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activator inhibitor-1; PAI-1) ﬁqmiwﬂﬂaLﬂui’]i}%’wﬁqﬁﬁﬂﬁgﬁﬂmaxwaa61Lﬁamqﬂ&’umﬂémﬁaﬂ Feormhlims
Miluvesmsifavasnidongasian atherosclerosis A3 nazilomniinemhszdues PAL fianuduig
Fulwanesildn 4G/5G vesdu PAL1 uasdsfienudiuifuilioidestemsiialsanaondeaile (coronary
artery disease; CAD) amidieiinalddmnanuduindsswihalndnesidn 4G/5G voiiu PAL-1 nazszduves PAL
1 Tuwmamn fuihfeidestemaifia CAD lugihesnlnefifianuidestomsifia CAD ge TasanamndnesH
FN4G/5G ¥0U PAI-1 @es multiplex allele-specific polymerase chain reaction HaZATIVINTZAVYOY PAI-1
lunmandeisslas lummadiasnfomsaielsanasaideailanazisisumssnniiguenladsag manzh
ponidsamiie iminendevouunu s1nu 131 N Romaiamaneldiumanaitadennmmdginngmslsa
Wlalaemsm coronary angiography uaiiiesasmsiuvesiasaideamlavaniesniiosas 50 HAMINTIIM
Tnanesiidluenaatasmuhanudvesdlulni 4G/4G, 4G/5G nas 5G/5G whiudesas 32.3, 50.4 was 17.3
muddy edlanginsnsznedvedlulnilie q Tnsswunauilaioidosdemsiia CAD liwuanudurivg
ssnnaTulnilfviledoidess q wiwu*jwﬁﬁﬁé’aﬁa 4G (4G carrier) {52AUY4 total cholesterol (TC), triglyceride
(TG) low density lipoprotein-cholesterol (LDL-C) wag TC/high density 11popr0tem -cholesterol (HDL-C) amm
fmih homozygous 5G/5G RRANTELALLT AR uavsvﬂmmvlwusluLaawm%ummuummauwuﬁﬂm“ﬂu
999 PAL-1 figadudie dmsuanuduiusseninlnanesidnivziuues PAL-1 Ty wuh RS lniifu 4G/4G
homozygous H5zAUY8Y PAI-1 aqﬁaﬂm‘lﬁﬁﬁaéwﬁmmqaaa (4G/4G = 10.1 £ 7.9 ng/mL, 4G/5G = 9.2 * 6.8
ng/mL uag 5G/5G = 8.3 * 4.4 ng/mL, P = 0.752) nnramsanuiinaaddiiuihindneMdu 4G/5G vediu
PAI-1 uag3gdivved PAI-1 sluwmammmwmmmLamaammﬁm@ CAD wiglifianuduiuifuilodeoste
Milfa CAD viane ¢ 1ady uidaaa 4G nazizauved PAI-1 wqaﬁuuummauwummmﬂlwu"luLaamuﬂ TC,
TG wag LDL-C figaninind FimswuanufiaUndie 2 edwsmiuewiliinanudssdemsiia CAD
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4G/5G polymorphism of plasminogen activator inhibitor-1 (PAI-1) gene,
plasma PAI-1 level and cardiovascular risk factors in Thai patients with
high risk for coronary artery disease

Chutima Rattanawan'?, Nantarat Komanasin®**, Nongnuch Settasatian®*, Chatri Settasatian®®,
Upa Kukongwiriyapan®®, Pongsak Intharapetch®’, Kasem Tantipanichteerakul®’, Vichai Senthong®”,
Paisal Mongkolwongroj”®, Pyatat Tatsanavivat®®

