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1. ATTNNNIRILAZINMTA L lun1TTad metabolic syndrome

tlageaus PfiavEnasdansifin metabolic syndrome
WeINBAT5ANEN
N133N11 metabolic syndrome
Nanssuvanag (Physical fitness) KAZNITRANNIAINIE
A3AANNIAINILLAEZN9RALIA metabolic syndrome

mrlilsaialauasnasmasnnadaauA L A AZANTNA UNITTB AN A

@ P e 0 NRD

TEUIMMINEDEN metabolic syndrome

AAUUNELASLNAUTMN LT 1 UN99 a8 metabolic syndrome
Metabolic syndrome  uwitinguuasanistuilutlaiedesasdsamalauas
uaeataan (NCEP, 2002, pp.3143-3421) wianguuadanisiiaoutiaunglunszuaunig

metabalism Tnuiilsavlawazuaamdanidlu primary clinical outcome
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Metabolic syndrome lunisiiwuadalsatiulmilfiunguassanubalng e

=

pauAulalings triglycerides g9 HDL i uazlsndon wieuwnd Kylin Taaiaunanaie
n@ummsﬁﬁﬁuﬁ’uﬁﬁuimﬁﬂqLtﬂmaﬂm@amﬁ%uﬁi A.A.1920 warwudnsznausonAlN
pulatingq 5’191’1@114@%@%@&3’171’ Wt p.pt, 1940 nlspdaudniiuiiadudesreangy
a1nsl Wl A.A.1988 weunnd Gerald Reaven ansmanendeaununefofnuisiden
Syndrome X UN9AWUNd cardiovascular dysmetabolic syndrome WNA9IN195M
TsavnlauszvaanideauacisaumuienGunngueinisidn  metabolic  syndrome
(Grundy, 2006, pp.1689-1692) Lﬁ@&@nnﬂdumnwf’:ﬁumwLﬁﬂqﬁanﬂsLﬂuTsﬂﬁQIQLLa:
‘nafamﬁfam‘luﬁjﬁé’qmm:mﬂmm‘nﬁﬂﬁ 2 (Vega, 2001, pp.1108-11186)

Tu p.A1998 Guiinnem@iady metabolic syndrome LNQUSTLEN Sarswunlon
asfmraunditian ﬁmsﬁwumlﬁmmsﬁwé’nﬁﬁmwuﬁﬂquﬁaEi@nq?a@nqw%mm insulin
uaEwLSNALEN 2 Tadedamanianus 5 tedudes lAun Teedau svdu triglycerids,
s2fiu HDLholesterol, mnusulalim waz microalbuminemia faunlull A.A.2001 NCEP
fvunnomBiedufatiiadaidas 3 Tasetan 5 TTastl (Laaksonen et al, 2002, pp.1070-
1077) Toelliisaunnazding insulin uay microatbuminemia  Liesanniansaadarewdn
daenn neurfATiad metabolic syndrome Hn1sWlfunlauudetsn auluil a.el. 2005 i
2 AN aa9 IDF (Alberti et al, 2005, pp.1059-1062) WATINMHNDI AHA/NHLA

= o ] L g
InedlsaaziBuntannnaiiiadalsaannasdngsing dell

WA LUn535ia98 Metabolic syndrome
1. National Cholesterol Education Program Third Adult Treatment Panel (NCEp,
ATP 1) (Grundy et al., 2004, pp.433-438) AMUUATIFABINL 3 Haden@eqann 5 tlade fvl
1.1 saU@0 TuwATY 2102 cm WASIWAREN = 88 cm
1.2 e triglyceride =150 mg/dl
1.3 AU HDL lulwATme <40 mg/dl uaslwAne < 50 mg/d
1.4 blocd pressure 2130/85 mmHg
15 szfmnmaluden = 110 mo/d
2. World Health Organization (Grundy et al., 2004, pp.433-438)
NI MUA Insulin resistance (hfladem@nsonian 2 fada Aa

2.1 PNAUlaRAgY 2140/90 mm Hg Wialafuenanacusuladin
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2.2 triglycerides 2150 mg/dl
2.3 HDL lwwAtnea<3s mg/dl uas Tuwante <39 mg/d
2.4 dndausavtasnnsaudsinn luwaze >0.9 uazluwands >0.85
2.5 Urinary albumin excretion rate 220 ug/min, albumin/creatinine 230 mg/g
3. American Association of Clinical Endocrinologists (AACE) / American
College of Endocrinology (ACE) (NnTisaainniTes NCEP uaz WHO udladlgfinuun
duutlede SeTufUnNsITaduanaLIme (Einhorn et al, 2003, pp.237-252) isznauras
3.1 Aruda 1 BMI>25 kg/m? vidasauiaatnanne>40 39 TuwAn >50%
3.2 triglycerides =150 mg/dl
3.3 HDL luinAT18<40 mg/dl, INAMEJR<50 mg/d
3.4 Anuaulaiings >130/85 mm Hg
3.5 2-Hour postglucose challenge>140mg/dl "l.uﬁﬁ Fasting glucose 1nf
LAT 140-200 mg/dl lusaei? Fasting glucose 110 -125 mg/d
3.6 ﬂ@fﬁ"mﬁ'm%"w] 1oun  Polyeystic ovary syndrome  27RNTBBNNNEIN
a1guanngn 40 U Gemd uazlsziRlsataivlunsauni 1y wivam ANaulaling
Tepdalalaznanniang
4. EBuropean group for the Study of Insulin Resistance (EGIR)
nuraessdnsldudldifhuumany dAmuantay insulin’ resistance
hyperinsulinemia \utladeudnsandudn 2 tfadean 5 dade In m‘mﬁlﬁi’umﬁnm
arusulafiauaslasuden TTadeia 5 Tneazi@unsl
4.1 5auUlRq TWATIE > 94 cm (WAL >80 cm
4.2 puedlafin 2140/90 mmHg Wialaduanine
43 seninanalmdnn >110 mg/d|
4.4 HDL <39 mg/dl yisalffuen¥nm
4.5 triglyceride >178 mg/dl ¥isa L1 Fnen
5. The International Diabetes Federation (IDF} (Tricia et al, 2006, pp.499-508)
Alberti usz Zimmet Fafhuffinnuninnitiasaes WHO IfuniAeunag

waHELRS luAauAINAN 2005 nowiaey IDF Anwualdseueatiutladeudnuaztli
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sEAUAIETIR Avussatenszrnmdlie @elumATIE=90 cm, IWAREIE80 o,
Soufuan 2 fade Gl

5.1 Triglyceride 2150 mg/dl

5.2 HDL luwetie <40 mg/di TuwAnde <50 mg/dl viialdenine

5.3 Awsulalings >130/85 mmHg vsalievFeddadednaaunulaings

5.4 sefmnmalu@en 100 mg/dl viseuuumanuiiah 2

6. American heart association/National heart lung blood institute (AHA/ NHLBI)

(Kasai et al, 2008, pp.944-950) InauUInIas NCEP Taenlfisy fuAnT9sa1Le)
uaztnmaluden uAgainuun 3 Taduann 5 tade Aol

6.1 7U87 TUWATIB=90 cm WA = 80 cm (szAuAvI@dels)

6.2 aumulalin =130/85 mmHg Wialdfuansnen

6.3 sxduinanaludan 2100 mg/dl viFalFLnFnen

6.4 HDL TuiwAT e <40 mg/dl AR <50 mg/dl viralsiuanFnmn

6.5 triglyceride 2150 mg/dl ¥z lafuanine

tfadeau o ANBNEWARENISIAA metabolic syndrome

fladendsa1e9 metabolic syndrome Arnmual¥unaeitiage Wdud Anui
Tafis, HOL, triglycerides Tsadau waslsannuan Saiiflade@esaeslsamalauazmam
\desBnvanaadeitdhignimmlilunnriudinsdnswuanuduiussesdao e
fun19iia metabolic syndrome & agld] m?@‘l_lqwcﬁl‘ (lsomaa et al., 2001, pp.683-6%;
Grundy et al., 2004, pp.433-438; Kuusisto et al, 2001, pp.1628-1633; Lakka et al., 2002,
pp.2709-2716; Lempiainen et al., 1999, pp.123-128; Onat et al.,, 2002, pp.285-2§;
Pyorala et al., 2000, pp.538-544; Scuteri et al, 2005, pp.882-887) N1791ANNTRBN MR
ma UsdRniaduthelunmouaia uasiwd 9uwa proinflammation Uag prothromboss,
endothelial dysfunction Wazn9EAT] apolipoprotein B g4 TMLANNFNRLSTU HDL ez
Aneuiaia (Kahn et al., 2005, pp.2289-2304) WAL pre-diabetes WIBNNTHTLY
ﬁqmmmﬁﬂmmmz@mmmsqandmnﬁ (impaired fasting glucose) %qﬁm'mﬁ’uﬁ’uﬁ'ﬁu
T‘a"ﬂﬁﬂ'ﬂLLﬂ:ﬁﬂﬂ'ﬂﬁ‘lL’g@ﬂLLﬂ:LﬂuﬂﬂLﬁ@ﬁﬁdﬂﬂﬂn’l‘a‘LaEI‘?aﬁl’Luﬂ‘j‘:‘H’m? (Hunt et al, 204 .
pp.1251-1257) LLﬂ:me:ﬂﬂ'ﬂ"ﬁLﬂu marker 184 atherogenic metabolic syndrome (Stem

1996, pp.467-474)



