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Objective ¢ To study the effects of lifestyle management (LM) program on lipid profiles
and oxidative stress markers in patients with coronary heart disease (CHD),
and in vitro effect of sera patients on human coronary artery endothelial
cells (HCAECs).

Methods : A total of 30 patients with CHD (mean age: 63.28 years) were randomized
into two groups: LM-intervened and usual care (UC) groups. Lipid profiles,
oxidized LDL and protein carbonyl were measured in collected blood
specimens from the patients at baseline, 6 and 12 months. Using
patients’ sera and HCAECs, we measured for cell viability by MTT [3-(4,5-
dimethylthiazol-2-yl)-2,5-diphenyl tetrazolium bromide] assay and intracellular
reactive oxygen species (ROS) production by fluorescence detection of
2,7-dichlorofluorescein (DCF). Dietary intake, frequency of exercise and
quality of life were assessed by a self-report questionnaire and a quality-

of-life questionnaire.
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Results

Conclusion

Keywords

After 6 months of intervention, serum total cholesterol, triglyceride, oxidized
LDL and protein carbonyl levels were significantly decreased in the LM
group but they did not improve at 12 months. In vitro, MTT assay indicated
that HCAEC cell viability increased in the sera from the patients in LM
group after intervention. Fluorometric detection of ROS production
significantly decreased after 6 months of intervention in LM group but
showed no significant change at 12 months in both groups. Patients in LM
group significantly increased vegetables consumption in specified portion
size (3 - 5 serving/day) and quality of life in social and economic factors
after 12 months of intervention.

These findings indicate that the LM program decreases lipid profiles and
oxidative stress as well as increases endothelial cell viability in patients
with CHD. It is strongly recommended as an efficient strategy to decrease

the risk of cardiovascular disease development.

Coronary heart disease, lifestyle management, oxidative stress, human

coronary artery endothelial cell.

Reprint request: Tosukhowong P. Department of Biochemistry, Faculty of Medicine,

Chulalongkorn University, Bangkok 10330, Thailand.

Received for publication. June 9, 2009.




Vol. 54 No. 1
January - February 2010

nmsilasunlasdiniugaaizin Msas19asayNiisuadaandiau wazn1zIATER

nneandindu lugialsansanianialefugeneiilausuutau
WEANTIHMSANAUTIR

83

as

mqﬂssaaﬂ

nSANY

oD
o

NANTISANEI

54(1): 81 -97

LANDS WHIAS, SAANS JUAITIN, TNWIU ASunIlURE, THUNS qsu%%’m'azi,
I887 SLUANIASITH, JIZSAY quTmaW. N15.URIULUAITIUIULLARNTIA N15HI19
msagﬁuswaaaan%wu BAZANITLASYAIINDBNT LAY 1 ‘lugﬂuﬂsnwaamﬁamﬁ'ﬂqﬁu

gamqﬁlmﬂ%"uLﬂﬁﬂquﬁnssumsﬁnﬁuﬁﬁm. IRIRINTULIYAIS 2553 H.A. - NN,

WaAnmss@nsuaraallsunsunistfuilasunisanduiinianailaqs
. o o = aa = o
@ evlsavannannialafy uasAsuuUAMNINGIS  UASANHINATONT TN
AOITAAYLHNYADALABAUANYENATA (human coronary artery endothelial
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veveyyagassinadun e luras lngdniFurnuaigensaiaunveiais
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T3pgzuutinlalasuaaniaan (cardiovascular
. ~ ~ < A P
disease) NnuxINNgnlsanilsAalsnvaaniaan
Walafy (coronary heart disease, CHD) @aitlulsa
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ABLAZLABIEA (cholesterol) wazlusiulaanuaa (low
density lipoprotein cholesterol, LDL-C) lsamanua
Tasings Tsawnmnu Tsaaau ANATEA NI9gUYYT
Y1ANITRANNNAINIE LATNIILLATHARANNDANT LA
(oxidative stress) 1w 1faqiiudnIsAnEINLIN
a 2 o a A ¥ o
nalnnisnalspnaanaaniialaf Ui gouaeiung
goULAUNIINUIRIARTNITIMABALASA (endothelial
cell dysfunction) Taiinann oxidative stress Ime
reactive oxygen species (ROS) a8nd tad LDL-C
11T oxidized LDL (oxLDL) a9 oxLDL aznnlu
svsuaadlunsneantlan dailugnsnniluvasnidan
o a A (4'5)
gepadlTuuanas “? Taan1sannisudanInan
989 endothelial nitric oxide synthase MRNA® pa?
1AFUABNITVLNEFIUDINADALADAAARS NINAALADA
PN HTY WAL A atherosclerosis WANNINAL
wanannil oxidative stress fauanmnzesnisdniay
waznasinalsanie luggeengvanesin Loy
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annsAnsInLaINNsing e lsntiann
2 o l ¥ o o a ¥ o ' 2
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aniinseeniunuN IR wey fulszaunisns
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analysis) Wu21 lipatiaNIsnaLUNesALlsznaLves
ALNWTIA LA 4 89ALlITNa Al AUETNIW WATNNT
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Quality of life Index- Cardiac version IV lafunnsutla
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wunre nelag 1auas waeds ¥ TaAiunseaas
\wiraeila (content validity index) CVI = 1.0 AIAN
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(human coronary artery endothelial cell, HCAEC)
TnelFauimauszmanenguyUasiaiaiuaz b
T1lsunsay Tnennsdmsesuaealasiie oxLDL Wax protein
carbonyl 135 wazmsadaiaaldinnaeas MTT
assay wardnszAuveseyyadassiiatuneluesg
(intracellular ROS production) HANTANEIHAZN U
NITLANNANTUGTZMININTU S ReunnTAEuTA R
wazitaAlNIINasAlAaALAsIeiala  Seunuang
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AnEIUNUANITUS LA 8 UNNTAHUTIRRINA R AD
waaynisvaenaeauasialaaie  Aaziundngiu
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SnungilaeTsauaanaaarialasulaluauan