Abstract

Impaired fibrinolysis due to elevated plasma plasminogen activator inhibitor type-1 (PAI-1) has been
shown to be associated with an increased risk of thrombotic events and may also accelerate the atherosclerotic
stenosis process. Since PAI-1 4G/5G polymorphism has been associated with PAI-1 level and the other
conventional risk factors for coronary artery disease (CAD), we therefore investigated the associations of the
polymorphism, PAI-1 antigen level and the other conventional risk factors for CAD in Thai patients with high
risk for CAD. A total of 131 Thai patients who were clinically suspected of having CAD undergoing coronary
angiography at the Cardiac Cathecterization Unit at Queen Sirikit Heart Center of the Northeast Hospital, Khon
Kaen University, showing less than 50 % stenosis of major coronary arteries were recruited in this study.
The polymorphism was determined using multiplex allele-specific polymerase chain reaction whereas PAI-1
antigen level was measured by an ELISA technique. The traditional risk factors for CAD were also evaluated
in the study population. The results showed that genotype frequencies of 4G/4G, 4G/5G and 5G/bG were
32.3, 50.4 and 17.3%, respectively. The association between genotype frequencies of the polymorphism and
the traditional risk factors for CAD was not found. Interestingly, significantly higher levels of total cholesterol,
triglyceride, low density lipoprotein-cholesterol and TC/high density lipoprotein-cholesterol were observed in
4G allele carriers than in homozygous 5G/bG. In addition, those lipid parameters were correlated with plasma
PAI-1 levels. The association of PAI-1 level with the polymorphism was investigated and found no significant
difference in PAI-1 level among each genotype (4G/4G = 10.1 £ 7.9 ng/mL, 4G/5G = 9.2 * 6.8 ng/mL and
5G/5G = 8.3 = 4.4 ng/mL, P = 0.752). In conclusion, the results of this study showed the association of 4G
allele and an elevated PAI-1 level with the increased levels of plasma lipid parameters which are risk factors
for CAD. This may suggest that the interaction of these two parameters may increase risk of thrombotic events
in Thai patients with high risk of CAD.
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Tsariaanidenil (coronary artery disease;
cAD) ihilsafifuamgmameiidifaenlssmnasin
Tan® waziWuaumgmsmodududu q Tulszmelng®
dunguesmaiia CAD hannilafedanaden 1y
e 01y angluiuludearalnd Tsawnvu anu
aulafings N1ILdIW AgueIMIMUNDDAN (metabolic
syndromes) uagmaguiws wieiRatmduilaioma
ftugnasszneuin® @ TastfmeaihildiRanes
aniiniaraenideailiinsazanvedluiuuazisad
dALaUAN 9 Turtliviaeaildon

ifudssinsedunanadluousiiofn 1 (plas-
minogen activator inhibitor-1; PAI-1) Lﬂuéf’ss’]’ué’a
AssIuMIazmeandeniidriay Tneduiy tissue-type
plasminogen activator (t-PA) lag urokinase-type plas-
minogen activator (u-PA) lusandin 1:1 Mmldiiams
fudmsilasuwanailunu (plasminogen) liifluman
aiu (plasmin) Sadnsadudimsazmodnidonds
naaiuld @9 mnszauves PAL1 lumandingand
Unfezihlfiinmsazamedudeniidnietosninind
(hypofibrinolysis) Ferviflunalnddayiv¥anideni
Resunnmsiiimsinnavessiimasaideniiin CAD
gaminslnaveaidealdunutiiliiuanudedums
iRaamzaduiiorlameifeundy (acute myocardium
infarction; AMI) 1a®

Tnanessnlumumis promoter ¥893u PAI-1
fishuviia - 675 @ single guanosine insertion/deletion

o o J

(4G/5G) Remuaagaaseauved PAI-1 Tunanaun lay

v A

msAnpmugada 4G azimsaing PAL-1 ganiida

)= ¥

88 5G 1119991 transcription Uag repressor factors
U o/ v A C!' . .
2UAUdada 5G Tuvaizninme transcription factor
AR 2 0§ yyvdau a A v
wnniuiudada 4G S IWENNdada 4G Nizduves
PAIL-1 gandada 5G ¥ uennniidanuinmsil PAL-
1 luwanasngaiianuduinsiviladeidesse CAD™"
loua anzlviuluideainlnd Tsamwvnu anuau
Tafaga NI NGUEIMIMUNUBAN UATAIGUYHI
aanidlulnil 4G/4G visedniidada 4G (4G carrier)
FINMTZAVYEY PAL-1 Tunanamnisenlémmneanu

1deadionsiaa CAD ¢ udeenalsion wamsdnmn
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eniTnauesidn 4G/5G wessu PAL-1 Tu CAD
fadaudafiuey lng Onalan wazamz™ wuidlulni
4G/4G Wuilhiglumsilesiumsnsguesseslsa CAD
du Rallidis wazamue Wudwéﬁﬁé'aﬁa 4G (4G carrier)
Thiananuidsaresmsian AMI 1§09 lumsanwiiag
l@adnmanuduiussenialndneiigu 4G/5G vodu
PAL-1 5¢duvee PAL-1 lunanain fuilioidoavesms
iia CAD lufthesiineifianuidesdumsiia CAD
oN Lﬁ'aLi‘JuSﬁau“aﬁyu@;muawsnm&’aﬂq%tﬁmhsflumﬁ
ﬂmﬁummLémua:msLﬁﬂmammiﬂ%mméﬂw"lu
msmuiulsaliiflu CAD dely

