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Exercise as an Anti-Hypertensive Tool: Scientific Mechanisms
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Iiﬂmmé“uiaﬁ@qwmUﬁﬂsﬂﬁwmﬂ
flanuaulafavmzialaduan (systolic blood
pressure; SBP) 138 annuaulafiaumeniala
AR A7 (diastolic blood pressure: DBP) LN
NIMRIBLMINY 140 3o 90 Uaatuasdsan
audey dainlsavasszuuralauazvaan
\Raa (cardiovascular diseases; CVD) ‘ﬁlwuvlﬁ
vauludszminsnatoaiwanialan a1nns
JNa9uveIaIansauINulan (World health
organization; WHO) wu31%121an RHEHIED
awaulafagendudlnguinds 1.28
Wi uaw Tasaamsaiinluswanit 46%
j@”ﬁdﬂtﬂuisﬂﬁag Tuwmefilsanalnofinuin
f5waudthegininis 13 dAuanlud 2557
waziudwiAay 6 wanlud 2561 fn1y
Usziliuwidszinalnodasgyifoaldinolu
ms%’nmgﬁfﬂaUIiﬂﬂaﬁuﬁuIaﬁmqaﬁu’]ﬂﬁaﬂ
82 8,000 AUBUING 2T 1WIBUTZTINT 10 8%
au (nsuauqulin, 2563)

lsnanudulafiags lagianzagnabs
mﬁ@ﬁmwd’uiaﬁmmzﬁﬂﬁ]ﬁmﬁga%%a
isolated systolic hypertension (uangdAzy
AnalwiAaanusunaiuiaioizds 9 e
(Oparil et al., 2018) 39iIudnnilaanurine
WN@T’mm'ﬁ’l‘SmQ?J (Carretero & Oparil, 2000)
a5 dndasniiznisdesnuuazsnunlsn
ﬂaww@”uiaﬁ@lqoasi’ml’fm]”amﬂfu wgaf':mm@;
msLﬁ@BﬂmmﬁuIaﬁmqaiful,ﬁ@"l,ﬁmn%mU
U998 13w 7998191 uWugnysy Jadw
NIRIRETIINGT wazTasueIuFILIasan
(Egan et al., 2014) @28819LT% 15A8U, A

ﬁa@iaﬁwgﬁu,ﬂ’]sﬁml,aanaaaﬁmnLﬁu, N3y

lasuinfannniin, mslasulduaaidoaunay
waaENUSumen AnaLAsoe, E]’]EJ“?]ILﬁI&J&J’m
dw wAsnmsleaiauuuiiiesfis (sedentary
lifestyle) lagiTasuivinlwifalsaanuaulafia
897196 % sanalFpdan1sTulodsy (sodium
excretion) N1 TAOUAUOIVAINADALAD G
(vascular reactivity) LA LIINITHA REER
nauitarala (cardiac contractility) Fualidn
anudunusnlunsaaideatfud (total
vascular resistance) LLazﬂ%mmﬁa@ﬁaaﬂﬁnﬂ
walalunflauf (cardiac output) anas lag
nalnnilefigna de Sanufadndvesnis
Y91UILTAAYHIINADALRoARAUNG
(vascular Endothelial dysfunction) (Feletou &
Vanhoutte, 2006; Endemann & Schiffrin, 2004)
s?j'omil,ﬁ@mwu@”uiaﬁ@;jaiui:U:m’m:‘ﬁwmﬂ
valasiaisuaznsrinusenasalien lag
mww:ﬁwﬁfaﬁguﬂmma:fﬂuq@maa NIIRRD
LRaaLad (Brown & Haydock, 2000)
droanuninadalinanuaulafags
tAganuisasanlddrelunissneiuas
nat1aApraInTldiiauaulaiagelu
szozen? B ldgmamiuwanislunisgua
nwliannuanlafiagslaslidaslgdsn (non-
pharmacological treatment) Safianlginauass
NaTN9LABIR a9 NetasnINNNT TN tewn
msUSuL Saunwgdnssunisaingia nns
sulsEmuornIfiaaanisrnwaialouas
WaeALADN ANaIRIINTIINIA Lause 1wl
fennseantiasmeidudszdr msfnsIae
wanpaluladnnfanavasnisaaniiadnie
GaN1TAAAINNAULATAGA (Rossi et al., 2012;

Wellman et al., 2020) UNANNIATIEHBANY
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(meta-analysis) T8I ITLAY sTmiLLu:ﬁﬂﬁgT
ﬁﬁmmL%"m@iamnfluhﬂmm@”ﬂaﬁ@go
sanmasmetindszsnionalunsassiulu
\{lasdunian (Noone et al., 2020) waNINHES
wuimseanmssmeuuuuelsiinienaunin
JLAULUNRIRINITATAENLIAANNAK AR
gald Tupmefin130onAN8INIBLDULIIGIH
wuufnisiasenlniiaudas (dynamic
resistance exercise) Fruaaninuanladia
gmeialafuad uazanuanlaiavmenala
AAN8A7 (Ghadieh & Saab, 2015) g4 lsfiau
msfinsnfanalnfiinannavesnisaanias
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mMIsaanfasmelunmIaaninuauladia
1. MsaanmatnaLazaNNawlaia
1.1 HALBYUNAWVDINIIDONNIRINYAD
ANAKlana (acute effect of exercise on
blood pressure)
1.1.1 nnveendiadneuuuuelyin
(aerobic exercise)
luszninsmseandiasmeuuuualsdn
sz@'fumﬂmwmryﬁ]xﬁ@i'}gaifu Farnlidnng
IRNAUIITND5 (heart rate; HR) waznnsaiue
289% 213 (cardiac contraction) % 3 8
Uszdintarinnisdudaivesnala (ejection
fraction: EF) G9gsnaliiinisiudSunmiien
finanannwala (stroke volume; SV) Lazn3
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(Metaboreceptors)
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A

¢ 2 2
WINBIENUNAD:

1 msnandveandle T vites

T ﬂ'J1NVI-"I’MTI1uﬂ1U1NTT

MMIABLFBDILWAILANIINNAINNTH%
NRNHRIWBITaS LUULAzIeuuYTean
(neurohormonal mechanism) (gﬂﬁ' 1) LR
A8 AN usadusiaunslunaaalian
(hydrostatic mechanism) %dﬂ’;’lll@ﬁbiﬂﬁ@mmz
ﬁ'ﬂaﬁud’aﬁgaﬁmfmﬁmmmsﬁuﬁwad
wladndn luvmeiianueulafiavmeiala
ANUAINARINI DA auTIAITIL T UHAIINAY
FUNTUIINTBINABALAEAFINUAY (total
peripheral resistance; TPR) a@aaJd31nn1y
YPBEIVBINAEALREA YN lrA1ANaulaRe
Laﬁﬂiu%aamﬁammd (mean arterial blood
pressure; mABP) LA 4 wudlsuanin
(Ghadieh & Saab, 2015) H9H4N1TABL WA
aIna9zulINasINUTEa AR ATy

NN388NMKRINNY (exercise intensity)

T anuaiiland

1.1.2 N1788NHIRINILLLULIIGIH
(resistance exercise)

NN380NANAINILUULLIIATWRINATIN
TanusulafanigasdlRudnuinnininig
sanmasmeouuuwelsiin Godunaniainnms
AOUAWAIAENITLUROWLYRIAINNA
(pressure reflex) Galuvme flsansiasniy
LUDLSIH% NIRAIV0INEULHe (muscle
contraction) azvinlwaauanlundwiita
(intramuscular pressure) go‘i‘fuua:%:f@m’na
Aslvavedifionluraoataonlasd
fanarnld anudumunsluraeaifienutas
W wazvinlwanusulafialurasaiion
waaLRududa e wenanit n1seandnasniy
LLmJLm@ﬁu{]'aﬂi:@jum”a%'ué'tyrywm?a 137137n

MILARDW LAY (mechanoreceptors) URZAITL
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Fugimasiainnisldndasnu
(metaboreceptor) 719 ga1olundy ilavad
ruwazsssy sl Sigudnativedszuy
walauasnanalae i auIFIBLUAAR100 LRSS
1@ (Medulla oblongata) F9azasqmyny1aely
mzﬁuﬁ'ﬂaﬁmsﬁw‘i’amn%mﬁaLawuzLLia
fuwnuwnslunduile ssiwnsaeningg
AMBLULLIIAUII¥N 1A SBP waz DBP gIni
mseenmasnekuuwalsdn (Cardoso et al.,
2010) (317 2)

ANURAINITEBNAININIY AINNA
Tafiarsgasaazanasrinfiuaziardininen
Uné $9158n91 anwaulafiadimaseantia
N8 (post-exercise hypotension; PEH) LNA31N
N13288AIVBIRABALREA (vasodilation)
Tagansluasnoanlos (nitric oxide; NO) finad
mnwna&iﬂﬁaqnwiumamﬁa@ (endothelial
cell) %\1mif:%ﬁaomﬁ'ﬂmim:@umnmﬂﬁu
ya9n13lnavasiaan (blood flow) 7Ll uman
ANNTBBNTHNAINIY (Kapilevich et al., 2020)
wanaNit PEH g91A81Ta9R 0NN 57904
JruuUszamanluaauazsaslun (neural and
hormonal-mediated pathways) lunisdy 2]3\1
nualsEsInSunnannaInIsaaninadnie
(post-exercise sympathoinhibition) 713\‘1 f:l,ﬁ@v[ﬁ
I anasnseaninasnouuuuelsinuas
LULWIINIT LLﬂ$°§%8§ﬁUi$@yﬂﬂ31N%ﬁﬂ
(intensity) Waz3z821987 (duration) AlElun13
panfaINeeY wenaniinnsiia PEH snas
‘wumnlu@ﬁtﬂumqm”uiaﬁ@]qdﬁ"l&ivleﬁ'umi
%’ﬂmtfjmﬁﬂuﬁ'ugﬂaﬂﬁl"ﬁmﬁalﬁauﬁ'ﬁﬂuﬁ

= e a a d Y 1
Nﬂ’)']ll(ﬂ%lﬂ'ﬂ@]ﬂﬂ@] aﬂ‘ﬂ\‘iﬁx‘]WUNﬂﬂﬂﬂﬂ’N‘l%

myeanmasneluiin (water-based exercise)
LWalneununNITaaniIadn18unun (land-

based exercise) (Bocalini et al., 2017)

1.2 HaszaL8NNVBINITHNBBNNNAS
NMMUAaAINNAWLAAA (chronic effect of
exercise on blood pressure)

INYIRYLITANTASAITAWIUAS
a‘ﬁiﬁsa Lu3N1 (American College of Sports
Medicine; ACSM) "L@TLLu:ﬂﬂﬁQﬁLﬂuImm’m
@”uiaﬁmgaaaﬂﬁwé'aﬂmeLuuLLaIsﬁmﬂmJiz@ﬁw
athavias 30 wifilunn 9 finnuninazey
dnunand (Uszunm 40-60% vaduIunmnshs
28NTLARFIFA) TINAVNTANTIRINBUYY
wsadwuuuimaaaanlnirindie adreias
3-5 Sudadlansk NaunEnIzaulInNaN
23 Tudadla1’ $1u% 8-12 AssdaLTA
(Uszu1th 60-80% maaﬁmﬁfﬂﬁmﬂvlﬁgaq@)
(Pescatello et al., 2004)

1.2.1 nMIRnaanfasmMeuuuwalydn
(aerobic training)