15

Alfvin (2004) wudﬁﬁjﬁlﬂu metabolic syndrome Huualinayauaninlnfines
aa5luunA Tmmwmrﬁw:wunmﬁmﬁwm androgen (androgens a5ala& L),
estrogen Way cortisol uazin1ranas1ny thyroid hormone #UlWATNEIWL testosterone
AMAY LAY estrogen i uﬂﬂmn‘ﬁﬁﬂﬁﬁ N Polycystic ovary syndrome anaaziilutiads
L"f&ﬂq‘ﬂm metabolic syndrome {QOric et al., 2006, pp.2967-2971) R ERFsY cardiopulmonary
function capacity angad

fafedmumAnudmandefientannndt 50 9 azwugiFinnralgetu wananni
fvid g ludleunsiudslaanuerBnisnfunnndrfane (Park et al., 2004, pp 326-336)
fFunsAnmans Lakka Wazands (Lakka et al., 2002, pp.2709-0716) wudnimATeditl
Shaunuaaslsaialauasnaenidenluneudy Wely metabolic syndrome aztlogiugy
Aefindalsaialauazuaenieauaza g gandunemds

nadnlulszmaAninwueudiniuirea Fnaumeauypiatudefnanis we
Fagaussuieamasaua=inn (Bamia, 2004, pp.1091-1096) nwﬁnméﬁhﬁﬂﬂmmwmu
lulsaneniva wudmuﬁquw’?mmuﬁ?zﬁu triglyceride g9 wazszdu HDL o T
ﬁuﬁuﬁﬁmﬁmmw’?ﬁzﬁu (Masulli and Vaccaro, 2006, pp.482-483) @494 Park WasAN:
{Park et al., 2004, pp.328-336) wudmu’%ﬂﬂuﬂﬁaLﬁ'm%uwﬂunjaua:'ma Us Sanbs
(Santos, 2005) 1:4'wummﬁuﬁuﬁ?mdqqquuﬁ'ﬁu metabolic syndrome AN
ANFNRUSTUMSANgTNNGT 30 nfusedu WuReafunsANEaes Yeong (Yeongst
al, 2004, pp.217-224) Wilszmeinuanuddangilsz iy HDL anas uaswiniuann
30 nfReussdlTuEfuAndulafinfigetu lumAmanazine ludengaluman e

u@n«‘mnﬁmuﬁﬁ’wmmﬁ’uwummﬁuﬁuﬁmmamwLﬂmgﬁ@?:ﬁuﬁ'ﬁﬁ'uﬁmm
m:"mﬂﬁqaiiﬂﬁ’ﬂmmmﬂmﬁﬂmﬁqﬁu (Choiniere et al., 2000, pp.S13-824; Brunnerst
al., 1997, pp.1341-1349; Pekkanen et al., 1995, pp.589-593; Kaplan and Keil, 1913,
pp1973-1998)

aunsnmd (root causes) 184 metabolic syndrome ﬁ’u 50% HAWMAANNG
sulsznmennsiiiigndetuazananiseanindnie Bn 50% Sanmganiugnesu o
gene 5 gilaRdenaliifinlen afind 1 Haniwasiedsninanatny 1Tah 2 Havies
sia insulin Tia% 3 TlBvinasevanaAanLas uazamnmliuaeaaendedia 1ed 7]

andnadarzauluiu wazaliad 5 Havdwasanausuladin (Alfvin, 2004)



16

1 1 [ 1

winsfl gene Aulluiumnazldgansoutlaiadei@esiild winantiasiuaigd
1 1 '

femnwginssnls lamafasiulsafanald duiunsdfuulaaungminsssRadumnun

milalunnstlaaniulsals

NENDHTTINE)
oot . = =
iy Metabolic syndrome azlgInIsmnaInIsuaranuansaalsaii
tladendas THunAniulaiings lsawmoualian 2 ArnunwsassaniIsTnunIuaaEIaIg
Taalu triglyceride g3 waz HDL Fn ‘L‘@ﬂé’quuazmm nMaANENIRY Salmenniemi LATANL
(Salmenniemi et al., 2004, pp.3842-3848) wudﬂﬁ‘ﬁlﬂu metabolic syndrome Hlasfuludes
Yioaunniin 0192 hypoadiponectinemia, NNag insulin resistance lun@nuiia uazly
. . . X :
adipose tissue ﬁmﬂwnwmﬂumﬂmumm glucose AnnafNIuIeq cytokines W&
1 i
adhesion molecules uanannidanylsalaanauizes wazlsn nephrotic syndrome uaswu
metabolic syndrome TuflAFuEUNIda 11 corticosteroids, estrogens, retinoids, Was
adrenergic blocker TUTAZT
Y n ar 1o ar 1 d
AUNRAURZWIITANINDRY metabolic syndrome gialaidmawin NIANLLNATMAT
@ T o = 1 3 i = . G:‘ o
ynliiianwenganin anauuaduanvgidusiune (underlying cause) uarannnvialila
X | 2 q .
FUUSIBY (Grundy et al., 2005, pp.2735-2752) awwpniusiune Aalsadan wax insuin
. & o T oy . . . -=i -:nl d
resistance  Inalsagauinliifia insulin resistance dauguninANIULTTadlsA f
[} & i é’ r & ar
N99AN19RNAMRINIE BNETININTY endocring imbalance {ladtmaadugnessuazAm
HaUnAlun1#AILUANNTZUIUNNS metabolism (Grundy, 2006, pp.1689-1692)
2= a0 1 = = = . ar dp
A9 28naNTEasial AaBIN1THAUNRYRY metabolic syndrome 6143
A = a =
1. NMERANANIIRBNGNTIBIRUTAU (Insulin resistance)
, N =l 4 ¥ »
Insulin 1 HuaafTuunuasan beta cell lWALEaY WHAUNANA LUEAANT
P P e e et e -~
gefluurliataclimunszuaifan aanomeviaaani receptor Te4Eafluuag LUV
lﬂ’ A =N & « §
Taunishsdimasanannizuaiden udalaewdlu glycogen vialadu lusfudldasn
i adipose tissue aranagnaluaadladu g glycogen arasaNIIaandNiD
- o A o A o A A .
Wialrad L1y (HassAuaee glycogen vaaladiuiinnn wagmaniazaa insulin receptor @i,
anfaadll1dlu endosomes meluad wananil glucagons (Mé3an alpha cell lw_
dau) T9H receptor atiLURIIAUTARAL AznszfulkRURe glycogen Razanlumulvii 4

ar  ar A . . i |
glucose  uavFufuLaeu amino acid Tunszusidealiidu glucose gMiflu metabu-
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syndrome LAZTPALN I UTIAT 2 arnLsTALI89 glucagons NN FAURIa3 1 glucose
uanifiulyl Tupaanidlusde nsulin resistance lallguntseenayisaes insulin ansda u
Wunismeavanasand insulin faszAL glucose (Koeslag et al., 2003, pp.333-346)

Insulin resistance flunaziissfinnaaluienng udnuamnsalumth
glucose Wl¥anaq Fugoudsdaufiunimds insulin tntsdieifinnnsiy glucose 1N
\ad Wi insulin waslaine sy glucose lulamazgs TlszAunad insuln gaunnlunszug
@an (hyperinsulinemia) wazwu glucose lutlaanas e‘iw%’umLwy‘f'f;ﬁﬂ%ﬁmmsﬁmnw‘
@@nqw%‘rﬂfm insulin Selddary wARIALinann down regulation A% insulin resistance
AINAFNT ol (Power and Howley, 2000, pp.266-268, 294-299)

1. Lﬁu sympathetic nervous system activities aeLﬁumwﬁ"d epinephrine Laz
nor-epinephrine ATy WY heart rate, stroke volume uazANgTadin

2. fnnsdaee sodium waztTINTY Fn I f BN ResLazaNAUTaRR i
smooth muscle cells TuuaandanIwIAEn snlifRNAMNE uRaN T IMRTa@es
Wipiuiadin

3. HARATLAY cholesterol WAz triglyceride wnl¥vaamasnialasniaudenabi
waonmanui 1nTusendanifanssniauAzHLsEA TR C-reactive protein g9 Heal
Anadgslunsialsainlauaznasmiaan

FduumeRIiuwL insulin resistance [inANRBIRENN1ASTIAY 1A s AN
wenlunddiewdy (Park et al., 2004, pp.328-336; McKeigue et al., 1991, pp.382-386)

Attvall lazande (Attvall et al., 1993, pp.327-332) wud'}ms@uqﬁﬁﬂﬁ insuin
N19ULANIBINGAE insulin resistance WATWL insulin resistance TuAudaw Audanns”
nnBade nazien uasszdndldRuenUssLm steroid

N1SANIYIT8Y HU uazAtE (Hu et al, 2004, pp.1066-1076) WUAINYNHA
metabolic syndrome ’Lu@’ﬁlﬁtﬂumﬂmm 15% ufenny Maggi wazAMe (Maggi etq, .
2008, pp.505-510) luilszmAaanuaIngn metabolic syndrome 1u:§ﬁ1ﬁl,ﬂmmmmu
\WATE 25.9% UWAZIWARES 55.2% Lwimmwgmge‘%ulurﬁﬁLﬂmmmm AT 64.9% s
wanida 87.1% nglaiifluwmanuiiiamaiilu metabolic syndrome Musitierndngiii.s

LTUINU
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2. Adiponectin r;i’l

Adipose tissue WuWARAZAN trigiyceride Tusiauiiviafings adipokine
wanetia luaudauazil adipokine 'Ll?mmmn%ldﬁuﬂm"a insulin resistance, lipoprotein
metabolism, cardiovascular system L% leptin, tumor necrosis factor-alpha, plasminogen
activator inhibitor-1 &% resistin WF adipokine ﬁlﬂﬁﬂﬂiuﬂuﬁquﬁﬂ adiponectin, adipose
tissue RN Aulisiale nonesterified fatty acids (NEFA), cytokines, PAI-1, wdaunnay
uaz adiponectin AAARY AU NEFA Rigamnnasialitlatuazaamnnanefindmiionazsiy
#analiianaaz insulin resistance

adiponectin hililsfuia¥eann adipocyte %Id'aglj’l,u adipose tissue vinwtind
anti--atherogenic  WA% anti-diabetic azdUNU collagens 1, Il waz Vv qﬁldﬂyzu’?‘mm
subendothelial intima  azllsnufuiFnamiinaemdasiuaiy adiponectin doeiiy
pontanta insulin, nezsiuliAin fatty acid oxidation ﬁ’ué’aﬂﬁn?mnwﬁnmu y PHLNGET
endothelium-dependent nitric oxide hnl¥uaamRaALL18F adiponectin AU reoeptor
2 AaAf adipoR1 WAL adipoR2, adiponectin azanadilad visceral obesity wazainisFnmn
wué’ﬁﬂu metabolic syndrome i adiponectin 8aARY (Bahia et al., 2006, pp.433-440) Lar
1 C reactive protein, plasminogen activator inhibitor 1 wae fibrinogen 44 {Bahia et al,
2006, pp.433-440)

Bogalusa Heart Study Wi adiponectin luAREA1MNINNINAUREIAT LASly
WANAANINNIURATIE GEAAREIAUNITANEIT8Y Shand WATAMMY (Shand et al., 2003,
pp. 349-353) WU ALBN adiponectin 'Lumﬁunqunnfiqmﬁmmﬁ@ BMI TndAeany e
FantAuduiuinaeauiy BMI, sautaa wafidusluiulusienas, insulin resistance was
sYAU leptin WAANRUSNIILINAUTEAL HDL Fevisediaa adiponectin 33134 marker i
989 metabolic syndrome #9u NCEP nanq41gtlaer metabolic syndrome minwuilady
{#uavaneeting adiponectin aziianas wazifdmutsaihsdn lranaenidentiola Ay
pulafings waziumgu aziissiuwas adiponectin B (Patel et al., 2006, pp.1551-1557)

