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# # 5774517430 : MAJOR SPORTS MEDICINE
KEYWORDS: HIGH-INTENSITY INTERVAL AEROBIC EXERCISE / NORMOTENSIVE
OFFSPRING OF THE HYPERTENSIVE PARENT / PEAK FOREARM BLOOD FLOW /
POSTPRANDIAL HYPERGLYCEMIA
WILAIWAN JUTAPAKDEEKUL: Effect of exercise on forearm blood flow during
postprandial hyperglycemia in normotensive offspring of hypertensive

parents. ADVISOR: ASSOC. PROF. ONANONG KULAPUTANA, M.D.Ph.D., 100
PP-

The aim of this study was to examine the effects of high-intensity interval
aerobic exercise (HIIE) on peak forearm blood flow (peak FBF) during postprandial
hyperglycemia in healthy young men with a parental history of normotension
(offspring of normotensive parents; ONT) (n=13) and healthy young men with a
parental history of hypertension (offspring of hypertensive parents; OHT) (n=13). This
was a randomized crossover study of 2 conditions. The first condition was an oral
glucose load with exercise (OGL+EXS), with a 1-week washout, and then an oral
glucose load without exercise (OGL). The second condition had the reversed order.
All participants underwent the peak FBF measurement during reactive hyperemia
using venous occlusion plethysmography before and after OGL and OGL+EXS every
30 minutes for 4 hours. Results: After OGL, the peak FBF in OHT significantly
decreased from 23.82+1.39 to 20.61+1.75 ml/100mU/min, (p<0.01) and ONT from
26.84+2.47ml/100ml. to 24.29+2.58 ml/100mLl /min, (p<0.01). After OGL with exercise
the peak FBF significantly increased from 23.72+1.68 to 27.25+1.91 ml/100mU/min,
(p<0.01) in OHT and 26.77+2.86 to 34.07+2.14 ml/100ml/min, (p<0.01) in ONT.
Moreover, the peak FBF in ONT was significantly increased more than that in the OHT
group (p<0.05). Therefore, HIIE can increase peak FBF in both individuals with and
without the family history of hypertension.

Field of Study: Sports Medicine Student's Signature

Academic Year: 2017 Advisor's Signature .
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EKG

EXS
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OHT
ONT
Peak FBF
Peak FVR
PPH
RH-FBF
ROS

VOP

Abbreviation

European Society of Hypertension

European Society of Cardiology
Electrocardiogram

Exercise

Endothelial nitric oxide synthase

Forearm blood flow

Flow-mediated dilation

Seventh Joint National Committee

Nitric oxide

Non-Communicable Diseases

Oral Glucose Load

Normotensive offspring of hypertensive parents
Normotensive offspring of normotensive parents
Peak forearm blood flow

Peak forearm vascular resistance

Postprandial hyperglycemia

Reactive hyperemia- forearm blood flow
Reactive oxygen species

Venous occlusion plethysmography
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Blood sugar
Cardiovascular disease
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Diabetes mellitus

Endothelial dysfunction

Exercise

Endothelium-dependent vasodilation

Forearm blood flow
Heart disease
Hypertensinogenic factor

Non-Communicable Diseases

Normotensive offspring of hypertensive parents

Normotensive offspring of normotensive parents

Oral glucose load

Oxidative stress
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Peak forearm blood flow

Peak forearm vascular resistance

Postprandial hyperglycemia

Reactive hyperemia

Reactive oxygen species

Resting forearm blood flow

Stroke

Shear stress

Vascular remodeling

Vascular function

Vascular dysfunction

Vasodilation
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1.1 AnudrAyuazunvasdeynn (Background and Rationale)

A < . < A [ L oA o A

naoAaoALALLTY (Atherosclerosis) LUUNENANITONLEULTOTIVINTIMaDALaDALAY
ULAANTITNUIAITY denainlimiinnniznIelsaf1eqmiuun 1w a1deanudulalings
(Hypertension), 15AUNIU (Diabetes mellitus disease), 15Aila (Heart disease) wa
LsAviaenidanauas (Stroke) (1) nMsfinwdiuxInudt azanusulaingaladunisly
Uaduidesddgveslsanaonidanitila (coronary heart disease) (2, 3) aluaniunnisnig
susunilalan wiegnlshnuamguenisiinniizanudulaingeazdalainsuiudn (@)

| o a ado o A 1% 19 a ) a ~ ) v )
warnuhiitadedesidAgynettesnunisiineanuiulaingsne Jademenuiugnssy

a 1% 1% J a QA v @ [y a LY

wardanden taun n1siivseiRluaseuasudunnudulaings (5) wagn1ssuusemueImis
VdwaLdefaaunm (2)

nnsAnwuAgIiuladenisiiugnssunuin 29-40% venianudulainun@as
Jumenvesiiiiaudulafings (normotensive offspring of hypertensive parents;
OHT) fllenadusionsiinarzanusulaingslusuiag (6, 7) T4 nn1sfnwiAnn1useiy
Anuiulan 24 Fluswuiings OHT Srpnuaulainainigniianudulainunfgady
V]meuaﬂﬁgﬁﬁmmﬁuiaﬁmﬂﬂa (normotensive offspring of normotensive parents; ONT)
(8, 9) wagnanensAnwladnwierNuRaUnALAEItUANaNTR va IaRALGaAlAEAN Y9N
szivgsgavasnslaiswdeniiuuy (peak forearm blood flow; peak FBF) Failusfiuen
= o = = = ) = & = 2 I3 =
fadnsinisluaisuiioanuvunasaniinisaanunisinaisudendusseziian 5 Ui
(reactive hyperemia-forearm blood flow) ®3237alasLATed Venous occlusion
plethysmography (VOP) wudnlungu OHT 3iA1 peak FBF wWoeuniingu ONT wagnuin
iz@fﬂgmfjmlmmmé’f’lumumﬂwaﬁauLaaﬂﬁmu (peak forearm vascular resistance;
peak FVR) Tungsl OHT gendings ONT 17% (10, 11) Favmnganudtluetanadnsngy OHT
1198ANUUNNTBIVBINITINNUTIBIMaDALGaR (vascular dysfunction) faugiagdensaalal
WunsinIzANNRUlaEngINn

nsSulsEMueIMINdmaEuRaguN AR N 1L 1S TTAINUTEN B UTDIUINAE

fnavilvisauvesiinialuiien (blood sugan) LHE@IUAEMEIRINNNTTUUTEMUDIMNT



(postprandial hyperglycemia; PPH) dinavinlvinaaniioniinn1igideaugauaziinnis
\WasuwUasvesnasnidon (vascular remodeling) Tngidunaunainnisiivasaidendeos
weneuUiusERUaNnaTessEiu blood sugar gmapALIANTID19ar danasinlAnANL
Anunfrelulusseyen (12) fewgiinisifinnag vascular remodeling lugfifl PPH aiia
Tenatdsasanisiinniizanudulaiings (13) uarlsamsszuusilouazvasniden
(Cardiovascular disease) (14) wona1nil PPH dswaliszfuanuanunsalunisvenedives
NaRALRDANIUNITINUTDINTIMaDALaen (endothelium-dependent vasodilation) anas
ogneandl LHo99InnavensHARAITLLABATE (reactive oxygen species; ROS) Tlufisdu
(15, 16) dmSunsAnwLAsafuiauUs PPH fidsnaste vascular function Tédnis@neann
mannaeulaensivoraaiasiutsemuiinaiifisz fuanududugs (oral glucose load;
OGL) WianszduriilfiAnnisunnsoswes vascular function $ansmuaziinnsifisduves
amziSeaiiinannseendindu (oxidative stress) (17-20) Wisuiiteulunguiiidguamd
waznguitinnizeufulafingamuin lueianainsnguissumeifigunwasinisnevaueq
Taodl vascular function fianasegnadmiaulutag 1 $rlususnmendsannisfudsemu
hnafifiszduanududugs Tasseduues blood sugar waw vascular function ltaanlu
msuiudhgunanmelussezianlsiiu 4 alus (18-20) Tuvaziioanasinsnguiidanizany
sulatingsiiseiuras blood sugar ganinlugas 2 $alususn WerTeuiitsufunguiidiaiy
fulainund (21, 22) agiiiuldhdeyadindndisatuayuuufniiss fuanufuladings
oduiusfuanuRaUnAvessy UULTUDAANvastnIa uananturenisAnwléddnng
ELeWIARTINSTE PPH 919 viemsiistuinsiefudusvesiiauiy enaflunumddely
myaulUgnszuiunsiia Atherosclerosis (16)

n1seenridanTe (exercise; EXS) wuukelsdafunilsluisdesfuniignisiauues
viaoaLdenTiiAUnR (vascular dysfunction) Zhu W wagaaiz (18) levinnsAnuilufegue
quaEnuihniseentidmisuuuuelsdataeilesiu vascular dysfunction TiAnTuAEMEs
nssutssmuinnafifiszduanudutugs wagldfinnsnsaata vascular function Tas¥n
nvemaenidenlutasinisuenedfifondt Flow-mediated dilation (FMD) ez
WAz reactive hyperemia #84n1590NAIFINIENUIN Slosuusemuthmaiilsziuana
ihdugssmiuiniseendidsniouuunelsdalafinavinldiAnnnsanasuesdn FMD Fefingaa
WUN13anABY FMD ndanniudseyutnmadifissduanuidudugiegnaien lnsnisoon
damevilsinsiiunsivaioudendainusadeu (shear stress) vunilmasaidenyili

LANN15911971U209 endothelial nitric oxide synthase (eNOS) AN13N5EAUNITAT 1AL
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189815 nitric oxide (NO) annwwaaaulasiasy (endothelium cell) (23) @analinnnis
= . . a X Ko = = = ) o
Ye8UDINAaRALEDN (vasodilation) bLTW WaNANTFITINITANBIDITEAUANUNLNVDINS
29NMNAINEND19LNAMD vascular function 1NNISANYINITIBNNIEINIYLUULD LS UANIE
ANUNTNUILNA1S (18) wagAnuvnsEaugs (24) wudiaunsavinlit vascular function
UReR5IIMANNAINTT IaIBULaen (blood flow) (10) waza1n FMD (18) Mielusnanasins

ndufejugunminarormatnsngutoiuiiianediu (25) venanigefinisfinuinuii v
nseeniidineusazaisaziianisiddsunladunasnidenlnedmananisneuauased
NaoALaanse shear stress (26) saunaiusyansnmae vascular function wistuiliaan 1
uaz 2 Hlumdsnisesnidanieuuuuelsda (27) 91nn3AnwIves Boutcher LazAMY
(10) WUIIN1500NNGTINLUUUKBLITARILAIUNTIN 60% VO, danalingy OHT I peak
FBF Wfisiiu 22% waw peak FVR anas 17% ilaiufeuifisuiundu ONT insgagtunisesn
fdineuvunelsta onafidmddalunsihulddedunumaestunisiianeSannwls
soluluounan ilosnuavasnsesniidaniefidaugieili vascular function ARTU(28)
uiegslsAmudaliluivsuwidnimnganiedesegluniiy PPH nmsesnidanisaziae
Unilaq vascular function Iévselsiegnalslundu OHT Faflanusaguionisiinn1izainy
sulatinadluauinn