8L HUNN5IRE

NMIITEULLNARBINNAREN LLLGNILINGY
NAADY LASNQNAIUAN (randomized clinical trial
design) Atfiunsddalunguilseainsiinuyilae
T2anaantaaniialai unsuni135nen o Taanenung
qiinaensnd annnaaing TnadauaniiRaaings
o oA = . . o 2 Yo
FNRLNNNLARNANSN (inclusion criteria) AR Lﬂugﬂw
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WUMUNBNLULAST (stable angina pectoris) T9uLN
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M1 Canadian Cardiovascular Society (CSS) 8¢/l
LA 1 - 3 UATMNUUARUANIRNARANAINNIFANEA
. L p Yo da
(exclusion criteria) Af Lﬂugﬂqawumﬂﬂﬂm acute
coronary syndrome nelu 6 d4Uav Avaeniaen
o P oAt o . '
Walafu left main AANAANNAY systolic NINNIAN
180 mmHg uWaz diastolic ¥1NN21 110 mmHg LA
Qﬂfmﬁm left ventricular ejection fraction WagN3
25% lAsan7deillannunsiansaunanAniEnIsinIg
AT8IINNINIT IUNUY MY AUTUNNEAIART
qinansuNNanenaY  Wawnne lnasunalasenig
vanua gnsnlaganig aintugiaefadaslan
saulAaNNTIRE InaaTiefuaenian
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nauines1elafunNInAeNLUILg NAdYTD

q
v 1

random assignment with blocks LﬁﬂLﬂﬁﬂ@NMU@N
oAy Yo o = 6o A aa
LL@:ﬂ@qumimuﬂ@mﬂ@ﬂum@mmummﬂumm
2 a o4 A 2 2
4 AU WALAARTNADLLAYN 6 LAY LAY 12 LAl
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7] z// 1 p 1 1 dl v
yiae9ie 2 nQu AD ﬂ@umu@mmzﬂqmim
o o ~ 6 a aa Yo o a
Fudfulasunisaiiudan lasuni1ssneiaNLng

(71 1

(usual care) AaNUWNELANTBIKLFE WARaE RN
117N Tn WUABINILNTINAANTTNN I9aneN LA
NIAINTUTIN 9 AT ‘Eﬁﬂgﬂf;mxim‘?un’]m@u LAY
a om | o o = o X ¥ ¥ 4 o
ﬁﬂﬂgumqmu HaneaziRensail A Tuadugineany
a3laanN1gsULsEnIua1ung s umn wuen Naly
ezt lun1saannaan aN A1lssdnsnn 1wy
ANTALUNLASIAY 30 U 6 ASIABANTIRY  LATHN
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SANFUNIRNEDBARIENATNLLD LATNITATINAUANTN
(imagery) Ujiifiuiunisas 30 ¥ 6 ATIReadine
' D ¥ e s o 4 -
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uazdIATEALTRY oxLDL Uaz protein carbonyl ludsn
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44 Coronary heart disease patients

randomized

VAN

24 Allocated to lifestyle

management (LM)

20 Allocated to usual care

(UC)