TaquagIsmsanm

1. nguAILYeN

Fueranatiasitermaihdelsanasaideails
nazifumssnnigueladsan umninendeveuunu
Sou 131 118 TennaiiasneldTumanaifide
NnumdgEngmslsaiilalaanisi coronary angi-
ography uaispgazmsauvesriaaaldenlavian (left
main coronary artery; LCA, left anterior descending;
LAD, left circumflex artery; LCX uag right coronary
artery; RCA) osniiesas 50 ueAMALNMaTA3
nanededifiermsveslsaauils Tsailane Taad
Tsala Tsanzide vitenedniaudug sunaminslums
SHuundihehiviehifiliieidesdemsida CAD il

Tsaanuauladings (hypertension) Ao HAN
aulafinveuzialadu@a (systolic blood pressure) > 140
mmHg v5e anuduladinvazimleaaed (diastolic
blood pressure) > 90 mmHg Hwag/ WiolasueanaNN
aulaa®

Tsanwau (diabetes mellitus) fo A3z
maludenvazanoms (fasting blood sugar; FBS)
>126 mg/dL viseldseialasussamlsawmnu 10

amlutiulwfeniialn@ (dyslipidemia) Aol
32@1 total cholesterol (TC) 240 mg/dL, triglyceride
(TG) > 200 mg/dL, low density lipoprotein-cholesterol
(LDL-C) > 150 mg/dL %30 high density lipoprotein-
cholesterol (HDL-C) < 35 mg/dL uag/vsel@sugian
szaulusiuluiben 7
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AN (obesity) Ao Hdsiinianme (body
mass index; BMI) > 25 kg/m2 (18)

AGNDINIINUNYBAN (metabolic syndrome)
fo gnidhenadideli 3 detuly 1) iduseuien >
90 cm lumasy ¥3o > 80 cm Tumenda 2) s2au TG
> 150 mg/dL 3) 52U HDL-C < 40 mg/dL luinese

30 < 50 mg/dL Tuwamdl viselasuenaasziulvaiu
luiden 4) anuaulafinvaziilalud > 130 mmHg
naz/iiie anudulafinvazilanansd > 85 mmHg
uaz/ viselasuenananuaulaia 5) seau FBS > 100
mg/dL viselasueinmlsannvnu 0 ldagdoya
£ N 4
Wugvesoaaiashilu asen 1

< Y X v Aa 4 a
MINN 1 VBHANUFIUVDIDIANAHAITNNANNLAYINDNITING CAD 3\

High risk CAD patients

Variables All patients Male Female P - value®
(n = 131) (n = 57) (n =74)
Age (years) 60.4 = 9.0 59.7 £ 9.7 61.0 =84 0414
BMI (kg/m”) 24.8 £ 3.5 24.7 = 3.6 24.8 * 3.4 0.881
Waist circumference (cm) 89.7 £ 9.6 899 £82 89.6 = 10.7 0.896
Waist/hip ratio 0.93 %= 0.07 0.94 %= 0.07 0.93 *= 0.07 0.303
Smoking, n (%) 29 (22.5) 29 (50.9) 0 (0) <0.001
Obesity, n (%) 54 (41.2) 24 (42.1) 30 (40.5) 0.857
Visceral obesity, n (%) 25 (32.5) 3 (5.3) 22 (29.7) 0.001
Dyslipidemia, n (%) 107 (81.7) 47 (82.5) 60 (81.1) 0.840
Diabetic mellitus, n (%) 27 (20.6) 10 (17.5) 17 (23.0) 0.446
Hypertension, n (%) 97 (74.0) 43 (75.4) 54 (73.0) 0.750
Metabolic syndromes, n (%) 105 (80.2) 45 (88.2) 60 (82.2) 0.358
Insulin resistance (IR), n (%) 102 (88.7) 43 (89.6) 53 (89.8) 0.967
FBS* (mg/dL) 100.6 *= 39.7 101.5 £ 22.9 100.0 %= 48.3 0.752
SBP (mm Hg) 127.4 = 18.2 131.9 £ 19.0 123.9 + 16.9 0.013
DBP (mm Hg) 73.1 £ 95 74.6 = 94 71.9 £ 94 0.105
TG (mg/dL) 153.6 += 78.8 170.7 %= 86.8 140.0 %= 69.6 0.027
TC (mg/dL) 169.2 *+ 44.6 159.7 £ 41.9 176.7 * 45.6 0.031
HDL-C (mg/dL) 459 * 14.9 40.2 * 134 504 * 14.6 <0.001
LDL-C (mg/dL) 92.6 * 35.5 81.6 * 3.9 99.0 * 37.7 0.021
TC/HDL-C 4.0 * 14 43 *14 3714 0.030
HOMA-IR* 3.7 %27 38 21 3.7*31 0.784
PAI-1 antigen (ng/mL) 94 *6.8 94 * 6.5 95 * 71 0.958