Fetunnsnuniiemuuamnadeatu vascular dysfunction lungu OHT #idanae
PPH FaifintulduosniendsainnissvuseniuemsluiinUsedfu Faduiesdd
anuddnyiteteanlonalumsimnluifiunizanusulafingaazanainudssienisiia
Az Atherosclerosis feivmiidadufiunaulatn ndu OHT fiflenuunnsasues vascular
function wageldfin1zanudulaingalueinisuanimisaddn (Clinical sign) aziinis
neUAUBIveINTbaisudeniiury (forearm blood flow; FBF) asmlit,iamséjué’wmi

Sulsemuiiananisgauanududugwazniseanidenigluaunguilazanunsadievili

blood flow AruvseliisudeasiinisneuauesunnseanNngy ONT v3eliagnsls
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1.2 A1ANUN15998 (Research Question)

fowmdn  niseentidmedmeetidsdenislnaiudonfiuruluanisdina
Tudengwdssulssmmuahmannududugs vesffifienudulafinunfdadumemuesdis
ANUUlaing

fomses  mseentdmedwmadenislvaiisudoniiurulunnginialuiden
awdssvdssmubmannududugs vesffifinnudulafinUnddadumemvosiiiany

sulaimgaunnesiumenvesginiianudulainunivselisensls

1.3 ngUseasAvanisive (Objectives)

\WWefinwmavaniseeniidenienanisviuveswaenifentuniziiaaluitionas
waesuUsemuiimannududugs lugnsianuduladinunfgaduniemuesgndanudiy

ladings



1.4 nsouULUIARlUN1198 (Conceptual Framework)

Postprandial hyperglycemia

Aerobic exercise

Age (Old > young) ]

Vascular function

Gender (Men > Women) ]

Genetic inheritance for hypertension

Vascular tone

PN

Constrictor Dilator /

influences influences

= $

Forearm blood flow \

® Hypertension
® Dyslipidemia
® Obesity

® |nsulin Resistance

\

)

12
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1.5 duuAgu (Hypothesis)

1. nseanMdnignaunisiulsemutiniannuntugdmaliTe fugeanveens
= = = a X ] vala Y a a = = Y |
lyadeudoaiwvuinvulungumemvasnianuiulainguiiolUssuiteuiunisiieen

Aaenne
2. M3venidmNenaunIssulsEmuinaanMududugedmaliseAugagauanis
= = = W ' ' v Y a o ' P
lyaeudoanuauunnadiusgniteangunieinvesgniianudulaingsiunguniginueagi

Tanusulainuni

1.6 VAULYAVDINISIY

mﬁﬂvaL%\‘mmaaﬂumqmmuuh%(Human experimental study with cross over
design) Tumeaunmd Afergszning 18 - 30 Y lildeanidinailulssirydugaudn
U

[V V)
v a

n15An¥1378AT9d LATUoulAINANENTTUNITITESTTU ANTUNNYAART
PnansalumIneds COA no. 003/2017. iileannilunisnaasatungusnegiaiiiy
uywd feufidnsmamAdesldsunsuiaingussasduadlasens dunounisdiiunuide
UstleminasldsumnmidouasUalonalifidrsanauidelddnarunuanudesnisneud
Anmnddeannudugendisunisfinenlumednualdnes uazaiuisoenidnnisidn

suilasanstdlant lhdewmenalafony

]
va o

1.7 Aflenuaufuanasldlun1s3de (Operational definition)

1. Forearm blood flow wnedis Usumsnisivaiewdendinuuvaziinnig reactive
hyperemia 3avhn153alagld Venous occlusion plethysmography (VOP) fu mercury-in-
silastic circumference gauge

2. Fasting blood sugar (FBS) muneds enszsuihmaluidenndsensimsuas

3 shuusanansaauiUaldesnatos 8 4alua (AuUnG 70 - 99 me/dL)29)

(%
[y

3. Postprandial hyperglycemia 1884 n11gfflseauiInalulfoniugeUumes

Sutsemutmanilseauanudutugs (de oral glucose loading 75 N4 2 Falue AuUN?



14

< 140 mg/dl ﬂ’J’lJJVlumwiEmQIﬂaUﬂWﬁa& (impaired glucose tolerance ) 140 mg/dl -
199 me/dl uagAwdulsaurnnu > 200 mg/dl (29))

4. Normotensive offspring of hypertensive parents “u1809 yﬂﬂaﬁﬁmmmﬁu
Tofinund ualivszfAdavieunsnvienadauazuisanfuanudulasings (8P »140/90
mmHg) AilFsumsitadelasunmd laedmldsunsidadenousy 55 U wagansanldiunis
Jadeneuany 65 T

5. Vascular function #1313 N1371NUV0IMR0ALGER MUATUAMNAINITOVRINT

Y IannaenlayUsziiuain FBF Tuvmeiin reactive hyperemia

1.8 92310A 1UN15738 (Limitation)

1. ns@nwituassiviluyigguainieny 18-30 U nllanuduladinunsinadasla

JWNwuazun NG anlaeaT g seUse vnstunqueiegng

' (%
yaa va a A

2. Tungumemanudulaingiasiinegniiuse Wiavseunsavisenslaiuay

Y

wsanduanudulafingadsleniansiinanudulaingasneiu

Y v 1

3. iRgenalianusanuaNseauAanssuludinUse 91 iunoun1svinidevesgidns

Y

[V

Welurraanvinisnegeulaiavuauigideaslateyansoussursuazvesodligidnsiu

Y

NRgUURnulusenhaianegluginisiie

1.9 nan3auszlenifildsuainauise (Expected Benefit and Application)

1. welimsudsraveiniseaniaeniguelslaseiugeanuUiunalseseiulinia
Tudeauasnislraieudoniiurunmendnissudsenuiinalumemve s duanuain
mlafnaaiiodudeyauazuuimislunisesnmdiniefioananudsinisiinnigaudiu
lavingauaglsailanasvaondenlua s

2. 1NaNIIUTANULANANYRINaYRINITRRNARINIgLelsUATEAugeaiuU1uNa
AoszAuImaluldenLaznT naneudoa kU endsTuUsEudInalung ke Ly
] P ) a A = a a =
Jumemvesauiniudulainguioilusumalunis@nviiudslusuianfieguiuu uag

ANUVTinvaINTITERNMGINe Nz auLaeiinUsele vigegaluauldaznay
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1.10 aUa35AND1AANTUTLAINNITITERELUINTNTTUNTSUALY (Obstacle and

strategies to solve the problem)

o

1. esndonhnmsifuiuiaiesdiefiinnuazifunseunazdudouginn1sidedes
nstinaunsldeunsal nsveaeu lrigndes wiug uazsnisy

2. guinswanideenadaliduineiunisnageveiing1egenadlidiinlainazdesrin
nsnagevadls ftulsaziinnseduisuazandaiiinisaaeuligiunisaasuidila

ad ¥ [ Y1 dg”
BrsuazAuwasivgunsalladineyy
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UNN 2
NUNIUITTUNTITUNLNEITD9 (Review of the Related literatures)

Tulagtunsquaguamiiodudsddguazlasurnuaulauntuiielesiulsniay
Andulueman Fanginssunissuusemuemsuayldfinilimunzaudawaliiangulse
SoFevlinlifinsie (Non-Communicable Diseases; NCDs) laun a1ianudulaings

v A a

lsaruvnu lsaiala lsauzise uwaglsavansess dnfianminaindadunigludiymna

9

LY [ ]

(®1g A WugNssu HIANAY LWeYIR havauasIen) karUadenieuansnan1evieingin

'
= A

dwndeu (N13gUYYs N13ANKDANagas N155UUsEMUIMINdINaIdesaguaIn N5y
goni1anie) tnenneanudulaingdaluanudemilinneliinngu Cardiovascular
diseases (3)

2.1 n1EANAUlaTngs

amzanufulafings vunels Mzidianuduladinluvasaideauasinnivie
WU 140/90 mmHg #30151971 1 wsasUTiussansilandeinainnnesiieidestu
Aanuiulalings 7.6 a1uau (30) kara1nn1sdITIRANUYNTeInTaNUiulaingly
Usznslngd a.a. 2009 wud named 21.5% wag 21.3% luiwands uananiin1sdism
LAnUAMNYNUDIN1IE prehypertension (BP120-139/80-89 mmHg) Fadunnefiany
Fosgdlunsianndunizanusiulafingslusunandslumameindy 38.3% uastnands
WU 26.9% (31) LLazLiaﬁﬂmﬂsm’mﬂumjmmq 18-39 U wun12z prehypertension Tu
IATE 40% UASINARA)S 23% (32) Mndegauansliifiuin inameiilonadoslunisiia
AmzANUMIlaingegn e

amzanuiuladingutsoandu

1. azanudulalingawuuUgull (Primary or Essential hypertension) %3813
eiuladingeilainsvanmmanainsenuldanniia 90-95 % vesftheviaua (2, 33)
2. agANURUlaingLuuyRenll (Secondary hypertension) Naunsaseyanvie)

Lewu 5-10 % vesgthevanun 1wu lsale [Wusu
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<, = [y Y 1 . . & o 1 o |
Wuinsruiuuarnawvsves Essential hypertension Judalinsruwdda (2) wa
PNNISANWIVRY Carretero kazAaLy (2) WU ﬂ’]iLﬁﬂﬂﬂzﬂ’)’mﬁuiﬁﬁm@ﬂL%UWNJJL?‘UEJQJIEN
atfuanusznialademaiugnssuwas Uaduideamsdaingasy (Hypertensinogenic factor)
A Aa o = ] Y a a a . .
NA1IABD Uiw’msmmwuqmamammmwmqmu‘lawmqu Hypertensinogenic factor
FseunIudaiilantainniganudulainganndu duansdusuning 1 (2) oy

a a

Hypertensinogenic factor laln n1geu (obesity), NzAaRodULAU (insulin resistance),

Y

AuueanegadUIIMEs, Sulsemuingeg, Juaweiy uasngnssueeninanieoy

A9 1 MAAan1IzANRulalingniu European Society of Hypertension
(ESH)/European Society of Cardiology (ESC) (34) fiu Seventh Joint National
Committee report (JNC7) (35)

Systolic Diastolic 2007 ESH/ESC (34)  2003JNC7 (35)
< 120 <80 Optimal Normal

120-129 80-84 Normal Prehypertension
130-139 85-89 High normal Prehypertension
>140 >90 Hypertension
140-159 90-99 Grad lhypertension  Stage 1

160-179 100-109 Grad 2 hypertension  Stage 2

>180 > 110 Grad 3 hypertension  Stage 2
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Multiple Genes
(4-10)
100 . Phenotype: BP
Inermed : e\'\cs\ﬁ*"“ﬁ\\\w
ntermediary 3 50 . e
Phenotypes ',':f
(2]
2
S
v g ;
g_ 0 el
Environmental - 60 140 220
Factors Systolic Blood Pressure (mmHg)

=1

UM 1 uanninnnzenusulafingaduanudenlesatuayusening Jademsiugnssy

wazlladeidsansdindsy (Hypertensinogenic factor) (2)