9 Incomplete participated

intervention sessions

A\ 4

5 Lost to follow-up or

withdraw consent

v

15 Followed-up after 1

year and included in the

analyses

15 Followed-up after 1 year

and included in the

analyses

gﬂﬁ 1. Flow of patients through the study

WATUNTFHAINA1INININIINARAL LULTAR N LA
A o No A A < o

WaTANATRITTNNNReNTHTIRIR9LTAR (cell viability)
wardnsTALLed ROS production AinTuAeluas
LATYIUUUABLDINAMINAINITOTUNIT0 LARWLEY
LATUWLLADUDINANINT AL LA 191A AT

1 v 1 p o - 1

nauyUaalsavaeniaenialafuiaznguAtuAx
139104 5 Haaans WBufqaseasuingnisifumie
P9N3LF9 3000 29UABAUNTN LTTHAN 10 WIN LagLALl

197 -80 A9ANTAIT I NAUNITIATIZN

msAaszunanaslJiiRng

szsulasuluden laun total cholesterol
nsnatmelss uaz HDL Cholesterol 5aA2iA3 standard
automated enzymatic methods LAZATUITUTEAL
LDL-Cholesterol a1n@unns9a4 Friedewald ™ Ag
LDL Cholesterol = total Cholesterol — triglycerides/5
— HDL cholesterol

1311804 oxLDL ‘Lu%%mmwd"mimﬂ%mmm
GRIELPT Tgudnnis ELISA (Mercodia, Uppsala,

Sweden) @4 oxLDL m99a@8umael peroxidase-

conjugated anti-apolipoprotein B antibody SIExValol!
. Ao ¥ aa

protein carbonyl lud5u dursansalalaneids
spectrophotometric DNPH assay 4aauiladannis
284 Levine RL. uazAnz"™

liaa Human Coronary Artery Endothelial
Cell (HCAEC) gnidevlunqnid a9iaanauin 25
gNUIANIUALNAS NH81113 microvascular endothelial
growth medium 5 JadaMT WA9 incubated # 37
ANATALT A 5% co, ANINAGDLNALDIT NN HAD
saavnlaein HCAECs luifiugunduniaesly 96-
well plates #181113 complete medium wluAa"
24 GaTug a9 treated Aag complete medium RGEEY
g 2 ¥ A o -
neasnimaasy Heanyloalsavaanaanialany
nsanlisunsue yibalsavaanmenatinlanuilady

o a o 1 = 1 Y v
ALl nFieses i el lanldsunsue
No ' a o 4 9%

warainannguaulng Wuaugunng walalunng
AINLFE LAY

NNIATIRGAUNTNTIATIAR AT MTT
assay lauguanisnieuzedeulan succinate

dehydrogenase Tu cytochrome b LAY ¢ 41N
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TulnAewsde sas&ansans tetrazolium salt MTT
yliAnans formazan a98@nmsTuNAndL
m:“‘f:@xmﬂu organic solvent mfmr‘i/magfml,ﬂ?lm
spectrophotometer ‘17; 570 w1 luums  Lazdadsunne
1849 ROS production luitas Inaendeilfisen
aandLAdWIae 2,7-dichloro-dihydrofluorescin
diacetate (DCFH-DA) Imagl ROS FeazylmiAnans
Wzg@mambnumr A8 2,7-dichlorofluorescein (DCF)
m@fj"ml,mw%fﬂmamsnuﬁirﬁLﬁm%umnmi DCF Adls
TunssaiidniFunns ROS Mmeluas svAuae9 ROS
oroduction luaan sea1uiTiAn DCF fluorescence

. 1 ~ Yo dl 1 .
LWHU@WﬂﬂQNﬁuﬂﬂﬂ TagluAanauadAn relative

fluorescence unit 7ilnannnisinuasngenisainum

294877 DCF lWwmanhl incubated Aaedsuaasaulng
w100 %

N9AATIEUIRYA
HANNIRIALAAII B AT UALRAY LaTAN
dl o o
deauuningiu Tnednaualuglaesnsmnnie
A1979 NMTLTEUgUAINLANANNTR By Aay Y
two-samples t-test @miuLFauifeuATRALIa 2

nauilTudaszaany paired t-test #1uFUMIAIN

Lmewwmx‘m@u wazvasizsonllsunsuy nalu

v

ﬂ@NLﬁﬂflﬂu @QuﬂlﬂN@V}Nﬂ’]iﬂﬁ‘w"ﬂﬂWﬂN AINFTHN

9/ v

m@mnmmmmumm parametric tests @”1% non-
parametric tests Vlmmmmmu Af Mann-Whitney

v, ~ : w
test TadUFULFILNEUANNUANAITDY 2 NQNT
wWuBaszmaniu uaz Wilcoxon signed ranks test 14
AT LA UANNLANA19TENITNAULATUA
¥ o o aa
e lilsunsuy nelunguineaiu Tsunsunieaia
Ml Aa SPSS ey 15.0 MuUUATAUTRENATYN