¥ 1 A 18 v Ax A 1 .
Guau“amammuammtﬂu mean = SD gANUNNLIATEMINY * uaaAdu geometric mean * SD

a ) ! a
S 159UIMYUITHININATY UaSINATN

NN ATUNTTVTOIMUITYFTITNAITINIG
Tunypd9nauNIINMII3E5IINM TN TuNYBE

o

WNINNdeVDULAY 1a9N HEH10414 lagoranddiag

NANYlFETUMIBUINNEIAVNBAIDAYD]ATIMNTITE
nnaazfideuazaanyuluduseniinnlasmiie
MeANNEaNATlY
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2. mamgiivnasiasendledlden

WzifuIdennnviaenldondveseading
flamonnImedntos 12 $hlue lugrenarszning
5.30-6.30 wm lagls 3.2 % trisodium citrate 11y
antudeauduiiowsonfunmanifindadeatos
(platelet poor plasma) %\‘I%Lﬁﬂ}iﬁqmwnﬁ -70°C au
nsgianata dnufinideasauiuiimdestazinhy
afamisuennidaideavnlaeldyatherdiagy Flexi
gene DNA kit (QIAGEN, Germany) 1985ufsi3onmn
ideadhifiansiudenudaiiotassiuvedlafiluiden
uazseduvesdugdu dwsumstassiuhmaluiden
1% sodium fluoride Wuasiuidoauda

3. MmanvlnanesHizu 4G/5G ¥esdu PAI-1

mMsnsd lulndvesdlndnesidu 4G/6G vosdu
PAI-1 lfinaiia multiplex allele specific- polymerase
chain reaction (AS-PCR) ‘%\1 primer ﬁi%ﬁ&ﬁuﬁ]ﬂﬁiﬂ
vlmﬁé/\i‘ﬁ control forward primer (4G/6G-OF); 5’ CT-
TACACGTTGGTCTCCTGTTTCC 3’, control reverse
primer (4G/5G-OR); 5> AGCCAGCCACGTGATT-
GTCTAG 3, forward primer for 4G allele (4G-IF);
5 AGAGTCTGGACACGTGGTGA 3’, uag reverse
primer for 5G allele (5G-IR); 5’ GATGATACACG-
GCTGACTCCTCC 3’ (Pacific science, Thailand)
dwmsudunanluljisen PCR dSmassm 25 L

M NC 1

300bp —s
250D e
200DP —

150 DD m—

100D m—

50Dp m—

sznoudie 4G-IF uag 5G-IR primer ANNIINTU 0.4
UM, 4G/5G-OF uag 4G/5G-OR ANNITNTY 0.2 UM,
dNTPs @314 94 100 UM (Promega, USA), 1X PCR
buffer, MgCI_ ANNITNIU 1.2 mM (QIAGEN, Ger-
many), Taq polymerase 0.5 unit (QIAGEN, Germany)
LazAdue 100 ng M PCR Tﬂﬂ%tﬂ%’a\‘i thermal cycler
(PTC-100; MJ Research, Inc., USA and G-storm, Gene
Technology, UK) 1sznaudedunsusa o saiide
initial denaturation #1 94 °C Juna 4 wiil 30 Jwnil
uaz PCR 32 500 lagil denaturationﬁ 94 °C 35 30
annealing il 55 °C 35 3wfi uaz extension Al 72 °C
70 3w Slu%y’umuqﬂﬁwazﬁ’l final extension ‘ﬁ 72
°C Wuszazna 4 it 30 it luudazadweamsih
PCR 92 no template control Tagms Lauﬁumuﬁlgma
nAunTvdeUTINAYeINanan PCR Mldlaamaih gel
electrophoresis Tagls agarose gel (ISCBioExpress,
USA) iifianuidudu 2.0 % seiidmnanves ethidium
bromide (Promega, USA) @3Nty 0.4 pg/mL 1%
usuadeulrihaciii 100 mv e 40 it waz
mnaawaﬁiﬁ'ﬁaﬂ UV transilluminator (Dolphin-
DOC; Wealtec, USA) Inannifisenzdesiinoufioule
wna 282/283 bp suiluuondiBuenuan wazm
alioada 4G wUnaguanAidueving 138 bp Swiy
Fada 5G wnnguanfiButenng 182 bp (Ui 1)

2 34 5 6 7 8 910 1

- 2B2/283bp
(internal control)

=183 bp (5G)
132 Dp (4G)

gﬂﬁ 1 ulnilveslwdnesiuvedn PAI-1 4G/5G VU 2 % agarose gel electrophoresis M = 50 bp ladder;

