluinsisisssuinna
SugAu uwardiUsinnsaieneandndu

NsSeNasara1eInaYlasa

1. Fadmaglasariensotsansiuusinm 15, 30 uway 60 nu

2. avangimnaglasalulalaeivualiliusunnssiu 200 faddns (77)
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n1sAuaNsaratemaglasa

991N TAAN baseline oanadnsauiamIeasaraeimaglasa Usuns 200

Aelunan 5 Wi (78)

MyinsAvgIanvel3uInIn1sinaretionusuLIy

Tausurmsn1sivavesasnusiaiuuu (forearm blood flow) Tagld venous
occlusion strain gauge plethysmography F0.9u33N15TALUY non-invasive @1u15a39
Snsnsilasundasvestiuinsnislnavesdenneszeziaal 1 uad (ml/100 ml of
tissue/min) Fsduiusiusnsinisivarenden (flow rate) miitalaiAnainnisidsuwdas
AMUATUNIUINNI9INAITUALAZVEI1EAIVDS Strain gauge ﬁﬂ’uaq'u‘%mmmuﬁwéw
(forearm) Iuﬁwmeﬁﬁt,é’mamqmnﬁq@ Spailadilgunisnaaay validation W& (79,
80) Aewrhmsiaiinsnarnasesiie Tnesadn venous occlusion cuff pressure 7 50 mm
Hg #9A1 mode 1Ju strain cauge Wag DC (vein) Faf sensitivity 137 0.5% wazld
software NIVP3 @1%15U plethysmograph calibration ﬁaumﬁmnﬂﬂ%’jﬂﬁ’lmiﬂ@ Check uu
PC \ilonTiadeunsviauiunfives plethysmograph

snanadasinluinueunaaduna 10 wifineudunisnegey ynsmegeulagld
wyudsiilainin lngdnliuvudiudageninseauila 30 aam 9 ntld venous cuff
USnuuauEILUY arterial occlusion cuff Wudousiuuy venous cuff 910U wrist cuff
WUUSMTele wag U1 strain cauge Wuu%nmﬁﬁLﬁuiamqmnﬁqmaqLLsuuahuUmsJ 1ng
L@ONUUINVBY strain gauge TALIANNYNIUBLNINAUTOUIVOINUU 2-3 @4,

A3n15%0 resting FBF Juaudn wrist cuff %mmmmé’fuﬁﬁmmé’uqmdwmmm

[y

. o A a T oa PN & a o a o =
U SyStOlIC YDA EUAT 30 L. UTaN LW@ﬂ@ﬂ‘ULa@WV}f\]gi‘ULaENUﬁlﬂmlI@ LAasLlIdUUNAN

1%

Toyailunian 3 uniidelusunsu NIVP3 software vauzduiinia3es rapid cuff inflation 92

g

vV 1

Jyuautng venous cuff AU 50 U Usen Wuszeziian 5 JurfikasUassauoan 10

U
1

o a a
U 91 9 NN 15 U

q

)

[

1811579 Peak FBF 1un157n blood flow vauziin reactive hyperemia 9iin

AoLil9331nNN151A resting FBF vilvifia reactive hyperemia lnan1sUuandng arterial

'
Y]

occlusion cuff AUATLNILAIMUFUNINNTT SBP Ussuay 60 uu.Usen 1urian 5 uii 1ile
ASU 5 W ¥inn1sUassaueanain arterial occlusion cuff 88195991L573a291n150UNAN
blood flow aauzLAn reactive hyperemia 1utian 5 il A Peak FBF 1Uud1 blood flow

=

Migeign NUuAnlavaeiin reactive hyperemia
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A19YTANI5 1AV AN US I ULYUILYININITIANUANULUA S oE15aLa18UIANa

wlasa uazluuiiin 30, 60, 90 war 120 nasALIWEmToa TATaNgIIAglATA

AN sUasuLasen peak FBF (change of peak FBF)

change of peak FBF = fin peak FBF (138161149 — AN peak FBF (u1difl 0)

Ty mL/100mLtissue/min

AT 1 1583 venous occlusion strain gauge plethysmography Wae rapid cuff

inflation dusulEinnI1saroRaoAUSILIU

AN 2 NFIAYINIVDIBEANENATVULINNG MAaVBILEDAUS LI
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Status:
Reading #33

(%)

il
A

Time (sec)

Mode: Strain Gauge
Range: 0.50 (%)
ACI/DC: DC (Venous)

A 3 Msuannavedlusunsy NIVP3 aziin peak FBF

AFINANUAULARAUS L IULYL

Taausulafinlasindosinaudulaindnlui@ Wu cuff voaa3osinadudy
Uinnwrurieuuuvesnnaaiag Ineviinsiafiuaudnmssdusuiaiviinisia Usinasnns
Ivavesden vy inenaatasdeuouil q vduflitfosfiganasanisin denisinnudiu
TafinveTandouiu peak FBF wiziliin reactive hyperemia lnevinisinamnusulafinnou
ﬁuﬂgwLﬂé’m‘%amiazmm}]maﬁima warluwniiil 30, 60, 90 waz 120 wELIdVSe
miazawﬁwmaegiﬂiﬁ A21UA W SPB uay DBP gnu1u e uIaduml mean arterial

pressure (MAP) lagldgns MAP = DBP+1/3(SBP-DBP)

N13AUIUAT forearm vascular resistance at peak FBF (peak FVR)

AuIaA peak FVR Inaldgns peak FVR = MAP/ peak FBF waziinuaeilu

mmHg.mL/100mLtissue/min

N3LAULAZIATIE RN

NSLAUFME1EDAIINMADALEDARIUSIUTONULUUNT DA UTeuad 8 3 (Yae
N11@99 TaUY) RSNl TaeasiusunuTu 32 @& (uinniassteuldziantioy) Aamsan
YINANSVIAEDU

< o | & ° v A v aa ¢ & A o
n1siuileg1udeanseyinlagdlie1yynieisnisuazaunsaiuaenite Lilesnw
P v ¢ ) | a PRy ° Y]
anmveaienlviauysal lnedegrudenilaazgniilunsinia
1) syaulesiulwden (total cholesterol, triglyceride, LDL, HDL) fiiag1aidanaggn

U553lumaen lithium heparin
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1%
[y

2) sgautmnangladlulion faeg1udeniavgnussaluvaen sodium fluoride
3)

[y

zaudugduluden fdegadenszgnussylumasmiu clotted blood

ol

Y 1

4) MUITAMLATIABDNTLAT (protein carbonyl Wag total antioxidant capacity)

v
4 [ o

o ' = = ° a o = o 1 A
9]'3@?J']QLa@@'i/lQSUWIUQL@?WSM?%@‘UU'}WW@ ﬂQIﬂaLLaSIGUNUIULa@W UTFIN

aaa v 4

ViesUfjURn1svmanstugns o1sgiasinanyasal lsaneiuiagnansal aniniwalneg

a o 1

Y | d‘ Ql' o a ca P ¢ v a va 3
Aregrudeniazinludinsgndugiu drdaigudiesujiinisnianisunnd ane
WINEANERS PUIAINTAINNINENEE Lagiiegindeniaviluieseimseauiiuwniag

wW3saanTwdu tluviinistuwmiesiainusa 3,500 seusauiluseaziian 5 Ui 7

a

= 44' & A 3 o
Qm'ﬁﬂll 4 ALY ALYYE LWDLLYN plasma 28NINALURNLADALLA @JWLﬂULQWW% plasma ‘LJ’fL‘U