1
=

A0FN P < 0.05

NANISARE
X

nsANEHENguUszIINgFaenIN 2 NgN Ag
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] p o a Ay Yo o a
naueialsavaanidenialanui lafunisineilng
Tl ldsunsunisdfuasunisnniudien (ngu
UC) 15 Al (118 11 AL LL@zmﬁ\i 4 AU) LL@ZHQNQ‘]JQF;I
Tsauaandasialanunwlilsunsus (ngu LM) 15 AU
(11 13 AL LL@wajq 2 AUW) m@g@ﬁugmmmamﬂ
Meaasngu ludANLANASAUNNATA LazaInnng

. v o z; 1 1 ~ 7]
aaunNdszdRangUaeiaaasngau wulnlgilae
nau LM guyud 1 9e uazilulsawnmeuy 1 9

W '~ aa o 2 o = '
unluldsedfnreumiadulsavaandantialafy gy
Hilaengu UC luflaunguynsuaziiulsaiunmiu

upNlsesnnsaupiTulsaraamaansinlamu 2 e

NANISILATIZUTN 6 LARULRINITAAAN
HANIIANHILAAIAIAITINN 1 Wuaig o
veananguia1 BMI wasuulashliieaanuesann

baseline 1aalUNUAMNLANAINNINED A HANIT

Amanzusvivlaiuluden wuagiengu UC Hevsu

a9l ui 6 1hau INNAUAIN baseline H49LAL
AALARLAATEA LAY LDL-C waludAdulanm1anig

A0 p IﬂﬁlﬂﬂL@ZﬁLﬁ]‘ﬂ?ﬂ@LﬁN%u 4.67 % war LDL-C

'
a

Audutlszanns 6 % aalasnaigelssifiag uetn
NdudAtynneans (p = 0.033) LATNLANTF LR
HDL-C amadliltszanms 7 % daugiaangs LM 4
svuTed AelnAnasen uaslnsnatmelss 7 6 1Aeu
AMAYANN baseline fﬂﬂ"mﬁﬁm"ﬁﬁmmmﬁﬁ Tmel
ABLAZLARTRARAATILUTZNIY 9.5 % (p = 0.042)
walnsnactelananasanidiau 19 % (p = 0.010) A
LDL-C anadann baseline [ ludaanuunnmns
NEAR InARAIANNANLTTINL 12 % Fauszdy
999 HDL-C L3 0.65 %

FANNIAATIEM3HN0s oxLDL TuEsuTnels
1ANN1T ELISA Wuﬁﬁéﬂqm@;u UC HszAuaes oxLDL
iaiEuann baseline 1s£aas 10 % mlfgu;zﬂf;m@ju LM

o

v 1
92184 oxLDL AALALAYAIN baseline agNalile

[

AAUN9ADA (p = 0.011) IneNanasaNENY sva0l

o
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20 % HuANSAATIEULENANL protein carbonyl TG
1238 spectrophotometric DNPH assay W.m',]éﬂ'qﬂ
ﬂ@:N UC 7 6 ey Rszdiaaq protein carbonyl R
A1n baseline Uszunu 12 % mlfnut;ﬂqelmglm LM
6 LABUNILALIIRY protein carbonyl aAAIAnN baseline

o o

aalladAtyneaa (p = 0.036)

HANNSAATIZUT 12 LARUTRINTARATN
anmsAnENLANKLaeTesnquian BMI
wa sunlasliiieeidniesann baseline lumw
ANULANANINNAT A Tmﬂéﬂqm@:u ucC a1 BMI
Wsduann baseline Wiee 0.05 % Mty daugiag
ﬂ@:ll LM 171' 12 La‘ﬂu ﬁlq BMI anasann baseline 1.34 %
pansisenersvlaludend 12 ey Aade
funadi 6 iieu Tnawuangaangu UC fszy
sasnalaaAasen Innaiselss uaz LDL-C WnTy
a1n baseline ua'ludAuuAnA1N9EaA Tne
ABIAAARTOAIRNTY 1.95 % uaziianlnsnaielss
ANaNAY 16.08 % §9uA1 LDL-C iinautlszanns
6 % UANLAN3YA L8 HDL-C @m@q@ﬂlwﬁﬁﬂdﬁﬁm
N9&n5 (p = 0.006) lnsanasliilszanns 10 % fu
quaengu LM Srzdvleiuludend 12 ieuanas
7N baseline analagAasen tnsnaisalss HDL-C
Wz LDL-C wnlufimanuunnatenieads lae
aaladlAnsaannadll 2.5 % uazarlaIndiselsn
ARAIANIAN 2.34 % A7 LDL-C AAAIAINIANLlsZaNnl
1,53 % @quszduaes HDL-C anadlil 4.47 %
yiaengu UC flszdiaes oxLDL 7 12 iiew
iaiduann baseline Uszanns 26% équéﬂfmmg‘u LM
fssues oxLDL InalAnsriy baseline Huaengs
UC fszAuaes protein carbonyl TuEfufinauann

