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¢ 28U (e Jow-density lipoprotein cholesterol(LDL-C) 48US) (aésidl aal)

high-density lipoprotein ~ (HDL-C) 48l e Jaall gl as pa

Ol Al 8 sauSsall dgaall iyl ity Jad o) aakied S5 cholesterol

(Mackness et al.,1993;Aviram et al., 2005; Wang et al.,2010;Kumar.,2013
)

Ombadll o Y1 Gl dgle o) Al (al 0¥ ae LSe Juadll 3 PONT bl L
O O Q) Aliae cLial 5 Aualill Gl L8l carotid artery 4wl Gl y&l) (il b
( Jayakumari and Thejaseebai , 2009 and PONI hlii & (=lidsl gl
dad ye S paraoxinase 1 wiS sl )b as3 &5 Shekhanawar et al., 2013)
2009 and Precourt ef al.,2011) 4 sel) de ¥ 5 il al 1oYW (g2 dll g 5 3l e
( Soran et al.,
paraoxinase sl b Ablall 8 Gass Al 485l @l el G ddle iy
s dala(Tto ef al.,2002 and Eom ef al.,2011) &l Glall Lol yal sk (s
ZAL Akl gl Aaall i g ) g AEESH Adlall Ayiaall i 5l 385§ Lagiidlad Gyl il
o el I Galladl Bl 8 a5 ampall gl Alalall 3806l <l il o34 g
e W e g dnldl) Alaall pldial g 4 jaall A3l Sgan ) o A Gl il las
CJlaall 138l all e el alipla 138 5 (il 5eY)
s Al A1) Cpa iagd)
Sliall (e g QlEl Gl el ) seda G A8l (e sl -]
il bl anss Lo 5030 S Alsdlan 8 Tl ml je¥)  selh B 2
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Literature Review gl all pal i
Atherosclerosis Ol ) bt 1-2

daall ol sl s i e ey b mllaacAtherosclerosis Ol dl bl
A e il il oda (S5 Gl Al laad didaall daudall A (5 AT 3 ga s p sanallSl) 5 dilll
AU ) aai gl )5 3 aas Plaques Slaaslll oeui caygatil) Jala ) 58 <l 5
pall (38 Camaca ) (525 Laa Ladlawad) Ly 5 Aam )3 B ) sy (ol ) (Sdali (A i g 0 8
.(Mallinson, 2010 ) 423 s gemall ) Gl 8l 124 e

Ui ind cAtheroma b pal sasasll ()5S IS (e el alaaill jallas of 5
Ol Gy s 7 a5l (Injured) < ) (Intima Tunica) o<l 4lalal) da.bl
Macrophage o=l sl G S (8 L (LDL) Jis i sSI0 diad)l sy jall auSl
(Lol ddhaie) dawi¥) ) jaled aall & (Monocyte) Aunsll e s (Nutrophil) 4ussl)
Gl 33 s «(Foam cells) 4se ) LA Lgxa 435Sk 32uS5all LDL Gl ja anles )
3y eliandl & sadll LA clulall s Fuai¥1 2l ddilall 2kl 3 LDLs dan_jial
salall A aliall el dpaad s clulall CiBliandl LA slac] JHSS (e dailil) 334 50 ) juall
opall gab iy IS gig ol g Aalaall GLIYIS pa¥ S e gy (53 Gl
(Media bl oot Jaw gl 4kl 6 S 4 Basa (g 9ed sle s Cisad alatly
& 3L Base Il Akl sladly elualall Odlaall o688 3l ) &l e iy Tunica)
LA = ) o sl (e L3l oS = ki (Macrophage) 4l LA ladil die 5 S
.(Wyngaarden and Smith, 1988) Plaque 425 oS5 ) 405 (extracellular)
Gl s bl Eliaal) LA dalas LB zla asad (e alge Gl (e daglll () S
B die 5 Y 5S A i (e GO Ao 5 Gl iy et e dag sl Juadii g ddalas
Slodll s Gaaiy JsAall aall rand Leil sina ) ati BUEE Leaa jad die i dayslll
e 33y badll ) i Ao jys (Thrombosis) 4sedll 350 06 I 4 jm e
Gsadll sle gl Mol o Aayglll el 3] yaall a2 e L suis La pad Ay g il
gl )b sy dlll dae duis Ma 355 (Braunwald ef al, 2001) CHD o= ) s234l)
(Fuster ef al, 2001) _Sud) )25 (aaxill 5 (5 sanll hazall g ) gl 3 55 (5 sivna