ANTANHILLUNNTILASIZRBANY
(meta-analysis) 31%3% 2 L%ia\‘l WUIIN1T88N
ﬁwé’ammmuLLaIsﬁﬂﬁﬂ‘s:ﬁw%Na@iagﬂaﬂ
mwﬁu‘[aﬁ@guﬂuamamﬂ ANNIINAR DI
LL?IJ‘]JE*j&JLLﬂ$fJﬂ@;Nﬂ’]Uﬂ3J (randomized control
trial: RCT) Tasldansadasiidnnuanladia
goaanﬁwé’ammmmakﬁﬂ AszauANURIN
Urunans tdwlaan 60 wINszezLIan =4
fUa 3708 SBP la 8.3 fafinasyUsan
(2971319 -10.7 014 -6.0 Aafiuasdsan) uaz

DBP 'la 5.2 fadiuasusen (129529319 -6.9
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14 -3.4 Jafluasdyan) (Comelissen & Smart,
2013) UATANNIANIAILNITNARDIULLFY
LLazﬁﬂq’wmqu $71UIU 27 1389 91N
oaEaasInaa 1,480 aw laglevinmsdnmn
WaT8INITEaNANaINELULLalsinAeaa
anuaulugiisanuanlaiags wuda 4
ALa8p09 SBP anaY 10.8 JaaLuaslyon
LaA1LaAe DBP aqaad 4.7 Saaluasisan
vasigawuinnsesndiasneuouualsing
Trglunaannuanlafaadralivedraynig
ghd Aan1seanfaIngnszauaNuRENLL
Nad (> 60% VBITWATFIFAMULNUF 18)
Fwlduazvindaiiaosdudszdruinnin 12
sanvauly (Borjesson et al., 2016) Waz 3
WUFINN500NANRIN18AI8S NI WA T2 A
AURUN 50% va4n17ldaanGLlaugige
(maximal oxygen consumption; VO,max) v
VA 12 FUaNR TrsananuanlaRaLazsls
Lﬁ"umimmsm”waomamﬁawé’agﬂ%ﬁzu
mM3lwa (flow mediated dilation; FMD) Tugtlae
mméi'uiaﬁ@qo WaNNALTINLIN MIRNeE
$NT81% NILAUANAEN 50% Va9 TNDF
#1389 (heart rate reserve; HRR) LJ%i181%n
an TroAnszanluasnaanlodludon 99
FNABTLALATINUAITANRIVBIANNAULAAA
lundlipruadszddon adrelivedian n
80a

1.2.2 MIRNNBONTAINBLULUIIAU
(resistance training)

NATBINITANEANTNRINBUULLIIAY
danmsaaanuanlafialudagiudsliddasy

AWUTA NNIANBDLILATIZR AN

(meta-analysis) Lmuﬁﬂq’wmuqu INWIW 64
1309 I@ﬂmmaﬁmﬁﬁmmﬁﬂaﬁmga un
2,344 au Gefonaaasizuim 15% 013
IFanuiaananuanlaie d9lwonmaiasaan
Asanmalasldussduuuuinisindanlen
TIu@08Y (dynamic resistance exercise)
Us2naudis N30aninaInIguuDuLIIe e
AURINTZAULIWNANY J2821987 2.8+ 0.6
§Uansk 48 — 6 TalusdoaUad s T
a9 SBP leUszunas Safiuaslsen uas 0.4aa
DBP ladUssumw Jadtuasysan 0.4
(MacDonald et al., 2016) N1 3AN 1LY U
S5 Ra AN uEnFuRiewLIINIRnULUULS
FAIN31aR 0w NI EINATIDAAAITNA T
lafialans 4 ﬁaﬁmmﬂiawlugﬁﬁmﬁmﬁm
damaduanuaulafiags adrelsiaiuns
Hndreduldgsnalunisanainuauladalu
Ak ﬂﬂaﬂw@wuiaﬁmgd (Cornelissen & Smart,
(2013 uazgIinsansneuniUSouisy
NAYBINITHNLULLIIABLAZANTRNLLULE LS
iin daanuaulaRauazn1TudiaIvainasa
Lﬁaﬂiu;ﬂ”ﬁﬁmmL?&Jd@iamﬂﬂumm@”ﬂaﬁm
qaLLa:Q"‘iJaﬁmmﬁﬂaﬁ@qﬁw:ﬁ%ﬁa NAVBd
ANTANBINUINNITHABUULTIa WL T u

2821981 4 FUARTILAAAINAWLARA LaLL6

=

FINALNUNITUTIAIVDIVRDALR DN LU The T
nsdnuuunalsdntisanauawlane be
InatAuInNt ANNILITIURANITUDIAIV D

A o ' o ' o .
ma@mam‘Lunqmmammmma"lm (Collier et
al., 2008)

2. NalNVBINITAANNIAINILADAIINAT
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Tatia (exercise mechanism and blood
pressure)

2.1 nalan19szuulsean (neural-
mediated mechanisms)
A ° o an
L899INNIIVII BV AITLUUUTZ RO 6 Ll @
(autonomic nervus system) lagLlaniznng
R UV ITZULFUNUNANFINA laaTIdanS
UTUAIVAIANUABIARA LAZITWITURAIUTY
wudwgﬁfﬂaUmm@”uiaﬁ@]qaﬁmsﬁﬁmmad

a a n:i ca' J 1 =
JeuuUTEaINTIN U NANNILANNTUD 1IN
o o, @ A a a [ a [
vodepilalSouifsunuandndlulie
LAUIN % IV mMENIToanNtIaINIY TSUL
U NTININENATANTUTUAIANTUAY
LAUANMNRBNUVDINITAANAIRINNY NENIAA
AN LU W AN TN B H NI NV ITZUY
UL NNIINTUNUNANLTWKan Llatsuaan
fNRINIEANIVNINUBITLUUUTERINTUNILN
’~ ' e o A & A
fnazAas 9UsUANNNIINTBl WY BAENTZUD
WITITUNUNANYIIIURNNI LAaRINITD
Uszidnlaarnnistaaiainundsdsiuvald
8AIINSLAUVBI%21a (heart rate variability;
HRV) WUI8ATI8§IWIZRINNIZUUNITITUN
=) =) =) &/ @ =)

idnuazFuwindnduagnusiiavasnizaan
89N (mode of exercise), ILAURNTINNN
N9, LLa:LLsaﬁﬂszﬁﬁﬁ'ﬂm”a%’ujm’m@”w%a
115831 TNLABS (baroreceptor) INNNTTAN 1N
AaurinuINluanaantaInuaI18n1T%
INTUIW BAINFIBAINANNILLURBUINN 4:1
Tuamewntdw 1:1 NAITURTN 65% Vad
AUEINITOFIFA RRIDINBWALANT
R aIa8195aL5 0% 1:4 N1 75% vald