baseline aa9ddadAtynaia (p=0.031) dau
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r:;:ﬂ'mm@:u LM R3esuaed protein carbonyl aARYANN
baseline Uazumu 25%
HANISILASIZTUNITNARALNATRITS NANADLTAN
\WWZLRE HCAECS
ANINARDLILATDIT SUTAT ABLTAS HCAECS
TnedARNuIwTaanaan (cell viability) A98AE MTT
assay wansuafagUil 2 1ile incubated Aaediud
6 Lﬁ@umméﬂqm@:m UC WL % cell viability ana
AN baseline laganan 89.96 + 10.07 1w 85.86 +
9.22 uaramadlanidle incubated me@sui 12 iy
(77.03 £ 11.61) WA TUNLANMULANAN AT d9u
yiaengu LM e incubated maedsaii 6 e % cel
viability faEuann baseline @ﬂﬂaﬁﬁﬂzﬁ’ﬁﬁagmmﬁ
(p = 0.042) Taenfisiann 90.24 + 13.70 iffu 95.98

)

0.98 uaranasliidnuenile incubated mae@sud
12 15 (88.48 + 7.69) mﬂmmmmqﬁa%mméﬂw
Tsavnamidaniladuvdaanlisunsus Saanudy
Wi (cytotoxicity) AaLmas HCAECS Anad
NANT9ILAIIEULBNIMR9 ROS production
luisan HCAECs memﬁqgﬂ‘ﬁl 3 Wuadl 6 e
r;ﬂlfmﬂzglm UC # DCF fluorescence Lﬁﬂ%mm baseline
waluuAnanann9ada Taenfinann 129.01 + 53.82
1Ty 135.76 + 24.27 uazi 12 i 1/ udwidy
169.19 + 100.64 A NHALAANIIN1TEINS ROS 1yl
1T unelumas HCAECS zﬁlf;w;ﬂfmﬂq'm LM §
DCF fluorescence ‘17'; 6 WBUARAIANN baseline fﬂﬂl’m
Nded1Atynneadd (p = 0.039) Tneanann 130.06 *
26.45 1l 110.07 + 25.04 upf 12 Few Wndwiy
143.46 + 29.90 ANUALAAMNTINTAIG ROS AR

paga NN TUsunsnsuasunisaiuTan 6 e
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% Cell viability
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Baseline & months 12 months

UC group

P = * .Bﬂtﬁ}l
[:]imorm:
T —_— (2] 12 mortns

T
Baseline 6 months 12 months

LM group

'
o

517 2. % cell viability 2891488 HCAEC WAIAN incubated AIdiuaeanqusitaeuaazngy  uamaaaulneds MTT

assay (*p < 0.05, paired t-test naulazadanllsunsw)

DCF fluorescence (% of healthy control)
g
1

=
1

. Baseline
DG manths
E}] 12 months

P = 0.039%

——

-50 T

Baseline & months 12 months

UC group

T
Baseline 6 months 12 months
LM group

gﬂﬁ 3. 9¢AUURY ROS production Tuaa HCAEC uanslasian DCF fluorescence (% of healthy control) (*p < 0.05,

paired t-test NaUNAZAAIAlLTUNTN)

wuudauaINtAganunslasuslasnisan i
TIRUREANINTIA

HANSANEUAAIAIANTIR 2 WAMAAIN
12 1ABUIBINIIAARIN éﬂqan@:u UC aann1aang
AAASATN baseline WAlUEANNLANANNISEA R

o 1

za'qugﬂqsmqm LM eanridemeifisduann baseline
wA T AALANANN9AT R uazy ausieaeangs
vilnrewnfiflnenameseannas wazLilnadnanu
‘Lﬁf‘mmﬁuuxﬁﬁ (3 - 5 exchanges/d1) mﬂ%u



A15199 2. wanensnfFauiauulainisuslnaens naseanindanig uazazLusALINWIIRTesTedythalsaaendanialaiy nqguAILIAN (UC)