Glall =l ) coronary artery disease (CAD) 4l cpl y3ll (gl jal a3
il il caadl & cardiovascular diseases ( CVD ) daseall 4 5¥I
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ol Y i) o) g Gl 3 Clal (e Letaia Gas,allall (A Al Y1
.(Lang et al.,2010 ; Go et al.,2013; Hsu et al.,2013) —-1ll

coronary artery 4t ol pall Gl jel Aba¥l Luwd 5 150 cl pal) aleat aaly
3, Al elasl paea (B sl e 730 @bin Lo la sl oo I cund) a5 disease
Gl eyl shiis AdlaY) 8 Lage s Aninll 5 Sl Jalsall coali
(Ahmed,2012; Moran ef al., 2012; Liu et al,2014)i-L2)

Zia yall 5 3alall YA e e sana Gualill (5l Ll pe¥ oy ped) aladll Jadi
aalud heart failure lall JG8 g salad) ol gl pal) de jiacs il 45 jnall Al Jia
(Liu and Qiu, 2013) CAD 4l gl il (al jal plad (8 52 JS8 A5 5l Jal 52l

=il ) o (CAD) 4alill Gl 330 (i ye dile )1 A0lall ial jaY) Jodi LS
Libby Wang, 2005) 4allall dasall dalaial Ui 5 dasiiall (jlald) b o) g 2a o il Sl
ole Jslay s Laalil Glaldl (8 5¥) A5 5l i)yl 30 Gial yal iy (et al.,2002;
Murray& Lopez,1997; alall elail puan 3 Gpall i3l cund) S5 2020
(Tunstall-Pedoe et al.,2000)

Rick factor for Atherosclorosis () i) bl (& sal 3 5 ghadd) Jal g=1-1-2

Sap¥ Al Jal go ey Apalill Gl Sl Gl e 3 ) ghadll Jalse (e a2l llia

o e 3okl (Sa dalge g peall s puindl g Al g 481 o) Jal gl o8 Lo 3yl

ol JEEY) Ad ) Jelgall o Sl el el sl s gl sl

(Schaefer, Jsosimd s SI Hoax W gLl Bloall o ad 40 )5 dpialy ) 1) Gl
-:al g2l 82 aal (a5 2002; Kannel, 2002; Riccioni and Sblendorio, 2012)

Hypercholesterolemia J 9 o<l £ )-1-1-1-2

Ay g sh e Ay Ay Lt ddline Jalgay pall 3 g il S 350 il

e A Al @lia o AL il 55 ) LWLl diend) s 538 HUai 8 o sal
L o (CVD)Asile sl Al (al 5aY1 Hlad 335 Jg il sSU gl ) G i)l a5a
s @l ksl 8 Familial hypercholesterolemia (FH) (bl aall J il S
(LDL-) 48US) adal 5 dymall il s sl <ld J g yiaad o1 (6 giase g0 aahy 2l camsa
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danaly aaili (S5 (LDL Ol Goall 5l 4 ikl of Gus LSl & C
(Goldstein and 4315Y ) ke sl N Gl jal b 2L ssiall LDL 4
3 Sl 8l Glaai Jgeas g2 G Jelsall a8l e o Brown, 2009)
Ol Lagead s davdl) dexh¥) Jli e JUESY) angis Jssiad o)) (5 gine p i)
(Goldstein and Brown 4ba¥l sha (e a3 3l GLIY) cladiie G585 A gl
,2009)

Age sl 2-1-1-2

laty la¥) adi i 3 il al Y Al dagall Jalgall G peall 038 aay
bisn gl L A0 e jaell of | cpowinll DS 8y Gawadd) Gus 2xy aldl) Gl 5
sl Saall g giaadl Gy ( Myres,2005) p—nll (8 Gsaall Al g & )y ol

ezl B2 0 ala o ol

.(Bonethi and Lerman, 2003)