ATTURINIINFIF (White & Raven., 2014) ‘%\‘]

SATNEIRAINENIFINAlALATINUNTLAND Y
Yo nueulafialusmsaanfaInamilua
ﬂﬂﬁuazgﬂwmmﬁﬂaﬁmga (gﬂ‘ﬁ' 3) (White
& Fernhall, 2015)
Lﬁa%q@ﬂﬁaaﬂﬁﬁﬁ'\m’mﬁuﬁ ANNAULARAL
Usuaraaasuazdininumennyiliiienaz
anuanlafadnssoantnasniy (PEH) 9
Ag2T9nUn1TU5Ue29895: U052 RN
80 LUNALTUN® NA1IABTZUUNITITUNILN
fndsudavinamnnivwluy s iszuudunim
ANAN9IHAARS BaNANNRSITNTEUINANT
UTUAVDIIITNMINDLRHDIANABAIBNITI
\SavadunseStWang (baroreflex resetting)
mﬂmim:éjmaaﬂﬁmLﬁaﬁlﬂwmzaaﬂ
AaIm oA as AWl iuAIN LG wIzUL
1J328MM&IUNANI (central neural pathway) LAz
N19LauwIzuudIerIngInlany (peripheral
pathway) mumjuL%aﬁﬂi:aﬁﬂIuﬁﬂuauaaﬁ
%a’i’l Nucleus Tractus Solitaries (NTS) LLa g
Ventro lateral Medulla (VLM) 28432 01UU328 1N
§F1%Na1d lagn1snasansalnutiulaa
(Substrance P) #9810130M38 03N TY97%
o952 UUUTZEING HAwFIuALTENIN
Intermedio-lateral cell column (IMP), Caudal-
ventro-lateral medulla (CVLM), &< Rostral-
ventro-lateral medulla (RVLM) RINAEL ﬂgdmi
NAAIVIRADALREA (vasoconstriction) 2991
lhviaealdondsniuena @l (vasodiation)
dotitay uazdonarilianudiuniusiul
NAOALRDALATAINAULARARARIANEIAL
(gﬂﬁ' 3)
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aueam

Nucleus Tractus Solitaries
| \
|

1

| y

|

1

|

|

10T Caudal Nucleus

Tractus Solitaries

i
e ra—" _\.
(Baroreceptor) +

Bubstance P

| [ +@7

ofinosuTson
GABA
(muscle)

|
|
|
|
L

s

/ Ventro-Lateral Medulla

Jwvamai

nowoenniadnw (Pre-exercise)

i (During Exercise)
¥ (Post-exercise)

TN
ANOIAIU Ingermedio-
Lateral Cell Column

viaoaiadavand
(vasoconstriction)

Ellﬁ 3 LLN%JT]WLLﬁ@Nﬂavlﬂ‘ﬂ’]\ﬁmJ‘]Jﬂ‘izﬁ’Wl’%’]ﬂﬂ’]iaaﬂﬁ’]iﬁ’\‘]ﬂ’]ﬂ anuItia: GABA, Gamma-

aminobutyric acid. (@T@LL}J@G%’m Halliwill et al., 2013; Legramante et al., 2020)

sl,mgﬂmmm@”uiaﬁmgamsaanr‘hé’ammﬂu
Uszdrsananuanlafia bdlagnisusung
RN UYBIT2UUYTE RN A LUNG LANA LN
A9 nad1vauaaaInlné CREGELEEAIRT
ﬂs:m*ﬂ%mwwmﬁﬂﬁ'muﬁwmumﬂ%ﬂuﬁﬂazl
mwm’"uiaﬁmgw:gnﬂhfaIﬁﬁnmua@aa
(sympathoinhibition) FINALALAANITANAIVD
%wasmm:w"'ﬂmuqvlﬂﬁamﬁaamnmsﬂ%’ud’a
\Ruduwad vagal tone waz mMslsulaseaing
ga4lolutataSualua (sinoatrial node; SA
node) &IKaTIN ARl TuAIINIUanaILAZAR
mmm"'ﬂaﬁ@iuﬁq@ (White & Fernhall, 2015)
NwANEIITFINUNTUTUGL AN w8 g
UszanFununanlasldnsUsziiv HRV @
LLamLﬂu@hﬂ’J’mﬁqwad HRYV (high-frequency
HRV; HF HRV) 41%3398284 Okazaki Laza e
wuinnseanmasnetdulszdrisaanin
anlafialadodrslivodiamuazdny
ANMNFUNWTLTILFUATITERINILARAVRINNT

2ONMAINMLLATANINAUIVEI HRV ;jﬂw

mm@”ui&ﬁmgu:@”uﬁ 1 (Pescatello et al.,
2004) H8NNNHNTANBITINDIINTON
AAINEAANURENTANRIEN 70-80% Va3
Fwasdaveaduiian 15 Uanw T28U50 HF
HRV ludthoanudulafiags wiannutiuae
anuenadslunsaadoauasldlszunm 7
famwasisan wenaniinsaanmasmaes
W59 WAENN5AT 815U HRY ALl ud3ia
YDINIVNIWYBILEULUIZRIN vagal UazTIe
aanuaulafialdadrelnodianlugiae
ﬂawwé’uiaﬁ@gﬁz@”uﬁ 1 LT W W
(Ramkhelawon et al., 2009, Schrader et al.,
2007)

2. nalnn19szuuniaantdan (vascular
mechanisms)