TuAndaunuszau adiponectin B Uz CRP 49 Tnedusiudnisuaniu By,
insulin, homeostasis model assessment (HOMA), triglycerides, alanine aminotransferase:
(ALT), uric acid, PAI-1, fibrinogen Waz interleukin 6 (IL-8) LAZWLAIMTHANNUGNINALN_

apolipoprotein A-l W&z high-density lipoprotein cholesterol (HDL) #9% leptin WuduyiyS
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NWLINGTL BMI, insulin, HOMA, triglycerides and PAl-1 uaz@NWUEVIAURL Apo Al
WAz HDL #1150 adiponectin WudNWUanI9aLAY BMI, insulin, HOMA, U8y triglycerides
AUEIUNTIZAU CRP, cytokine, PAI-1 981N WA¥HN19E  prothrombotic state axifia
. o . L o v [ a - Ey
proinflammatory state LazWINU adiponectin UBENIN e liladnl ENBUT FULTNNINTUY
v
Agl (Grundy et al., 2004, pp.433-438) FaU Inflammation WAz adipocytokines Aqufhy
a4 81AtY 199 metabolic syndrome
3. Aanuaulating
arnaaeIn1Nsulaingely metabolic  syndrome  Hur leptin - nezsu
sympathetic n13iiim endothelial dysfunction ¥11% endothelium-derived vasodilator L&z
1 13
nitric oxide amae An198519 vasoconstrictors LN 1Fu angictensin ll, endothelin-1, Wax
PR P - : ) %
cyclooxygenase Tmm@wq:mmnmﬁnnfmmnmzy arachidonic acid FANNINARNNIN
A8 hyperinsulinemia ﬁmﬁum?@mnﬁmnﬁmmim {Taylor, 2001, pp.983-997)
ammulalingaaziianeian nsanaamaan areries WAy arteriols A1l
ar d' 1 = U .3 L= =] =, ar .
aiuarVegdoulateraauaeaae nraiilnaee ALz LAY LAANTSUUIRITBY hyaline
= as = < & = 3 . h =2 = A
1T NITsHasALIaeA N1 LHNRA hyaline arteriolosclerosis waznaaaaaaRubaL Tuseiy
accelerated hypertension a0 TTULTI L1fi; hyperplastic artericlosclerosis 1Ly
accelerated atherosclerosis lunasadanuasrunlun)

AMAUlAAGILLL benign uaamdanruamanilafianaiganiw vl
(Anephrosclerosis, tubular atrophy LAY sclerosis 489 glomeruli daualiilanne wasly
malignant hypertension uaanlanALdaungauia necrotizing glomerulonephritis U4z
artericlitis

naraala ArNaulalingeinlil coronary atherosclerosis udanalivialavia
o :\' o as o L o s ot L 1 & Y
RAA LAZINNNIINUIRITD 1A N IR an1suuiAavesialafesdanedne denalidolaog

o H ) as = ar i al o o = ar o g -
Tsaialaniinananudulaiinguilutaden@eifdifyresnis@edinnseiuin nd
as ‘g $r = é’ & o as S A o =
NUANIUFARINITRDNTIAUNINTU e N TEuRASIIEdIna IiAaA1s R aRan
1 o VY = .

HARABANEY N IWAANTINAGBATRY lacunar infarcts  luaN®vdaY  baal
ganglia @1adfianisanain $al%fia hypertensive hemorrhagic strokes MuaN84491 bag
ganglia, pons, %78 cerebellum A1azANALIaRAGIATLIINISIAA atherosclerosis Ba

NABAADAANSY N1 1AM atherothrombotic strokes
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Guideline 1a9AuAUTaARgs Tu A.p. 2003 Awuaausuladininipetan
n41 120/80 mmHg 1A% pre-hypertension Qand'} 120/80 mmHg mn@lm‘ﬁ 115/75 mmHg
ANG systolic ﬁ@ﬁyu )N 20 mmHg WAazZAINAY diastolic ‘ﬁ'z_ﬁqﬁu NN 10 mmHg azifiy
lenaidiagas stroke ua heart attack 2 1 ﬂQﬁNﬁﬂIﬂﬁﬂﬁQﬂﬂdﬂ14OKX)nwanLﬁu
arn@esreslsadalaginndrauil aoruduladioUn 4 win uazaauduladin 120/80 B
140/90 mmHg ATnUANREINAN AT AL LRI RRUN AR 2 Win

anvgaesrNfulatings loun

1. ldmeuanve wuds 90% Tae 5% Lutiia malignant, 85% wtila benign
dnnunewdniLETUNMsANgsa Sauuaznisiullsemmusaifindn

2. @NWMAANNNNZRUY WL 10%

2.1 Tsnlaléiun renal artery B, chronic pyelonephritis, connective tissue
disease, polycystic disease, glomerulonephritis, diabetic nephropathy, reflux
nephropathy (urinary tract obstructions), renin producing tumours, amyloidosis

2.2 szuusien5viefinUnf 1AL Cushings, Conn's, phaeochromocytoma,
acromegaly, Way hyperthyroidism

2.3 anunnlnFvesrasndan LRLA coarctation of aorta

2.4 pafatnfessuss W miudigiluates wezserlsail brainstem
Las hypothalamus

2.5 W@waandunin (polycythaemia)

2.6 le3uenuneTiie 1w adrenaline, eNANALEA

2.7 ansluipismasiinauaes sympathetic (Kong, 2001, pp. 373-378)

2.8 insulin ﬁ@ﬂmnlulﬁ‘amnﬁlm sympathetic outfiow (Anderson et al.,
1991, pp 2246-2257) uszifiunisgandenduiila (Skott etal., 1991, pp.275-281)

2.9 mma’é{uj iiunnsianse s hypercalcaemia

4, Tspanu

Teadoununeiailfiunalsiulusraneniniuly duatvgeeslsasiie

Wiudlsawnanu Teaiala ponusulatings lsatesniau 1sa sleep apnea warlsanaem

IABAAND
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leptin  a1alluanunaaslsadaw, leptin Huzefluufiaieann fat cell via
adipose Aufiu receptor ?';hypothalamus, leptin - azdufulnrsdnaveslusfiu was
neuropeptides ﬁﬁwﬁqﬁ'muaumﬁuﬂ?:mummﬂm:mﬁ%’wﬁqmu (Jequier, 2002,
0p.379-388) wAudaTiBun0s leptin uanndnwAtne asarnitladumiasianiauinnds

N194514 leptin aruf AN A0 adipose tissue  1mel hypothalamus $uiilay
sumMuAN T NTef Uy ann leptin - BN receptor  (LRb)  effector  system
sympathetic nervous system AYLANAINANAATBINNTFLMATNIS IFWaaau

N1511971989 MRNA gnasuaniag glucocorticoids LL@:gnﬁué’quqnﬁnq?nszﬁu
3211 sympathetic nervous system  Lila leptin 441 receptor udgavigannsvinanuaes
orexigenic neuropeptides LLa:n?zF'ju ancrexigenic peptides orexigenic neuropeplides
Léun neuropeptide Y, melanin-concentrating hormone, orexins Wat agouti-related
peptide ancrexigenic neuropeptides Teiun alpha-melanocyte-stimulating hormone 4z
ﬁ’%ﬂmﬁﬂ'ﬁ'uﬁ'u melanocortin-4 receptor, CART {ceocaine and amphetamine-regulated
transcript) Wa¥ corticotropin-releasing-hormone

leptin Wnlilasulilazand adipocyte WANa78  leptin vieffann 319 T8
leptin Tastuasllazanifiode (Bloom, 2002, pp.2088-2097) IsAfauazAIuNITRINTL
leptin ~ TmaidAmRn1sderinuluszLy blood-brain-barrier  transport waznastiufiansd
dryeyrmulu leptin-responsive hypothalamic neurons 11N leptin aARIRZFANTIUATNANT
@514 thyroid hormone

niganadniradiuanald@l body mass index (BMI) Nanndauzamwiany 30 kgin®
(American Obesity Association Fact sheets) 1I078LRINANNGT 35 T:qlmwwmﬂ (1o
1INNG1 40 ?:Qlumﬁvmjd, WHO izt il ardafineantevasisadaudviuauedin

=

wanndavirewinfu 23 kg/m’® winslddsafinaaniaaralawanaléinszasldarganania

[ ]
&

. o % . &
nimuazgninduiiannnuazlidsaludasenguazdngodanduile fineoia
[ 4
uusn i ldretaauazuiednadaurauiaariasauazinnsinsee apuidesrfmAreiusg
s o ] 1 q- = LY = & q’
nenrzantaasladunazesdlrzneulusaniauanateiy Tawedslfasiineareindiuiss
weaun loTuludantauinudluaunlidon
wugnsruiuatuguaanianszateesladunielufies (Montague and O'Rahly |

2000, pp.883-888) wAmtazil T uasaNTRTNANAA dauAndeazazanfdoutlay |
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waznuANLENRTuS sz ud gl uNdaunanFafLILN®IIY LA metabolic syndrome 814

ar ] ar

Lildduiusiuludanmausianuaeesiugnasiuasuondan

L
= e o

anunreslsadou 1Rl (Haines, 2005)

. 21EHNIUFRINTIERAIUTELA LAZNITNHNATTYBMISTIRAGIAE

—

- et W wdandumilszdnmauasdl resting metabolic rate anas
. nesudug wndiianvfennsandau avitenaadoua 75%

aclodo 1 = <
. ADTIR L‘HMWK]Wﬂﬁ‘?NﬂW?U?Iﬂﬂ

2
3
4
5. Aanssuvnania s lildwRanunnTuLazannNetanenunslE
6. lafuianlauazensund wuersunlai devdelnssvin lunlszmnusan
7. ARIINISEIHAIMYRABY L1 hypothyroidism, Tsaauastngtiin
8. nizlsrueuneTiin i steroid en¥nulsaTuieis
0. HguipfagiilifuaransSumseuaauazuinfeuiiesnyyiinasozeiluy
{Shimokata et al., 1989, pp.1169-117 3)

mnlssdlulsedausnansaldaziusene fil

1. Aaluame (Body mass index, BMI) fanilmeiaimin (Alan¥u) wsdag
dauge (ums) enfindeges WHO fnwusmfatiunaniedmiuanedeiiamdtegeia
BMI 170n497 27.5 kg/m”

4T BMI>30 kg/m” sinazwuin1az insuline resistance  usitlsznnsiaidielday

WUAN9E insuline resistance, Tamwvanuuasisntitlauazaani@endla BM>25 kg/m”
ﬁmﬁmﬁuﬁmuﬁufﬂmﬂ metabolic syndrome (Grundy et al., 2004, pp.433-438)