NC = no template control; lane 1, 2, 5, 7, 9, 10 = 4G/bG genotype; lane 3, 8, 11 = 4G/4G genotype;

lane 4, 6 = 5G/5G genotype
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4. msaniaszauves PAI-1 luwaidin

AT InszAUYes PAL-1 Tunandinlagldinaiia
in-house enzyme-linked immunosorbent assays (ELI-
SA) laglduenfivednnymasnn human Serpin E1/
PAI-1 Duoset (R&D sytem, USA) Hafleedlsznou
il capture antibody (mouse anti-human Serpin E1),
detection antibody (biotinylated goat anti-human Serpin
E1), streptavidin conjugated to horseradish-peroxidase
(HRP), HQOQ, tetramethylbenzidine (TMB) uag PAI-1
standard Tngld@nmanududuveaneufvednmans
anlumanmaialagnsih checkerboard titration 34
amuduimnzandmsuneuRuenifivii (capture
antibody) nazshiiaes (detection antibody) Ao 8 Ug/
mL uag 0.2 pg/mL mumay 1dnmniIninsza

999 PAL-1 Tuwanasnainauldean within uag between
run CV 1mMAuiesas 4.49 uag 14.01 muaday

5. MAIANLHTIYaNNEAAA

NAFOUNINTLNUAIVDITONAAIY one sample
Kolmogorov-Smirnof test ¥iindoyaimsnszanadiuuy
Tiund szutlaseyaiiium log 10 Ao mniuiians
anauansavesdiadsvesioyaiiihuimdeiiossnh
aaamjué’m independent-sample t-test mﬂﬂtjuéf'mehq
ﬁammju%ﬁlﬂ?tmwﬁﬁw one-way analysis of vari-
ance (ANOVA) dwiudeyaizangn Jiansiansuan
FNTENINNGUAIBADA chi-square MIATTHITOYA
Tumsfnmiflélsunsudidagy SPSS version 17 Tag
fnsananuuandsedeiiteddaneadnide P <
0.05

519 2 anuaslulntlveslnaneiidn PAI-1 4G/5G fuilhieiduadomsiin CAD

CAD risk factors 4G/AG 4G/5G 5G/5G P - value® 4G carrier P - value’
Dyslipidemia (n = 127)

-Normolipidemia (n = 24) 8 (19.5 %) 12 (188 %) 4 (18.2 %) 0.925 20 (19.0 %)  0.925
-Dyslipidemia (n = 103) 33 (80.5 %) 52 (80.3 %) 18 (81.8 %) 85 (81.0 %)

Diabetic mellitus (n = 127)

-non-DM (n = 100) 31 (75.6 %) 57 (79.7 %) 18 (81.8 %) 0.819 82 (78.1 %)  0.698
-DM (n = 27) 10 (24.4 %) 13 (20.3 %) 18 (18.2 %) 23 (21.9 %)
Hypertension (n = 127)

-non-HT (n = 32) 10 (244 %) 16 (25.0 %) 6 (27.3 %) 0.968 26 (24.8 %)  0.805
-HT (n = 95) 31 (75.6 %) 48 (75.0 %) 16(72.7 %) 79 (75.2 %)

Obesity (n = 127)

-non-obesity (n = 75) 29 (70.7 %) 35 (54.7 %) 11 (50.0 %)  0.168 64 (61.0 %)  0.342
-Obesity (n = 52) 12 (29.3 %) 29 (45.3 %) 11 (50.0 %) 41 (39.0 %)

Visceral obesity (n = 73)

-non-visceral obesity 17 (415 %) 25 (39.1 %) 7 (31.8 %) 0.787 42 (40.0 %) 0.580
-Visceral obesity 7171 %) 14(21.9 %) 3 (13.6 %) 21 (20.0 %)

MS (n = 120)

Non-MS (n = 19) 5 (12.5%) 11 (18.0%) 3 (15.8%) 0.758 16 (15.8 %)  0.995
MS (n = 101) 35 (87.5%) 50 (82.0%) 15(84.2%) 85 (84.2 %)

*Seumeuszrnadiulndng 8 lulnd

* 1WSuINeUTEnIN 4G carrier AU homozygous 5G/5G
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a5 N 3 szduvasassiainiuiladedeadensiia CAD Tuusazdlulnilvedlnanesisn 4G/5G vosau PAI-1