221 nalnnislassainivedviaaation
(vascular structure mechanisms)
nsRnaanmasmedudseirdausioluns
U5UdH9n1T9i191% (function) wazlasaana

(structure) 283nAaaifan natddalugidu
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o A A
Iiﬂm’m@uiawgwww:%umaamﬁam:ﬁ
A o X o A
MIUREWLYRIaIt NIraaalRaa (vascular
wall) 328210 % U (thickness) LA LTIA?
i 4 o o A =
(stiffness) NV ﬂﬂﬂmamaaﬂqul,aﬂmm
A 1 A =\ ~ (%
Do uainIanaaalfoaudia (vascular
g ¢ =Y v
stiffness) ¥1nNI% TaxnuTadszidinlaannis
190 NLIIAAUTNAT (pulse wave velocity;
& U = Qs 1 %
PWV) G4l Hnann13iad1nnuaunaaalian
h GILAIIENT 9 TOITINIYUAIATWITHATAN
ANNNULSTaAaaNHURAaALREA TagNLIN
ﬁﬂammwm"’uiaﬁ@qaﬁ@h PWV qdasi’mﬁ
[ o s ‘ﬂ' = o a ] I3
wudAlainounuandnG a9 lsAaunIg
o e I o
aanfiadn1otdnilyzdn lagianiznitaan
AN8INBLUULalIIAWLINRINIINAR PWV
v ' a A I v o
Iduwaened FaduwnaatnniTdsuainig
Y A Aak v
TaT98 19U 09 aaALREAN AT LALA N1IAART
PYAIAMNAUIVAINLINAAALRAA FITADAAN
6 (% dq’ a d' [
1A% (collagen) lutadnautitatSouNHNI
BROALA DG (vascular smooth muscle cell;
VSMC) aqad LuumeNanIdanadn (elastin)
a £ ° v @ A ~ A '
LN m’L%wumaamaawmmmﬂ%qu
A & . o 0 o
(vascular elasticity) bWNNINDULASRINAYIN LA
AU UMW UAROALRBALAZANNAK ARG
aaadlufga (Tanaka, 2015)

2.2.2 nalnnIvinauwsainaaatian
(vascular function mechamisms)

NI IWUDINROALA DA LU EI W
Jaiuiisnudsdizainaaaiian (vascular
tone) NANABNITHAGA (vasoconstriction) WAz

o e 2 o
YYUAIVDINRBALRD (vasodilation) T3® 84
mé’mna"lﬂmsﬁnmmawaamaéﬁﬁaqwﬁfd
NaBALAB G (Endothelium-dependent

. & o aX a v
mechanism) \undn laongujignAadulay

Robert Furchgott Tud 1980 (Furchgott &
Zawadzki, 1980) TawuiLmadidayniiiviaea
BER (vascular endothelial cell) L%ﬂd@lb’nmll“ﬁzu
LﬁmagjmUMNﬁwmmamﬁawﬁeﬂuq@ 7
138n30 NN 8NN Htunica intima) lagund
LLf,i”amiﬁ’m’mmaaL%a§L§iaqwﬁfa%aa@L§a@ﬁ
warnwatoniaf laun nsdesnuuaznis
ggmul,ﬁm{ﬁzmnmuﬂizﬂaum oluraanlian
(intravascular) LA EN1UHONNABALE D
(extravascular), A1 UANAITURUQANA olu

1
o v A

waaaLRen (growth and remodeling), N#XAHIN
Lf’lmﬁ’]meLJﬁayj’mawaamﬁa@ﬁﬁﬁmﬁa@
(thrombosis) L8ZN1IFR18VIANLE B A
(fibrinolysis), ANTEINIInaaaLaoalny
(angiogenesis), N1TAIU AN N LJ LU
(inflammation), N13LANS WIRLTRSN&1NLiE
Sourasnaaaiiaanalu (VSMC) uazaiuqa
ANNNAIVBIREALA DN (vasculartone)I@m
8NAENTR9I WY 0IR1TLANAS 9 luszau
I&JLaqaﬁamiﬁﬁwa@iamamﬁaﬂ (vasoactive
substance) WAINRALA (Cahill & Redmond,
2016) a137inadanaanlian (Vasoactive
substance) ¥ 1IN i HaGana0ALE B A
(1 msnﬁ) (Vasoactive substance)gﬂ%ﬁld
I@mmaéﬁﬁaqwﬁfwaamﬁammzmmfﬁlu 9
Lﬁamuqumﬂmﬁ'ﬂmﬁa@LLa:mimmw‘ﬁ
WIONAGITINRAALEDN TITLALVBINITNAGT
LRZULYAIVIINADALA BATUUININNAINY
aw@;amaang‘lﬂ'«a'«ﬁ'ﬂmﬂluLLa:ﬂﬁ]aﬁ'ﬂmwaﬂﬁ
WHudatmnaldnduitasounislunaea
\deatianisriien lagasiivhutafilunis
mmm”’mamaa@Lﬁa@%amﬁ'ﬂmmﬁﬁ'aqwﬁfo

wRaALRea (Endothelial-derived vasodilation)
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§3 1uun1ne1iiiu lwsgaloadn
(Prostacyclin) w3alwsaaiunsuawnla 2
(Prostaglandin I,; PGl,), luaSnaanlaa
,(Nitric oxide; NO)wae a’liﬂéj&l endothelium-
derived hyperpolarizing factor (EDHF) (udn
T e AR IR RINAlUN A1V InA DA
Lﬁamsfiamﬁ'msﬁaaﬂ?jaqwﬁfﬂ%aamﬁa@
(Endothelial-derived vasoconstriction)vlﬁLLﬁIW
J8A1Ba8a ,(Prostanocids)aulafifn
,(Endothelin-1; ET-1)1ua43latnudu 2
,(angiotensin Il; Ang II)LL@:IW?&@]’]Lmiuﬁu
L8 2 (Prostaglandin H2; PGH2) 1dud (Giles
et al., 2012; Su, 2015)