2.2 WugnssuiunzANaulaings

Tunguuszansfiiussiausamiedmaulaauniaduanuiulaingsiilenia 1.5
(559713 1.2-2.0) Wiuae 1.8 (5ui1e 1.4-2.4) virdlaziAnnzanudulaingenudfunay
Tunguauiifivsz At uazansanuanudulaiingsilenia 2.4 (eglutng 1.8-3.2) wiilay
Aannzanusulafinguiiofisuiu ONT $asanudesiu 95% uanslifiuinauiiiuseia

TamFeunsasenidnuazaisanduanudulaingeilontainnzanuiulaings

a

1nn31 ONT (3U71 2) (36) Goldstein uazan (8) lidnwiA anufulaiin 24 $alusluay
aunInATIBuaNgaan 220 Auay 22-50 U uiseanitu 3 ndude 1) OHT++, fdian
wsandurnudulafingsis 2 au 2) OHT+, fBamdeansandunnudulafings 1 Au uay
3) ONT, fifauazansandianudulainund wuin OHT++ fanuduladiniadeganin ONT
nn1sAnwInUh ensdulafioiedsfiiutuiiinannisanuunndswesnmuautivaen
o Tnswudingy OHT Sanubanguvasvasaidondiniings ONT (9, 37) uenainil
Boutcher Waganiy (11) Sanuin peak FBF lunda OHT 1 ONT 19% way peak FVR Tu
ngu OHT @in31 ONT 17% uandliliiud fanuunnsewes vascular function lungy

OHT DainANuAulaindediseauuns



19

150 90
(A]

Both parents
— = = Father only
------ Mother only
85 Neither parent

3
S

BP, mm Hg

104 T T T " 65

Age,y Age,y

Systolic (A) and diastolic (B) blood pressure (BP) and age by parental hypertension status in 1160 white men (nonparametric regression analysis,
lowess smoothing fit of 15723 BP measurements).

Ul 2 nm A uanafiarn systolic blood pressure (SBP) waz AW B uanafiad diastolic

blood pressure (DBP) wazyvarglununiuszinlnvieusnn viavadnaiuazursandy

AnusulaingauazUni (36)

2.3 Endothelial dysfunction and Atherosclerosis development

Endothelial cell fwthiide Asaniwauga (homeostasis) vesszuuluarivuladin
(38) uazdiunumilunseupuaNuRsiveInasaiden (vascular tone) wildluasidifyso
endothelium-derived vasoaction lawians nitric oxide (NO) %flgﬂﬂ%’]ﬂu?mﬂ eNOS (38,
39) NO Hdwuswlunalnnisusvaunavesssuumlanasvasniion LU N15nI86Y
vasodilation gufsnisTmsivaandaiien wazdailanaut antithrombotic (40) uananni
HatfudfannsPafnues monocytes wag leukocytes e endothelium cell (41) Sadfannsadna
vascular smooth muscle cell proliferation (42) an vascular production of superoxide
radials (43) wawud LDL oxidation (44) (Ui 3) (45) amawtiBdsnanidutdnetosiunis

Y

\finn1ae Atherosclerosis wavanusiulaiinasla (@6, 47)
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vasodilation

LDL oxidation
o >0 .
platelet aggregation

O*@/\ 1 /‘:'5

& l "\
superoxide radlcal &O
elaboration

monocyte adhesion
smooth muscle cell
proliferation

gﬂﬁ 3 Lansty Waves NO #laseuu cardiovascular system (45)

A1y Atherosclerosis  daulugiiinannnisivdsunvasamaudiluduves
endothelium cell (5U7 4 a) Felngunfitiu endothelium cell Unfagdunisinizinuos
iwadiiaidonv17 (white blood cell) filvariiusn (U7 4 b) usidleagluannizgnaszduse
dadwinen 19U nglesiuluiBongs (dyslipidemia) Mazanusuladings 1usiu (48) vinls
AnsideundaslasiinisBaniefuluanafiinvesdaifonuinsdusin (permeability)
9949 endothelial cell wazini1sivdsnutatesdusenavraunindaioueniead
(extracellular matrix) @s@sulitinn1sazanves low-density lipoprotein (LDL) Tuwils
vasaldonuns (49) FamswasuuvasnuandAnisdaiienadmalinisdndesasuuy
endocytosis 1ng macrophages LU?%&JuLLUaQIULLazmSLﬁmmfwm&hﬁ%ﬁﬂﬂémsazamaq
Aeatadinesoameluisad macrophages waziimlu plaque Tuluiansesn (3U7 4 0
@8) Tumwiiluiloniaiin plaque lunaenidendudidinsinlinueinismendinuase1q
wWanlugn1g Atherosclerosis dwvhliAnnnigyizelsaieg aumn 1wu lsasala, Tsanase

A L a < v
denawey, lsAluviu waznnzanuiulaings 1Wudu (1)
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Collagen VS
é Foam Cholesterol Vasa Migrating E e s S e ——
/ cell  crystal vasorum

UM 4 wanstunaun1siauvessaslsn Atherosclerotic a, kansvaantaonuadluan
Unf Usznauludae 3 4u b, wanstumounisnszaunisdadndadenuiiliie foam cell
¢, WARINSTUIUNSLAR plaque d, wansnszuaunsiialy thrombus Fedsratunisluaves

when (48)

5o endothelial cell inn1sunMesTULs I3 BNANILEI endothelial dysfunction
Fafteuduius fugminisdinn (bioavailability) ve9 NO vi3en1sdl NO Usunallsiiisane
Tngo1aiinannisannisaduasiinisiiats NO wiutu Tnensitluannisvhanuues
endothelial cell wag eNOS §ansefu lipid peroxidation maa@iaﬁw&aé MlAn158319
N reactive oxygen species (ROS) 1 ROS ﬁgﬂﬁ%ﬁﬂ‘%u 599NN oxidized LDL 11lUg
msaesives NO Tunnzanudulafingsaziiniswdnans NO vhsnanisanadlagiiunsdiy
AeatesiuanuRnunivesoulasi eNOS wundngiuinlungy OHT SanufiaUnf NO-
mediated vasodilation lnedl L-arginine-Nitric Oxide pathway fiunnsosdserariliiin

AmgANUlafingiuag Atherosclerosis (50)
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2.4 Vascular function assessment

N15UsEIIUAMAINANTYINNUYEY vascular function H35UsEdiU 2 wiadla Ao

1. Invasive tnata Usziiiulagldasnseiunisviinuvemasniaen (vasoactive
substances) 1ag intra-arterial infusion N15Us#LNALANITAOUAURILAYDIALITAIY LYY
high resolution ultrasound (51)

2. Non-invasive 1alla Usztiulnen1snii9d0un1saouaueu0In1suee6iIue s
vaondonnsiemadia reactive hyperemia JUil 5 B (52)

n3oaielunisuszifiufivatevdia waznisiafilasunisueuduie strain-cauge
forearm plethysmography ¥38 VOP (52, 53) Fsihuildlunisusziiu FBF lneinsnsives
USumsnaslua (flow rate) FennsInsnsnsiuTuvesUs AT wL (forearm volume)
Gafiuausuly venous cuff 98dn15v878v89L4uI9UN0 forearm Wl AANTS
WasuwUasanudunulii1usiags strain cauge Feaunsatanisildsunlaivesusung
84 forearm faszezIa1 1 WITBLINMAUSHSIUSUIRS FBF (ml of blood flow per 100 ml
of tissue per min) (58) uaziilesufunIsiiin reactive hyperemia vlAnnI1suIaden
(ischemia) viaamLdanazmavauoslaenis vasodilation unAsafiuty (gﬂﬁ 5) laganunsa
a5u1891n 2 guAe aivansverevasniden (Vasodilator Theory) Laz1n8anTiauy
(Oxygen Lack Theory) U3vmiiu GedawaiUasundasues vascular tone Tinelunasniden
AaAnuduniuanasdsdimalinszdunisudesarsiinliian vasodilation LFun
adenosine prostaglandin waz NO Judu awdansiUdsunlasanusnadndfintagad i
Iﬁmzé}:u inwardly rectifying potassium channels iag NA"/K™ ATPase (55) vil#iiin
myogenic response 71 vascular smooth muscle a@walwdnsnlnanielunasnidenwas
shear stress Lﬁu%uLLazﬂizéjuﬂ’]’iﬂéaEJa’li vasodilators lAwA adenosine, prostaglandin,
NO, K'ATP way endothelium-derived hyperpolarizing factor (EDHF) AR (giﬁi 6) 1il
f99ngagn  (Peak) ¥@Y reactive hyperemia Feazarusoldlunisusedu vascular

vasodilation function ¢ (56)
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ACTIVE HYPERENMIA REACTIVE HYPEREMIA

organ blood flow
organ blood flow

| period of increased ‘ §
v re—— H period of arrested blood flow

Copyright @2006 by The McGraw-Hill Cormpanies, Ing
All rights reserved,

gﬂﬁ 5 LanIN3LAA active hyperemia Way reactive hyperemia

velocity and
shear

m\
|

NO

4

Adenosine

Conduit artery g

Microvessels

Figure. In healthy endothelium, 5-minute occlusion of the conduit artery induces release of vasodilators from the microvasculature.
When occlusion is released the reduced microvascular resistance results in increased conduit artery velocity and flow, causing shear
stress to the endothelium and culminating in vasodilation of the

conduit artery mainly via nitric oxide.

K ATP
EDHF

/

=1

JUN 6 asnsivaveviaenidenuay shear stress MNAUIN reactive hyperemia ¥inlvi
ﬂszéjumiﬂéaaaﬁ vasodilators lauA adenosine, prostaglandin, NO, K'ATP wag EDHF
(56)

2.5 msiunMgaNuRulaings

ownstdwmatiunzanudulainde omsillefenginisd@nyinuin ieannns
Suuszmulnifeulungunnzanuiulaingsanudulafinanadlaeiade SBP 4.8 uay DBP
25 mmHg (57) ewsifianaduduresiintaganisdnsimuidianudiiusTasnsaty
amzanusuladingauastadoidommalsaneilanagssuumunueday (cardiometabolic
risk) (58) G‘z'fqﬁﬂhlgimst,ﬁm endothelial dysfunction Iaanseguliin oxidative stress
disdudeiiliian NO bicavailability (Uit 7) (53) Tasassgiusiunalnsnag el (Uil 8)

(59) lown
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1. Polyol pathway Sunszuunswasy tana glucose 1Ju fructose (60)
2. Advanced glycation end products (AGEs) {uwadnsanufnIealnaiadu
(glycation) Fuduumaslian ROS

3, Protein kinase C (PKO) loneluadilaedandigesea (diacrylglycerol; DAG)
dsduannssuaumsaamenglaaaenszduls PKC Sadueulesidinszduniafuneaus
(phosphorylation) ¥8enT¥UIUNITNITILULANG LTI AAKNAA1IAINLLYY vascular
endothelial growth factor (VEGF) ann1syiiuesasivinnifivgevasniden
(vasodilators) wazifiun1svinauaesansiviiuiinfinadivasaden (vasoconstrictors) vu
U

4. Hexosamine pathway flux 9zlanandngavineilu transforming growth factor-
R (TGF-R) way plasminogen activator inhibitor-1 (PAI-1) Fedenasianisiudsuniatves