Y

2 vya a = ° )y a ¢
Lﬂ‘UvL’JV]E]ﬂJ‘VinI -80 DNALYALYYE FINITUIDNITILAIIEH

3

n3nsinseaulusiuluden

denTanviesujUAnisnvmanstuans e1a159uasdeaaiyasal lsaneiuia

PANIIaNININNg

- Cholesterol #5297MA28735 Enzymatic (Intra-assay CV 1.4%, Inter-assay
CV 1.8%)

- Triglyceride #57939018735 Glycerol Phosphate Oxidase (Intra-assay CV
0.89%, Inter-assay CV 2.2%)

- LDL 529772875 Liquid Selective Detergent (Intra-assay CV 1.0%,
Inter-assay CV 2.2%)

- HDL #5727m7 187335 Accelerator Selective Detergent (Intra-assay CV

1.9%, Inter-assay CV 3.0%)

n13053inszRutnangladluiion
dansianesuURnisnvaansduans e1asgiidsdeaayasal lsanegiuia
ﬁ;maqmiﬁamm%ml‘ma PRRE) Enzymatic (Hexokinase/ G-6-PDH) (Intra-assay CV 1.1%,

Inter-assay CV 2.0%)
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[y

1139533inszAuBugauluban

a wa 6

499529 AUINDIUHUANITNINITUNNE AUEUNNEANENT IRaINTANNINESE
718795 Chemiluminescence immunoassay (CLIA) (Intra-assay CV 4.0%, Inter-assay CV

5.1%)

N15ASIVINTLAURIUITNILLASLABDDNTLATU

n5937N0UURNIITNI9LAT 806 TU 8 BIAITUNNENAIY AMSUNNEAIARNS
PAINTUNINESY

ANSRSIVINTEAU Protein carbonyl

USune protein carbonyl Tu plasma @1wnsansialalagis

spectrophotometric DNPH assay (81) (Intra-assay CV 8.9%, Inter-assay CV 11.7%) il

ASmseadl
N3 38UA13LAL]
1. Trichloroacetic acid (TCA) (20% w/v)
1.1 {isl TCA (MW = 163.40) 20 ¢ udadsinduaulduBanas 100 mL
2. Dinitrophenylhydrazine (DNPH) (10 mM DNPH Tu 2N hydrochloric
acid (HCU)

2.1 43 DNPH (MW=198.14) 0.991 ¢ azanelu 2 N HCl 500 mL
3. Ethanol: Ethyl acetate (1:1)
3.1 W@y ethanol 500 mL U ethyl acetate 500 mL T
4. Guanidine hydrochloride (GdmCL) (6 M GdmCl ilag 0.5 M potassium
phosphate, monobasic (KH,POy), pH 2.5)
4.1 ¥3 KH,PO, (MW=136.092) 34.023 ¢ waz GdmCl (MW=95.53)
286.6 ¢
4.2 thanshude 5.1 azangluthnduuSunng 300 mL

4.3 Usu pH Wild 2.5 uwdadntinduauldusunms 500 mL

31882198ALALTUNDUNTYIAGDY

1. 139979 plasma Aawi1ndu 50 W1 laeUiua plasma 10 pL Tdnasaauin

1.5 mL Mfidnaueg 490 uL wauliiiniulagly vortex mixer



31

2. 1H1 DNPH aslumasnvuin 1.5 mL 3 vasn #aonaz 250 pl wazdn 1
waaaLiy 2N HCL 250 pL wieldifumasn blank

3, YUn plasma Mioaauds Tdaslunaeniifl DNPH wazvaen blank naen
ay 62.5 pL wdwadlmdniulagly vortex mixer

4. imnaenaly incubate Tigampiviesluiifadunan 60 uri

5. 1/ 20% TCA 7 utiduliusines 300 pL aslunnnasanaulidnfleagly
vortex mixer

6. 1amaenluuiiudadunat 10 wit wdrihludumissd 10,000xe
gamndl 4°Cilluan 15wl

7. wdladuuuiisaivasavunseatuiivy Wunal 10 wiiudaba
Ethanol: Ethyl acetate 625 pL aﬂunﬂwaamijumémﬁ 10,000xg eunfil 4°C Ju
a1 20 W

8. wla'auiaﬁmuuﬁyqﬂ’il’maamuuﬂizmwﬁsuﬁg Wuan 10 w1l uaai
GdmCl 625 plL waulimannulagly vortex mixer wa11lU incubate U heat box
figaumndl 60°C 1Wua 30 undl Lleazanenzneou

9. Yinan3a1nde 8 11 200 plL aslu 96-well plate UAIIRAINIIAANGULAS
fiauenIAdy 375 nm

10. TapnuntuveslUsAuLsazAag19018 BCA assay

11. M3AUIUIUIU Protein carbonyl

Protein carbonyl (nmol/mg protein) = Absorbances;sx45.45 (nmol/mL)

Total protein concentration (mg/mL)
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N137312INILAU total antioxidant capacity

Total antioxidant capacity i plasma @1u115an533lalag3s ABTS (2,2'-azino-bis
(3-ethylbenzthiazoline-6-sulphonic acid) assay (82) (Intra-assay CV 1.9%) il
ASnnseail

N15LAS8UANT AL

1. Phosphate buffer saline (1X PBS) (10 mM sodium phosphate, dibasic
(Na,HPOy), pH 7.4 ag 0.14 M sodium chloride (NaCl))
1.1 43 Na,HPO, (MW=141.98) 1.42 g waz NaCl (MW= 58.44) 8.18 ¢
1.2 avagluthnduusinns 800 mL
1.3 U3u pH 19l8 7.4 ududuhnduauléusunns 1000 mL
2. 5mM ABTS (2,2’-azino-bis-3-ethylbenzthiazoline-6-sulphonic acid) Tu
1XPBS 50 mL
2.1 93 ABTS (MW = 584.7) 0.1372 ¢
2.2 azanglu 1XPBS U31ms 50 mL
3. 2mM AAPH (2,2-azobis(2-aminopropane) dihydrochloride) Tu 1XPBS
100 mL
3.1 43 AAPH (MW = 271.2) 0.0271 ¢
3.2 azanglu 1XPBS U311ms 50 mL
4. ABTS+e
4.1 Yim 5mM ABTS a1 10 mL
4.2 Uim 2mM AAPH 11 10 mL

v o

4.3 wavarsazargliiludoweaiu anduiluduigumngll 68 °C

Y
WY 40 W1 (@R NzNaNITL)
4.4 vhunneiidliNeamgivies aundnansazans ABTS+ luaq

450l Tndn1sgandunasnaltne1Indy 734 nm ila

0.650+0.020 nm. TaeuSunle 1XPBS

N13A3UUATALAUUINTFIU

N13WsENENTATAIUINTFIU (Ascrobic acid (AA) or Vitamin C) AULTNTY
0.25 0.5 gy 1 mM
1. 9 AA (MW = 176.12) 111 0.881 g + 11n&% 50 mL = Std. 100 mM AA