Variables 4G/4G 4G/5G 5G/5G P -value® 4G carrier P - value’
(n =41) (n = 64) (n = 22) (n = 105)
FBS* (mg/dL) 99.7 + 26.2 102.2 £ 475 99.7 £ 41.0 0.882 101.2 = 404 0.817
SBP (mmHg) 125.7 = 166 1285 £ 20.1 129.5 = 14.2 0.668 1274 *+ 188 0.633
DBP (mmHg) 72.3 £ 9.3 73.2 £ 8.9 74.7 £ 9.9 0.574 72.9 £ 9.0 0.349
TG (mg/dL) 1491 752 1702 £873 1177 £ 456 0.024 162.0 = 83.1 0.001
TC (mg/dL) 179.8 £ 369 173.7 £45.1 139.1 £ 482 0.001 176.1 £ 42.0 < 0.001
HDL-C* (mg/dL) | 44.8 * 14.6 43.0 * 15.7 441 + 148 0.821 43.7 = 15.2 0.909
LDL-C (mg/dL) 100.2 = 30.6 94.6 * 37.9 74.3 * 34.2 0.020 96.8 +£35.2 0.007
TC/HDL-C 41*+12 42+ 15 32+13 0.019 41*14 0.005
Insulin (UU/mL) 152 £ 7.2 174 £ 8.0 16.7 £ 8.2 0.422 16.6 £ 84 0.949

naneAnil mean = SD sniunifiiaseosving * uaasAnill geometric mean = SD

“Seumeuszrnaulndng 3 lulnd
* 1WRYUINBUIZNIN 4G carrier iU homozygous 5G/5G

AN 4 anNdURUFIEnINTEaUYed PAL-1 Ausesuvedlusiuludeasuiluiladeidesdenmsiia CAD

PAI-1 antigen level (ng/mL)

Variables
Correlation coefficients (r) P - value
TC (mg/dL) 0.285 0.016
TG (mg/dL) 0.279 0.019
LDL-C (mg/dL) 0.353 0.002
TC/HDL-C 0.419 0.001

M1 5 szauved PAL-1 Tundazdlulnilvealndnesisn 4G/5G voddu PAI-1

Genotypes PAI-1 Ag levels (ng/mL)* P - value
4G/4G, (n = 23) 101 £ 79 0.752
4G/5G, (n = 37) 9.2 *+6.8

5G/5G, (n = 11) 83 *44

4G allele carriers, (n = 60) 96 £ 72 0.569
5G/5G, (n = 11) 8344

* pagaanilu mean £ SD
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S
WANIIANEN
NARAMINTI NN TNEN 4G/5G v03au PAIL-
1 wuh lungueranadiaamiviag 131 918 HANNDYeS
3lulni 4G/4G, 4G/5G wag 5G/5G hiuiesas 32.3,
50.4 waz 17.3 muaey Fuduluau Hardy-Weinberg
equilibrium (P = 0.749) 1031ATZRNINILNAIVDY
Mulniles q lasnuunmuilioidosdemsiia CAD
Toua anglvdiuluifeaialnd Tsamwnvnu anudu
Ta#inga Mz uaznguoImamunuedn wuhdadu
=) P 1 4'4 o/ 4' ! 1 d‘
voRlulnien o lunquiniifedeideuandannngudn
lafitlhdoidesedaliliivdagneada (5w 2) uay
A = ) [ = = A A [ A
wenlssuineuszauassuailufeaniduiliioides
domsiia CAD szwingniidada 4G Augniaiulnd
5G/5G WuNKNNdada 4G N3zauved TC, TG, LDL-

1 Awv o o an ci d’ a
PRI AYNNEDEA (51N 3) naziiioNnIanaNy
o/ o/ d o/ I=S) = 1 d’l‘l/ o/
duiusvesszduansBiaimaliiussduves PAL-1 wy
NAaNuFuTus At g NN AYNNEDR (A15190 4)

NANANINTIVIAIZAVYIO PAL-1 Tungueil
ANMIdsagadenIsiia CAD wundnidlulni 4G/4G
Nszduvea PAI-1 gange snueneimidlulni 4G/5G
waz 5G/5G MGy uazdanunnidada 4G Nazay
Y93 PAIL-1 q\iﬂ’héﬁtﬂu homozygous 5G/6G ug bl
v o o aa d' d’ = [
Hodhdgyneadd (s 5) Wenfsumeusziuves
PAI-1 Tugniianudesdonisiia CAD wungniianig
Tosludeafand Tsannvnu A1gdm nguems

a ¥ d' = o/ 1 Wd’
munuedn uazdguyns Nszduves PAL1 ganiign

1 C" 1 a T 2 o o o/ aa
Tifiadesdiemsiia CAD uslifitivdhdgnaada
(M3 6)

C wag TC/HDL-C qmdw@'ﬁﬂu homozygous 5G/5G

@590 6 53AUYed PAL-1 Tudniuazludiilidsideavesmsiin CAD

CAD risk factors PAI-1 Ag levels (ng/mL)* P - value
Dyslipidemia, (n = 72)