MaDALADN

Mitochondria «=——— Inflammation

7

Citrulline
ADMA +

dimethylamine

Ornithine + urea

gﬂﬁ 7 WanID9n11g Postprandial  hyperglycemia %QL‘fJumLMG;Lﬁﬂ endothelial

dysfunction Taedin1sifinduves ROS vlwnsneuausve bioavailability 789 NO anas
(53)



25

PMNNITANEIUDY Kawano LazAe (16) WU FMD USIIeURa0nlaa auAsuLay

IS U

(brachial artery) anassamisuilelasuussmuiinnandssauanududugs wazwudn FMD

[

fUsEu blood sugar duiusiuludauegnadivedfynieadn (p<0.01) Fevsuanin n1s
[iNTuveasEaU blood sugar p8195IRLEr@WalHAR vascular dysfunction Taeiinisanas
Y83 endothelium-dependent  vasodilation ﬁgﬂﬂizﬁuﬁ]’m endothelium-derived
relaxing factors 11 NO uéikilosa1n NO awmiagﬂé’ugamﬂ ROS silwisununsovinane
endothelium-dependent vasodilation 9INN15ANY1V0Y Zhang hazAmuy (61) W‘Uiﬂﬂfjuﬁ

[

fanzanusuladinglinisanasves FMD Lﬁalﬁ%’wismwfwmaﬁﬁ‘ss@w’umm%’u%’uga
uaﬂmﬂﬁé’qﬁmsﬁnwﬂu%aiumaqmmwﬁimEJ Mah uagane (20) wu nassulsenuy
5ﬁma‘1'7iﬁiw%ﬂmuﬁmﬁu@aﬁﬂﬁﬁmmwﬂwiawa\‘i vasodilation dependent function
Fen15%n FMD Seduiusluifeau - = - 0.80) Aunisiiiuduves malondialdehyde (MAD)
Tudendaduansiiinein ROS 9INATZUIANT lipid peroxidation ﬁqguﬁ 9 LanglL iU
A1y PPH d@analiia endothelial dysfunction ﬁﬁiﬂﬂuﬁﬂuhﬂwﬂﬁﬁ’m, ANMTAMUAU

lavings waglunuaunma

Hyperglycemia

Polyol pathway PKC activation ~ AGEs synthesis Hexosamine pathway

TG —x, ER stress

Mitochondria

*Expression of chay Activation of JNK

*Activation of NF-kB-Inflammation «Expression of CHOP

*Induction of ERAD Activation of caspases

Hyperglycemia, through different mechanisms, can promote accumulation of unfolded proteins in endoplasmic reticulum (ER), thus inducing ER
stress. ER dysfunction causes GSH depletion, Cay+ leak from ER lumen into the cytosol and ATP depletion that can impair structural and fanctional integrity
of mitochondria and stimulate mitochondrial ROS production. ROS, in tum, can alter protein folding, thereby inducing unfolded protein accumulation in ER.
Abbreviations: PKC: protein kinase C, AGEs: advanced glycation end products, PERK: PKR-like ER kinase, IRE-1: inositol-requiring enzyme, ATF-6: acti-
vating transcription factor 6, NF-kB: Nuclear Factor-Kappa B, ERAD: ER-associ ion, JNK: Jun N-terminal kinase, CHOP: C/EBP homologous
protein.

JUN 8 uansauudgiurunalnd1eglunseduliin ROS WnAuNaLAnIE Postprandial

hyperglycemia (59)
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2.6 N159aNN1AINIENU Vascular function

Uszinusamangiuainmsdnedvunninalulunisfenduin ansesndidenie

Tuwsazasetiuselovumnas19an1e@edanana vascular function (28) wRAUDEAUSLAUAINY

Y
=

wiinuazsrezImuesN1seanmdnie (62) dedenafiseanusulaiinlunizanudulaiings
(62) 1NN13ANEI89 Pescatello wazany (63) nudn 4 Faluswdsarndudnseu 40 uriii
SEUAMUTIIAUIUNEATS (60% VO, ) Ausulafinanadlannindusnenufiseiuanumin
LU (40% VO,a) iuLwﬂﬁmaﬁﬁmwmmﬁﬂaﬁmqﬁzé'fm?i 1 wuRganunsanwnlunayie
ﬁﬁﬁﬂwazﬂawuﬁuiaﬁQQQizﬁu 1-2 Fawuin N1seenfIdIniedisesunnunin 75% VO ,max
danalAnuauladiniin15anaduINNILAL 81IUIUNIITLAUAMUNEN 50 % VO, ey (64) WA
sthslsfnunalniidemaliiinnisanasvesnnusulainudinisoensidsniouuunelsdaly

wiazASIIlwTe

A 197.0Frctose trial B 20 C 20001
=& Glucose trial 18004 .
]
84 16004
§ %{ . 1400
. % -
64 R 2 = 12004
o~ ad 1) é
=2 879 2 - 10004
we EE .
4 83 22 004
a [
* 600+
0.54
24 4004
Treatment: P = 0.001 Treatment: P < 0.001 Mean Slope = -5.52
Time: P = 0.033 Time: P < 0.001 2004 r=-0.80
o Treatment x Time: P < 0.001 0.0 Treatment x Time: P < 0.001 o P <0.05
T T T 0T T T
0 30 60 90 120 150 180 0 30 60 90 120 150 180 0 50 100 150 200 250 300
Time (min) Time (min) Plasma MDA AUC,,,

(umol/L « min)

Postprandial brachial artery FMD (A), postprandial plasma MDA (B), and the relation between FMD and MDA AUC,._3 4, (O following
fructose and glucose ingestion by men. Data are means * SEM, n = 16. Multiple linear regression, controlling for repeated measures was used
to calculate correlation coefficients (n). *Different from baseline, P < 0.05. FMD, flow-mediated dilation; MDA, malondialdehyde

[y [

5UN 9 A, uanatia A1 FMD ve4 brachial artery waesuusgmuihnnaniisyiiuanududuga

B, U&nsfieA1 malondialdehyde (MDA) Tuidaanassuusemuiimaiiissiuanududugs

o w

& 1 U U 6 a U o a0 1 1 a v
wae C, PaAanuduiusidauiuluseiugs (r = -0.80) * drunnsnsegnaiidedfynng
@nm (p < 0.05) 3NA" baseline (20)

wANNUY Hagberg uazany (65) ladnulungugageeieniiniizanudulaings

[

G
Y
FAUNITANAIYBIAIIUATUNIUY

NUINITANAIVDIANUAULATRTUNNGIN1T BN A AIN1BFUNU

saduUany (peripheral resistance) 1nnninn1sanveslsuInsiaenieanainiala (cardiac

output) FIN198MDIVDY peripheral resistance p1atAnlaannisdudvessyuu
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sympathetic Uazn15LUABULYAINIABUALD YDA ALADANIN1TBONAEINTY (66)
denAdaaty Boutcher wazamz (10) ldAnwinavasniseaniidinienuuuelsdaluusazads
fiszdumuniin 60% VO, tJurian 20 wnlumeaunIng (a1y 18-27 U, OHT 20 Au
uaz ONT 20 W) wausINgiMseanidsnisnuunelsaaunsatiein Peak FBF 229% lu
nau OHT uar 11% lungu ONT waz¥igan Peak FVR 17% lunduOHT uag 11% lungy
ONT wansliifiuimaresnisoandidenisuvuuelsdaluudazads demald  vascular
function Auld (10) Fetunseendimenuunelsdeadsannsatiosiunisusasmessoslsn
wawtevilil vascular function Atuldluniazanudulafingeuar Sstlostuudingedlungy
OHT (10) BeswunnuRnUAAves NO-mediated vasodilation (50) wagdianudeasonisiiu
amzanuiilaingiluawan (6, 7)

nseenidsnisluuiazaseelunniz PPH dswasionisildsuutasanalalunis
novaussasdugAulund e (67) Fedenalanansaia slucose wldlFanTuannisazay
thmalunaoniien The American Diabetes Association (ADA) 3sléuuziilinnseantii
MesziulUTaUILunas (low- to moderate-intensity exercise) >30 Wilunguauiiiy
131y (68) waglun1sAnwin1999nAaInIea18ANNn 70% peak oxygen uptake
wuh anunsafiuanulilunseevauewesduyduldlundumonasndsguanAuas i
anuauladinund (69-71) 3nnisAnwiniseeniaeniglusduuuniinaduiun (interval
exercise) aw5aanniz PPH lelunguuszansiitinnzanudulafings (72) waannnis
Wasuwasemulwedugdlunseenidinmetiuainsoananuidsdunisiinn g auld
(21, 73)

nmsumssunss Slinundngruiiveveniiniseensidinieluusazadane
dananenglania vascular function Tun1ie PPH veengu OHT saudsdaldnudayaniny
LANA9YBY vasodilation function YewwaBAlEaAvBINGL OHT LieLfisuiungy ONT iileil
nseenidenigluniiy PPH  Fadluiunaulalundu OHT fAflanuunwsesves vascular
function usgalaifinnzanusulafingsdadusinisuanvnenadn (Clinical sign) 9zinnsg
pouaueses FBF oe1dls lun1giifinas nszduienisfutssnmuimeifiszduan
Fudugauazniseeniidaniglunduiiaganunsatieild blood flow Arunioliuaznns

MOUAUDIIIAIULANG9INNEGN ONT waalieensls



AdAsy (Key Words)

High-intensity interval aerobic exercise
Normotensive offspring of hypertensive parents
Peak forearm blood flow

Postprandial hyperglycemia
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UNN 3

25A111UN157398 (Research Methodology)

Uszmnsilwing (Target population) fie ¥eegsening 18-30 Ulanusuladinunf

Usgnsildlun1sfinm (Study population) #e

1 ¥eongsening 18-30 Vienudulainunidadumevvesauiduanudulaings

2. ¥eengsEning 18-30 Uianusuladinunfdalumennvesauiiduanusulainung
Y 1 N ' N v a ax & a
A28e149 (Sample) Mg ¥18o1yEndNe 18-30 Yilanudulalinunigdulumemvesnuiniy

euiuladingeuagiunasinsfinideniindnyide

nguAIuAL (Control) A9 ¥18@183531I19 18-30 Vllanusuladinunfdadumevvssnud

< 1Y a a 1 L | Y =2 a v
Wuprnuaulafaunfuagiunugn1sAnaennAnen vy

3.1 e tunisaataandn lunisane (Inclusion Criteria)

ﬂa;m Normotensive offspring of hypertensive parents; OHT

1. ¥eongsenin 1830 U

2. fidanusulafinuni BP < 130/85 mmHg), Atnialuidondnd (FBS<100me/dU),
szauluduun®  (cholesterol < 200 me/dl, triglyceride <150mg/dl, LDL
<130mg/dl) wazpdulniinlauns

3. il physical activity ffeand 20 wnisiondwazdesnin 2 adwiodanily 29 (10)

4. BMI < 25 ke/m’

5. fUse9Adinn viionsan viiesadauazansandueudulafings @anléfunis
Maduneueny 55 U wazunsmlasunisiiadenaueny 65 U)