33

2. 21Una7n Std. 100 mM AA 11 100 pl + ¥1ndy 900 ul =
Std. 10 mM AA

3. YiUsan Std. 10 mM AA 31 100 L + ﬁﬂﬂé"u 900 uL = Std. 1 mM AA
4. Ywpann Std. 1 mM AA 31 500 plL + ﬁwné’u 500 pL = Std 0.5 mM AA
5. 31Un91n Std. 0.5 mM AA 11 500 pl + 110y 500 pl =
Std. 0.25 mMAA

N13LAS8UANTA2BEN4

130974 plasma sretindu 4 wih Tneus plasma 10 pL Tdnasawuin 1.5

mL #ifunauey 30 L waulidriulagld vortex mixer

31882198ALAZTUADUNTAREY

1. Win plasma MIea9uda 5 uL aslu 96-well plate
2. YUmans ABTS+» 295 ul adlu 96-well plate 71 plasma o¢
3. 11U incubate ﬁqm%qﬁ 37 °C \Juan 10 wil
4. thlvindnsganduudsiinimenindu 734 nm
5. AuaUTUNa total antioxidant capacity (%AA, %antioxidant activity)
9%AA = ODgiank - ODsampie % 100
ODglank
VCEAC (mM) = %AA + slope ¥84 Std. Curve (%AA vs. Std. Vit. C conc.)

VCEAC (mg/L) = VCEAC (mM) x MW 284 Vit. C (176.12)

A01uNYinN15398

W JUANTT a1 IYAIERIN1IANT YU 4 wazviesUURn1snaail 806 Tu 8

AAIVITAAT DIPNTUNNENAIY AUZLINEAIENT PAINTAIUNINIRY
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3.10 adfuazn1sIAsIzvidaya (Data analysis)

1) L.Lamwa%’agaﬁmﬁﬂ, Ehugﬂ, total cholesterol, triglyceride, LDL, HDL, plasma
slucose, insulin wazAIUAULlaTR f8ANads (mean) LLaszﬁmwummgm (standard
deviation)

2) WATIRAIMUTN WA

- Ansgianuuanseszringuueteyanudnunginluveseaaiasly
@0# Unpaired t test

- AATIERANUUANAITENINY I8 lUNGULALITY two-way ANOVA
(mix model) 391AU Bonferroni correction

-wsigauuana1esenInenguluuwdazdawialaeldads two-way
ANOVA (mix model) 5311 Bonferroni correction

- AATIERANAUNUSVBITEAU plasma glucose wag oxidative stress lng
14&h® Pearson’s correlation

a

3) NedauanANsEAULYERz 0.05

<

v
v

4) Mynsendeyanatanmualylusingyu GraphPad Prism version 8.0
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uni 4
a [
NANT5IATITVIvYE
lunsfnwassilfionaradasauladisiunmun 68 au ludunuaAngl 24 Ay
WMae1a1adATNIULINITUNITAANTEY 44 AU YBABUARIDBNIINIATINITNGIRINKIUNITAN
399 8 AU Jundeeaadasidisunmedeu 36 au wlingumuUseiinisduuaslidy
Audulainasvesdauisnn ladungu OHT 19 Au uazngu ONT 17 au sewituiudeya

NANANATVDNAUMIBINIINLATINIG 4 AU FUVADDIEENAT 32 AU (AININT 4)

Assessed for eligibility and met

inclusion criteria (n=68)

Excluded (n=24)

Age > 35 years (n=2)

Hypertension (n=2)

- BMI> 25 kg/m2 (n=10)
[ Screed (n=44) ]

Father and/or mother

having diabetes (n=10)

Declined to participate (n=8)

[ Enrolled (n=36) ]

Base on family history

!

Allocated to ONT Allocated to ONT

group (n=17) group (n=19)

A4

Drop-out (n=1) Drop-out (n=3)

v v

[ Analyzed (n=16) ] [ Analyzed (n=16) ]

AMd 4 Consort flow diagram
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MnuanTITIUENTINITeNmIn 32 au ldnuanuuandnsegelitddfAny

Meadaluanwagmllvesoaading (15199 2) senineranadnIne 2 nau (P>0.05)

M19197 2 ARfuukard L dsauuNInggIU (mean + S.D.) vesRaEnyaeMluves

orAnadiATIa 2 g
Participant characteristics
Age (y)
Weight (kg)
Height (cm)
BMI (kg/m?)
SBP (mmHg)
DBP (mmHg)
Forearm circumference (cm)
Fasting plasma glucose (mg/dl)
Total cholesterol (mg/dl)
HDL-C (mg/dl)
LDL-C (mg/dV)
Triglyceride (mg/dl)
History of hypertensive
parent(s)
- Father only
- Mother only
- Both parents

OHT (n=16)

251455
63.6+7.7
173.1£7.9
21.2+1.7
115.7+8.6
65.6+6.8
25.0£1.2
86.3+6.4
173.5£29.9
48.6+11.0
106.8+26.6
91.8453.4

7
7
2

ONT (n=16)

24.9+4.7
68.5+9.1
174.2+6.5
22.5+2.1
116.3+9.2
69.0+9.0
25.6+1.4
88.7+£5.3
183.7+22.5
51.1+£9.3
117.5+23.7
78.4+27.1

P value
0.89
0.11
0.68
0.06
0.84
0.24
0.22
0.25
0.28
0.48
0.24
0.38

BMI: Body Mass Index, SBP: Systolic Blood Pressure, DBP: Diastolic Blood pressure,

HDL-C: High-density lipoprotein cholesterol, LDL-C: Low-density lipoprotein

cholesterol
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4.2 HaN1INBUHALDVRIUTHINTNT VAT L FaAUTIIMUIUABNT ST UUTENIY
thaaglasauTuaeing 4
9nn1sAnelinunisiudsundasuesen Peak FBF Aoufudseniutinia
glasa (baseline) Tunsnaaauiis 4 afs nrelunguifiendu fandu OHT uag ONT
(P > 0.05) usinuIIANRABUYDS peak FBF (baseline) ¥83ngu OHT fndngy ONT
(22.40+1.17 vs 25.23+0.62 mL/100mLtissue/min, P < 0.0001) (ﬁﬂﬂﬂwﬁ 5)

Peak FBF (baseline)

#i#

30+ '
. OHT
= ONT

20

104

Peak forearm blood flow
(mL/100 mLtissue/min)

Visit
AN 5 A1 Peak FBF ﬂ'au%’uﬂizmuﬁ’]maégﬂmaiumimaauLLGiﬁzﬂ%@

U8INGH OHT Uag ONT

.Y

LEAIAIULANANIDENST TN

1Y 1 1

it ARYNIIEDATEIINNGY OHT Uag ONT (P < 0.0001)

o

NANTSADUALBIUDIUIHINTNNS INATDUAAUSIULIUADATTANLILUEN (U1aa

9lasa 0 )

A1 Peak FBF M588313a16199 v83919 2 Ny alasuuanlidsuudasluaine

SUAU (P > 0.05) WAnudnAn Peak FBF %n¥33913a19839n58 OHT #1031 ngal ONT 9814l
Bd1AENIIERA (P < 0.0001) (FININ 6a)
waglinuanuuandiailowSeuieunisiuasunlasuesan Peak FBF seninenguly

yAEaaT (P > 0.05) (Fanmil 6b)
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~
&