UazNgNNAAEY (LM) 7 baseline LAY 12 LAAUUAINIIAAAIN

UC group LM group
Variables Baseline Change at 12 menths :h::lgn P-value Bazeline Change at 12 monthe % change  P-value
Dietary cholestersl (mgfday) 820,00 + 38396 7E0.00 ¢ 465.68 -7.32 0.647 570.00 221.36  510.00 246.98 -10.83 0.508
Dietary vegetable (daysiweek) 408 £+ 222 31 £ 202 5.68 0.658 3.83 2,04 5.08 1.68 3261 0.045
Exercise (days/week) 400 + 1.8 34T ¢+ 220 -13.33 0.357 433 222 4.80 1.74 10.77 0.487
Quality of life 2373 = 273 311 = 237 5.80 < 0.001 25.01 197 26,02 2.47 4.05 0.006
Health and funetioning 2362 + 372 2555 4 243 8.20 0.004" 25.40 218 26.25 273 3.34 0.248
psychaologicalfspiritual 2310 + 257 2426 + 342 5.02 0.080 25.00 2.68 2553 3.58 212 0.520
social and econemiz 2287 £ MM 24068 £ 268 5.18 0.152 23.21 233 2497 3.29 B.73 0.044"
Family 2632 + 298 2651 ¢+ 288 0.72 0.725 26.37 2.8 27,80 2 5.44 0.137

*p<0.05, p-values were determined by Student’s paired t-test for differences from baseline

26
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AINULLABUDNNADNIWTTE WU LBRARIN
ATU 12 1haw HioeMeaaenguilAzLuuIRALAMNIN
aa X ' = ! ' dl
TIAGIAUAINNBUNITANEY WANLIINITLUAEULU A
ﬁ\mmrﬂuﬁmwLLMﬂm\ﬁﬁmzmwﬂquQﬂfmﬁ\mm
nquuALaNATAZIBLIRA AN MDA TULAAY
nau WaRaRINATL 12 1hau Wi gilsangu UC
~ dl ' dl aa
An1siasuulasresainziubiaa AU NTIn A
994 (p = < 0.001) wazludauresnsatlsznausan
ATUATNIN WAZNTVINUTBIIINNE (p = 0.004) §9UU

' Ao o o aa | ! a .

BEWNHTIEIATYNNATEA arungu LM Hnsiasuuias
PAIAIALUUULAA BA DN INE I FLA NT W VTIATUUY
AN @I alasaN uarluasuaasesailsznason
AENRIRARINATY 12 1HDU IABNLINASLULLAAE
AN INTIAATUAIAN UATLATHTA AN WD 9HE
ANAUNNEDR (p = 0.044) WA TUNLANNLANATNT
atf luazuuuauN I alaasu wazluasuedesa
dsznausan 3 AU Ae AUARTA/ARIYIU AU

v

ATNINLATNITYINUTBITWNE  LATATUATALATY
n1sanusana
=S o dl o a
ANNNIFANEINATDINITUS LA BN ANTY
95 paszauradluduluiaen wazIEAUAAY oxidative
damage products T35N uazAnEnavesdsuiume
< o = o = a
iaayNaaeaaanwagasinla tnalFeuey
' oY - o a 2o
sernnangulatlsanaaniaanialanuyianianuas
T lusunsunisdfunlaaunisaiiudin Tnaguan
2 2 ! o ¥ 2
6 10U UAY 12 1Aau NuUaRINy e lsaraaniaen
Palanuanidsunsuy Wussesnan 6 Haw svFued
lau wazszALaag oxidative damage products 1w
Ao ' Aae o o aa ~ o
T3 anaseesldadAyneaia nFauiauiuneu
w1 TUsunsN wanasannlilsunsuasL 12 1Hew 3E6
yaalysiil LarsEALII84 oxidative damage products
TSN NAUIWNAIUNIANIZALTIR AT 6 1hau uay

1 v

=2 ¥ = o s ' 1 IG’ !
uNNAERszAUsnNanawanldsunsuinIn LLG]ﬂiZLI

v
o

1 v 1
WANANNAUNINATA N9Ha1AEaINIaN 6 LAALWINH

naanuyloeiingn 6 iheunds daduqniszasn
nilaeanisAnsniagannnlulafunisnszsuann
WA LaENeNUNa gideazdinnsndjuRnuniu
Tsunsulamanevzely anuadluiiugg 6 hauusn
e friRnunuidsunsulafngn 6 bieunds awin
< vooo, 4y e v
niieananangoganuaunilelulafuasngainiia
' e o A ~ Y =
BENANN Hasaniyaageanguaziainis

g
= 1 ° v o Y vy
avenaazluannsnihang liulalasaemues

v

=l a a o [ ' o dl
ag NN Usz@nsninin aedulunisdsuidasunng
6 a aa ¥ o ~ ¥y ¥ a2 Y g
mmummmaﬂfmmzgqmq"l,‘mblmm@muu RRET N

v v 7 v 1 v v o
nsluAnnugiugRvesyiance easlaguagilae
v ] 1 1 v ¥ v
VmeamqmLﬁml,m:qﬂmw”\mﬂumiu?‘llﬂﬁmm@
N139ANNNAINIE LATNITNAUARIEAITNLATEA