214 13AANNAIIRII UV RIRNTLAL
FINSNIRDINABAITL (receptors)nanaTiiad
duluanazaslds@ulumadidinune lay
aaiaanisenainuiiginalinasaiaan
%@@TQLLa:mmzl@ngaﬁifuagﬂyuﬁa%'uﬁmaaf
Wiy aaad19Lgw (1 mmaﬁﬂmﬂnﬁ ET-
1FNUTINALAITY 278ia lawn aaTuLaud

auriiala Endothelin receptor A); (ETa ﬁaglj

VI HEURUITEY VSMCUAZAITULAWARY
s%ailEndothelin receptor B) ; (ETBﬁagj
u'%nméi’umuwaamaﬁﬁaqwﬁfmamaa@
LRAAFINA LWL AANITHAGILARS VA VD
NROALABAAINRIAL (Frommer & Muller-
Ladner, 2008) Fanalnmanitaziinduaulng
LﬁiaLﬂuﬂﬂﬁ'ﬂmau@amsﬁwmmamaa@
BER LL@imﬂLﬁ@mm@‘iﬂaﬁ@gaﬁuwmq ET-
1 dnalnnsrinauifiansnaalzeinasa
LA AL ARV BLAZNINNIINTVEN LTIV

naoaALRaa ﬁdNﬂﬁﬁlﬁLLix‘](ﬁﬁ%ﬂ’]%i?Nﬂ? Ul%

naoaLdaainduadnafiipi Ay il
swlaRaLfiadn
WONINNAMTAN B H B U TINUFUR TV B
NITANITWICUUUIERINTUNILNGN
(Sympathetic nervous system; SNS) 1 U
JruuLIiu-Le9dlanudu (Renin-angiotensin
system) uazn1ItiausaInaaatiaalugie
lsaauanlafiags (Charkoudian et al., 2005;
Esler et al., 2001; Oparil et al., 2003) lagn1s
R UL RITUNUNANULAzLEIT Lot T
(Angiotensin; AGT) inasanauaziUaswdu
4wad31aLnuTu | (Angiotensin I; Ang 1) La g
towlafisfin (Renin) 91nlalunizidings
n1a1y @% 1 (low perfusion pressure)
(MacDonald, 2002) Law basiua i3 latnudu-
ABWLIBIAY (Angiotensin converting enzyme;
ACE) ndanazifon Ang | 1% Ang Il L7
‘ﬁmﬁn‘ﬁ'Lﬂum‘smzéjumwmﬁma:maa@
Lﬁa@LLazﬂ'dﬂi:@jummé’ﬁaaﬂuué’ahama
154 (Aldosterone) INNGBNANIN LALALTFUNUD
AUMININULBITTULTNNLNGN Tae Ang I
FwEuaTURaIUTELAN TauA @a5uuedd
Tomudusiiadn 1 (Angiotensin receptor 1;
AT)uaz da5unedslamuduasian 2
(Angiotensin receptor 2; AT,) lay Ang Il i1
%ﬁ'}ﬁLﬂumsmmjumsm@”wamaa@Lﬁa@ﬁ
FANUNIWHIBAITL AT, LLazwumnlm‘Tﬂm

anuaulafiags (Tirapelli et al., 2009)
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A13199 1. Imaqa (Molecule), Law L] (enzyme), Lwune (Target) Waz@I sy

(Receptor/channels) 2981 5NTI UM TVEN DAL NTRAAIVB IR ALREA (endothelin-

derived vasodilators L@z vasoconstrictions)

laana (Molecule)

Lawbaal (enzyme)

1iwane (Target)

¢ A

&13NU2 ﬂ‘l%msmmﬂﬁwmwaamﬁammnmaamaqw

(Endothelial-derived vasodilators)

WINADALADA

NO/EDRF NOS3 VSMC
PGI, COX-1 and COX-2 PGl, receptor
EETs/EDHF EDHF synthase/ CYP450 | VSMC
expoxygenase
H,O,/EDHF Catalase VSMC
K*/EDHF VSMC
Gap junctions/EDHF VSMC
ET-1 ECE-1, ECE-2 chymase, NOS3
VSMC chymase
ET-3 ECE-1, ECE-3 NOS3,
Ang I ACE NOS3
Ang 1-7 ACE2 NOS3

vasoconstrictors)

. ¥ ¢ A Cd . .
miﬁmﬂumwﬂmmawaamﬁaﬂmmsﬁaaLﬁaqwm (Endothelial-derived

Prostanoids/EDCF AA, COX-1 VSMC
TXA2 TXS VSMC
Oy NADPH oxidase/NOX4 NO
Oy EDHF synthase/ CYP450 | NO
expoxygenase
ET-1 ECE-1, ECE-2 VSMC
Ang I ACE VSMC
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anuItia: AA, Arachidonic acid; ACE,
angiotensin converting enzyme; Ang 1-7,
Angiotensin 1-7; Ang Il, Angiotensin Il; AT1R,
angiotensin | receptor; AT2R, angiotensin Il
receptor; cGMP, cyclic guanosine
monophosphate; COX-1, cyclooxygenase-1;
COX-2, cyclooxygenase-2; CYP450,
cytochrome P4s5o; ET1, endothelin 1; ET3,
endothelin 3; EC, endothelial cell; ECE,
endothelial converting enzyme; EDHF,
endothelial-derived  hyperpolarizing factor;
EDRF, endothelial-derived relaxing factor;
EET, epoxyeicostrienoic acids; ET, g,
endothelin receptor A and B; H,0,, hydrogen
peroxide; IK(Ca), intermediate conductance
Ca,’ activated K' channel; K*, potassium
anion; MASR, metabolite angiotensin receptor;
NADPH, nicotinamide adenine dinucleotide
phosphate; NOX4, NADPH oxidase 4; VSMC,
vascular smooth muscle cell; NO, nitric oxide;
NOS, nitric oxide synthase; ONOO,
peroxynitrite; O,, superoxide anion; PGI2,
Prostacyclin; TP, thromboxane receptor;
TRPVA4, transient receptor potential vanilloid 4;
TXA2, Thromboxane A,; TXS, Thromboxane
synthase; sGC, soluble guanylate cyclase;
SK(Ca), small conductance Ca," activated K"
channel. 13113991 (Barton, 2010).
N1398NAININIYAUNITRIITIUD BY
NROALROA (exercise and vascular function)
nalndrdyvasniseantiiaaniod