2. AU (Waist circumference)

]
=l

= ar ar s A H 1 ]
dunnsdalasiuminfieclaadnseudaiuanfigaszuninnszanlasadgaving

o [

1 ¥
fudunszanasinn afeainieuauunalasan Tnafalisaumannnngn 102 au. (40 H9) lw
WATE WAZHINNGT 88 Tu. (35 1) TuwaAntNaziaanadessnalsanduiusiusinming
= i A 1 g ar 1 bl

snddelulsrmalunusateaidusselsaFafiRamAtananndn 85 1M, UATIWA(S
NINNGA 80 9. (Zhou, 2002, pp.5685-5692) TAUALANAITUINGIZA1TNsE A 189 Tl

- ' = | 1 or ¥ 0 .74
uazsdrlsznavlusnnisaasnaticanauasgaadaianuuansieiy - danuua IDF 19

SALDAUNATIEINNNTT S0 T URLWAMTININN41 80 T A mFuTaiede
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3. dngqusaliensiesaudzIwn (Waist-to-hip ratio, WHR)
Hludrivannasaszatsresladulusraniasuiusewan vindmsndauluind
TEHNNT 0.9 WAZINARGIHINNGT 0.8 avilannnidesgasiafialsn metabolic syndrome
5. uaBARAALAILTN (Atherosclerosis)
= . | ° 1 a ©o §qua ,
AM2A endothelial cell ladanunsairauldmiuing faldina atherosclerosis
Tptiazmeaan atherosclerotic plaque 91 coronary artery wazaauaulafings wanani
insulin resistance i lMifalsALIvI WG uTad A @ Arunnin s atherosclerosis
waz insulin_ resistance waztiuanun s triglyceride gauaz HDL 1 uaz LDL-C §
2UAENS Aouduannliifia atherosclerosis
. ar =4 ] . Aal ﬂy
Vascular reactivity 289HRIU8EALARARMR endothelin-1  tWANINTUIN
cholesterol  waznal#iAm atherosclerosis  (Andreas, 2003, pp. 839) Hsawui
adiponectin, resistin UWax adipocyte-endothelium interaction A1A@INAFARNTTLALNIT
inflammation WLa¥ vascular reactivity, adipokines sUR2UNINMENR1Re endothelial cell

=

13 174
ANYAFIUIRINTTNA Atherosclerosis (Straka, 2004) daudunouncil
1Y

1. LDL lwdang vinli LDL éine unsniadinludu intima lusilinaa s auas

2. LDL 1an1 funsnidinnansidenazgn oxidized Badldavnsesuld endothelial
cells @514 chemotactic factor waz cytokines 115 monocyte Winluls intima snuneuas
A8NEILTY macrophage

3. Macrophages MU intima aztiag oxidized LDL-C nanenily foam cells g8
\{lu early atherosclerotic lesion a% macrophage @¥149 growth factor #n1¥LAA fatty streak
& A o
AnduliaiFey

4. Aesealravuptauaenidaan 1R platelet aggregation, thrombin, fibrin win
AadluAu@aen (thrombus) aAvanaLRen

Metabolic syndrome RTWUSYAUABY inflammatory marker §43:1N31NA5A

. . = ' oo . 2/ :’/ ar dv

N1 inflammation AN Inflammation ddwﬂlmnm atherosclerosis TARINIURUFIT

1. RaMsRnTeRTIaIMaenlaen

= o 4 ad ¥ o 8 ¥ a = X = a o
2. iansAnmanau wdavn Idiiianshinmelunszuadaauasniaiaantiaan

o’

3. Hnenseduszungidni
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atherosclerosis A=Wl plaque ‘ﬁwﬁwﬂﬂmﬁﬂm %N plague LWAN A luminal
thrombosis gasiunaasmaas sil¥ifia acute coronary syndrome uazidedamNE Y

6. 'Lt triglyceride g4 uaz HDL fin

Tsfuludasduiuldstiunazatlugilaeslaldlishiu (ipoprotein) vutif

audalasillfasaosuasluden Chylomicron aztinlashi triglyceride  Ra¥neaanduly
sranfiiedalaty uaz Very Low Density Lipoprotein (VLDL) azinlidassisvaaniaen
Badelatuuarngrudie d1wiu High Density Lipoprotein (HDL) iflsulasiuiniid
s lemfgiremnnsunazdld azauds cholesterol anniadautufudiennanythaii
e llduifieata Low Density Lipoprotein (LDL) inlsf cholesterol Tuida AR

mmqﬁﬁq’lﬁ triglyceride g4 e

1. wgRnssunsulnaauisyszianutl i Aanaxlaiugs

T

nIFUHUg

NNSANEI Azgan13a314 triglyceride annsiu uasinliiudeudniay

i
asiduthedaelsa@ess iy lsawnuaiu Tealn leasiuuas hypothyroidism

2
3
4
5. neldFuanunedne iuensiaannie steroid, beta-blocker, HLLAMAY
6. MausitaieiinasaifunsfulismuasnsnEata e
7. MSgUUMA W triglyceride uazam HDL (Kong, 2001, pp.373-378)
8. nuaaniseaniidane saufunfinssunanlnanligndes

triglyceride @Q@:ﬁ’llﬁtﬁm insulin resistance ufaﬂmn“ﬁmsﬁ adipocyte wazng
\im lipolysis 184 adipose tissue 11N N1 free fatty acid TRenfinaanan ues svinetl
N5EN portal vein iy Fatunasi free fatty acid Hanasnlifiia insulin resistance
(Shulman, 2000, pp.171-177; Sheehan and Jensen, 2000, pp.373-385) A9H triglyceride
lwzadunn wasll fatty acid metabolite Tuiaitefreuguadsie insulin, 929N insuin
signal Ml a1A glucose transporter (GLUT 4) Tunduilenns geuadansininms i
uazliinan1sasne glucose luiu 3eiinnsadainmiann (Sheehan and Jensen, 200
pp.373-385) u’ﬂﬂ‘?}"lﬂ‘ﬁ free fatty acid mn@:@ﬂmﬁ‘uﬁ.'a insulin TeaINsNA uncouplinzg
protein 2 (Langin, 2001, pp.1772-1774) insulin resistance W metabolic syndrome 3.1
G;Nﬁwﬁ post-receptor LLﬂt’mﬂﬁmmEﬁm TNF (Sheehan and Jensen, 2000, pp.373-3% )

nn9dl free fatty acid zgqluﬁ’n AT nNraFe triglyceride Nty danaldiium=



e,

c7.54
BN
29551

u‘/ ar = Iv i . Y ) 1 oa‘l.g
wa9 VLDL apoB-100 Wiy msifim insulin resistance suidlunaazd insulin Tdan@sipt®

ﬁu&amm%’w triglyceride ﬁ?‘ﬂm?uﬁ;\i VLDL apoB-100 N3l triglyceride-rich VLDL Az
{fiunnsa¥a cholesterol ester transfer protein (CETP) 113 VLDL naqsndly LDL LN
natlas triglyceride-rich VLDL #ng hepatic lipase W WKL# triglyceride WAz dense LDL
particle AMuaUNNNLAYENAEANER HDL anainnsuaiaan Al tigleeride luAana,
HDL lu@endn, LDL UnA Wil LDL particle 41uausnn (Sheehan and Jensen, 2000,
pp.373-385)

nneiisLAy triglyceride ¢4 1% endothelial dysfunction Waz hypercoaguabiliy
{fintan1@iia atherothrombosis

lipoprotein lipase (LPL) L4994 endothelial cell vnudiRiasy chylomicrons
waz low-density lipoprotein cholesterol 114 lipoprotein (& Gadasfingn triglyceride A1
sriluaBey  wazdqeings phospholipids 19fiu HDL Fevunasil LPL man azdoendiu
HDL, @@ triglyceride a2z LDL

sednlladuiifailsracd Aa triglyceride taandn150 mg/dl, HDL anndnsiis
winfiu 40 mg/d!, total cholesterol BaeINd1 200 mg/di, §A8Iuas4 totalcholesterol filt HOL
Haendn 4.5 uazdndoured LDL AU HDL teenda 3.0 (493n qumasssy, 2544, nin 140)

metabolic syndrome ArilsaLl triglyceride g9 waz HDL A7 W ANWLSTY insuin
resistance ﬁquﬂummmq atheroscierosis uﬂﬂmﬂ‘ﬁﬂ'\iwu LDL ‘ﬂmmﬁﬂlumﬂ‘ﬁﬁ
wwmieimialudeng fuflusussedenaenianuanndt LOL 1ua i)

nsuf lrlafulmdentinun® (Purnell et al., 2000, pp.977-982, Schwariz et 4,
1992, pp.649-654) LA n’1ﬁ‘ﬂ§‘"1.1Lﬂ?\lﬂquﬁﬂi‘ﬁ‘uﬂﬂﬁ‘ﬁ:ﬁﬂﬂ N RAN TN NN ELAZS
aanfindante 30 unRietnstie 3-5 AfwedUand nsaminuingans 10% ynil Fams
maniEataaan e uazfinaniloste insulin

HDL fin iinasdeesetsatinlauasvaaniden aldanaziunts@nlsanas
waaalaly 101 mmaﬁﬁﬂﬁ?zﬁu HDL fAad! triglyceride 49 Tsadau WM instir
resistance, MANANsINN1aNNE wazldFuen beta-blockers, anabalic steroids WaTaaFlL

progesterone
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= ar = -~ o
7. mMasmrdisiredaantalng
iU insulin gaunnlwden Ml plasminogen activator inhibitor (PAY -1
' 2 B 1
uae fibrinogen WunantulwiRaadag wanani insulin Waz insulin growth factor AL
R%7% smooth  muscle cell  WATZNNTINIZ189 cholesterol  ANeuannlaan dau
inflammatory marker 1lugumal®ifa thrombosis, szAUTBI CRP Nasunduiugiunig
- =4 ar b1 tg s
Nalsanaaniaasniala uazmasiaassnafNiiamala
8. Polycystic ovary syndrome
naxansinuluarsiaETyTusiaenuluaee s 5%-10% uaztfnuin
& = o , = = a - =
ulusailuiuI T ey metabolic syndrome InaianutsnFanssatinau HyR?
o o a 8 el o - . a
#nNLaEN1TAN androgen  wanAulURsiausn Snunauaz@a  LaTRNAINIA B0
Teanmarunazlsadalauazuaani@en uazilszunm 40% vasdiii polycystic ovay

syndrome m‘qmnn'ﬁﬂ 4011 wu impair glucose tolerance {Legro, 2001, pp.99-109)

ATTHLASEIR

el f={ ol l:‘: d’ ar -5 o v o a
anupraatiutladedssuitaraslsailauazaaniaan  MIMARNIIVART
9 43 dl =N ] = = a LT Y s |
nanuiledauladauniigitananadauaadsiania  wanwmsaasnfulivn i Aadunsiesa