Gender oeiall-3-1-1-2

dmje ST S (Gl il aleal (i e badl 3 jladll Jal sall (g 22y
AU Gsased o Al sl cu ol GUYL Ajhe AL
sl an i 33 )5 pall (8 Asenall ol 4paS B3 e ey (Testosterone)
vie Ll dawi Mo iy (Lawrence,ef al., 2002 )on) »i)) claail Luali(Plagues)
. (Gierach et al., 2009) s Y 0500 Aws (Rl Qs 50 w220 oLl
il ol At (alids) 8 aas i) Gse g Ll (Fuster, 1994) @l 35 ¢ estrogen
Gsae oy G dew Y %500 A Gl palb
Ol A aad Cisan (553 e %15 Al LDL-C G sise (add 5 %15 dasis HDL-C

Osadl)

Smoking Cpdailiog-1-1-2
330 Gk oo Ol Al laat AL A I Jal sall e pal) 2ay

Ol ) Allay ) el 3305 M 525 650 s Lipid peroxidation sl 2S5y
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(Bazzano, et Aaysll )l il (pe aall s dag slll (0 685 ek 300 ) ae (il Lagi el
oy AUl gl e eyl Al oyl o) ¢/.,2003 ;Valkonen and Kuusit,1998)
Llsl Ao oY)l el ) g Al LY Jal (B agan G sSill el ol i
Reactive oxygen species gl s ol Alday & Caaa Glaa) 5 ol il lial Led La
( NO) bl amuSe¥  (gsanll Lliill 4 galaddl;  cllgdll Gigaag (ROS)
Lo s 4yl jhall Jal seaal s &l (paas o) (Rahman and Laher, 2007)
I sa Lan 8350 ma 4nd raatl Aysedll Lo gV GGrm s A aall AxA il
44 Havey smokers bie JS& (maaill o1 Qlill dighy 8 el Cigon
Gaxll (Europen Commisson, 2004) <&l dlae  cLisa] ) a5
e ¥ al el Alal) had gl )l agan aalsll asall 3 e 421 G siaas
.( Bjartveit and Tverdal,2005 ) 4Ll

Hypertension tarllbhadaplis) 5-1-1-2

Jalsall o st s Ll s ) (g pal) a8y oalgy 53 Gl Al O as Jlo sl s
pdl bia Jsay & (Benetos et al.,2002 ) dalll Gul pdll lat Sgas 8 sac )
oty baally (333 140 oo 2k J systolic blood pressure  sabasy)
bl s ol 5l alaal ¢ e @5 39 ale 90 (0 e diastolic blood pressure
(Han et al.,1999 and Blann e ) d:sedll dae V) il el g Gl (al ey dliaY)
Adle sl Al Gl 5a¥h Ala¥) e 235 Jg il Sl 5 pall Iaria 833050 o)) 0].,1997
ealiall Csall sl Gy Aediidly Aasgiall Aeall Gl e galiil) sl
Alal) Asaal) pLitial g 4y yaall 4adli Aals 5 (CDC,2001 and Clarke et at., 2002 )
Sl dilday Jals @ s A o e gl IO adll (5835 AUE) axe Casy ASY
5 ( Basile,2002 and Fadle ef al,2003 ) ol il caleai (ym ja Sigas (e 23 Sl
(Ezzati et al ., 2002) allall & 3Lds0 Lyl ol sal) aalaall iz gl ) aay
e € blse J (gasas 4 ye b )i Lo y8 Gony Cuba il yhal g
(MI) slal) il dlae clitia) Gl 8 Ly oyl Gliclioany ol il s Qi) (ol ey
.(Nichols , 2005 ) <sall s il cals



Literature Review aa) yall (al i (Sl Jadl)

Diabetes Mellituses g8l 213 -6-1-1-2

S el 5 8yl el my allall 85 lall (ymal ya¥) sl e 2l 5 Sull el 2ay
Gaat Al ol 30 (al el 3 gl Y (50 %50 s o) O (Betteridage ,2001)
( Huang et ol sai¥) o adiaddl ye U g i) e g Sl el Cpbiadll iyl
al.,2001; Marino,et al.,2004 and Marieb,et al.,2005)