Peak FBF (0 g sucrose) () Change of peakFBF (0 g sucrose)

w
o
]

—e— OHT

—&— ONT
60 90 120
0 L L i n
T T b ¥
Time (min)

N
(6]

E

w
o

N
o
1

=
o
1

[&)]
1

Peak forearm blood flow
(mL/100 mLtissue/min)
[

1
1

Change of peakFBF
(mL/100mLtissue/min)
N
1

o

T T 1
30 60 90 120

Time (min)

o

A 6 A1 Peak FBF (a) uaw change of peak FBF (b) 1047 2 N

Mnaninnaglasa 0 N3y

o w

#H LansrnuwnneinaegelidediAynieadinTeninngy OHT wag ONT (P < 0.0001)

HAN13ARUAURIURIUTINAsMIInaveudanusnuuIsian1sSulsemuinaglasa

33184 15 nSu

waIntasuImaglasa 15 n3U wudien Peak FBF 7l3an 30 wiivesngy OHT &

nsanaaiieaufuuniif 0 (21.04+1.28 vs 22.44+1.18 mL/100 mL tissue/min, P <

'
1o

0.01) wazilA1dniwdia 90 uay 120 (P < 0.05)

Wuigaiuiungy ONT Nin1sanasuesd Peak FBF 9 30 w1l illaiiguiiuuii 0

'
1o

(24.13+0.80 vs 25.19+0.62 mL/100 mL tissue/min, P < 0.01) wazilAa
120 (P < 0.05) (fsn it 7a)

1NINUNANA 90 LAy

M3ALuUUAIUesAN Peak FBF AN 30 w1l vesngu OHT aasininngs ONT
(-1.40£0.53 vs -1.06+0.40 mL/100 mL tissue/min, P = 0.0037) weilanuAIUUANFIINY

afiiszwinangy OHT wag ONT luraanandu (P > 0.05) (Fanmil 7b)
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(@) Peak FBF (15 g sucrose) (b) Change of peakFBF (15 g sucrose)
30 ~e— OHT
- 2 Time (min) -= ONT
K4— 5 = & —a
o ——— v ¥ ° o 30 60 90 120
*k I v

Peak forearm blood flow
(mL/100 mLtissue/min)
[
(%2}
1
Change of peakFBF
(mL/100mLtissue/min)

0 T T T 1
0 30 60 90 120 -6
Time (min)

ANd 7 @1 Peak FBF (a) uae change of peak FBF (b) Y013 2 &

MSnaninnaglasa 15 Ny

aa A

** L ARIAINULANA NN ED AL BLUT U UL 30 AUWIAN 0 (P < 0.01)

* wanspuuanAeER Ao suigusERINangy OHT wag ONT (P < 0.05)

HaN13RRUAURITaIUTINAsMIInaveLdanusnuuIusian1sTulsEmunaglasa

U3a1ad 30 N3

ndsanldFutinaglasa 30 n¥u nud1An Peak FBF fiaan 30 wiflveangu OHT &
nsanaseeadveddynieadn Weleufuundifi 0 (19.85:1.24 vs 22.42+1.19 mL/100
mL tissue/min, P < 0.0001) LagdlA16nd1u A7 60 (P = 0.0187), 90 uay 120 (P <
0.0001) Bnstadfenunluwiifl 60 A1 peak FBF s i 0 (P = 0.0331)

A1 Peak FBF ¥93nda ONT anadluuniifl 30 Weifisuduundii 0 (23.500.84 vs

|
a1 o

25.27+0.65 mL/100 mL tissue/min, P < 0.0001) wadAeniundii 60 (P = 0.0271), 90

'
o

way 120 (P < 0.0001) wazdanuinAn peak FBF wadifi 60 sndnuaitii 0 (P = 0.0068) (i3
AWl 8a)
uananianudnluuiifl 30 ngu OHT fin9iUBsuuasosd Peak FBF fianas

1ANIINEN ONT (-2.57+0.71 vs -1.7720.73 mL/100mLtissue/min, P < 0.0001) (Fan1wil
8b)
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(a) Peak FBF (30 g sucrose) (®) Change of peakFBF (30 g sucrose)
30 21 -8~ OHT
25'"\*2:/4;———i/i Time (min) m ONT
30 60 90 120
o] T——1 * ' 0 : : :

Peak forearm blood flow
(mL/100 mLtissue/min)
P
(62}

1

Change of peakFBF
(mL/100mLtissue/min)
N
1

0 T T T 1 -6
0 30 60 90 120

Time (min)
AT 8 A1 Peak FBF (a) uaw change of peak FBF (b) YoeI 2 ngu
ﬁﬂ%mmﬁﬁmasg‘[ma 30 n3u
* |0 9 ULANAINISAD A DSV URUWNTIT 0 (P < 0.05 uax
P < 0.0001 MuE1AY)
#it#

WaRIAHLANANN eEdAllBlUTsUWEUTENINNGY OHT Uag ONT

(P < 0.0001)

wamsmauauawaaﬂ%mmmﬂwammLﬁamﬁnzuufuum'ams%’uﬂizmwfwmagﬂma
U3a1ad 60 N3

ndsanldsuthniaglasa 60 n3u wudingu OHT fidn peak FBF Tuwfifl 30 anas
ag1afifedAynieads iWesufuuififl 0 (18.49+1.16 vs 22.32+1.24 mL/100 mL
tissue/min, P < 0.0001) kagdlA19IN31UITAT 60 (P = 0.0008), 90 Uag 120 (P < 0.0001)
wazdanudn peak FBF waiiit 60 SAnsndnundidl 0 uaz 120 (P < 0.01) 8ndae wenaniids
wudnen peak FBF wififl 90 shndnuniidl 0 (P = 0.0464)

WugIfuiuNgy ONT A peak FBF luwniifl 30 in1sanasedadidedfgynisana

= U )

defleufuwiii o (21.14+1.60 vs 25.23+0.64 mL/100 mL tissue/min, P < 0.0001) W@z
fiFnennIuiifl 60, 90 war 120 (P < 0.0001) wagsanuinA1 peak FBF wfifi 60 fifnsind
wfifi 0 (P < 0.0001), 90 (P = 0.0012) waz 120 (P < 0.001) wazen peak FBF wfifi 90 &4

'
o

fiAwnIMniif 0 (P = 0.0433) (Fanmil 9a)
nswasuudasesen Peak FBF maqﬁ’qujm OHT way ONT amaqmaﬁqmiumﬂﬁ 30
(-3.83+0.81 vs -4.09+1.57 mL/100mLtissue/min, P > 0.05) kazA1 peak FBF Ao89 NAU
dhdanisuduly 120 wift Tnsnsdsuutasiaindnvesis 2 ngudulludnuusertu
LdnuAnuwand19n19adnsendnenay OHT wag ONT Tumnyaanan (P < 0.05) (79

AT 9b)
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(@ Peak FBF (60 g sucrose) (b) Change of peakFBF (60 g sucrose)
301
2 -~ OHT