Ao ] =1 t=iI i o g
Tn lnasraneaziinnaiasuuilassingg feil

<y = : 2 L L. as = -Eﬂ) = & L g
1. AouEmdnAnnssenie i dalasiude andulefingean Heduwing

2
= =

dll = LN dll) o g 1 dl
wiasanmuilan i walabunaziiaau newnelatlen 9wl wosAs Feea Uszan
ar ol ni g 9 L 1 -:ul g =l LY 4
Suamidniuazanlaiu msldwdsnusassaneaifingu was thadswzluunsuy Wady

R L as = 1 di 9 dly di L = b
wiaviawyn ueubinduriedruaunaannan thadleandudle e wsuFaiuuin
aaia e wislddan Ussdnheuunbidn®  @eauaussaniwntawa Rowluiluiiudu
unipiiae ) wazuieiniedne us

2. AnuAnUnFne@ala tiun Tandeee Hedu wasdudne Lillawtt wintia

. A \ 2 ¥ o - 2l o W
Tni‘ﬁd'}ﬂ LLAVUNE THATIWNT L4 aumd LLﬂ;‘muﬂﬂ’J’mgﬂﬂﬂunﬂuﬂu L']..Iulﬂu

'
~

3. anufaUnAmengAnssd ldun guuys Angrundy Wanendia Mdenas

q

o e e 4w zed = o & e o = = T o @ &
WAL 43 Taudaiudaudens e dadu Aady gaqnyeds Suuaduuazifuss dusu
anmnannliRiaAaaze e T (autiR mifynn, 2526, wi 2-3)

1. anmuaadasiall Teun @eensuduldanniadesdng wwsaseus annneie

Anvie lawde Wide dusraes s nsagfuedradua@on sy
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2. anmangianliiwela wusaliiaandimadis
3. ANTNWIARENNNAIAN 11 NITABLILTATY NINABLAY LAZIADUAT ML
4. woAnssumMrUinARdua A TIATEA 11U nu 1T 491uaratmisuanu
5. Awdusnwiuawaui lls 1y Hdadauda naaizinzudaiuaudu fanmues
5w | A v 2 Ao o e
AfaEndIALAY Fedn stz wessiaenteligunawmiladiu
6. atfiduuTanisAniviinnsayudedi Fmas Fa@Fasu e ereraends
funnatite Lidewlsy frecliates) atrdlumosniaaiv ersuaizuus uazlafeu
nsanpaNLAREARawd luviTaanalws T (@R mifoyon, 2526, uih 5)
1, whleRdarewn Wi nsldenufilon enaansalunszimaz aandantlszam
2. ulansiuwme 1ikn
2.1 Waeuuladdtidan Wy muedien eanfindainis Wmssaniaunudige)
- 4 oA S, . -
ATNALTINABIMITUA AT BIANT A A S HA AT A
2.2 ulasuulaeauei lun1rAmiudam Wy annisudediu deulsu apannu
2 s‘i 1
viaaaa Tuiasne]
2.3 waswulawinuafiseoeauasdau iy nearamuasiesdauluwia
2.4 drmauariudlemnndniuaninsanuluasauaiiuasdeauniuan
N ATTAINLIRIAINNLATEIR
1%
ANHIATEA T A dY] nazsussuulszanunimAaianisdin Cortisol
ansasmNInim walussezaigssAuaetluui ndnaanuininas lilsefunisvaauaasseuy
- er o | - 4-"1‘ L7 tg [P dpl ar 1 L ar 1 =4
gRAuNY inldswmeRaiielsalfunnau wuindeundades Tiuialunl deauon wieuus

a ar

& Y 0y a P » ¥
wwasanide hiafineliifagadas viadunsuihlnuazefaoswatn

=

sruuiduiuiianndudanisrilszanauiuatsidsiuwaneaiia 19U antibody,
ca A - ) 5 = il =i v o a &
adIAREAT1Y LavadIasaNtNMADY sonTadesildllesiuansAvuazimalia 19y
ralnianasedaviala fhauaslunszgn
14 t

wananilainaTatalaninalaunsesta gene NalinnAdanA L8

iad uasdananainielunges
Y]

o ar | o = o ar el o )
N1FAaNNI8INIEUTAN TV IAH I VHTIZALUATTHAUNLASATHDNINENWE AEZHATT

1 v 1
Endophine #&aany mtiunisaannidaniaasduasuiunisiudsenivaiwistszunm
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]
e o

o v ] d" o o w 1 él’ :’1 =l ar =l 1
NﬂLLﬂ’JNﬂ‘INN’Iﬂﬂ'}’Huﬂﬁm’JLL@E’Q']ﬂﬂﬁN’]Mﬂ’]H']?LLﬂﬂZN’ﬂ TIHYNMITHNAUARALAZIR

-

Heauaae AvdasanAuLATa R If

N15ANK1984 Chandola WAZANE (Chandola et al., 2006, pp.521-525) WudLil

i % 3 - Y = . 1
finauietua FefaRnnnmineua s uA@eInTiiin metabolic  syndrome 2 i
NMSANHI184 Bjomtorp (Bjorntorp, 1991, pp.195-201)  wud1A1HLATaATRTR Y
adrenocortical function RaUnfly denasanisiuinancy lipoprotein  lusuuas insulin
sensitivity Radeaziiimnaiinundild wenainil cortisol Aunnduszuda insulin, Hn1Twu
s¢ALYeY cortisol gannludiilu metabolic syndrome (Brunner et al., 2002, pp.2659-
2665) UATENHLAINANAIE18972AL cortisal AgeiL HDL AUAY glucose intolerance
v nid = o dll hd [
frlaiumaiianueasaznnnindldlalunisguaioes Angsn 11anIsaeni1aanIe
wasdNMITulsznauen nsacLANaI T kazRIIAsEALTIAIAK Y e ALRIa lwAen
49 (Phillips et al., 1998, pp.757-760)
1 e o § 5 o = X o
uﬂnmnummLﬂﬁﬂmmqqmnmlummmuiaum@wu H inflammatory marker g4

RAZANITONIUIENT91AR metabolic syndrome 1w 5 Y (Rubin, 1987, n.56)

N199n141 Metabolic Syndrome
n13inw1 metabolic syndrome @:Lﬂumﬁnmﬁﬂaﬂﬁ@é’ﬂLﬁﬂﬂmmﬁmﬁﬂﬁﬁ
wazmaFuwgRnssunisdiina fAnmsaanfdanin il
1. JSunlfendifimbzdniu Wi wofinssumniinauaziinmseantidanis
atiifaeiign 150 waildLlan
2. aetviingaa 7% tanimiinGudi win BMI>25 Rlanfwmsamng
3. mileienetiadud asiiny i
3.1 insulin sensitisers o Metformin uas Thiazolidinediones gl
Thiazolidinediones #MH3nan tiglyceride, INsEALTaY HDL
3.2 Rosiglitazone ToedAns LOL wunadnishify LDL avanlug
3.3 Acarbose Gqttlasfiu glucose toxicity Lazn178aud1184 beta-cell
3.4 ACE-inhibitor fatanuaziiasiulsaialaunzveanidenlugiiiagudes
AUUAZHBIN1TINE LV function nMsamANiuladnTzaanisifin atherosclerotic plaque
3.5 Statins Taaan LDL, triglyceride LLﬂ:L"?;:J HDL ammﬂﬁmﬁ'mﬁ@m Lazam

N15iARA atherosclerosis
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flanssunIanag (Physical activity)

fanTsuMaNe (physical activity) unnetanisiadauluadanaasiraniefiniaann
il nédiaareuasiinnsliwdsefinauannninein Inenseiaanaduly 1 e

=4 [ ) [] = Adl b I3 1
wianndu fanssumeniaudadlu 4 dszinnanudiuniinezin 1éun
= 1 é’ = 2 dl 15
1. UANTW 19U WILTUNINE TUTDITUAY udude uaziiaadn
2. i e inafa 19w ansran g gaRuuasiansaie -

a ) = o = = 1 1 = A’ L
NIRNU U Bnldine . Buisdeudaauuasifuruaaiils

w

4, uamen vre fanssuluingndng wiveaedan 3 Uszinn Tauitunuinis

1ol ) =l o g <4 ]
NMTIAUNHIUTDUINNAN LA ﬂ’I‘J“E]‘E]ﬂﬂ’lﬂ\?ﬂﬁﬂﬂ?ﬂﬂ’]ﬁ‘ﬁﬂﬂuﬁﬁﬂﬂﬂ

n1gaann1adnIe
fanzrunrenasflunisieaaulnasenieildndeny winiraeniideniadly
-y Adlﬁ dl d'd L3 %’ 2 s o
AanssumaneiinisiaaauimAdzduuuuasniznngy doarzAunuuminuazsvezionn
AR WaLRnAunun uaasialanazilen (Cardiorespiratory endurance) #ia aerobic
fitness, ANAMUINUTaINATle AmEiAugu uaz body composition (Power and
Howley, 2000, p.344) waRrnansaanitdanmeutiailunaluscasdunarszaveana mail
ualusceedu
] o 2r 1 =2 =l o 'y :"f
1. douinKleunss anpuiuATEAIRA lARazNANITe
2. inAuEaiy
A U EN 9 TR INFRANNAINAE
i =) ar o 2 r-J w8 ==
1. anpnudentaalsanaandeninla nleasiymisduluremaeniden
= N, . - o 6w - e m— - - i -
WA4 nitric oxide M l¥vaeadanttneada WinniTluadaureLdenastoaanaruAuladio
o [ 'J t i 1 L4
(Stewart, 2002, pp.1622-1631) nafaanirdenieidaiiasdunaiuunelaenduileds
r=d dl -==| & [ =4 L 1 L TH] o = = =
luginnadauluianuwinszdvhunansfiainazdaa liienianinullssaninng
cgl‘ 3 g &r = é‘ el = s ag nl A d"
uuaznauilaialaniusmaniuainnanguislafinlduiniy inuaeaifontlenudes
| k1 at z e -t [ 24 - :’I e
Andruilealaniniy andnsnineurenialauazanusulaiinieanzinuazanzean
o 5 d‘ 2 =
fdnadasanaaussnuniudiul aeessiaaniann e
2. i fibrinolysis dasasadnudeseasisaala Tsnlauaclzanaenidenauaai

2 N
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3. anlaulu@enuaslnidinindaflaeanindannessfininans 2-3 akesie
&lat éa‘ﬁfaﬂﬂmﬁmﬁnﬁq (Liu and Manson, 2001, pp.395-404)

4. anluiuy LDL, L“?\;N HDL (Heim et al., 2000, pp.1347-1353) wazan triglyceride
{Pescatello et al., 2000, pp.433-439) \lasanfnganessfuunans