RINRADNINUAKIARARNABTAUNITYINI U

4 Q A =
Lﬁaqwuamamﬁa@ mmuqummﬁammaa
BROALAAA (vascular tone) I@ VNIBNIBNNT

o AA o o A o AN v
WAIRIILANNYIN R NRaALRA AU LN b NETD

v v QI t&/ v o
VIFANTY 1INNNINTEGUNITTINUD
mazﬁﬁaqwﬁmaamﬁaa (Endothelial cell)
HA%NNTLANAIT MMaveadLRaa (Blood flow) N
FINAbALANANNLALLEEY (Shear stress) 11N
X4 . o
A NLI8NI1 “Exercise-induced shear stress”
(Graham & Rush, 2004; Higashi et al., 1999)
A & A @ A o &a
6114.1LsﬁaamaqwumaamaammmLau"l,ﬁm"n

(2 [ 6 a 6
ﬂsz@;um‘smLm’lwvl,umﬂaaﬂvl,ém
(Endothelial nitric oxide synthase; eNOS) Jna
1WAAN1T281802U0I%AAALA00 aaAIT
Aumuwngluranalion LazrIA1INAAAIN
@”u‘[aﬁ@vl,@“luﬁq@ ldimesndnalnuas NO
P1IA msaanﬁwé’amﬂﬂ'\mimjumwéﬁ
fILANDW 9 LNNAINDWLTWNY (Gielen et al.,
2010; Roque et al., 2013) 4N1TTNLINBNADVD

=4 =3 6 o s
nydnu sz lomiuasnsiineantinasnie
wuvnalsinfanurinIzauliwnatddans
Tvadgutdaalunatuiianazn13vineuuasg
Lﬁaqwﬁf\maamﬁa@ WU INITLANANT
°11mU@Tﬂlawaamﬁa@%ﬁdgﬂﬂ@ﬁ’ums
1uat3ou (Flow mediated dilation; FMD) 311

o e [ o 6
nsidnaanmasnmetduszeziign 12 sl
luddasartuaulafagaldnan (mid
hypertensive subjects) (Moriguchi et al., 2005)
FUSU AT EINY DI AN VLT VT WL WA Fa
yp9lulasridaluiasn (nitrate/nitrite; NOx)

A £ A o o A A A v
LAY WEASIBRNALITEI Ao UNTAINUA
laRagy (Zaros et al., 2009) haNAINHIINY

NINLIUIN ﬂ'ﬁaﬂ@h HNTDONTINAINIBULLL
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Ui UaINaNAdaAIANNAKIARALAZANT
RN ULBINAOALROALAY TINNTANLIVD
Okamoto wazAmes bl 2011 WUI1 A1588N
o o = v d' g’ = d' v
AMaIMauuuLsIdIui 50% nunnonle
WiHnfigaiNeIn3aLasn (one- repetition
. e . X
maximum; 1RM) T28WaIw 1IN %1adLd8
yniinaaatiaaluaiaalinINgunIng uaz
HITIURARNIICUTINIVEINAALROALAY
(arterial stiffness)
Iut 1981 Fitzgerald WU31 ANEWAIN1TBEN
o o % A o oA A o &
Masmoanuaulafadadlugniannuiing
vasnstduliaaiuaulafiags (Figerald,
1981) luauduiinnsaaanuivesnasaiian
(vascular sensitivity) #84N1788NA1RINTY
Landry uasatky (Landry et al., 1992) W13
% a 6 a o QI é’
srauvadluasnaanlog (NO) azlszabNuYn
luseninamseanmasmauuuiusaduidian
d [ Add‘d a a =) 1
Fauduisniidszantamgauaziianulada
AMIABNNTZLLUNANLHRE (Myogenic) WAENY
32uud3z8 N (Neurogenic) YDINITHAG IV
NROALABA L WIZRININNTBENMAINNEY (Gielen
et al., 2010; Maiorana et al., 2003; Newcomer
et al,, 2011)
& v A A
wananh usdtawiaaunidunaain
MI08NMAINEEITIDAAN AN YN ADETE
(reactive oxygen species; ROS) 7111 } U g
ANNNULATLADONTLATHY (oxydative stress) has
MIAANTENLEY (Inflammation) NOANLINE
X [ A = o &
gaannludthoanuaulafagedaazdudng
NAILATINIUVad NO NTrslunisveuan
PRIRADALROA NIBIINVINNNTEONRIRINY

ﬁaﬂmzﬁumsv‘mmmaaLauvlmﬁﬁﬁméﬁu

akl,gaaa‘iz (endothelial antioxidant enzyme)
LT Superoxide dismutase (Cu/Zn-SOD) LAz
glutathione peroxide (GPx) (Inoue et al., 1996;
Masodsai et al., 2017; Takeshita et al., 2000)
asAns ludgainaass nuN1sUSUGLIVE
waaaliaanainsineanmainie laganis
asi’mﬁamimuqu eNOS U8zN1THEI2 83
Superoxide dismutase N1 g wadNLDA o
(extracellular superoxide dismutase; EC-SOD)
(Davis et al., 2003) #ananil f9wunnnsaen
fasmeTaBLANs 1w VEGF/VEGF receptor
2 uazmvinauzas eNOS Tuaadyritmaaniian
sﬁ\‘] LL&@NN’]%‘ITE]H&“U@G eNOS-heat shock
protein-90 (Hsp90) uaz¥nlUgn1Inszdu NO
LRZNITVLNUAIVRIRABALADA (vasodilation)
(dela Paz et al., 2012; Garcia-Cardena et al.,
1998) 9%5% N13ANEENANSINIBTIDLRY
USummvadluasnaanlod (NO bioavailability)
WATNINNUVRIRABALREA 8L LIAANY U
wdauiunnduainniseantissniogn 9
dudlsed dadunalndanlunswauwiia
USummvasluasnoanlod (NO bioavailability)
LLa:miﬁnmma@Lﬁaqwﬁf@ma@Lﬁa@u,a:
mvlﬂajmm@ﬂawu@°u1aﬁm1uﬁq@ (gﬂﬁ' 4)
una gl
lugthslieanuaulafagainnuns
B9 p932 DU ST NTUNUNANTALRUD 1
MMTUIUAIBIAITUIANAYK, NITNTZG %
sruysiuueddlanudu-utaalaaiaalsn
(RASS) T lUf9las9an 98z 5vN N UU a9
waaalaaaiinananuialnalunsrien