Obesity ddacd)Z7-1-1-2

<y (Castro ef al. ,2001) ol ol lial (i jey Aiand) Loy 54y 8 483e cllia
GoA 35 ) g5 aall B aall w5 il il il ) Lpaliay diendl Y
low-( LDL -C) Jsiul s8I 3 53 gl )l XS gyl 5l caleati dlae (0 2 355 (9 0
Ko et 2001; Goldman and Ausiello,2004) ( VLDL-C ) density lipoprotein
(al.,
Family History (il & ll)-8-1-1-2
8ol S e o el ALa) 350 Ll Al Al el sl aal (e aey

ol el &gan dgllaial i A 45 G J Ol 8l sty Llas Y1 ds all (e Alilal)
& ol 8l lai - ((Micheal et al, 2000) AUl 4 &l ds ja (e SSI (585 sl
L dalse ) slba haaisl lile b Lgpal Ll Jil el 8 JIS) aany (lal) (e LS
Ol ) lat el Lladl Laga 150 &) o) (Braunwald |, et al., 2005).
(Van et al.,2011 and Liu and Qiu, 2013) 4xall (sl sl

Ufise 0585 il Aliae liiaY Bilal) gyl Leaiay ) 5200 311 lalacal) ds
S a8l yans Ao 4l 85l liia s (i pall 5 AY) Ayl Jal e qsan e
.(Lloyd-Jones et al., 2004) () pziall 5 0¥ o) 330 aae 5 (el 4y

Jie dima al gal e (g silay QU aeal ) (alad¥) ol (1999) Bennett ¢
oAl 0 By el (al paY) oda s hilda e ST aa (o Sl ) Gl
il Alme sliial (ma¥ly ULl gl Al sl aldl Gl G se S Lladl
Saniu) dows Jiay Sl Al S slailly Ja il g padd 19390 Gle )
G gl ) ALaL bl a9 84 5 Jalll sal % 75 e AL
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Cadi Al JMA ey 48 WS sl hkm hydLamls A G sand) cilgiowa
O Glle ol ageal pdll @il ae Ble &l o sShaY cdl) Jla i o & lad)
(1.4) 5(1.85 )i G haall () an g e @Y1 5 V) (e 5 b QY (ga 5 Jai Ay

. ( Andresdottir et al., 2001 ) A8 e (1.71)s

Acute Myocardial Infarction (AMI) 3ad) 4l dllal) ¢L&iai2-2

dlac JAN w5kl 4 Acute Myocardial Infarction  4ulall dlaslleLiial
damc J8 o panSs¥) o llally gaall Gu @Ol AT e aalill sl
sle gl (8 38l JSE e Plaque  Aspslll GO0 dagt diasy 1y | lall
Qlall Aliae e e 3 A pall Slalas) 8 als gRleas) ) gas bew | (U
Alpert and Thygesen, 2007; )  —nSs¥L Lo et (mlaas)  Jull
WHO,2008 and ) altall b8l dpus )l L) 2a) 8 5 (Seropian ef al.2014
(Bethesda , 2012

Zant Gy ) ol 4885 (40-20) 3l z3le (550 48y gl i) slal ¢
Alal) 4 gill Aa jall ClaDhall (1a ol 5 (520 Slia (Badiman ef al., 2004) 4xal) dlianl)
Llee el O (See VAN may b Gl gy o iy ol 8 JS) ) saaly els o) (Sae
Silent Myocardial 4ieball L3l 4 5ill e Ja3l o (50 (e Al dianll oLiia)
O A cagia SN g s Loas g gl 3l A je SISV aa (5 Sl ia a5 infraction
Davies., 2004 ) eaDle 5 4l g 400l 45 gl & gaal ol piat aed G jall Cledlall
. (and Ant man, 2007
Gle Libual aily Caia gy 2l jaall Al AMIT 4l dliaall eliia (2 el ladlall aal
AV il g ¢ (g oaall (aidill) o jaall Coy sl e anssll 6 Jall 8 (sac) sl Jaxaally
A 5 (Jlas (a3 o8 el yual o)yl e ) A g Sl g ol clal) )
(Storrow and Gibler, 2000; Kosuge et al., (-l J<& Qldll gy S8
2006;Thygesen et al.,2007; and Mallinson , 2010)
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Angina pectoris(AP) 4 jaall dail 322

o LA 8 5 (el 3 e aan foaliay dla (g sam ol e B e o8
Lla)) Alaall Lygeall 4y 5l A Gl e gy Glodl 1 G xS Ggas s
. ( Michal, 2004 and Wan,ef a/.,2010) (Ischemic heart disease)