= o o 2 oY
uan13AnsvsuUleuluiaen WUl ae

o A o o = = ' T A
WQ@@QﬂQNN?gﬂﬂimNuluL@ﬂﬁL'ﬂ@ﬂﬂ%IuLﬂmsﬂﬂﬂm

v 3
o

mumf«uLﬁmmmnﬂ;ﬂqaﬁmmﬂ@imﬁqmio%‘ums
SnEmNUnAnaeanisAnen Ae lafueninEnim
anne 1 enanlasiy srannauduladin 1Wuny
ANN1TANENaTee Il TuN TN wm"n;;ﬂfmﬂq'u LM
fszsuans Aonamasas lasnawelsn way LDL-C
anas wdsannintilsunsae 12 e zﬁ'quéﬂqﬂﬂ@g‘u
uC flsviuaes raadinasea tnsndmelsn way LDL-
C nTuann baseline @onAARIRLNNIANHI84 Bo
uazanie 9 flaAnmEnaveslilsunsuntsiuaey
nsAdudanszazioan 1 daemdnuidalnfinig
WUMLeATH (metabolic abnormalities) lunguAudl
1011 metabolic syndrome AU 375 AL ‘W‘Llfalﬁ
yiviinga waist circumference AanuFuladin AL
high-sensitivity C-reactive protein 7¢A U8
triglyceride LazAuatnAfineliAa metabolic
syndrome 1%mmm1uﬂ@:umuﬁll,%ﬂﬂmmu wazfia
Iun@:umuqm Tnemuannsfudsunisdiiuisn
#1N1T0AA metabolic syndrome @mﬁméqummmiﬁm
central obesity Waz hypertriglyceridemia Lazanaman

o o

v 1
naialsamulpeasldudAynieas
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AMNNAANE oxidative damage products
wdsy dadunaniainnisaand laglang ROS W20
¥ 2 o a = ~
yilalsanasaiaanialanunguinildsunsuy &
F2AUUDY OXLDL LAz protein carbonyl @mm@m\‘iﬁ
dedAyneatanasananTlsunsy Tenanladuwlyl
TunaRsafun1s@ne99 Tonstad WATADLY  BINL
9 luaneng 18 - 35 1 AasauaiadisziRuasisn

2 o A A Y oA 6 a aa
naastaandlaiui  lalasulilasnisaniuias
8 1AaU NILAUURY LDL Uay oxLDL anadasnaiils
dnAumeada Weauiunguasuan’ aannng
= Yy XA Y s = 6o a aa
ANEIATINT iU N1l aguwlaan1sa il uaan
413170 am oxidative damage products 1ud5ula
wananillafisneeunisAneues Jatuporn WAy

(12) v 2 o - d'd'vL” ¥
A" wuanyiaslsauaeniaaniinlanumsnnlain
Tsunsuld sundasnisaniiudamilussazingn
4 1heu A3rALI89819R 1YY AB AT ADALNNES
Buagediud1Ayneaia (p<0.05) nanganlslan

a A o oA . P o ! o o
WASARNHUT WalTaunauiunguALAN A9ty
= ' > o = 6 A aNa
ana1 N5 AsuN12ANIUTINENITD AR

. . v v o - o ~
oxidative stress lalugilalsavaaniaantiolasiy
=® (18) dl o

NN9ANEURY Holvoet Lasmuy WNERny
AMNANNUEUDY oxLDL Auszsuaadlsnvaaniann
Pialany wuanszsuaad oxLDL luidaniAduduiue
o =~ 2 = Yo
ALIUIALRINTALLIRIARALARALAITATINNT Llugilae
Alasunisunsmiiala wazenaazlanismniaadnsysy
284 oxLDL wlushadnlsavaaniaaniinlasulaanaqs

=2 (19) dl o
LAZAINNIIANEUEY Ehara kazanuz"? ngaiumAang
ANNUBTTIINNTLALITBY OXLDL UAZTTALAINNTULI
18481N1399917AUAaALABANI lARY WLI1FEFALIUD
oxLDL ANNANAUSALIZTALAIINTUUTITRIDINT