-Normolipidemia, (n = 12) 92 *6.9 0.899
-Dyslipidemia, (n = 60) 9568

Diabetic mellitus, (n = 72)

-non-DM, (n = 55) 92 * 175 0.589
-DM, (n = 17) 10.2 £ 3.5

Hypertension (n = 72)

-non-HT, (n = 21) 102 =+ 83 0.533
HT, (n = 51) 9.1 + 6.1

Obesity, (n = 72)

-non-obesity, (n = 42) 85 * 6.7 0.162
-Obesity, (n = 30) 10.7 = 6.8

Visceral obesity, (n = 39)

-non-visceral obesity, (n = 31) 96 £6.5 0.177
-Visceral obesity, (n = 8) 13.6 = 10.0

Metabolic syndromes, (n = 67)

Non-MS, (n = 12) 94 75 0.897
MS, (n = 55) 9.7 £ 6.9

Smoking, (n = 70)

Non-smoking, (n = 57) 86 £55 0.155
Smoking , (n = 13) 11.7 = 6.8

* yagaanilu mean £ SD
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Isaluagaguamsane

PAL-1 fiumumérdglunszuiumsazanean
1fea nazdliunumlumaesgeesseslsa CAD lay
mié’ué’j’a vascular smooth muscle cells (VSMC) mi-
gration 3eduves PAL-1 Tumanainfigeatuisiinasio
PNaNIALYIasadea linuAuMIAamIazae
dudeaiithasuiinanudsdumsiinemsumsndon
999 CAD I¢ 150 evmsndaiiorlanaiden (myo-
cardial infarction; MI) Tumsfinmaeunihil wuhdi
iwlulnil 4G/4G visedada 4G NszAuved PAIL-1 lu

7, 12) = U o U
LagHANNANNUDINAVNIT

wanamngenh3lulniou’
1in CAD 91nmsAne1ved Onalan wazamz"™ wuh
Anfslulnd 4G/4G Teanudwiusfumaifinanuides
lumsiia MI (OR = 2.67, 95%CI = 1.43-4.96) ued
anuduiusfumsananudeddumsia stable CAD
(OR = 0.52, 95%CI = 0.29-0.92) luns@nmluzn
AUNU 4G/4G homozygous HANNFUNUFALAS
WinanuiAsdlumaifa ischemic stroke (OR = 1.87.
95%CI = 1.12-3.15)%° upnnniidafimsanelum
1B 15U s1umra? wazs1Iu” ldnuanuduius
Aumaia CAD uaglsaanudulaiingd Naran uas
Az wuhszdwes PAL1 Tuwardnvesdiifings
oMImunUean TegiuTnanesiaunazifond Tne
1117 Indian African, White African tlag Afro African
lulnd 4G/4G Wudeway 33.9, 36.4 uay 2.8 mMu
@Ay TUMTIANZHUDY meta-analysis Wudlulng
4G/AG Ssiumsiinanuidedumsiia MI e
Entfesrhiiu (OR = 1.20, 95%CI = 1.04-1.37)®
nnnamsdniluasel fafumsdnunlunguind
anuidedlumsiia CAD gernlng wuhilanuaves
Aulnil 4G/4G, 4G/5G wag 5G/5G whiviegas 32.3,
50.4 uaz 17.3 muden #ladinosiunamsanynluan
UndvedtneTaothmimi Tmanuzau nazaaz Fefianud
3lulndl whity 34.8, 48.2 wag 17.0 muama (Teyada
Tida) wennniiddlndidoaduanuaaulndiinglu
imassiadeu’? samands™ uasdiu® uduand
nnsneBiudsTulng 5G/5G Yevas 77.612 uay
Turmduideienas 2642 Famanamsanmiindiin
duesiguiiazhifianuduiusfumsianuidssgede
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mM3iAa CAD uannanusniunezmimsansluaulne
d' =2 d' ] v & 1 é’ a d
HeaAraMIAnEINE U LEAlFIFUIN TR T U
Hadentlaninasonnuad lulnd