Campbell ef al., WA ai 48 5e) L e 3% Angina glbawas o
Aaills ¢ dplal) Aliasl) oLiia) e (aliad 4y jaall Aadl) G A8 jea agall (e . (12000)
O Y1 f aall il Aala 3y 35 Ladie aaad g Al Aliaall g 8 Tl s Y 4y yaall
Joa g Jsl amy ol Jundil) ba grcall Cuniny of Ll 9 48 jal) (L1 Chany 138 5 Aaliadl 4K e
. (Gundu and Thnikachalam , 2005 ) puadll 3 ) sl ally (deay) sl dans

oale ¥l Gl Wijshal b plgl @ N 4aall dall s
: (Kumar., 2002 and Arnold , 2001)

Stable angina - Btieeall 4y auall Aand) 1-3-2

Jsl ae ol gall Calay) wie (il 65 sgall die Juas Lo s )5 il siall 2WYL e
(Kumar., 2002 and Arnold , 2001) . culia ¢l 5

Un Stable angina o B 8hal) & 4 jaal) dagdl) 2322

oS Lhdy jual ad e s dal ) Al i agal) ol agendl Lo 2V dians
(Koulaouzidis ef al.,2012) <l dliac Gl 34 A A o) J gasl

Variant angina s Al 4 jual) daoll) 3-3-2

Leld sala 585 Ladie 5 ¢ Sl luall 6 5 Jalll 8 a5 ¢ Al ) ol & Qs

Daall e ¥ quilall 8 a0 Gaay | el ) Gladll e iy ciladtialy Wle dag g3
A, Jaud 5 ) N Y diey 5 Jaelall g il e A1 (5S¢ Gl dadie Cals
(“t""‘grs‘J‘C)}“—.‘”@L‘:ij)—&LJ\E}MJJUQA‘;&M\%J\LAUJM‘W&U
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(Lawrence ef al., 2005 and  4al,ll ae clld axy J5 35 2¢ad) a2l diaay cVSl)
.Kumor and Cannon , 2009)

Liver enzymes dal) eilay 33 4-2

Aspartate amino 25 ¢ (V) e senal ABU Lghia g Gaped Gilay 3
Jsman die ) a% Sl Alanine amino transferase (ALT) s transferase (AST)
DeRitis et ) 281 & Mo 58550 Glaal 5h Gae 3V IS (Simon, 2003) 281 & alaas
RN b dlle 3050 aa g 3 AdlA) avad) dal 8 (AST) a3 25 (al ., 1972
s3sa 5 s ( Kaplan,er al.,2003; Daze, 2007) llls | 4d<el) cdlaall 2K
e Y1 00 5 aS A a8 (525 il Almal oy ) i gl (b B B Ale 580 5
gl ol clual @i &) (Crawford, al et.,2004) adl Jeas 3 03 5 adi g
G all ) bl U8 (g (0 silag ) (pam el B Bale Jeany AST il Alad (5 sinse
0 0o ALT ar il Adlad G Gy Gos 8 Anlal) Aliaal) cLiis) oy A 5 QL 8
AST w3 s siwe &) &) . ( Damjanove 1996 and Nanji et al., 1986) s
3 6 st el ) diay g Cle b (8-6) JDa gl YL 5 38 53 Tay 3) calil) dliasy dlia il
Cus ( Hay et al.,1989 ) (peas b danhll Gyl I (aliaidd 295 el 24
Al il WG Gabadl palady) ol Jeadll & AST w3l s siue gliiyl Laadd