= o = .
1a9lsAnaaniaanialafy Ine acute myocardial
infarction NzALU89 oxLDL 44N131 unstable angina
pectoris WAL stable angina pectoris WAAIINTZAL
289 oxLDL azduWuaiu plaque instability aann1g

v L 7|

= fx =2 o =
ﬂﬂmwmmmmmmﬂmmmmaﬂnmmmimw
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5vA1 oxLDL Nanasnadannnllsunsuy a1aay
vnlnszAuANguLsaaedlsanaanidaninlafuii
anadlilang vizaanaazluivndulilainiis
nsAneEnuATlinuan cell viability 1891Taa
HCAECs WNIUnaIa1n incubated Aaedisuaasyilon
naanllsunsnnisdsuasunisaniuian 1ie
= ~ o ! ¥ o
Wrgumeunuuanaunldswnsy Tuauend cell
viability anastungugiaeilaiunisinednd uan
MaFupeyLsanauanllsunsuiluie (cytotoxicity)
paLiaa HCAECs anad Ornish wazAnue® Tafnm
dul/ 7] - 1 dI Y v
HaT89T S Naaay anlsanziFanaNgnuuni tan
Tsunsnd Ul asunisaluddnesnanNnia W
JLALURY prostate specific antigen (PSA) anasly
1 v 1 dI v 1 QI 42/ 1
naug o ldsunsy umindulunguatuay
(p = 0.016) wazille incubated WAAALLEFNANN
naueteiunlisunsy nisasyaasaanzisenan
anNuNIN LNCaP gndudauinnannguaduninad
8 W1 uanaINInNlasuwla9Ue93eil PSA LAY
N191a3ty209Taa LNCaP §9duwusiuanIanenig
dl 6 A o ¥
waguulaIn1saluIdinage
AINN13AN1T84 Roberts wazAniz® 2 D4
o = 6 a aa ! ! o
NaU89UT LA g UN1TANEUTI ARaN9LATIATATAE
o Ao ¥ Ao o o
Fullszmiuaimsidiauwloge uazanunsiilladusn
29UAUNITAANNIRINEN WA oxidative stress
N198NLAL WAY monocyte chemotactic activity Tu
¥ Y da o .
K889 UNNTA4E299n192 metabolic syndrome Waz
Tugaenefidulsawnmanu wuen BMI sesvlasiu
Twaes (reLadwmesea tnsnawialsn HDL-C uas
LDL-C) n128nLd1 WAz monocyte chemotactic activity
anaanadannanTlsungy 3 dlanu warinisdnmenlu
PARANAADI FULTAR human aortic endothelial cell
WU S uil lnainng Neaeu g e NNy
~ 6 a aa ° =
VA HUN1TANHUTI AN TN A NITRAAIRANUDS
superoxide WAL hydrogen peroxide production 8RR

TnannansadngnisngeeisaimunLedans DCF $an1s
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Anm1u99 Roberts wazAny Malugilalsaunmnu
WA metabolic syndrome 248AAARIALNNTANE 11
ASatl a1UFNNnsaes ROS production Tuitaa HCAEC
ARRINAIAINNNG incubated Adedinasyiloalsn
naasaanialanuin i llsunsunislfulaswnig
°o & da ' ¥ Ay Yo o A2 o
auaa e @uyilaei lafunisfnenuuunfiud
ROS production N1

NANNTAN®ITLA 1YY oxLDL wag ROS

) ' ¥ - e A A o
production AauaneldlukuInIuReaiy A Jevsy
anaauadannldsunsndsuasunisaiiugam
DA I AN AN AU NADANAIN AINNITANEN

1 v ¥ 1

NBUMUNY WU oxLDL @nnsawmiienin ROS Tl
second messenger NAEI89AUNNINIA apoptosis
Tdnaulalugaane] nanesinsuieaay N

23, 24

naaalaanasl %2 n13@n1aa9 Chen wazAniy®
wua1 oxLDL wilgathluiaayuiianaanidentin
apoptosis WU specific receptor fdaq1 LOX-1 1
WAzaNAL 89184l ROS production WAz NADPH
oxidase WATNNI13AN®I91 oxLDL WuAHmamas
a1u170v IAA endothelial dysfunction Tagl oxLDL
JuAY LOX-1 waa LOX-1 lilnszsunisvineinaes
NADPH oxidase 911 11in174319 ROS lusmaatiiusnn
AU ganalAANNIANLURITAA KLU apoptosis 138
WUl necrosis
P~ = ! A a o 'a o
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