6. sy Tedmuazansaladulsaumay

7. lylguyvs
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ﬂfjm’m@u Normotensive offspring of normotensive parents; ONT

1. weegsEmie 18-30 U

2. fideusulafinund (BP < 130/85 mmHg), Atnnalui@onaund (FBS<100me/dU),
szauleduun®@ (cholesterol < 200 meg/dl, triglyceride <150mg/dl, LDL
<130mg/dl) wazpdulniilaun

3. 1§l physical activity desn1 20 wiideaswaztiosnit 2 awiodamily 2 U (10)

4. BMI < 25 ke/m’

o
o

5. sedR adnuasansmbiuanuduladings

6. TUsedR mdauazusanliidulsauanu

7. lalguyvis

3.2 N9 lUN1SARBBNIANATANED (Exclusion Criteria)

1. finnefidssvideilugUassasioniseontidanig

2. flersReundiefudulsravuasn g uS e dLUy

3. funadnvenduiiletionniseneauusiinuuinedia FBF

4. fuUsgmusfiinasenisviusesilanazvaenidon Teun beta-blockers,
vasodilators 1Hufu

5. Suusemuenilnasesesiu blood sugar oA enanseau blood sugar [usu

ARPIGRIGHIIPRIAN

lEBnsisenstegmugasevang (Purposive Samplinglagadinslavesenanaiag)
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3.3 MIATUIUVUIAADES

AUIUTUINAIDENINA1TYN pilot study TaeaAruimanUTuIng FBF Tueiaiadas
2 ndal A9 nNgal OHT uae ngal ONT AlFSuUsemuthaafifissduanududugs saufunns
panfrdeneldoranainsnguas 3 AU warAILINIINAIUTUIATVEY peak FBF luvniziin
reactive hyperemia LU38ulfiguseninendu OHT wag ONT Fseiadudiudosuy
UINTFIUVBINGU OHT-EXS AD 6.11+2.36 ml per 100 ml of tissue per min wagngy ONT-

EXS A9 9.36 +2.81ml per 100 ml of tissue per min
PN dwdnunwnadeddlagldans  n/group = 2Zg,+ ZB)ZGZ/ (x4-%p)

AUe O

0.05

1.96 (two tail)

ZO(./Z = ZO.05/2

B = 0.10
ZBZ Z0410 = 128
62 = Pooled variance

= (n-1)S, +(n,1)5,

Ny +ny,—2
= 26.97
x; = ANadY (mean) 18IUSUMIV0 peak FBF luvauzifia
reactive hyperemia nouULABUAUNSINITDONAIAINE 30
WNgu OHT
x, = ANadY (mean) 03U3UIAS83 peak FBF luvmziin
reactive hyperemia AouULNBUAUNAINITIDNAININTY 30
W91 ngu ONT
n/group = 2196+ 1.28) x 26.97
(6.11-9.36)

= 1343 ~ 13U
gj o 1 Y 1 S Q‘ o a d‘l v
PWINERSUU MUIUVDINHURAIDYINAD 13 AU Wagliiud1wIudn 20% tiedesnunis

Ay AU 16 AUTIW 2 NGUTIIANA 32 AU
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N15LUEDNENALIAT

o

vazfnUszmensendeyanisidnsinilueianalinslaege auuien unine1de

2N
W
Y

v 6

LAz UsEEUNUGNY Social network 14U Facebook, Instagram, Line WHudu

N13UDANNEULDUINNDIFIANAT

2N

Aideavdalvetanalnsuinuy feeUUinasiaaransnisiun 9u 4 81A1s

= aa a wa

wnneianl auzunvemans Pansalavinetde lneaglvdeyaf1asuefaisn1su]dn
roeanaling swiwmeuleasduauatamalinsinly uasliianisdnaulasdredase nauas

Pulsianudueeuns ulunisive

3.4 1A509aN I UN15738

1. wuuduiindeya

2. i3osianslvaiswden (VOP EC6, DE Hokansoninc, WA,USA) n3eugunsal
3. Mercury-in-silastic circumference gauge (size 16, 20, 24, 28 cm.)

4. Arterial occlusion cuff 3143U 2 4

5. Treadmill

6. VuousadlALIY

7. WMV

8. AUl AmesUUANUaya

9. aunsalingnsinsduvesilavaizeenindnie (FT7, PolarWatch)

10. Gas analysis

11. ei3esinarmsiulaiin Bedside monitor §u BSM-6501

12. \desmsrmimavinuaisii (Accu - Chek U Performa)

13. WU test strips @nuinablood sugar (Accu — Chek Performa test strips)

14. Oral glucose 75 ¢



3.5 A5N15AIUN15IY

eeNy 18-30 U Busaudnsmenifouagiuinasidng

adai 1 danses (screening)
" yhuuuaeunNednNTo LUINGY ONT wag OHT
" Saausuladinluvindslaga 2 adwinetu 12 undl
" wdenuitenszaulusiuuas blood sugar (lunsaiflilisunisesaanelul Yrowdn
TRURY)
" ayweaubiiile Qunsditlilasunisnse aelu 1 Iewdsaneuive)
" AsvRgeu Maximal oxygen consumption test (VO test)

" yhanuAuagiuees VOP

OHT n=14 ONT n=14
n=7 msdu n=7 Y5y n=7 msdu n=1
Fulsgmuianag Fulsgmuidanag Slsemutimna Sulssvutena
ﬁ'mﬁuaaﬂﬁﬁ\‘ima ﬁquﬁuaaﬂﬁqé’qﬂqg

¥ U '3
U 1 dUAn

JuUsznmuimna SuUsgnuina Suusgmuinia JuUsEumIg

FAVDDNAHINY FAVDDNARINE

\4

Sarrudiladonasinastuviueu TnevinisinAiousasvdsduussnudayng 30 ufl
Wuran a Falus

% peak FBF Aounasndaiutsenuimanudidugemng 30 uiiluaussy 4 dalus
Wiedeniiuansiaiie T blood sugar neuasvd Ui anudaduged 30 , 60,

90, 120 Way 240 U

swTmdeya nsuusHa uarliasigideyanisada




3.6 N52ULIAN9UIY

Protocol | SuUsgmutinma

Dinne  Baseline 30 mins 60 mins 90 mins 120 mins 150 mins 180 mins 210 mins 240 mins

OGL

10:00PM 6:00 AM 7:30 AM 8:00 AM  8:30 AM  9:00 AM  9:30 AM  10:00 AM 10:30 AM  11:00 AM 11:30 AM

Protocol Il SUUsemutInIasINAun1I5eanA1adnIe

Dinner Baseline  EXS 30 mins 60 mins 90 mins 120 mins 150 mins 180 mins 210 mins 240 mins

OGL

10:00 PM 6:00 AM 6:30-7:10 7:30 AM8:00 AM  8:30 AM 9:00 AM  9:30 AM  10:00 AM 10:30 AM  11:00 AM 11:30

A nszidenUatsing msu blood glucose

% n159m Peak FBF, musuladin way Inas

34
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3.6 MIA3EUAIVBIELTITINUITY

Aeun1sAdeURi1s wTBarlaTun s Ut

1. aPLA3R9RNTILANDaRaReNIURe 48 Talud

ISP

2. ALAIDIRNLNIAIUNENYRIA WD URENUBY 8-12 TILg

3. ey MllauaudRlunisredueuyadase 1iu Innfiu 1udu egrsiles

9

7 JUNdUNNIIVIREDU

4. wonsiewtunadevedates 8 -10 lue uiannsanuUale

5. viandesRanssuiifianuntinnn (vieorous activity) egetias 24 4w

6. finmmAdawiouseainiilu guin Beffmnzautunisnisoansidnie
smnads ileguewsiona

A v oy a v = v a wa a v v o o |
LllE]E}lLﬂqﬁjmﬂqujﬁlﬂﬂqﬂﬂﬁaﬂﬂgUmﬂ']'ﬁﬂ']U@lleu%ﬂﬂJﬁaﬂvij 25 ¢ LL@%WﬂIuﬂmuau

Y

a

PNYATU 10 WWA92L5137 baseline tawn Anuauladin, Inas, Peak FBF wagA1 blood
sugar

3.7 wizidanawagszauluiuuas blood sugar

N5LAULREAIN VAR ALRB AR TITIBILIUYS ondsllanserinlag dninafinnnsunmd
a = Y ada & o i ¢ & A o & v ¢
AN FEITNSAUAIRENN kaggunsalvasaie iesnwan mvendenlvauysal lng
Bendiagn lipid profile azgninulumasn clotted blood wazideniaga blood sugar 9%
gniiulu maen sodium fluoride Tugamgll 2-8°C Apwinsiasziluriosd§iRinis s
Taszauues lipid profile Usenounie total cholesterol, triglyceride, HDL-C, LDL-C  u@g

526U blood sugar Tutsamdsenaims 12 93lus (fasting state)

3.8 1912LAANSEAUNIAa UL AU aNel?

a )y a a v ' & Y &
nszdealmeilagUsunadeniidesnislunsazass agldnes 1 nea 910ty
anunsohunguAlaen9laanATe U nNaluaen (Accu — Chek Ju Performa) vile
WILAVUNNATLNINNITNAFDI 2 protocols

3.9 Juuszmuiaaniissauaududugs (Oral Glucose load; OGL)

19us glucose 75 n3u wanUIuw 225 ml duaielu 10 wii Faduwesgiu

Laa’ﬁuﬁi‘ﬂumimﬂaau Oral Glucose Tolerance Test (19)
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3.10 M3daszRuggnvaIMsivaisuiaaniuu

mstamslvaiowdoauuu  nondnvasive Salme  VOP  @eusseneasausnlng
Hokanson wagAase (74) SumeunisInvheal

ifmageuuewin 10 uiléinawou @hefllsiade) geszduila snduth strain
gauge Wuu'%nmﬁﬁl,ﬁwhu@uéﬂawn"ﬁwﬁqmaqLL%udauﬂawa (forearm) 1@on size VDY
strain gauge fiAnueTosnInduseUIHILUTIMTiavnIsWusae strain cauge 2-3
@31, (10) 19 venous cuff WuuSLIauvuaIuUd (upper arm) wagld wrist cuff WuUILu

Jolloneguit 10

Arterial occlusion

Strain gauge

g‘ﬂﬁ 10 waman1IWu wrist cuff, venous cuff, arterial occlusion cuff Lag strain gauge

antuduand wist cuff azasaranudulifianudy systolic vesinaaay +30
mmHg waziususmdoya 3 wifikaelusunsu NIVP3 software Tasiedasasiluauidni
venous cuff 50 mmHg Luszezan 5 JunfuazUdesausan 10 Junilvhayng 15 und
11550 FBF Jalnedmsrnnnudavesnisiiiutuly volume Suusiu flow rate d93anas
WasuwlamesUSuimssesseziial 1 undl (ml of blood flow per 100 ml of tissue per
min) 283n1388veBdusoUINdLUaeileduadn venous cuff dhlianas
Wasuwlaspnusuvnuliiiiudiog strain gauge (59)

Peak FBF Jnluatugiiin reactive hyperemia @u13auUsgidiu vascular function 16t
Tnesiu arterial occlusion cuff UFamwudvuLd D aueuduly cuff gand