. ( Krishnamurthy et al., 2009 and Lee et al.,2011) <l 281 () yal

XM Ay 3ol i Ay paiall Aadll Al Alasl) cLEa) (e Jgeas ()
miall) Ayl Al b el i) 8 1 ise ol gie 8305 x5 ) adl Jeae b AST
danb ()5S a5V Al o) N ((Varley, er al.,1988) Ul G (53,(2000,53 550
G siaa o G Lal 23 (2000,00 5035 culadll Yl 4y jaall A3l Galeaall o yall sl
Aawsl 8 (ALT) md 2350 Anlill dlmall cliialy ubad) o yall die ol o 3Y)
Ay i e sl 28 LA Gl die Al b oaal 8 RS STy | ) ava (g ddlid
A Al g 5 s Akl e Db ¢ 4 gadll 350l 5 A ALT S8 ) (525
(AI- Shammaa,et J8 o) siwse S5 ¢ A0Sl Aland) LA 5 alil) g 401 8 2a) 53y il
slitialy 2l alasi g MU dbal @YW (8 ALTa 3 s sine 355 adin al,,2011)
(Vozarova,et al.,2002) duusl) laal)
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: Cot) ) el (2 el Ay S A i) 5-2

Ga uaal) Jalal A iy ol A Cunal A ) je¥) aal e Gl Gl

D Sl o) b A jall &)l byl 8 aadl) CadS o Al Al Jal sl

Oe aall gl al 23 Glld ) ALaYL cul il de V) (el ALY e s Oy

e Jasi pall aall (g sedaall sanill s ds pall il 5 A8 Gl Y] e Esalll

Kovacic and @ow JS laxe oy dua 5,aY Glgudl 8 gulpall bl
.(Bakran,2012)

M‘ M\ f-wﬁa'ﬂ :\-\-ﬂb‘gl\ UMY\ 1-5-2

to Aladl 5y seay ddad je (M) dplil)l Aiaall cliin) Cgand 4815l oY) e
slitial (i jer Lla¥) 235 (Wang et al .,2004) o=l g A3 Jlilal) )l
P el Lpany we Sl Jeldh Glaie Sy L saiaall cliall (o 4ulil dlaal)
Siad ) g Aglaiall Cldall (e aaall G e BlaY) Gigan b i ) gAY Cag k)
asi el Cilicalle datiall aval) licall (e Uape 43y yhay 45 ) sie 5l ddag Lo LaY!
.(Hirschhorn and Daly, 2005) L sS sl 431 ) 53 dasi yall ol uially

alill QI ial ey LaY) (0 %80 ST o o Willett (2002) 4wl s
Al kel celaadle o5l Jia slaall Jaas bl e oS3 coronary heart disease
adll laxin Jie dpalil) (il ol ey Al 5 skl Jalse e 5kl ) dsLaYL
Gliad) st Jlaw 8 bl pall JIA e Lay age Sl)dll Jalal) o O O (B oadall
acute myocardial infarction )satall 4l dliasl) Liialy Alia¥) yha 520 30 ddadi sl
Gly YA (e s 38 Coronary artery disease (CAD) &l Bl () yal 5 (AMI
A8 s el gall cpr JAIST oy 538nall (al o¥) (e iy Alil) Almall elLiial (i s

.( Schadt ,2009) (1-2) JSall 4l
O U ysuall 585 A5 e Sl 035 Al Cliall (e el 252 (e a2 ) e
Jalall s 31 sl o) 885e g syl ) bl yall e 5ty (5l besi Zacial
Gliall ¢ 5l alaall e Ledidat die dpeal Gl (S5 G 5 e aulas e (g jedaal)
e bl Jelis Jia o yall Calaal 3 Adlisa Ll s Baanie clisa ()55 Giapall il
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[iterature Review aa) ) al saiil (2l sl

Cidaall Jla Hl Jie dliee 208 2ie Gliadl ol jlad ooy o) (S s G Lailat ae ¢ A4
Sae & Jalat ‘51!\ E)}Jaij\ d.n\}r_ uA:\_L\.ﬂ\j u.\;.lﬂ\ =g JAﬂ\ L_ha.\.muﬁ
(Stephens and Humphries, 2003). <l

o i A Al i pid) Hhlae e Al g Gl Jal sl jlad (1-2) IS
Al) Almal) cliin) o Apalil) Qll (pal el ot Ay idasl) 5l el el jlalie
(Schadt,2009).
PON iS5l cilina 6-2