E = 254 s *% ¥ = Time (min) = ONT
S E .= 30 60 90 120
83 E § 0 1 ] 3 I
832 20 H £3 T T
20 xx S @
£5 154 *kk 9-2
g E 5 5 -2
58 107 g E
%3 89 4
& 51 5%

0 1 1 1 1 -6

0 30 60 90 120
Time (min)

AN 9 A1 Peak FBF (a) kaw change of peak FBF (b) v8a119 2 nay
MSnaninnaglasa 60 niu
X R AGIANULANA NN NERAILBIBUAUWINT O (P < 0.05, P < 0.01 WAz

P < 0.0001 9Nua16u)

4.3 NAN1INBUAUDIVDI5ZAU plasma glucose wag insulin Aan153UUTZNIUL

naglasaduiueg 9

NAN1IRDUAUDIUNITEAY plasma glucose kag insulin sion13ANUILUET (W1na

ylasa 0 n3u)

5¥AU plasma glucose kag insulin NaukaznaIRNUNYAI1vDY 2 nau Liding

WasuwasedalidudAgnieada (P > 0.05) (Fan1mil 10a) dazlinuauiana19n9aia

sewinengalumngisnan (P > 0.05) (fanwdl 10b)

(a) Plasma glucose (0 g sucrose) (b) Insulin (0 g sucrose)
200 801
—e— OHT
5 -= ONT
I 1504 - 604
£ E
& 3
8 1004 2 40
B a— & —8 a8 =
(%]
5 50 £ 204
<
o
0 T T T 1 0 T T T 1
o] 30 60 90 120 0 30 60 90 120
Time (min) Time (min)

A7 10 s¥aU plasma glucose (a) wag insulin (b) AeukagvaIRNlLUa1 V8N 2 Ny
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NANISNBUAUDIYBITEAY plasma glucose kag insulin Aan153uUsEnIulInIg

ylasauTua 15 Sy

naslasutaaglasausuia 15 ndu Wuian 30 u1i 52AU plasma glucose 09

nau OHT ifingetuiiie fieuiuunfiil 0 (110.94+13.04 vs 81.25+6.67 me/dL, P < 0.0001)

q

IS 2 1

uazfisyAUgIninnia 60 uaz 120 (P < 0.0001)

WuABafungu ONT szfu plasma glucose undidl 30 WugsduaInuIdii 0
(105.31+16.37 vs 81.69+7.44 mg/dL, P < 0.0001) wazilsefuganitundiil 60 wag 120 (P <
0.0001)

walinuAMULANANNI9ETAVRITEAY plasma glucose S¥niNengs OHT uag ONT

luyngasa (fanmi 11a)

(% '
= IS

5V insulin ¥89ngu OHT #1981 30 unit tiingsiuleriouduuniiil 0 (18.10+11.57
vs 4.16+2.28 ulU/mL, P = 0.0038) Uagilrngeninundiii 120 (P = 0.0034)

5¥AU insulin ¥83ngu ONT 4387 30 U1 fufisduaInd 0 (12.41+6.48 vs 3.67+1.93
ulU/mL, P = 0.0140) wasiiAgsninuii 120 (P = 0.0115)

Snviadianuinsedu insulin Alaan 30 wiflvesngu OHT dargendings ONT (P = 0.0134)

(Fan N9 11b)

_
)

Plasma glucose (15 g sucrose) (b) Insulin (15 g sucrose)

200 80
-e- OHT

- ONT
150+

Fkk

100
L Hokk

50+

Plasma glucose (mL/dL)
Insulin (ulU/mL)
5
<]
1

0 T T T 1
0 30 60 90 120 0 30 60 90 120
Time (min) Time (min)

A 11 58U plasma glucose (a) wag insulin (b) Aoukazsldsuthmaylasa
U3 15 n¥u veeia 2 nay
* x| A0 9 LLANAI AR ATBIUSsUTBURULTIT 0 (P < 0.05, P < 0.01
U8z P < 0.0001 AuaIAU)

* wanspuuanAeEdAdloSeuiigusEninangy OHT wag ONT (P < 0.05)
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NANISNBUAUDIYBITEAY plasma glucose kag insulin Aan153uUsEnIulInIg

ylasauTua 30 NSy

ndsnlFutnaglasauiinm 30 n¥u seAu plasma glucose vasnga OHT gy
Tuwfifl 30 dledleufuwniifi 0 (124.50£15.91 vs 81.63+5.32 me/dL, P < 0.0001) wazden
91Ul 60 uag 120 (P < 0.0001) Bnvtagamuinuiifl 60 Fsefugandnundiii o (P =
0.0012) wag 120 (P = 0.0006)

5¥#U plasma glucose ¥ 4Ngu ONT #1241 30 u 7 geduainuliifl o
(115.50+81.69 vs 81.69+7.65 mg/dL, P < 0.0001) uawilAngsninundi 60 uaz 120 (P <
0.0001) uaz&swUILTT 60 gandundii 120 (P = 0.0071)

LinuanuuanaImneatiAredszau plasma glucose 5EwiNgNgu OHT wag ONT lu
yAtanan (Fannil 12a)

5V insulin ¥eengu OHT nasnldsuiiniaglasa 30 n5u (Uuian 30 w1l

¥
=< ]

wuinflngeduiiiouiuuniti 0 (31,74+17.40 vs 4.04+1.91 ull/mL, P < 0.0001) wazd
seiuganIundiil 60 (P = 0.0467) uwag 120 (P < 0.0001)
528U insulin 83Ny ONT Mg 30 unit nuindsedugetudoftoutuunii o
(21.38+9.38 vs 3.69+2.02 ull/mL, P < 0.0001) wazisefugeniturii 60 (P = 0.0193)
uaz 120 (P < 0.0001) wagwuinii 60 flszdv insulin figsndnuniid 0 (P = 0.0070)
ueaNINLFMUIINGy OHT H5ef insulin gandIngu ONT luwiifl 30 (P = 0.0134)

ANy (RN NN 12b)

(@) Plasma glucose (30 g sucrose) () Insulin (30 g sucrose)
- 80_
200 - OHT
) - OHT
3 150 Hokk - 607
3 £ Fokk
] *x 3
8 5 40
g 1007 < *
a L J *kk g
(] >k 2] #
g 50 £ 904
<
[N dokk
0 T T T 1 0 T T T 1
0 30 60 90 120 0 30 60 90 120
Time (min) Time (min)

A 12 52U plasma glucose (a) waz insulin (b) Aouwazndsldsuthamaglasa
U3 30 n¥u veea 2 nay
* wx e || A0 IAULANANINSERATBITiBUAUUTIT 0 (P < 0.05, P < 0.01 uay
P < 0.0001A"3UA0Y)

? kansAURANGNNNERRLBIUTBUWIEUTENIN9NEN OHT wag ONT (P < 0.05)



aq

NANISNBUAUDIYBITEAY plasma glucose kag insulin Aan153uUsEnIulInIg

ylasauTua 60 NSy

¥

52U plasma glucose naalasutimaglasau3ua 60 N3y vadngu OHT Liiuay

LY

Tuwniif 30 Wewfieufuundii 0 (142.75+22.46 vs 82.88+6.48, P < 0.0001) uarilszuiias
A9UNTIT 60 waz 120 (P < 0.0001) wazdwuiwidifi 60 fu fszdu plasma glucose G