AN systolic VBEMAdBY 60 mmHg WiauiuUdeganeanan wrist cuff NuTLItelle



37

AsAURUlY arterial occlusion cuff 13 5 Wi ntuANAIuaY wrist cuff wsaudulase
arterial occlusion cuff #8391nN1UYIIN153A blood flow truLAeIfunnaIlAT19duuLan
5 1191

3.11 MINAgaU Maximal oxygen consumption test (VO,max test)

AVAFRULAarAUILHIUNITYIN EKG NBun1Inaaay Maximal oxygen uptake luiu
Fnnsosazldiados motor driven treadmill (NautilusTMmodel; T 518) tHunnsnaaeu gas
Sasiaiiles breath by breath d1%5Un153Ava3 oxygen consumption 1A Oxycon mobile
(Oxycon mobile, Cardinal Health, Germany) 3¢%1111% calibrated volume nau¥inNg
madeunnata ntulignaauBandiile vu treadmill 3-5 Wi funounismadey

1 Buiundodelasuduanusanazaiudulidnasidu 70% 109 age
predicted maximal heart rate (220-918) x 70%)

2. nthufiuanudu 2 % stage 1 Huszesiian 2 wifl

3. yhnsiiuaudu 4 % stage 2 Wuszezian 2 undl

4, Mﬁﬁﬁﬂﬂﬁﬂﬁ]&ﬁﬂﬂ’l’m%ﬂnﬂ 2 % luyng 2 wivlauds  Maximal oxygen
uptake Inefnaeuidnivilosaulsianinsavinnisaaeusiold (exhaustion)

mamaauﬁwﬁqmamia

1. 1An plateau Tu oxygen uptake Sleufin work rate

2. respiratory exchanged ratio (RER) 11nAN 1.15

3. dnnstumilavaeaae udistuaufednsnistuiilagean(age-
predicted maximal heart rate+5% , (220-918+5%)

4. svsumIMTies (RPE Bore Scale) Windu 19 e 20

3.12 nseenmasnigluuwalidaszaugeaduuunans (75, 76)

fnaaeuaanidenieuugis (treadmil) Tasniseenidanisuuuuelsiaseiugs
adufiuTesERuAUMENTIiuaa (intense intermittent aerobic exercise) AMAUARIMUIIN
RNEYARRANERTINTUUIIlagean (Maximum heart rate) Men1SVAERYU VOys,

TUsunsunsn1seanitanIgaz kuseantJuautisie warm up exercise wag cool

down IngwsiazdraazldnisAnunnuninanizyanaaindnsmstuiilageganal

v a v IS

warm up 5 w1 Iag 3 uniindeusuanusaganuduaunsenlisns1n1s duves
#laindu 70%V0,,., 1NTUUSUAMULS AT ALTULINTI9 N15EBNANAINIYAUNT LN

FM51N15VUVBININLALYINAY 85-95% VO,0, & UTREUA VLIS AUANMLN AL UNA L ABUSY
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A azeNtuINgns1n1sTuresmilawindu 70% VO, 3 wilivhaduiuriaiun 4 4n

N cool down 5 W1 TWIAWRVMA 38 W FlagUN 11

85%-95% 85%-95% 85%-95% 85%-95%

VO2max VO2max VO2max VO2max

High intensity interval exercise 38 min.

sUM 11 uandlUsunsuniseanmaanie

3.13 N1599A2UAULAAR

ldmsadlaeiaTas Bedside monitor 31 BSM-6501 Tuvinusu laginuvudieiiatings
seauiilaln 10 aTeriaiilos lagvinisinAineulasvaesulsenmudinaniiseiuady
idugang 30 wiluszesaa 4 il

3.14 myAasevideya (Data Analysis)

1. wannatoya ﬁmﬁﬂ, #uga, total cholesterol, triglyceride, HDL-C, LDL-C,
blood sugar ANUAULARR WAL VO é”mml,a?%a (mean) LLasmLﬁmemmgm
(standard deviation)

2. AATERFWUTNEDA

- Aesignanuwananeseninngulagld Repeated measure two
way ANOVA Lﬁ@%Lﬂiﬁzﬁﬁﬁa;&a‘uaﬂm

1. Peak FBF ( OGL baseline, 30, 60, 90, 120, 150,

180, 210, 240 mins Wkag EXS-OGL baseline, 30,

60, 90, 120,150, 180, 210, 240 mins )
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2. Blood g¢lucose (OGL baseline, 30, 60, 90, 120,
240 minsitay EXS-OGL baseline, 30, 60, 90, 120,
240 mins)

3. Mean arterial pressure (MAP) ( OGL baseline, 30,

60, 90, 120, 150, 180, 210, 240 mins L&y EXS-
OGL baseline, 30, 60, 90, 120,150, 180, 210, 240
mins )

4. Heart rate (HR) ( OGL baseline, 30, 60, 90, 120,
150, 180, 210, 240 mins Lag EXS-OGL baseline,
30, 60, 90, 120,150, 180, 210, 240 mins )

3. ndpuaDANTEAUledIfey 0.05

3.15 Data processing

A1 Peak FBF Laa1nA1Ingeanves blood flow #1n513TAvngn15L7n reactive

hyperemia (10)
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una 4

v

a -4
Nﬂﬂ']‘i'}Lﬂi']ZW?lE]ﬁ;lla
Tun1sAneasalionanaiasiinsWTMUe 33 AU LINIUAISARNTDY 5 AULAAD

aanaiing 28 Au wuseanlungu ONT 14 Aunazngu OHT 14 Auuarliadinslaiinsuh

3y 2 au Juvideamalng 26 AU (FUN 4.1)

Enrollment Assessed for eligibility (n=33)

Excluded (n =5)

Not meeting inclusion

n=28
l Allocation based on l
family history
ONT (n=14) OHT (n=14)
Lost to follow- Lost to follow-

up Follow-Up up
(ldadasTadng ) (ladadfasTaudn

!} !
ONT (n=13) Analysis OHT (n=13)

Completed experiments & analyses (n=13) Completed experiments & analyses (n=13)

gﬂﬁ 12 wans consort flow diagram
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NNeaN1TIEIUR IS TanLe 26 AL dnwugnilureteaadng Aeiiuans

Tupsnan 2 linuanuuandnsegelideddgnisadinseniteianadnne 2 ngu (p>0.05)

A15199 2 wansARfelardleuuuNInggIu (mean = S.0.) YBIAMAN YL

nlvaseaadiansvie 2 nqu

Participant characteristics ONT (n=13) OHT (n=13)
Age (yr) 21.8+ 2.1 22128
Height (cm) 174.3+6.4 170.1£6.3
Weight (kg) 61.7+8.0 61.9+5.7
BMI (kg/m2) 20.3+2.8 21.5+2.1
Resting SBP (mmHg) 110.5+8.5 110.3+9.8
Resting DBP (mmHg) 66.9+11.4 60.8+10.2
Resting heart rate (beats/min) 73.0+5.8 71.4+10.1
VOpra (Ml kg ' min ™) 347435 33.6+5.5
Total cholesterol (mg/dl) 167.1+20.3 161.8+25.1
HDL cholesterol (mg/dl) 53.5+12.5 48.3+6.4
LDL cholesterol (mg/dl) 98.0+14.9 101.3+18.4
Triglyceride (mg/dl) 77.6+21.0 60.8+22.6
Fasting plasma glucose (mg/dl) 86.2+5.9 83.2+4.9
History of hypertensive parent(s)
Father only - 6
Mother only - 5
Both parents - 2
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4.2 NAN1SAAVAUDIVRIUSNINTNS WAl guaaafiLuusan15SUUsENIULIAIA

Y 17 1 =
AULVUVUEIBYINUAYT

WalUSyuifigunaulay naesuUTENIULINIEAUYNTUEINN 30 W17 AUATU 4

Fla luenanadinsiia 2 ngu wudnAady peak FBF Tenanadliawisuiudl peak FBF fou

o w

SUUsENIULINAANUTNTUEYNIILIA1AUATU 4 Tl egeiitdeddgynieada (p<0.01)
(5U7 13 uag 14) uavilloIouiiguseninangunuinngy OHT de1 peak FBF Waeniingu
ONT #ineuuagnassulsemuiiniannududugan 30, 60, 90, 120 waz 240 Ui (p<0.05)

o w

(5UN 15) aghiifedrynneatia

35

% * . L
30 # * * * % *
2 T T T - 1
>
S
§ 20
E
£ 0—ONT
L
o
w
X
§ 10
a

pre post 30 post 60  post 90  post 120 post 150 post 180 post 210  post 240

sUN 13 uanamsilSeuieuanadowas i Ueeuuiinsgiu (mean = S.D.) ¥e4 peak FBF
i v W 5 Y v 1 a a 1Y) '

AoularnaesuusemuintannududugeagiufeInns 30 urauasu 4 Faluslungy

ONT

* a ! 1 a o o U aa dl ! U o ’01 14 ¥
fanuunnsisegneiifedAny1eada (p<0.01) NneularnaasuusenIulInIanNUINTY

ORI 30 WIauATU 4 FIlu
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30

* * *
i W
20

15

e OHT
10

Peak FBF (ml/100mUVmin)

pre post 30 post 60  post 90  post 120 post 150 post 180 post 210 post 240

UM 14 uanansiSeuiisurniedeuardrudesiuusnnsgiu (mean +S.D) 983 peak FBF
rouuarvdsfuUszmutimaanmdudugiegnafiomng 30 unitnuasu 4 Faluddunda
OHT

* feuuansseenaifed e (p<0.01) fitoukazndsdulszmuinnianududy

g0guFINY 30 WIIUATU 4 Tl

35

30

25

20
W ONT

15 4 M OHT

Peak FBF (m{/100m{/min.)