PON35 PON2 « PON1:  PON cpal diall JKEY) (e g i) 836 s
YT i) palaad) (5 s o %6652 4Lty 58 Balias ailiad Gl Lgasen
& goads 2 & Al ) seay 325 PONTs PON3 ol Aasa¥) (4 Calidy W s
LA 5 GlaiBd Aladd) LA WA 8 Jadd aa 8 PON2 Lain JHDL = i ybs L S0l
(Hong-Liang et al., 2003 and Aviram and (OlsYl e sluldl cdliasll
Rosenblat, 2004)
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Ala¥) e Aleall Je Jaai PON3s PON2¢ PONTlisgyll sda aaea

(LDL) &kl sl G861 <l daall cilisig,dl 58] e @lldy ol dll Glad im g

( Rodriguez- <yl Al (8 ciliall e 433U ¢1 5 2 535 (Reddy et al., 2008)
Sanabria et al.,2010)

(PON1) paraoxonase (x21-6-2

liall saaie Alile 4 5 paraoxinase xS sl b Aile Y PONT (s (ool

O iS5 (7q21.3-q22.1) ShaiDl 7 o smisas S Jashall 13 o cuin ) s £
8y CligSyl 9 el CubidS26 kB ltle (e sSH PONT cpall 13a
(Primo-parmo et al., 1996; Costa et al. , 2005 and (2-2)a8, JS& ol )
Gupta et al., 2009)

p2d
Trel
fplS

el
el

il

Tall.2
Ta2l 3 PON1
Tq22
Ta3l

£

fqdk

( Strachan and Read ,1999) PON 0 &850 (2-2)a8, JSi

sall 330 o saaly Ca®' sl (i ja o 4aS 5 8 PONT O 55y
poaallSl A5y 3a o Sy Ay pat A A WL Ay (i Osl ) staadl) Tadall
(Harel et al., 2004, 2007) a33¥1 )il i &l s 5 AY)
oalea ¥l Jlaiul 4 (Q192R) :Lea juS IS5 i) 50 23 PONT (pad (lSS a2 g
Jlasiul »(L55M) s arginine (R) osa ¥ I glutamine (Q) sl sl (3o dyina)
(Humbert,et methionine (M) (isfisall A leucine (L) om0 4] (aleal)
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al.,1993; Adkins et al.,1996; Davies,etal,1996; Leviev,et al.,1997; Deakin
and James.,2004; Costa et al., 2005 and Macharia ef al., 2012)

Loty el a2ty Adagi yal) ial ja¥) s (AN leal (i jer La¥U PONT i
A4Sl 5 coronary artery disease bl () Jill (a0 LS5SM JSEl 5 Q192R Jsall
= «familial hypercholesterolemia Ll aall Jg sl & Jajiy delanl)
(Marchegiani et al., adl bia glii)) )sehs Parkinson’s disease (siS L
2008)

Ssiua o el s Gl pall s QL () jal (& PONT Lo bl yall (e apaall ciid
(Jarvik et al., 2000; S5 sased O Lo Misesn s Ll (5 siuas uall il
Mackness et al., 2001; Zhao et al., 2012; Bayrak et al., 2012a)

il Odig 1 s ¢ paraoxinase S sl b Load (camn i 3 02 PONTO o
.( Mackness et al., 1996) LDL 3281 gia &

aial o Gsilly LS 43-45 el 43 s (s Sk (ni g0 WY L8k PONT o

high-density 4GS 4dle duaall iy by Lag s LSl (& HL4 5 asll 8
, lipoproteins (HDL)

Baskol & Kose, ) paraoxonases arylesterase ¢« JS ) Wike Jlsy PON
Gyand) ) sindll Lnl¥) salall adladivl e Sl paraoxinase S i )L avl, (2004
slie aalaii g4 (Giileli and Giirsu, 2003) organic phosphorous paraoxanes
(LDL) 38l 35l dasll iyl aiey s oL3all o PONT 413 o5 381
k_ﬂ_aajua‘)_au :\._11.;&‘2“ UA:L\\_AAJ\‘;‘)}J ‘\J} 3SY (e u)_&s.ln A:u.uS}).u}
et al.,2004; Moren et al.,2008 ; She et (La DU,1996 ; Tomas (—ul -3l
3-) piy JSAI (Macharia et al., 2012).PON35 PON2 (piall 3Ll ¢/,,2012)
(2
Ly 308 alcas paraoxinase ).:.‘-.‘.-.'-“‘S}“JL:’ ?3’)"\ ) ol il st sl Lalis (g jan