AT 0 wag 120 (P < 0.0001) (Fanwdl 13a)

5¥#U plasma glucose ¥aNgu ONT Maan 30 undl wudnddrgsduainuiiid o
(134.56+18.59 vs 82.56+6.54, P < 0.0001) uazilszfuiiginiiuniifl 60 waz 120 (P <
0.0001) wazWUi1uAf 60 AU Tsziu plasma glucose qaﬂdﬂmﬁﬁ 0 wag 120 (P <
0.0001) (sl 13a)

LARINUANLANA1IN9ERRTD938AU plasma glucose 581319NEU OHT way ONT

Tuyneaanan (P < 0.05) (fan it 13a)

a

5¥AU insulin ¥eenqu OHT nasanlasuiiniaglasa 60 n5u 1Uuiian 30 uni

[
=

udildrgeiuilewioufuuiifl 0 (45.81427.00 vs 4.872.49 ulU/mL, P < 0.0001) ua]
a U

=

FEAUFINIWINN 120 (P < 0.0001) WAEWUINTEAU insulin WINT 60 Uag 120 dA1gandn

WTIT 0 (P < 0.0001 wag P < 0.05 audsu)

a o 4' =~

5¥AU insulin ¥84nd1 ONT #3871 30 wi HszAugeduileitguiuuiai o

'
L2 1 a a

(29.31+1.91 vs 3.71+1.91 ulU/mL, P < 0.0001) LazdSLAUdINITUINN 60 (P = 0.0145)

Y

waz 120 (P < 0.0001) Sed insulin U7 60 wag 120 fAnaendnundifi 0 (P < 0.0001 way

Y
P < 0.01 AmUaWU)
iialUSguLTguTEAU insulin SEMINenguNUIINGY OHT Usedugendn ONT luwniiv

30 (P = 0.0069) way 60 (P = 0.0229) (st 13b)

(@ Plasma glucose (60 g sucrose) (b) Insulin (60 g sucrose)
2004 -
80 *hk -8~ OHT
2 ok -& ONT
z 150 Sk < 60+
- £
3
E 1004 . = 404
? *kk é
5 504 £ 204
8
"N
0 T T T 1 0 T T T A
0 30 60 90 120 0 30 60 90 120
Time (min) Time (min)

WA 13 536U plasma glucose (a) wae insulin (b) Neuwazvaalasutnaglasa

U3uau 60 NTY VI 2 NGy
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*ORK K6 IAIIULANANNED AL UNULINN O (P < 0.05, P < 0.01 whay

P < 0.0001 #1Ua19U)

#, ##

P < 0.01)

LARIANLANA1INEDA BB UWBUTENINaNgN OHT wag ONT (P < 0.05 wag

4.4 wamsnauauesvasaufulaindanisTulsmuinaglasaUsuIeng 9

31NNTSANYINUIIAT SBP, DBP Uag MAP 8919 2 nqu NUunaaaglasauas

naenge lifiauuanansegdl

v o

Uy

Fgneana (P > 0.05) (AIA19199 3 WAz 4 HIUEINU)

M13197 3 A1 systolic blood pressure YN 2 Ngx MIAuazUSINuIRAYlATEaR19Y

Ginanhena  wiiid o wiidl 30 w1l 60 wiidi 90 wiiit 120
(n3w) (mmHg) (mmHg) (mmHg) (mmHg) (mmHg)
ngu OHT
0 113+11.0 119+49.1 116+9.3 117+8.5 119+8.3
15 115+9.1 116+8.5 115+8.4 116+9.7 114+18.0
30 116114 117+8.3 117+8.7 118+10.5 118+8.0
60 116+10.2 118+8.9 117+9.5 117+10.5 118+9.0
ngu ONT
0 112+8.1 112+8.9 110+9.0 110+9.0 110+8.5
15 110+10.1 113+9.1 111+£9.2 112+10.8 113+8.6
30 113+9.3 113+9.6 112+8.3 112+9.1 115+10.0
60 111+11.2 113+8.0 111+7.7 114+8.2 115+8.6

nugLe mmHg: Millimetre of mercury



M1319% 4 A1 diastolic blood pressure Y811 2 Ngu A warUSinawmaYlaseas1e

Gananhena  wiiii o wniidl 30 w1l 60 wiiit 90 Wit 120
(nsu) (mmHg) (mmHg) (mmHg) (mmHg) (mmHg)
ngu OHT
0 66+6.0 67+8.1 65+5.1 67+4.5 67+4.2
15 64+6.8 65+5.9 66+8.3 66+7.2 67+5.3
30 65+7.6 65+8.2 66+8.3 68+8.7 69+8.4
60 67+6.3 65+5.5 65+9.7 67+9.0 66+8.1
ngu ONT
0 63+5.7 69+7.1 67+5.3 59+6.4 61+6.2
15 63+8.4 65+6.4 66+7.5 63+7.3 67+6.5
30 65+8.0 66+8.0 65+6.1 66+6.0 68+7.5
60 65+8.3 63+5.6 65+7.0 64+6.7 67+8.5

UU8LHA mmHg: Millimetre of mercury

M1319% 5 A1 mean arterial pressure Y8914 2 N NauazUsinanmalasasieg

Vnasiena Wit 0 wiidi 30 Wit 60 Wit 90 Wit 120
(n3w) (mmHg) (mmHg) (mmHg) (mmHg) (mmHg)
ngu OHT
0 82+6.5 84+6.4 82+4.8 84+4.6 84+2.7
15 82+6.5 84+6.4 82+4.8 84+4.6 84+2.7
30 82+7.2 82+7.0 83+7.3 84+7.5 85+6.8
60 83+6.1 83+5.4 82+8.3 83+8.4 84+7.0
ngu ONT
0 80+5.6 81+6.4 80+5.7 80+6.1 80+5.6
15 78+7.6 81+6.2 81+6.6 79+7.0 82+6.1
30 81+7.2 82+7.6 81+5.2 81+6.4 84+7.6
60 80+8.3 80+5.5 80+6.1 81+6.1 83+7.4

U8R mmHg: Millimetre of mercury
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4.5 N13MdUAUDIVAIAN forearm vascular resistance at peak FBF #ian1s

Suuszmuimaglasausuiueig o

msfnwiinuinan peak FVR Aouwagvidaiuusemuthmaglasadiinm 0 n¥u laif
MsAsuLamsadflusie 2 nau (P > 0.05) wiwudingu OHT e peak FVR GRAPRIAGH
ONT Tuynenaian (P < 0.05) (Fanmil 14a)

n&aninfuuszmutiaiaglasa 15 nu A1 peak FVR luunildl 30 vesngu OHT
geluannuifid 0 tindesudlinuniiud1an1gadn (3.94:0.3 vs 3.72:04
mmHg.mL/100mLtissue/min, P > 0.05) LU LtA 1A ungu ONT (3.43+0.2 vs 3.30+0.2
rmHg.mL/100mLtissue/min, P > 0.05) (flaniwdl 14b)

n&aainfulsgnuniaglasa 30 ndu wudaiina 30 undl ngu OHT A peak
FVR QQ%u%WﬂUWﬁﬁ 0 (4.18+0.3 vs 3.72+0.4 mmHg.mL/100mLtissue/min, P < 0.05) GioY!
A1 peak FVR 104ngal ONT 7i1a1 30 wfigstiuannundifi 0 uilaiunnsnaneadi (352402

vs 3.29+0.3 mmHg.mL/100mLtissue/min, P > 0.05) (Fanmil 140)