5. apAmudERaLIUTEAT 2 LLﬁzLﬁuﬂﬂiﬁﬁ57MWﬂ1ﬂ1‘ﬂuéﬁLﬂuLU"mQ’lu
Fettaminanauaz it TAaLALBIAe insulin (Pratley, 2000, pp.1055-1061)

6. \inanuuasuaziiunndainlugien disitsz A nvnnsuanulaeufhe
Uan vinlslssRnBnnwntsmaladt

7. anAanu@eedanintiunziianlduazifiiug

1
<l =5

8. TzaEMIgIUIALNIANTEANLAZINNNTIaFNTLgN

= = | v v v 4 A ar ¥
9. gueuNstinveuIaTalazdsInasiliaiNalszAutlszAnte
10. apanuauiutielssanod 30%

11, AANNSRLTIANAUNAIFUANATT

ANNANUTINTRNNIINE (Physical fitness) (AAa AusITAUNA, 2549, w1 60-61)
o = . . &
ANHANUTaInFaNn NN BWTRANTINNMNNNNE  (Physical fitness)  wangf
anmsenehianysainszaunszias  lluileadie  Aeaussaniwaasssuuialauastlon

o e

(Cardiorespiratory fitness) \u@sdAtyngaassanssnnmnianie Mlsuidivasndainns

v
lunisnnuuazinfiangsnie (functional capacity)  sauvialdilada waanaadlsaue
= [ 8 ) o ar = ar 2 as y‘::
Aamunsingthalsativla nagavainasulafiauazdnsninsivaesinla  gien

] } 4
ndsnnasuniaauasintalanuanysoiinnauinmnisisiusasinlaluaneinazany
uazdnsnseuaasin laduiuddudunsaiuanmnisideandiau

¥ d o
ANTTONWNAMTEAUT LT IUATNUNTY (Muscular strength&endurance) Ui

?; ar ﬁil 9 = £ oo 4/ g 9 o ar 3 5 o [
anuwtinienidvienanussreinduntiarneldnindeluwuusiae  nstineantin&ener
3 7 [ & o 1 £ = . < = F
g9 sandiesinlunjuuyldeanTdiau (endurance training) YiTBlETHATINAINDANRL
Wunindin tTudnseusitadnaunsnaauninszdutiunane (BRmnaswsiusala 65-75,
wadmsnnuinlagedn) einalaeduar 30 ww dlaiar 3-5 Tu RuinaNsTom

o 1 1 3 1
suvinlauazilen avuEinvtuaassianie (Body flexibility) néuiliauazdaseaiuun

waaulnalAnaasanefide
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AEwALazienuinecdesiuniseanitaenie
1. Aercbic Capacity (Maximum oxygen consumption, VO,max)
a [ [} ] A‘ '
VO,max wunefieinanssaseandiauiininigafndruliaanunso szndng
2RARNAINTY UBNDY functional status ViaaNssoNINIeRala NasadaanLazan 9N
AndLnToTaIndnuiieluntsfuaandau
o] o ] B . . W o I!=I ] n‘
I89AAN maximum aerobic capacity Tmﬂlmmuuu@qq ABE") LW workload
ot = g r}l’ o - o 8 9 o
mnszuuia lanazniglainununounan ndndisaslsfusandiaunin nnldaanings
aneldunulnglaiwiiag winil aerobic capacity 89N axil aerobic fithess 1NFae
2. Metabolic equivalent (MET)
dudmsumuediureanisinfanssumaniavdaniseannnganialas e
AUBRINATUDATNULZWN (basal metabolic rate/ resting metabolic rate) lumauzin (1
1 v 3
MET) ldwdaa1u 1 Alaupasidanintingd 1 flanfusedalue vie finasldandian 3.5 mi
b g LT = [ 1 = oo m} 2 o 1 as [3 q; nlz ]
auaudafT 1 Alanfuseund Aanssnd WAy 1 MET 141 I0usWntiind toatidau
o o’ s ] 1 o
masyalnsdw Wiaaumilde
Fa
3. AUMENIRINTFABNN1AINAE (Intensity of exercise) N3aATWAN i
3.1 Wrnfansvaaseendiauiianunsaldgean (vO,max) visadaaniiaugege
faana0ld (VO peak) eLaniBuinssuinalé
3.2 9@ Metabolic equivalents (MET) Tael 1 MET=3.5 ml/kg.min
3.3 145989 Karvonen 38 Heart rate reserve (HRR) method axliiatiaz
098N lad1984 (%HRR)  Taannuuaensanisis uda lafidwdlmune (Target
heart rate, THR) lun1saanindsne lealdmnuuandreszndwdnsanaswiuialagega
(maximal heart rate, HRmax) Lazfns N 96udalaauzwn (resting heart rate, RHR) 1Az
14 THR=50-80% HRR (AMNATLUZT1989 American college of sporis medicine, ACSM)
gmsnasisiuialaviedinasa e Wn (Resting Heart Rate = RHR) 11 Inasunizhiymas
473 ] 1
TulilAeaeulug virandaiadnugs 10 wni
3.4 MHdnsnssiwinlagegaviatnasgegaluniseanideniadmiulenan
PYINMINgegAraenNIreanindIne tiudnstanaiadunsanaiala dnasgegawiaiue

220-ang () reefasnindaniy dwiadlunfyuni
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3.5 14 maximal cardiorespiratory capacity (MCC) a9n@unIg regression
(Pereria et al., 1897, pp.146-152)

WWATE METS ;cc = [0.6 x (60 - 0.55 x age)¥/ 3.5)
WA METS e = (0.6 x (48 - 0.37 x age)V 3.5)
4. szaznafdlunisnireantndenna (Duration of Exercise)

American college of sports medicine (ACSM) wuzlfldszaziaan 20-30 w1
saflasiulunseentndaniauuselsDafssiuanumsin 60-85% vO,max Tnaasnie
ATz 23 29RR AuannsneentdanioRinseiulE 30 uni dwiudRTisey
AUIINAMNIIAILANRIAAZeANAINTE NS EALAY MR 40% vO,max 1{unan 10 Wi
senenirdenavarandily 1 Ay sanfuidlE 20-30 uait sideiinaslndruetheden
150-300 uAaETsons 1Wsa 800-900 AlaunaeisedUa i Avfausyluns

5. ANNBTRINITEAN AT (Frequency of Exercise)

k3

1 b
ARNTTAUANANTIRNIANINNIY 5-8 METs azeaniideniastnages 3 af

)
o

fedun e Wi uyunautesrsuuvn lstazwiala wazatriinpauidu 5 afeie

e

Al duFudissAuansrnnimannga 5 METs a1nn0uliaiataannidanieduaznans

L]

k.

ar

AfauatAIIE 2-4 SusadUnfiszFumnutss AR e SN s AuaNT Wl
rstnneasnireenindanis
neenidainauiazdssinvuazpluunifianadsasenaitaiu Taeaiunt
Wil 3 Uszim &l (Vos et al., 2005, Pp.638-647)
1. Wamudwssesinla os uasaani@en (Endurance Activities) 1138ms

asnmdaniziuunelsin (serobic exercise) 11U N7BW 11594 waznstludnsan Wudu

=

yahazifin cardiovascular endurance lnafedldiiddwsameniudamnzdnn 14
i3 1 1 1

natiiasinlujasswanaiuasasda famelfeendimuinenniufas Sendanulunig

‘:’ll k2 f-‘-!'; o s as o dy 5 ﬁl o
waeule ndruilawnzesnindanie Wlauszilasvinauiniuiaiuanuudaurauas
aussaniasiala dan neanidanuszndnuiila fanasasniidsma i lgdnmnisduses
virlaagil 50-60% asdnsninsiuaesivlagigalunaiuiund 20 unhl Sunasld
arsevrlaiudiundnlunineusnfyasdtuanuaninwin

o w = = o 1 a v v

nireanfindneiasfindselonifaruuinlauavilen deadrznevudos

1. puuuwelifiaiidndundudiadnluginnuatraiudiwzse ey
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1 Aﬂl = = } 73 912 1] i%' k7 =
2. sraiziaanAailed Urenand 20 wad vanidusadldiuaiuiundiniiie daadu
39 wazsiaeldioan 40 wii
[] 2 &
3. ANNG 3-5 AFwedUany ATIRE 20 wIR

| (=1

4. aminuedlitlanisutetusddiynaelfviteinaniaavaglutoes 60-80%

189A9NANTNGIgAlUN1TIFaanT A u (VO,max) 1045Tu SezifindszTandseinlauay
Uan Toeld 220 auang (@) azlfanuauiragagaiivinlaazifuatiialaansis
dﬂ [ i d’i’ =5 a ar =i‘ Y Ag

2. aannuiuwserasnanuiie (Strength) wnatianireanfindaniefinanuiile
= 1 Bt = 9 o [ = 2 ar a d'
fimsaanuratnsniiiiuasfnadu iy 2 wn sasaudaanisvgain wasaui
ndnntlatlunnmmneuszdundsnun idanndjizamisaiizesnisaansansnguwaain
(Adenosine triphosphate, Creatine phosphate) tarnasaanunatimauiazanlilugad

¥ & - .=. = o 2 e« v & o
n¥mitiated nazuaumarnatyiman il Meanfinuamin s snanudladaniwidunse
= H n’ 3 Y = =
ansaLanAnfinTrlunssunun s undelalay AuaduaieanuLisuanuniy
o s v v x I X y
gaend e aur snunmin anaed nstineed nsiusaivla nsranazy nferrazdu
1 (]

100-200 A7 sit up Iaw uazlvuu R aa s

uananiiniseanindanauuy anaerobic exercise faifinuselemisinge fail

‘ﬂ' 1 1 s
! ﬂ']'a‘l,ﬂﬁ‘ﬂu.l‘l)i'l i"]\lﬂ’]ﬂlﬂﬂﬁ‘t‘il‘]_]ﬂ PN

—

. & oy, A0
2. NATHLUALACIAULULIN LTI
3. douandngouluiuuaziiaundiyiile
4. FmindruillauasAuudaugednTzan
5. 1ANAIRI NI uazanTIININNIIALANNTARBU T Eeeng
3. WapuEangu (flexibilty exercise) iunistinwEaandnanila (stretching)
% 8 = = =4 = 2 =’H’ s 1 1 9 d‘l’ v 1
wuuugaAelFilszann 10 -30 Jwii Teatiamaandiiadalug) i ndrailaduan iag
25 L o or l;, L 1 2 o | P=|
wiie an ug wa wasas JUuuuniseanindnauunitaun naawiuii nstiawion
1 A’ o 9 o (=3 [ - ra‘ k%3
nduEle naingau nasanesaaud nufin Tuay nnssunasw uaznistauTudas sy
Urzleilaadnisaannidenne Ll Flexibility exercise
1. dogliipaeuluaremeldaniniai
2. RuANE AV UIaINA N Ia e D

|
3. daaananunAEUTaINANILe
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yananififinisaensndenn afistingy (Training) MHABIDN Ansaensndanned
deldieniaudeuss uazfinmndawnsylunisausfiiiusasails
3Ensldguniseantdsnmelifludngalfanw
mlasundsilunisasndidenieniluen metabolic equivalents (METs) Taa
frmunld 1 MET wivfumdsnufiddaatnaiad famas arumiliRavdaanevans i
panTauiildll 3.5 m devusings 1 AlanFusieund 1se 1 MET winflméenu 1 keal fa
fming 1 Alanfusedalin uasfimue METs BN EBNANRINTELARTILILY
wanaInAY METs udadafinisinnusmierdlfidumiaanunags ARaelA
sausanlilunnse 1 (Ainsworth et al., 1993, pp.71-80; Conway et al., 2002, pp.518-525;