ﬁ' a d o/ % d U = gy R %

IHod AT ZHANNENNUT TerI In AN SHFNAY
lhduidesdomsiia CAD #alaun anglviiuluibden
RINIRE mméﬁ’uiaﬁmqq WYY AGNOIMIINUNUBAN
MIGUI 63U viseuaan Unaglinuanuduing
ag Nl AyNeadd Saunslinuanuuandeegei
Hedhagneadavesseay PAL-1 Tuudazdlulni il
nilosnnnoanaiasaulugnidhiumsdneaiail
I s/cs' Yo o o A 1 . 1
iWudnldsueaaszavlvivludeangy statin (Sowag
25.4) LLasmaﬂmmé’fﬂaﬁmﬂdu angiotensin convert-
ing enzyme (ACE) inhibitor (59803 70.5) Mivseey
999 PAI-1 lums@amiaseiianinlumsaamidu’ 2
INIZUDNIVUBNAINANDINEN 4G/6G 1d) TLHUVDY
PAI-1 fagnaiuqueneiladsndonduy 4 9n 1wu szau
TG™ Bugdu thmaluden™ wag angiotensin 1"
= 1 1 d'oJ = dy |d‘ 1
linvanuuaasangaulumsaneil udgnthaula
Ao nunmananesiENuazsziuves PAI-1 lunanaun
= o % d % o/ =) yd‘d o A
Nanudiusavszauleiuluden lagludnidada 4G
H52AUYee PAL-1 nazseauved TC, TG, LDL-C uag
TC/HDL-C qaﬂiwpﬁﬁtﬂu homozygous 5G/6G 9819l
Hodhagnada saulefinsanszavveslvinluibeans
4 siialaguaamudlulni wunimwg TC uag LDL-C
piniundiangegalugndidlulni 4G/4G nazgimgaludn
1lulnd 5G/5G FapananianlviuniaNuaNius
AUTZAUYDY PAL-1 9g19%aauas TC wag LDL-C 1o
a d o/ % d U %
IANZHANNAUNUTTZMITEAUVed PAL-1 Tuwandin
Auszavlvsium 4 e nuNHaNNduRuseg1iity

1
aa K

o v = o U 2 a av J
Agmeadd samstiszaulvinlwdeagratndtiy

1
o/ 1

hduideanddgdenmsiia CAD wazmsilinuany
o % d % = =) Qg-l/ ﬁ' e’d’
Fuiusnuamzlvsiuluideaialn@iu WesninaEin
15lumsia¥nnzaananasmsiszavvedlviuluiaen
a a d! a a = a 1 v 3 v d!
A lasiavilafalnd visevaesiaINAUALG #9571
HDL-C §18 1aznamiagl linuanuauiis fusea
994 HDL-C anudusiussennaszaulviuluaeadiui
s2eved PAI-1 95119lan TG wag LDL-C @ysa
n3zAUAS transcription ¥899u PAIL-1 l¢lagsiuma
VLDL-inducible factor li/nsgduu3as VLDL respon-
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sive element UudM promoter ¥999U PAI-1%7 %ﬂatj
waenuTE nalNENesTEN 4G/5G oy PAI-1%
FuthinalawikivhWigffisada 4G fiseduves PAL-1
genhdiiflu homozygous 5G/5G anuduiuFIZHIa
TC fusedfy PAL1 T ewldldiAaannmsii TC WA
nanodu PAL-1 lngaseuae1aiinainmsil linkage dis-
equilibrium 35193 PAL-1 U §u paraoxonase 4
fvwihilinedesiumunueasuvesnasiadimesoauas
aguulasTulendl 7q21.3 Wuiderfufuiu PAL-1®
namsaniuaaslidiuh Indnesian 4G/56
093U PAL-1 uagszduves PAL1 Tunananvesdiid
anuidssgedensiia CAD ufihaglifianuduiusiy
aveidostomsiin CAD wane 9 e uddada 4G
uazIzAUves PAL-1 figetuiianuduiusiuszduluiu
luideasfin TC, TG uag LDL-C figendnd Hans
wuemaAnUndie 2 egsmiueThlfiinanudss
femsiAa CAD udedhalsimumsnmnilidesinde
nquiszmnnstivinaidn maftnsfisdnlnlsgnnsngu
Tngtu WieminyninssuumIazmuandeanuned
53 (global fibrinolysis) e1as1ihuiiefudunansanmn

naAnssNUITMA

veveuqaeaaiasarhuiidianlasans
Wnthildsshiquiladsann mansTueeniivamile
winedeveuudu ianusemdelumafuies
ieanazliansiatiailuben nazveveuqmANY
mafiamsurmg minedoveuun Natuayuagios
gunsalnazaauiilumsdifiumaise madnmasailld
FunuatvayunUIIBdmuANN T uiadnw
Welannsosuindnmafianuansauasdnonn
guidnmhmdngastaziiislumniiomsdianu
ey Tafiainends sninedevenuuy yugavyy
il inedeveuudy sagmnnguiveiila
azvHaBALaen NINYIAYBUNAY
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