A1 peak FVR 1981 30 uniivesngy OHT ndssuussvmuthenaglasa 60 n¥u gty
Wi 0 (4.49+0.4 vs 3.74+0.4 mmHg.mL/100mLtissue/min, P < 0.001) LLazﬁiwugﬂ

AINTIT 90 (P = 0.0062) waz 120 (P < 0.0002) WWuiienfius peak FVR fiaan 30 undi

[ i
= S a

GZJEJ\‘mEjiJ ONT @9uua1nuInm 0 (3.92+0.3 vs 3.30+0.2 mmHg.mL/100mLtissue/min, P <

Y

v a1

0.01) LLawmmqaﬂdwmﬁﬁ 90 (P = 0.0093) uay 120 (P<0.0021) (Fsn il 14d)
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peak FVR (0 g sucrose) (b) peak FVR (15 g sucrose)

P
&

-~ OHT
4 - ONT

peak FVR
(mmHg.mL/100mLtissue/min)

peak FVR
(mmHg.mL/100mLtissue/min)

0t T T T 1 0t T T T 1
0 30 60 90 120 0 30 60 90 120
Time (min) Time (min)
(c) peak FVR (30 g sucrose) ) peak FVR (60 g sucrose)
5 5 *%k%k
5 ¥ =
54 54
=3 =3
LB E -
2E° g e
%3 %8
852 S SA
£ £
£ T
£l I1
£ £
01 T T T 1 01 T T T 1
0 30 60 90 120 0 30 60 90 120
Time (min) Time (min)

AWl 14 @1 peak FVR ronuasndsiutssynuinaglasadiinm 0 n3u (a)
15 n3u (b) 30 N3 (0) way 60 n3u (d)
% %0 e LANANISERALBLEUA U 0 (P < 0.05, P < 0.01 Wy
P < 0.0001 M1WA1WIV)

* wanenuuaNAIIERAlaSsUEUTENINaNgy OHT wag ONT (P < 0.05)

4.6 Msiian1zaseneandinduranisiusemuiiniaglasaUsunueig 9

N1NOUAUDIVBITEAU protein carbonyl siamsfulsemunnaylasausuueigeg

msfnwafsiinuiiAaderesssdu protein carbonyl Aeufuusemuthmaglasa
4 4 ﬂ%ﬂ%@ﬂﬂ’]i%ﬂﬁ@Ui%WjNﬂﬁjﬂJ OHT uaz ONT lyiunneinefiu (0.82+0.04 vs 1.07+0.08
nmol/mg protein, P > 0.55) warlinunsiasuulamessysiu protein carbonyl dle
LU%‘EJULﬁauﬁna'm'auLLawé’a%’wizmufﬂmaegimanﬂﬂ%mm (P> 0.05) waglinuang

ANNERRTENINNAN OHT Uag ONT nngiadan (P > 0.05) (Fan i 15)
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(@ Protein carbonyl (0 g sucrose) (b) Protein carbonyl (15 g sucrose)
2.5+ 2.5+
-8~ OHT
T i - - -& ONT
e 2.0 =< 2.0
— o g o
8B o
5 2 154 £5 157
R g :E
; 3 10 T3 1.0
2 E 2 £
SRS o c 3
& 0.5 < 054
0.0 T T T 1 0.0 T T T 1
0 30 60 90 120 0 30 60 90 120
Time (min) Time (min)
(c) Protein carbonyl (30 g sucrose) (d) Protein carbonyl (60 g sucrose)
2.5+ 2.5
~ 2.0 ~ 2.09
25 25
8o S 5o
£58 157 £5 1.5-'
[ShN =) © o
5 10 55 10
SE 1 s E
a c a c
=~ 0.54 =~ 0.59
0.0 T T T 1 0.0 T T T 1
0 30 60 90 120 0 30 60 90 120
Time (min) Time (min)

AW 15 586U Protein carbonyl MUSananinaglasa 0 n$u (a) 15 n3u (b)

30 ¥y (Quag 60 n3u (d) Tasiia 2 ndu

N13MOUALBIVRITLAU total antioxidant capacity slan1ssulsenutnnatlase

U3a1846199)

nsineadainuinAedsessziu total antioxidant capacity NousuUUTENIU
wnraglasans 4 adsvesnisnaasuszndntengdu OHT waz ONT lduand1efy
(309.00+70.96 vs 303.34+71.85 VCEAC mg/L of Vit C/mg protein, P > 0.05) kagluny
N15WABULUAIU8ITEAU total antioxidant capacity dlewSsuisufinaineuuasnda

Suusgmudimaglasal3ua (P > 0.05) waglinumuiameadfseninnagy OHT wag

ONT 9n¥2aaa1 (P > 0.05) (Fan1wdl 16)
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ABTS (0 g sucrose)

—
(=]
~

ABTS (15 g sucrose)

Total antioxidant capacity
(VCEAC mg/L of Vit C)
=
T.

30 60 90 120
Time (min)

ABTS (60 g sucrose)

2.0 2.0
2
e
25 157 1.5+
O u—
+— O
&<
.‘)9< CEﬂ 1.0
g Q 1
=8 057 0.5
52
°
0.0 T T I . 0.0
0 30 60 90 120 0
Time (min)
(c) ABTS (30 g sucrose) (d)
2.0 2.0
> 2
g0 80
a5 1.5 S 1.5
O u— O
+— O T - O
5< G <
=]
g g’ 1.0 % gv
£Q £2
=8 051 =8 05+
g2 5
[ [
0.0 T T T . 0.0
0 30 60 90 120 0

Time (min)

T T T 1
30 60 90 120

Time (min)

50

-®- OHT
- ONT

AW 16 534U Total antioxidant capacity fUSsnahmaglasa0 n3u (a) 15 n3u (b)

30 ¥ () way 60 niw (d) vasia 2 ngu
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4.7 ANUFUNUSVI5ZAU plasma glucose LAZASIANNTIZIASEADBNTLATUAD

n13FulsEmuLlInaglasaUTINAIg 9

nsAnwdlunuANFuUNUGY0952AU plasma glucose ag oxidative stress
markers 914 protein carbonyl Wag total antioxidant capacity ﬁﬁﬁmaégiﬂiaﬂ%mmﬁhm

TuusazyI981999919 2 NaY (INN519 6 uag 7)

M990 6 ANUANNUSVBITZAU plasma glucose tag protein carbonyl tiasulseniu

WnaglasauTunuengeg

Sucrose 0 ¢ | Sucrose 15 g | Sucrose 30 ¢ | Sucrose 60 g
At 0 min
Pearson correlation 0.025 0.281 0.013 0.147
P-value 0.891 0.119 0.946 0.423
N 32 32 32 32
At 30 min
Pearson correlation -0.043 0.029 -0.083 -0.031
P-value 0.815 0.875 0.654 0.864
N 32 32 32 32
At 60 min
Pearson correlation -0.023 -0.145 -0.045 -0.233
P-value 0.902 0.427 0.808 0.200
N 32 32 32 32
At 120 min
Pearson correlation 0.005 0.292 -0.273 0.048
P-value 0.979 0.104 0.130 0.793
N 32 32 32 32