Powers and Howley, 2001, pp.502-505)

A1919 1 kEnsfsuwRInuTasianssiig g Tnadssaimunig

fiangsu TERZIEEA METs Caloriesfiy!
ANFEIU ﬂgjﬁuﬁ 50 W lfusataenan 3.0
agTuf 100 W Musaw 5.5
agjfiLf 160 W s unand 7.0
agiuf 200 W Tusauin 10.5
) Y 250 W Ldwseuin 12.5
ANFa<10, 10-11.9 ludisw 4,6
ANNITY 12-13.9 Tud/y 8.0 300 — 650
AIEY 14-15.9, >20 Tudrau 10-16
fianfiun Az 4.0
ualsdim ‘ 6.0
Antan 11 o luia 25
fivn: wuadiusiu LAUEITHAN, W 45,7
LNANALAA LAUETTHAN, W 6,8
AALOA wusITNAn, Ut 8,9
BALRE IAUETINAN, waledu 3.4
e fAEn 6.8 300, 426

Tudaa 3.0 264




S

AT 1 (FA)
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fianssn uazden METs Calories/Tn
tlalaq LusT A, Wiieduy 3,7-8
nadu AING4, WLNL 555 200
nesinodan nr=laaiun, daunand, win 8,10,12 400 - 600
wialie 7-8 606
iwu aetiile, Suiisla 3,5-8 312,540-972
<2 Tudrmy, 2 Tudran, 2.5 Tud/a 2,253 138-186
3 i, 3.5-4 Tudlmn 35,4 250
¥ Rty 5 660
30326 i 7.0 800 - 1,000
e fetuay, s1ruan, v 6,10,11 300 - 500
lusidn s daineu Wietesdoudng 1.5
widaana il fuLananT Rida 2.5
dpnTavs UsIIae fuadiian sl 35
yn@ 1n129 50 Uoust ingd 4.0
HNUBUINHIN 8.0
AanTauiin AT 2-3 138-198
Tuiimulzdndu uso (fefealn), furofefnaz)n 1-2,<5 16.8
Fudtzniuanmng 1.2 &4
puthlne|4iimTs 34
IWARUWUE 35
iy dndadaeetos 25
H q 2-4
sangulal 2.4
tﬁu%twyaqmuﬂxﬂﬁumﬁﬂ 2-3
Qi 34
dinfmia ilutia wezaq s 1.5
Fremnt naaie Hneunt 2-3
qﬁu g 35
&atn §ePaenTn 4.5-7
ROV wseiALLULTLIAREY 25
WAudamn 45
ilouaznsslas 6.0
Andau Ugnaulyi 45
1AUAURT Fauhrgn 2.0
Delupann 25
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Sasunianiililu 1 §anv azudessduanuuinnissanfidanields

1. unnditaindy 30 MET-falue/dland videdaninflszaufanssani
moderately vigorous activities 3 sfnd s Sy

2. 20- 29 MET-faluu/dtlont fadrsssummnn

3. 12 -19 MET-FaTua/fiansd Badnevdininmala udmafinaonumin

mnaIsn N uds 23 (19-26) METs-Fnlsedniaulyl aztlaaiulm
ﬁﬁmmmwnﬁﬁﬁ%m (Tabata, 2006. p.7)

Hendrefaufunaresfanssunume  aznaniaButomdeandtdiunasn
fanssuyanIe  (dose) uazemsnn g wAIRluszuINNINansIuLAazatine  (intensity)
vireszAuANnn Inszduanuminuslaiiu 3 sesu

1. STAULN (low intensity) Tiwdaaudasndd 3 METs vi9a 3.5 kcal/min

2. 9eauluNaN (moderate intensity) 1Ewa9914 3-6 METs, 3.5-7 kcal/min, 40-
60% 489 VO, max Wia 4-6 METs

3. g¥AUREN (vigorous intensity) MWAI9MNANNTY 6 METs, ¥Ann37 7kcal/min,
WaanNngd 60% 184 VO,max

nsnunauendrsetiiaflusuy  (Systematic  review) @qnﬂsztmﬂtﬁﬂmm:
meuldlu Exercise and physical activity reference for health promation 2006 (EPAR
2006) s dindanuieud 23 METs-#aluaradilaniiee 3.3 METs-falaasial
artlasiulsafifendasmantan  thnumduiaanndsaulunisiifanssmiany
T 1 Fusnudatlszunm 60 winAefu wugiu Mg fiaes AUAYAT WATNITIANY
szminsinnEeALTeuns udarianss was i fuienanndn 3 METs Aaund lin
LA ddeyasazanluurazeass desannissmasuindrezasina gl

Rating of Perceived Exertion (RPE) NG Borg Scale

flunsldensinmilaganmeasnindanislaedaantidaniedueulsody
s lfiiluAsee szAuATaILasA (Borg Scale) fiiavum 15 s2fL Budaud 6-20 Tausa

nsiWEL Borg scale il VO,max (McArdle et al., 2001, p.26) RIUARIAITIE 2
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= o av o
114 2 memﬂuiﬁnmu’aﬂiummﬂnmmmmms VO, max AmNFLNRUABILATA

Scale m*mi"ﬁnmﬁﬂﬂ VO,max (McArdle) VO,max (Wilson)
6 Llaanusiae {No exertion at all) Borg's <8
7-8  AanuILLUNINT (Extremely light) %VO,max < 30

g ABNWIALININ (Very light)

10-11  a8nusau (ight) 31-50 30-49
12-13  aanugamtinidnidae (Somewhat hard) 51-75 50-74
14-15  ANUSNEN [Hard (heavy)] 76-85 Borg's 14-16
16-17  aanusaninun (Very hard) Borg's =16 %VO,max 75-84
18-19  @adnusautinunnT (Extremely hard) %VO,max =85 Borg's >16
20 'ﬂ’ﬂﬂLLﬁ‘Wﬁnmﬂﬁqm (Maximal exertion) %VO,max >85

wiaisanig daenindanteussduiindus i unievadasendaile 1
AN 3 UNAY ABTIUU phosphagen, glycogen lactic acid system 198 glycolysis L&z
aerobic system %7a citric acid cycle luszudnaniraannidenigdaniesslFunaandaan
Lmnﬁmﬁuﬁu@gﬁm:ﬂmmmmmsfa@nﬁﬁﬁamﬂ nseanMANIy 30 Awdusn Al
WAAIWANTZUL phosphagen Toeld ATP {adenosine triphosphate) Wway creatinine
phosphate Tungruidle  wnesnfdinmerednazldmdany aan anaerobic glycolysi,
glycogen lactic acid system %38 aerobic system (1ReyAna SuuFARa, 2537, Wil 44-8;:

W@n SnesAs e, 2530, wiih 271-286; qans anangeylaalae, 2537, uia 20-26)

k1l
9

swmeldwdsuamn glycogen Tundnitlauazlusiumian fu wazilansngls
dhgnszaiden  néaniieastinglasuaznsalumil W ifhuvasndenuldmniinsesn
MasmaRereiulszannl 20 wW ﬁiﬂmn&uﬁ‘ﬁamﬂf»z:'L“ﬁ’l“uﬁuu*m%uua:ﬁ’ng‘lmmmmfi.
msAnwmudmnnduuelitiafuay 1 4ol dlasay 2 fu st 6 e azanssil
wadasiuludenynia (R3ws Arangoylaalee, 2537, wih 20-26) wnAMERNNE
nasuilElunseeniifametlszanns 150 uras3siadi ¥ie 1000-1400 urasisiadilms

ALHBINTENINANTINAINT FOLDATUIUND AIAN9NN 3
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ar =) o =
A1914 3 uanessasaMAlunisaantiamie el ldnaeay 150 uAaasAaty

flanssu cpiz1q ALY (W)
TBAETLIDA 45
(A1 25 Alawms 30
UIGINALASA 30
dnetin 20
UNANALDA 15-20
fudnseu 6.4 Alawns 15
nezlamidan 15
Aauaviiesoous 45-60
\inguiau wiisina 45-60
AU YARY 30-45
LAUIIFINUT 30
Tnemai nanann)a 30
Futuiule 15

2 ol o ﬂl o) 2 A
nenszfulilsemaueanitfinieananeanadlullas ludensnidlsymay

L4
a9 =\ -]

desmeRusuit e melainadies  winanamisodfunieinannnTindssanSulk
1 1 L
Redselemisaganinazifinlantanasdadinguanradssavanaduly/dnnau
] a

nastaRaulwaneienie 8-10 Wi azanlild 30 wiidedudul Taensevinyniy
=4 b= as o <4 = pe ¢ g & o 4 [ | ;3
wiainauyniulunsitnwdelufadnslszinfufienaasegeamls Inglisndusiesan
o @ [ s | [ 2 Y o al = o
Adsneadrawlnuauazlisnduseaiiuianssuiigiuunned (auge anasdw, 250,
Wi 12)

= o =S e 0 g A g g

wuannilanazdadinganmdssrauiavinnulag Winsinaauluwand s

dawsinen  2esfuenieluudazdulinanndransinannmaraniiszifnasies  donini.