maamaﬁqwﬁfmaamﬁa@ WRINAGDANNGI
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31N 4 ﬂavlni:@TquLaﬂaﬁuamﬁamiﬁwmmmLsﬁaﬁqwﬁfwaamﬁa@ (Endothelial cells) ’lupﬂ”

q

e

ndauangs (hypertension) I(ﬂUﬂa"lm%'mrmmsﬁﬂmmauﬁaqwﬁfmaamﬁa@ﬁ@ﬂﬂﬁ%a
Lﬁi:J'nTaaﬁ'ummvl,&iam;aﬂuaamstﬁ@awaﬁaiz (oxidative stress), N38NLEU (inflammation)
FINAGENITUNNIBIv9T SN v luaSneanto@ (impaired NO bioavailability) Lazn1y
YNUAIVINABALEaA (vasodilation) ‘lugﬁﬁmwﬁﬂaﬁ@go I@Uﬁna"lﬂ‘lumsﬁmﬁuﬂuwa
ananmisanissmeaidudssifimansaiRausaduiian (shear stress), NITAUMIIHNNT
ONLEU (improvement in anti-inflammation), NMINAARITEUDLUABAIE (antioxidant
production), tAxFaLSunmwasluasnaan’less (NO bioavailability) lagrinusiniuasan 9
Pdonatasunn laun azGfaladu (Acetylcholine; ACh), 848u (Insulin; Ins), laTianiu
(Insulin-liked growth factor 1; IGF-1) (Iudu uazdanarihliiiansaeonsaivesrasalianain
mi‘ﬁ’m’m‘naamaa‘ﬁaqwﬁmaamﬁa@ (endothelium-dependent vasorelaxation) LAz TI8aA
mm@”ﬂaﬁm ANEIEa: ACh, acetylcholine; M, muscarinic receptor; Ins, insulin; IGF-1,
insulin-like growth factor- 1; InsR, insulin receptor; IGF-1R, IGF-1 receptor; Ca*, calcium ion;
CaM, calmodulin; PI3K, phosphatidylinositol 3-kinase; eNOS, endothelial nitric oxide
synthase; L-Arg, L-arginine; L-Cit, L-citrulline; NO, nitric oxide; SOD, superoxidase dismutase;
CAT, catalase; ROS, reactive oxygen species; ONOO", peroxynitrite anion; Ang II,

angiotensin II; AT{R, Ang Il type 1 receptor
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T8RN BAYN IARRaaLRaaF MU 8ra
7! (peripheral vasoconstriction), LTSRN
luraaaiien (vascular resistance) L‘ﬁ&lw’mifu
LLazﬁﬂﬁmwﬁuIaﬁmLﬁ'uga*’fﬂuﬁ'q@
agdblsnauna lnanuAaUndtreduannge
ﬁmﬁ'ﬂwﬂﬁﬁasjmiaanﬁﬁé'ammﬂuﬂizﬁ‘h
NMI00NAAINNUEIRINANITEGUNIT
YINIUVBITEUUAN 6 VaITIMY NIFIUNAN
(central stimulus) Laz&1wU a8 (peripheral
stimulus) lUw3an 9 fu lauAnsanauanes
gp9vatanrsldgaslandseann
(neurohormonal), @ 273U LT3N A
(mechanoreceptors) wazMTISauTaSIang
(baroreflex resetting) a1nYzuuUUIzRIN
&1unand (higher center) T lUf9n15U5062
AANIVN NIV DITLUUTUWIUNGN (SNS) Uas
WASWLU8INIFNINUYDINABALE D AR WANS
RIS LA NI 98N TTT HAde
nRaALADA (vasoactive substance) T8¢ L‘V‘\i‘u
n1ITBNBeITaInaeaLtaan laadnalnd
FuFaniifgitasnunsiindseinsniwlu
MITIBMIONEY, MINFAFIIGUOUNADHIE
USunawesluasneanlad agnglsianunazad
miaaﬂﬁ'}fﬁ'@mUﬁﬁuayjﬁmzﬁummmﬁfﬂ
(Intensity), Sz 21781 (Duration) LazTia
Aan338 (Mode) Altlunseaniiasnie Tag
mssanimadnewuunalsinlasunisuusiin
mnﬁq@ Tuamefinnseaniiasnouuuiuse
gusalifnesuigaianuintgn lagniy
NUNIWITTNITNI tolifianuiuazay
lazeenalnneassineuazdselaiaas

nsaanfasnoiNeasnuLazInu lsnanw

£%

@”uiaﬁmgo WAL WNUILFI A ITHRTIIA LI
a‘hﬁ'@mwwzgﬁlﬂumm@”ﬂaﬁmgasm”u 1
(mild hypertension) la s lun1snuniu
A ' ' ') A a
13IMWNITNLI 096 b mmﬂmuu‘lﬂwﬁu@maa
N1320NANRINIULAZINYAZLDIATAINITAAN
ANRIN BN NA WA R0 ITzULRA e
A Aa o a
LLazma@Laa@maaﬂs:mmmmm@ﬂamgﬁ
% H &/ 4 g
1mmuﬁﬁ;uujwmﬁaﬂiﬂmﬂumiﬂmj

Tnunea bl
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