A9 7 ANENNUSVBITEAU plasma glucose tag total antioxidant capacity 1il®

SuusgnmunaglasauIunaingg

Sucrose 0 ¢ | Sucrose 15 ¢ | Sucrose 30 ¢ | Sucrose 60 g
At 0 min
Pearson correlation -0.055 -0.274 -0.187 -0.177
P-value 0.766 0.130 0.305 0.333
N 32 32 32 32
At 30 min
Pearson correlation -0.115 -0.093 0.146 0.266
P-value 0.531 0.613 0.426 0.141
N 32 32 32 32
At 60 min
Pearson correlation -0.048 -0.164 0.069 0.134
P-value 0.796 0.370 0.709 0.464
N 32 32 32 32
At 120 min
Pearson correlation 0.316 0.316 0.350 0.306
P-value 0.079 0.078 0.049 0.089
N 32 32 32 32

52
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uni 5

A3UNaN15398 aAUTeNa uasdalauanue

= dyt:{v s a (% goj 2 J !

nsAnuniiinguszasdiveyseiliunavenssuusemuiinaglasaUSunamie de

o = A & Yoo 9 a vl
nsvinuremasadenluegua AN dunemveriianudulafingawas e mMue i
fanuduladinund nan1sdnwmuinen peak FBF 13uAUYaIngy OHT dAesndiings ONT

[ 14 I a (% (% ‘c; a !

BYNBULEAT WANUIINLIAT 30 wiindeanFuusemuiiniaglasaluynuTuia A1 peak
FBF fin1sanadluiia 2 nqu laefisenu plasma glucose wag insulin LiinUuuwazanaIwysi
Ausgaudimaglasansuuseniu wanadldnunisiiuduvesssdudiu@anivinien
songndungluszazian 2 Tilus Fetayadinanenaiunumadysenisidesuienaln
myvhuvesmasadeniunnaeiuluia 2 ngu uenanilonadulszlenisenistosiuns

AnenuRaUnfAvemaeniiendINNsiulsmuinaglasalasnsie

anUseNan1sIve

5.1 Mviheuvamasaidenlunguniemvasiiinuiulaiings

NHANSANYIINUINAN peak FBF L‘%Mﬁwﬂ@flﬂﬁjm OHT Gi"mdwmju ONT wagal
peak FVR 13ufuvasngs OHT gendings ONT Faaeandesiunisanwinouniiiinuing
peak FBF w84ngy OHT fndIngs ONT (12, 83) uagdiudusiudiuen peak FVR lag
N13ANYIRINE1INUIINGY OHT &A1 peak FBF ﬁ@?mdmi’mﬁjm ONT 19% uwazia peak

FVR figeninndangu ONT §ia 17% Fenanldinduanufinunfivemasndonluniemuesy

'
= = =

nfianusulaiings (83) dnvadslinsfnwnuinludnegiunnisionalsaungy OHT dn1s

\An arterial stiffness wagil mean arterial pressure (MAP) ganingu ONT (10, 84) g

¥
aa o0 w a

arterial stiffness dngnlidudausifiddyuesnisiiin arterial hypertension lusuien (84,
85) uazdiinissnenudniteaalinsidvewas/misuidulsnaudulaingeiulgugd
A11190M 529N carotid intima-media thickness $aufun1s8l arterial stiffness Fa.ude
e = - ' @ = o v ] G I 1 Y a a
Uagiansiianudaveuresmtiivasnitenntsuniinguiidvieudninudulainung (86, 87)
Fan15Nnau OHT &I peak FBF Suduvadngy OHT A1n3Ingu ONT waga1 peak
FVR 130AUY09ng3 OHT aandingu ONT Feuansienisiiauiiaundluunumlunisvenssa
Yoimasndenuns Jadunaignatevenainitugnssy InsAinwineuntimuiingy OHT &

AUNANIDILUTDY L-Arginine/Nitric Oxide Pathway d@swaliiinisasne NO anas 9iluali
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[%
[

vasadenveeilstesniingy ONT (35) Snvisdslinmsfnuwmuing@ifienuduladngeuio
essential hypertension i G894T polymorphism 984 endothelial nitric oxide synthase
(eNOS) gene (88) ¥ilnnssufiuLes eNOS uay L-arginine MfuansiaduveInIsuan NO
anas denaliuduia NO anas (89) §1 eNOS G894T polymorphism anunsadraluds
memvesiiianusulafingsely Jadunalingu OHT Taumnnseswosnisaiis NO
(90) FnduauvglFmsvenevesvasaidentiauunndes uimsdnwilildnga genetic

polymorphism 3slsia1auenlain ngu OHT l@sun1sdienen gene variants NduRusiU

hypertension Tasnainweusitng

5.2 MINDUEUDIVDITLAU plasma glucose waz insulin Aan133uUTEMULINE
YlATAUTUIIAI99)

naansulsemudimaglasalTuin 15 30 uag 60 N5U WuUd1T2AU plasma

glucose Y8 2 naukiugadun1ely 30 w7 lwdnsdwnwiniy uazeee ) anaEUNAUL

'
| v a

dszaususunousuuszmubinaglasanieluszezia 2 9alus Gsnmsnevaussiidululy

Y

(% a

Snvaszieniulusta 2 nau waztduluau physiologic response 18331390 88IRUUNG (56)
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NanSANEIENUIINAN OHT Sn1smauauasunssedy insulin figandingu ONT
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glasaUTunn 60 n¥u ngu OHT H5edfu insulin gandInga ONT faustunii 30 audsuniidl
120 Tuwitil 120 udfsedu plasma glucose nduLingn1azUnAL AT insulin vasiis 2
naudensgeay Taslanizlungu OHT FeaenadosiunanisAnuideuniimuiivasinldsy
themanglaaemnududugangy OHT doamdsdugauluseduiiganiingu ONT iodnwsedy
ihanaludealivinfu San1sfnwadanannasulidangy OHT 12z impaired insulin
sensitivity (91) 3nitagfafinisAnuinuiings OHT fin1ag insulin resistance 91NN1TNATOY
Frensh glucose clamp (92) MnuansAnwiassRndululdiings OHT a7z insulin

resistance Wilsoy
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5.3 navaIMsiuUsznulinaglasaUsuineiee faseau plasma glucose uag
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NansANEIASldnunsUasuudaeseiu protein carbonyl Lag3Ef U total
antioxidant capacity ngluseziian 2 Falumdminiulssmuihnaglasaliiu 60 nfu
vosgnanasinsie 2 nau uansdenslaifinnsieionoendinduiintu nvialdinuauduriug
Y09526U plasma glucose agn15iAn oxidative stress oafunsisnsAnmidvinnsane
Tupugunnd Bslnsunfudrseaneaziiviinmuans antioxidants funifisswedimiutesns
Anrsensendndu sadunalnmsiosiunsuinduvearadaneg (93) fnfussllemades
unflagnunviasensendntuiu 99nn15ilseRu plasma glucose gaiflgsdansn
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] [y
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wasuwaziivazaulugUlnalawuwazludusaly (97) Fannfivsinanglaaludonuiniag
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