ragrawNInnd nasldudiataulun
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NFDANMAINIAUALNISINALEA metabolic syndrome

netleetunazinen metabolic syndrome NASANEIMATERLLWLAANSHAANI TN
neNEdraAlanIalnA metabolic syndrome ((Jurca et al., 2005, pp.1849-1855; Deen,
2004, pp.2875-2882; Pearson, 2002, pp.2480-2484) $7ENMUARRUNDITLWLIINIGUI
ﬁﬂn?‘m‘wwﬂﬁﬂ@zLﬁmmﬂwnmm metabolic syndrome (Park et al., 2003, pp.427-436}
NMFANEN989 Rennie WAZAN (Rennie et al., 2003, pp.600-606) WUAMNENAUFYBINE
sanfindanafuniadia metabolic syndrome lunguiiaaniidmedasasuminsdraiuly
Whitehall I study luAMINUE4 43I 5,153 AL a1e 46-68 T WuA1 odds ratio (95%C))
lungu vigorous activity Wil 0.52 (95%Cl: 0.40-0.67) LAZNgN moderate activity 0.78
(95% C1:0.63-0.96) Lﬁ'ﬂﬂ‘}’umq WA mszguw’%‘l ms?%mgm a4 Lm:ﬁ@nﬁu%u’] TEH
WLINANFNNDANTINNNNEFEA LU UN AN (3-4.5 METs, 9UA% 1 %Q‘Em, 6 SuradUnmi) s
anmnudmaelsainlauasrsendeslddasfiunsidndsnuenfin  cardiovasculir
fitness WAZWIN MWAIIUIZAUNUIN (5-9 METs 48 24 METs-hours Madlm®) azamAam
Relddefiy cardiovascular finess Uaztiiefudae BMI was resting HR wuh
mmﬁ’uﬁ’uﬁswdqaszﬁummuﬁnﬁ’umﬂﬁﬂiﬁﬁﬂ&uiaﬁuﬁ'u'm‘ anuw’%}ua:msﬁiuqﬂ'
4m (Rennie et al., 2003, pp.600-606) WAZNIANENTAY Santos (2005) wumqwgnﬁ'ﬂwiﬁ
AanssumneniessAuminiue 2 e (WAREIA: OR 0.64, 95%Cl: 0.42-0.90 UAY LWATY:
OR 0.45, 95%CI: 0.27-0.73)

Laaksonen WwazAnde (Laaksonen et al., 2002, pp.1612-1618) wmwmqﬂﬁmn
SrdsmeszfununanesTR UM anndnieninfy 3 asasedlaniifia metaboic
syndrome Yaandngitie uau LuwAdiuamite 50% tnaRnntaufiuesn 4 3 Ysusuls
nauang) BMI, mszguw?' msﬁmgmmmmwﬁaﬂummgﬁ@ uaziarifuiladtides insun,
glucose  Tarunarmuiulainnuil anuduiuieadnisaanfinaann s AR
VO,max (Cardiorespiratory fitness) fiunnsifialsalnalAaadiu YuRa uflazaentidaniie
ANMTnsei N A lidsalsaldlndiReady  amfunisfinmaes Michael Wazaye:
{Michael et al., 2005, pp.505-512) W91 cardiorespiratory fitness HANANAUE R 7%y

o QA a

- . yd‘ ar 1= 2/ .
fugiisinisainisifinlen metabolic syndrome Iugmmluu'mms Tme14 maximum exerde=
testing 1JuN1sUBN cardiorespiratory fitness wazflalAluson e NagWENI9gN N e
gaan1gAnEUndativldniseanindentalunisiaunalsa wun1sAnEa99 Godsland lg==

Atz (Godsland et al., 1998, pp.33-41) wWudnatusaldreduanuninuasntsaanng 2
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melumstnunelana@oeslsatnmany  uaznIANE9es  Hagberg  LATAME
(Hagberg et al., 1989, pp.348-353) wudraurronualeniafinlsanaanifaniala

Brien uaz Katzmarzyk (Brien and Katzmarzyk, 2006, pp.40-47) AR
pradTufraentafia metabolic syndrome Tudifieeniadsne (eeanfidenieatinadios 1
rfadedlmny afaay 30 N 'Luﬁ@.n:-rmﬁ'ﬁqlﬁ’lﬁm'fu"fau%mﬂhLLN%u) LL@zQ’ﬁ'LaJ@ﬂnﬁﬁé'\:
@annrsanietisandndanivusdresne)  1HatR  logistic regression TN
metabolic syndrome MN0U%1984 modified NCEP ey uelade@esreuLan (LA
e1>90 cm, INAVEDA>80 om) lurdgesngs WudIany nasguuY nsmgsuazaelE
fantdsian paugnuarieduduslunguaanindanteteandingalalldeanindsntg aam
nlunguesnindine 8.4% (WATIE 9.4% WAWII 7.4%) uazngylildaanindan
17.4% (WALNE 22.1% LWANILY 13.0%) PYINYNIDA triglyceride g9 A Nsiulaiings ey
HDL i Tungulsieantndamageiis 38-41% nosfnmntes Rennie uazaniz (Rennie et .,
2003, pp.600-606) WUAT Odds ratio Y84NITABANNAIAEBITZALMUIN 0.52 (0.40-0.67)
uazzAudnunane 0.78 (0.63-0.96) Tmsziuihunatsldwassnutiaendn 24 METs/wk sz
sefUmEn WA UIINNINTaWInTL 24 METs/wk

nsldndeanulufianssamaeme 4,200 KJ sedilavividodin 1 MET azdonin
RsNISIRLTRR 20% (Hu et al., 2004, pp.2694-2703) n1sANE1189 Hambrecht WATAN.
(Hambrecht et al., 1993, pp 468-477) Wuin 51 wawU 1,600 keal (6720 KJ) Aeduant
Hlasfiulsavaemaaniilald  uaznisAnEn189 Frankliin uazmnde (Franklin et al., 200,
pp.116-123)  wudinasldwadw 2,200 keal (9240 KJ) dadiand duWudnun1sanaang
mafin plaque lufihelsaiala  uszdishianunsnagdlfdrgiuuuniseaningenie fu
physical fitness tladalafimaandAtundniv (Blair et al, 2001, pp.S379-S399)

nMseanfndemeetindinianeifin cardiovascular fitness WA=AARINNIATIL
mMa@edananynanive (Lee et al, 1995, pp.1179-1184; Paffenbarger et al., 1993, ip.
574-576; Paffenbarger et al., 1994, pp.857-865; Blair et al., 1995, pp.1093-1098) v
rud@assiennsandanlsatalauazvaenidenuazlsnisaiodur uarilennfiuendtuethi
HUNWA Tasaanfndeneszduunadransaiiio (Us De.partment of Health acd

Human Services)
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waanAdaraslasanig interasia lwilszmalnawudnaulnedevinnudedugeeny
T liunazeanindinetesay udidimisenunazyaraiinasdasssnataudusiunig
sanfindsme  wmmdazidiuaulneeanindsneinniuiazsefladlussAuibaregann
v Py pa 2 | Y = oS4
anasiaaldranadiivenuilaanngudreaniseanindenie  Hulsuntaisisasieesienis
sanimdmauaziinnusunfinseanindineiaunsailasiulsaialausswasmass

&

2 ] LF f/ v o . V) h 4
wwananstlasiulsasiaedoniuieginvusuloue  glWiBnisaugunivuas
ffninte dezrauduiduwateunssuaunisilasiulirresdiues  udyaasazdfiimem
! ] £
wetlasiulzalainiiandeanivilentaideassmaiulsadi;  Fufaonguusassdsn

L]

fufselaniienafrenalfiBuasiuialddravsagdassanaiiat (Glanz et dl,

a

1997, p.33)

meldlsarialanasnasndaniias aduanalanasanusnizuanIsinaas
metabolic syndrome

nsAnEANte  (sensitivity)  wazAIINAUWNT  (specificity) JauN QT
Madalsaacidninialzadlauszuaencen Wud lravaendaniala Isauaemdanaues
{HasannwuAuduiugIes metabolic syndrome fiulsaalauasuaeniaen Aen1san
184 Scuteri WATAMY (Scuteri et al., 2005, pp.882-887) wudnwudgeiugURn mizesia
naandantinlsvtalsavaaniaananes  IneldiAn hazard ratio 1.38 (95%CI1.06-1.79,
P<0.01 ilalfinousiaas NCEP nnsAnenaeq Isomaa WASAR (Isomaa et al., 2001,
pp.683-689.) WuAIdBTasiTAvaeniRantlauszlsavaeniRanauaninTy 3 winluf
ﬁlﬂu metabolic syndrome NNSANHITRY Sundstrdom WRZAN (Sundstrom et al., 2005,

Pp.878-882) W91 metabolic syndrome MinnsnnndeTinsaelsrtialauazvaaniden

$3UNAINENUBS metabolic syndrome

AITNTNIBY metabolic syndrome %‘uﬁumq LWA LLﬂ:L"%’ﬂ‘]ﬂa muﬁ'«nmﬁﬁ?ﬂu
MsIade MIANWIANENTEY metabolic syndrome TuiszimasuEnildfeyates fe=
Third National Health and Nutrition Examination Survey (1988-1994) uazldinneidtage )
289 NCEP WuaaIn luAuHaAwATY 16% Ba1n3 Hispanic WAANAME 37% WAty J

i 3 1 W b7 13
AYNINANTILHAS L NINTIAZ U WINFININTY (Deen, 2004, pp.2875-2882)
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N1581999019EMTUALTATUINSWENR T W.A.2546-W.6.2547 184NsNauTH
wuddsznnslveany 1974 ¥ Slduseuienfiuninsgiu 28.3% wazdayaninnisdiss
ganwidszanslnadngatl w2547 wudnlszmnsinefiflerguinnd 35 8 Sdusauys
Butszannd 9.3 d1uau eyl ARERNINNIURATIE AR INARCIIEILAINY 52% (WA
w11 20% msAnmnlalezmalneludfanuRastanisfislsamuny armuanndn 20 3
'ﬂé]’ulﬂ RIUIY 1,623 ﬂwf;"nﬂﬁ‘::mﬁ mf;qll.ﬂa’ﬂ 43 1 wun1qe metabolic syndrome 24.1% (LA
B8l 22.2%, WnAniye 24.7%) Tealdinusiaas NCEP usitnldrzusavinoaasauialde wu
Mz metabolic syndrome 33.3% (IWATIE 36%, WWANGN 32.6%) WURININTH
metabolic syndrome Tugfifulsadou (BMi230 kg/m?) 38.2% diiilundusiulafingoy
AANHEN 184 metabolic syndrome 34.2% LLﬂ:ﬁE‘ﬁlﬁ triglyceride {Innd1 200 mg/dl s
HDL #aendn 40 mg/dl wumNgn 29.4%

nsAnE uninaunasinfindhaadanuaiingnaes metabolic syndrome 16.4%
(WAL 18.2%, LWAREDY 9.4%) faaiintutiany NCEP 1 ldsriudraaudusatiannuiaid

IARINNTN 21.5% (el 23.6%, inAide 13.7%) msAnsludosimaueied 2
geatlszmAlneduan 2,252 518 Inenneinisifiadeaeas NCEP WU metabolic syndrons
59% fiheiiRussimidulsannm s ionssidainsnaeaynsizauiniia 4 Alank
%1 metabolic syndrome 17.9% LLﬂ:ﬁEﬁﬁﬂi‘:'ﬁTﬁ?mme’msLum‘ﬂUﬂ‘E"fmwu metabolc

syndrome 14.1%