10

pre post 30 post 60 post 90  post 120 post 150  post 180  post 210  post 240

JUM 15 wanenisilSeuiieuaaieiavdindesuunnnsgiu (mean = S.D) 909 peak FBF
AoularniasuUTEMUInIaANUTNTUgE1uReInn g 30 urNauAsu 4 Filuesendnangy

ONT gz OHT

o w

* fanuunnsnsegaiifedAyneadif (p<0.05) seniengs ONT uag OHT

<
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4.3 NAN1SAAVAUDIVEIUSNINTNS WAl guaaafiLuusan15SuUUsENIULIAIa

AaMududugesaniunseanindime

WallTeulleunaularriesulsmudinannududugesuiuniseaniidanie

N9 30 W WATU 4 Bl Tueranadnsiia 2 nqunuinAnaie peak FBF JA1897U3NAN

9
1 o o w

Aeusuusemuiaaanududugeedraiideddynieas Tungu ONT 71 30, 60 uag 90

)=

Ui (p<0.01) (U7 16) waglungu OHT 7 30 Wt (p=0.001) (FUT 17) wsiiilorUSsuiioy

FEUIINFUNAITUUTEM WU AANULTNTUGTINAUNITEBNAIFINENUIN NGy ONT &

Y

1 IS [

ALRRY peak FBF geninedrefidudrAynieads (p<0.05) (UM 18) #yndivian Lile
Wiguiieulungu OHT s8%ine protocol WuindiAT peak FBF unne1segafitadiAgymig

adAnvdssuUsEmuthmanuLtudugedl 30, 60, 90, 120, 150, 180 wag 210 W19

(p<0.05) (5U 19)

40

o+
— o+
H o+

35

20 ES T T

25

20

i ONT

15

Peak FBF (ml/100mV/min)

10

pre post 30 post 60  post 90 post 120 post 150 post 180 post 210  post 240

UM 16 wanan1siSsuisuatadskazdiniowuunInggiu (mean + S.D.) ¥09 peak FBF

3
ﬁauuawé’a%’wwmuﬁy']mammL%m%’ugqﬁ’mﬁ'umsaaﬂﬁflé’qﬂ’]&nm 30 UIAUATU 4
Faluslunga ONT

+ fAuLensingeEiitedAyn1sana (p<0.01) rouuarndssuusemutnnannududy
ge3mfunsoonindniene 30 wilauasu 4 49l
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35

30 +
Tg 25 M—&
£
§ 20
>
£ 15 e OHT
&
[
®
S 10
o

pre post 30 post 60  post 90  post 120 post 150 post 180 post 210  post 240

UM 17 uanansilSeuiiieuAadewasaiuidegauuiInsgiuy (mean + S.D.) 909 peak FBF

U

! [

nauuarVaITUUTEMULInIaAMINIuges WNUN158aNA1aIN1eYNg 30 WIAuATU 4
Faludlungy OHT
+ JanuunnaegslitudAgn19adn (p<0.01) NNouLazNaITUUTENIULINIAAINLTLTY

1 U o L = Q.II
gRIWNUNTTBDNNTINYYING 30 WVUATU 4 i

40

35

30

15

<

£

S 25

£

S

S 2 W ONT
E

w W OHT
[T

X

©

()

a

10

pre pos t30 post 60 post 90  post 120 pos t150 post 180 post 210  post 240

3UN 18 uansnisilSeuiieuaadewaraiuideauuiinsgiu (mean = S.D.) 999 peak FBF

v

AouLaEnAITUUTENMUINIAANUNTEEIs WAUNITRBNAIAIN1E9N 30 UINIUATY 4

Falae serdengy ONT wag OHT

o w a

* IAnuwaneee g1 aiitedAyneann (p<0.05) seninengy ONT wag OHT
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35

30

25

=

£

>

& 20 |

o

S | oGL
£

w15 OGL4EXS
& | OGL+
[T

X

©

(0]

a

10

per post 30 post 60  post 90  post 120 post 150 post 180 post 210  post 240

UM 19 uaninsilSeuiiiguntadeuasaiudeauuiIng gy (mean + S.D.) 999 peak FBF

e

o

fulsgmuhimannududugeedrufiginag Sulsgmulinaswiuniseenindanieyng
30 wiuAsu 4 Filuslungu OHT

* fiAuuaNe9e g1l d AgYN19aan (p<0.05) 581319 protocol

4.4 namInauauasvassEAvIAalufendan1s SulsEmuIAaa M dudugs

2819Lh87

WalTeulieunoulae nassulsemuinaanudutuaeg1ufen 30, 60, 90,

3
120 wag 240 Wl lueranadasiia 2 ngunuitAiade blood glucose HA1gITUDENNE

IS [

WedAtynnaadid 71 30, 60, 90 wag 120 Ui (p<0.001) ndutigArnIneeeslded1Agyng

& (p<0.001) 9 nANTuduly 4 $lusviangs ONT wag OHT (5U7 20 uag 21) usiile

1
o } %4

wWigumegusgnienguudenutiniannududuganuit ngu OHT fiA1ade blood glucose

Y [

ganhegalitfedWaymaaliad 30, 60 uaz 90 Ut (p<0.05) (§UT 22)

o



ar

180

160

140 ;\ T - * %

120 / \ T T

100 / H *
\\;

80 /

60

g ONT

Blood glucose (mg/dL)

40

20

pre post 30 post 60 post 90 post 120 post 240

gih'?i 20 LLﬁﬂQﬂ']’iLU%EJULﬁEJUﬁ’ILagEJLLﬁSﬁ’JULﬁENLUH&J’Mig’m (mean + S.D.) ¥84 blood
glucose 1'7iﬂ'auLLawé’a%’wismuﬁwmammL%’uﬁi’iuqqasml,ﬁmﬁ 30, 60, 90, 120 waz 240
winlungy ONT

* 1ANNUANA9Y19LHBd1IAYNISEnA (p<0.001) fnounasndefuuszmutiimanin

hdfugsognafied 30, 60, 90, 120 Lay 240 il

200 *

180 T

160 K T *
140 / \ T *

3
E 120 T
9 / e
& 100 *
= 80 == OHT
3 ¢
g 60
@

40

20

0
pre post 30 post 60 post 90 post 120 post 240

3111'7; 21 LLammuU?aULﬁaumLa%aLLazd’JuLﬂ&Nmemgm (mean + S.D.) ¥84 blood
glucose Titeunasvdasutssmutmanandudugeosiaiend 30, 60,90, 120 uag 240
w1 Tungu OHT

* faunana1seg1slted 1Ay n1eand (p<0.001) fineuuarnde¥ulsemuiiaaniny

hdfugsognaiend 30, 60, 90, 120 uay 240 il
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200

180

160

140 -
120 -
100 | I ONT
80 4 I OHT
60 -
a0 -
20 -
o

post 30 post 60 post 90 post 120 post 240

Blood glucose(mg/dL)

UM 22 wanansileuiisuAanadelazsdiuleiuuunsgiu (mean = S.D.) 994 blood

u

glucose faukanaIUUTENIULINIAANNINTUENRENLALIT 30, 60, 90, 120 uaz 240

W Sendengu ONT wag OHT

o w

* fanuuanengegeiided Ay neadnsendnngy ONT wag OHT (p<0.05)

4.5 nanInauauasvassEAvIAalufenfansTulsEMulInaanaLdadugs

S2UNUNITBONNIAINY

WalUTgulleunaulazvaesulsemuihinanududugeegasein 30, 60, 90,

120 uag 240 w# lueraadasn 2 ngunudAnade blood glucose HAEITUREN

o w aaa

uaawammaaaw 30, 60, 90 uag 120 U9 (p<0 001) ﬂﬁ‘UL‘U’]ﬁﬂWﬂﬂ’J'}@EJ’N%J‘HEJ?!’]ﬂﬂJ‘V]'N

adid (p<0.01) a1nAFudly 4 ‘ll’ﬂiN‘VNﬂ%j?,J ONT waz OHT (5U7 23 uaz 24) usiile

Y

WiguiWeuseniangumaesuusenuihnmannududugasiniunisesniigenie wudnlid

o

AuuanAnsiuegaidudAynisadia (U 25)
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180
160 +
140 -‘- *
3 I S
12 -
. |
o 100
8 +
v
2 & ONT
8 60
L]
o
40
20
0
pre post 30 post 60 post 90 post 120 post 240

sUN 23 uansmisiUeuiisuAtadewardludeauunInsgiu (mean + S.D.) ¥84 blood

glucose ﬁﬂ'auu,awé’q%’wszmuﬁwmammL%’M’J’uqqﬁwﬁ’umsaaﬂﬁflé’qmﬂﬁ 30, 60, 90,
120 waz 240 wniilungy ONT

+ AANULANANEENT TE A N19aa R (p<0.001) fineuuazuduusEmutiiniann
udugssmumsesnddsnien 30, 60, 90, 120 uay 240 il

180

160

+
140 VIL +
+
00 / “_'\é\
If/ \ +
80 & il OHT

60

Blood glucose (mg/dL)

40

20

pre post 30 post 60 post 90 post 120 post 240

=1

sUN 24 uanssieuiisuAtadewardludewuunInsgiu (mean + S.D.) ¥84 blood

alucose fitouuagndsiuUszmuhmamutudugssausuniseanidanisd 30, 60, 90,
120 waz 240 wniilungy OHT

+ HAuLana1veg 19l dadAgyn19ada (p<0.001) fineuuazndsudsrmuimaniny
Lsﬁuﬁugqﬁmﬁ’umsaaﬂﬁﬂa‘”nmsﬁ 30, 60, 90, 120 wag 240 W17
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180

160

140

120 |
100
I ONT
80 |
I OHT
60 |
ao |
20
0 -

post 30 post 60 post 90 post 120 post 240

Blood glucose(mg/dL)

3UN 25 uansmsivTeuiisuaiangiavdiuleauunnnsgiu (mean = S.D) 984 blood

glucose ApularniaTUUTEMINLINIAANUTNTUgIs T UN1ToaNMAAINIET 30, 60, 90,

120 uag 240 u9seninangy ONT wag OHT

4.6 NANITADUAUDIVDIDNITINITUUVDI RABNITSUUTLNIULIAIAANUTUTY

deag1ufen

WellIguiiguneulas ndssulsenutdiniaanuiduduganne 30 U9 auasy 4
Hilua lueranadasvs 2 ngunudr Anadevesdnsinistuilalidfinnuuwansdisiuegiadl
WedAtyn19adia (5N 26 wag 27) wazllolSeuiiguseninangdunassuuseniuiiniany

vindugesiniunisesnindinie wuihliianuuanssiuegdifedAyneadi (Ui 28)
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90

80 =
70 T T T - - T

o | e—t———— o ———

50

40

g ONT
30

Heart rate (beats/min)

20

10

pre post 30 post 60  post 90 post 120 post 150 post 180 post 210 post 240

=

sUN 26 uwanenisiIeuiisuaiafelavdulonunuInsgIu (mean = S.D.) ¥849 heart

rate InouKAENATUUTENIULINIAANUTNTUEIDE1BREINNT 30 WITAuATU 4 Faludly

1
ngu ONT

75
T 70 r B -[ T T T T
% -{
2
©
]
8 65
B W
°
£

55

pre post 30 post 60  post 90 post 120 post 150 post 180 post 210 post 240
Time

sUN 27 uansnisiliguiileuaafeuazdiuideouuunnggiu (mean = S.D.) 9849 heart
dl 1 U v 96’ 1% } 74 1 = a Q:I
rate MnaulazndsfuUTEMUIMIaANUIdNTugIegILagImnTg 30 uiauasy 4 Hiludly

n&u OHT
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90

80 =

70

60

50

ONT
40 "

OHT
30 .

Heart rate (beats/min)

20

10

pre post 30 post 60  post 90  post 120 pos t150 post 180 post 210 post 240

=

5UN 28 wanenisideuiiguaiefglasdiulenuuunsgiuy (mean + S.D.) ¥84 heart
rate AoULATNAITUUTENIUUIAIAAMUTNYIUEIREIAEIYN Y 30 UIIUATU 4 Flus

SeMINaNgy ONT uag OHT

4.7 mwauauawaaé’mi'1msﬁ'wmﬁ’ﬂaﬁiaﬂ'ls%'uﬂszmuﬁ'mqam'mL%’u%'uga

SUNUNITDONNIAINY

deissuiiisudeutasvdeiudseniutimaniududugang 30 und quasu 4
$2luq luoranafnsiie 2 ngumudiAnadsvessasinisSuilafidgaduaindiiou
Suvsgymutmanmududugsedisiiteddymieada (0<0.01) ndrsaauasy 4 Falus
(U7 29 waw 30) wailawTsuifiouszminndundsfusemuimannududugsamiy

o w

o U 1 1 U U 1 a v aa dl
mseenidmenudn ldiianuuanssiuegeideddymeada (Ui 31)
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100

+
+
+

+
90 ¥ "
80 T + + : i
e /
£ 70
1S
2 60 J
©
[]
8 50
g
© 40 e ONT
o
8 30
T

20

10

pre post 30 post 60  post 90 post 120 post 150 post 180 post 210 post 240

U7 29 uanansiUSsulisuAedsiardmidonuunsgIu (mean + SD) W84 heart
rate dauuawé’a%’uﬂﬁmmmfwmamflm%’u%’ugq'ﬁwf"fumiaaﬂﬁ']é’qmanﬂb‘] 30 WIAUATU
a Flaudlungu ONT

+ JAnuuansgesltud Ay n19aaa (p<0.01) firounaznddulszmutinnannudud

gaswiun15eeniNaNIeYne 30 WIMAUASU 4 Fala

100
90 - + 4

80 T

70 /
o |-

50
40
30
20
10

4

o+

+
i+

il OHT

Heart rate (beats/min)

pre post 30 post 60 post 90 post 120 post 150 post 180 post 210 post 240

gﬂﬁ 30 uansnsisuiiisudadonazdrudoauuannigiu (mean  + SD) ¥93 heart
rate founazndaiutsemuthnanmududugemiuniseanddinieyng 30 unitauasy
a $laslungu OHT

+ HAuLmNANeEltsdAYy N19ads (p<0.01) firneunazudeulszmutinnannududu

gasmiumseenidmignny 30 winauasy 4 Tl
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Heart rate (beats/min)

20
10

pre

post 30

post 60

post 90

post 120 pos t150 post 180 post 210  post 240

54

I ONT

| OHT

=

UM 31 uanansilSeuiiguanadetarduilonuuiinsgiu (mean  + S.D.) ¥8s heart

rate NEUALMEITUUTEMUIIAIAANLTNYIUENI W AUBDNNNEIN1830 UNauATU 4 Falug

S¥MINaNgy ONT uag OHT

4.8 nansnaudussvasrNNRUlainran1sTuUsEnumaaudindug et

ik

WallSpulilgunauuasniesuuseniuliniannuldudugang 30 Ui auasy 4

Hilua Tueraadingng 2 ngunuinA1Ladeusd mean arterial pressure lalfianuwaneeiuy

pg 19l d1Ayn19and (5UN 32 uag 33) uaztllolUTeuiisusenitanguuasiulseniy

U1AIAANNTNTUEITINAUNNTEINMAAINIY WUIFIRIAT 180 WIW (p=0.003) UAnm1afiu

1 SIS
2YNNUY

dAgyned

3 (U7 39)
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76

74

72

70

68

ONT
66 - - |

64

Mean arterial pressure (mmHg)

62

60
pre post 30 post 60  post 90  post 120 post 150 post 180 post 210  post 240

UM 32 uananisilSeuiieuaafenasdiuletuuuinggiu (mean + S.D) ¥84 mean

v

arterial pressure fouULAEVaTUUTEMMUTIMAAITNTUERE1UREINNY 30 UINUATU 4

Fludlungs ONT

80

78 . _

76 ] T

74 T T |
72 N

= OHT
70 S

68

Mean arterial pressure (mmHg)

66

64
pre post30 post60 post90  postl20  postl50  postl80  post210  post240

sUN 33 wanensivTeuiileudiadeuardiudeoauunnsgiu (mean = S.D.) ¥81 mean
arterial pressure foULALMETUUTEMULINIAAUITNTUEIRENLALINY 30 WITAUATU 4

Fludlungs OHT
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76

< - -
o - -

€
£

g

5

a

o

a

= I ONT
2

5 | OHT
c

[

o

=

pre post 30 post 60 post 90  post 120  post 150 post 180 post 210  post 240

Time

sUN 34 uanansidiguiiguaiafeuagdimlonuuiInggiu (mean + S.D) ¥8e mean
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LUUEBUAIUNBNISANNSD

(Screening Questionnaire)

Participant Number

AouN 1 INYINUARRULUURBUNIY

1 DM e U DM
2. W LG G A S Y AT

al U 2
I 1| OO Alandu/iins

noudl 2 Teyalieaiuaunm
TWsanoumausioluimunudusss TnevieSomane v atlu[ ] vied
YaAuatlugodIng (ad)
1) viullsauszansmselyl
[] lig [] 4 TWsnszy
2) Vi’mﬁﬁ’)‘\]ﬁ"l\‘iﬂ’l&ﬂ%\‘iﬁ’]ﬁm Tneiinavessyaulusiy, tinnaludenuazadulniimla
(EKG)ilols
[] desnin1d [ ] wwmnadn1d [ ] hiweldsunsasiaunneu
3) Tavesinulumiuiulaiingdlaefianudulain >140/90 mmHg w3aly
[] ludeevdonwde 6 [ ] 4 AOUAD LD 4
4) Tnweminulasunisitadeindunnusuladnganeu 55 Ynseld
[] Msumsiteds [ ] lWildSumsdtade [ ] ldwsw
5.) Oaaesinulasugianmuauladin (antinypertensive) ssl
[] l1asuen ] Wlesven  [] lainsu
6) danvewmulasunsitadeinduumunield
[] Wsunmsidade [ ] Wlésunsiteds [ ] ladnsw
7.) wsavewiudueuduladiagalaefieiuduladn »140/90 mmHg n3eld
[] ldfdmeudawde 10 [ ] dmeurianude 8
8.) wsnewinlisumsitedeindumuiuladinganeu 65 nsely
[] lsunasateds [ ] Lildsunsitads [ ] Tansu
9.) wmvewulasugtanausulalin (antihypertensive) wioli
[ ] 1esuen [ ] Lilasuen [ ] Tainsu

10.) u1savawinulasunisItadeinduuirnuns el
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[ ] 1esumeideds [ ] Wldsumeiteds [ ] lansw
11.)vimsudsenuen/Aniu viee misiasuegvsely
[] Tl [ ] Fudsenlusnsey
12.) inueanmdiniensali
[ ] Tldeenidainiemeudiaiude 14
] 2aNMaINIBIUIATEY. ...o... wi/ass, sy EUand
13.) vinueanidenetialvu
[ ] hiu [] 3 ] eth  [] Hudnsey
] B SNIILL e
10) vuziviuitgmaunimas/viefinnsedoanield
[] lud [] &
15) iuguynivielsl
L1 iwegu L que.oo shwSudussesnan... T
] ANFUN MR Y. U [] BuqlUIaseU e
16.) i oshuiinauioanesedviell
] Liwedn] ] u’mﬂﬂ%ﬂiﬂsmizq....................... [ Thuduusesn

17.)virunddunsali

[ ] gy [ laind



wuunasNUUInN1sARNIas(Screening form)

Participant Number Date Age
BMI Height Weight
Resting HR bpm
Resting BP mmHg
Resting EKG result
|:| Normal [ ] Abnormal Heart rate variability .....ccocoeevveinii

A total cholesterol
A triglyceride

A1 HDL

A1 LDL

71 blood sugar

NANISARNNTD

[]

N
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nMsnAdeuANLaNNTalteRnTiaugegn (VO2Max test)

Code ID et FUN s
%a .................................................. EKG (O normal [ abnormal
DY 1 HRMaX(220-818) oo Resting HR ..o
FU/APOUANAR oo T0%HIMEX ..o Resting BP .........cccorm..
Stage [Time(min)| Speed | Grade HR RPE Note
0 Warm up,70%HRmax
1 2 increase grade 2%
2 a4 increase grade 4%
3 6 increase grade 2%
4 8 increase grade 2%
5 10 increase grade 2%
6 12 increase grade 2%
7 14 increase grade 2%
8 16 increase grade 2%
9 18 increase grade 2%
10 20 increase grade 2%
Maximam HR during test
POSt HR e VO2/KEG oo
POSt BP..oieieeeceeene RER e



Exercise Report

Participant Number Date Time
Age BMI Height Weight
Resting HR Resting BP

TO%VO gty «evmemenemenananaeninananes

90

Mins End time HR Speed Grade

Warm up 5 mins 2:00

5:00 70%VOax
Exercise 4 mins 9:00 85%-95% VO ax
Active Recovery 3 mins 12:00 70% VOpax
Exercise 4 mins 16:00 85%-95% VO ax
Active Recovery 3 mins 19:00 70% VOyax
Exercise 4 mins 23:00 85%-95% VO, 1ax
Active Recovery 3 mins 26:00 70% VOgpax
Exercise 4 mins 30:00 85%-95% VO, 1ax
Active Recovery 3 mins 33:00 70% VOg1ax
Cool down 5 mins 38:00

Note




Tuduiinnatnanaluden (Sufinagautnanasgnaden)
Participant Number Date Time
Age _ BMI
Height Weight Condition

1281 Blood glucose (mg%)

Baseline

Y30

YN 60

971 90

W7 120

iR 240

Tutufinnatinaaluden Guiinageuinaasiufiusenidanie)
Participant Number Date Time
Age BMI
Height Weight Condition

1281 Blood glucose (mg%)

Baseline

YIAN30

YN 60

W97 90

WIT 120

iR 240




Tutuiinanusulain GunveaeuiinIang1wnen)

92

ID Date
aun Rt. Lt. Strain gauge
BP OGL Time SBP DBP MBP HR FBF
Baseline Restting
Baseline RHR
glucose 0
Post 30 Restting
Post 30 RHR

glucose 30




93

D Date
alp Rt. Lt. Strain gauge
BP OGL Time SBP DBP MBP HR FBF
Post 120 Restting
Post 120 RHR
glucose 120
Post 150 Restting
Post 150 RHR




94

D Date
atn Rt. Lt Strain gauge
BP OGL Time SBP DBP MBP HR FBF
Post 180 Restting
Post 180 RHR
Post 210 Restting
Post 210 RHR




95

D Date
ain Rt. Lt. Strain gauge
BP OGL Time SBP DBP MBP HR FBF
Post 240 Restting
Post 240 RHR

glucose 240




Tutuinanusulain uivaaeuiiniasuiuaaniiaInie)
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ID Date
atn Rt. Lt. Strain gauge
BP EXS-OGL |[Time SBP DBP MBP HR FBF
Baseline Restting
Baseline RHR
slucose 0
Post 30 Restting
Post 30 RHR

glucose 30




971

D Date
atn Rt. Lt Strain gauge
BP EXS-OGL [Time SBP DBP MBP HR FBF
Post 60 Restting
Post 60 RHR
glucose 60
Post 90 Restting
Post 90 RHR

glucose 90




98

D Date
atn Rt. Lt. Strain gauge
BP EXS-OGL [Time SBP DBP MBP HR FBF
Post 120 Restting
Post 120 RHR
glucose 120
Post 150 Restting
Post 150 RHR




99

D Date
atn Rt. Lt. Strain gauge
BP EXS-OGL [Time SBP DBP MBP HR FBF
Post 180 Restting
Post 180 RHR
Post 210 Restting
Post 210 RHR
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