Christiansen et al.,2004; Hofer,et al. HDL 43USH 4lall 4uaall cilis 5

(,2006)
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Literature Review aa) yall ) i () Jaadl)

Action of PON1
Inhibition of LDL oxidation

Hydrolysis of certain organophosphates

Metabolism of certain pharmaceutical

compounds

PON1 modulated by
Environmental chemicals
Pharmaceutical compounds
Smoking
Diet
Alcohol
Age
Certain physiological/pathological
conditions

(Costa et al., 2005) PONI J asbll il (3-2).8; J<al

m 2 g Cua « Mazur Salll Jié (361940 (2 ple 85w J5Y PONI o
Lpamall Gliwsdl Jad e 3omll ol oAl Al gl Aand¥) A DSl L
.( Mazur,1946)

Y 2as g Cia g ccaal 5 3l 5 llanl 5 ) gahall elad 3 PONT (e ) siall iy ol
* Norman Aldridge Js8 (s sl Jeadll 3 (PON1)paraoxinase 1 uiwes ofl L
. (Aldridge, 1953) 1950 ale Jilf

s ool Al Ol paa (8BSl G aall Jlay g5 g pall () 8 PONT iy

Ol 3aS) (e dEiia)l [DL bli ladyy ASUSH diasaid) dgaall cliss pll saus)
(Costa et al., 2003 and Li ef al. 4w sil) saall e HDL 5208 aiay 5 4ilin il
J<U (Durrington et al., 2001). oml 4 laaty la¥l (e 4les 4 UL 5 2005)
(4-2)
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%Blood
e

Endothelial
cells Transport

LDL

Oxidation

»' Scavenger

%,
@ ’%% receptors
oy,

j/&/&‘
O @ g e @ @ g e @ X @ g @l
e = @ = = e e e < @ = = e @ = @ = S
S S e . S, Y

Smooth muscle cells

o Oonldll cliad e Alaadll) | ol a1 Gliadl ‘#H\ kil -1: (4-2) JG
(Mackness ,ef al.,2002a ) PON1 Gk

dle) ) 5,3 s HDL a= paraoxoinase (PON) sl b a3l Jadi
O 0l s Al g aie Gash e LDL 48U 4kl ) dviaall lisis ) jll 30
paraoxoinase S sl b 8 dral) JISEYI axes ) 5 gey @lld g oy Y1 Lalis 8 olSud)
DSl Glia e 555 192 0 B JSEY) aad (JEd) dua e
le ganall G Sl ey Aalill il ) el das 55 L3l <l 385 paraoxonase
Ois ) (A 3Kl G saall oS) 5 e JIay WS (lakshmy ef @/.,2010) Adlisal) 438 )
hydroperoxides (s« sl e 45,8 Cuw @by (LDL) 480 (ddiall sl
(Kinumi et al,. 2005)

A saall e $W) 5 Al Gial by Aba) Hhlie ge LuSe PONT blis Lasi

(Getz and Reardon, 2004; Mackness and Mackness., 2004 and Ng et al.,
Lo Vs il () el Alad jlad JalaS ) PONT blis (=lisi) Case 35 2005)
(Aviram et al., 1998 a,b; Deakin and James, s sarll Cliv sl dan s 4 g0l

2004 and Chait et al., 2005)

17



Literature Review aa) yall (al i (Sl Jadl)

e sane Y il N al 2 ) Bamie a3l 8 paraoxinase 1wl
Aagslll JS0 @SS e ol JAI padds @l 8 La cauall B caillagll e de gt
ompall Qlat ) ga Al LDLAkI N dgsaall syl oeplaque
Clac Yl @ljle s 4y piall Glagdl Jie ddldl 430eSY o gl s cartheriosclerosis
(Pejin Grubisa et al.,2010)

o) a5 ol B8 bl Gial el ALaY) Juli (31 a€ 1550 PONT Aallad caali
(Mackness et al., 2004; Agrawal et al.,2009; @AY 4seall de V)5 il
al.,2013)Mohamed et

Sl g ) ey adl G 5 el AN sl Balime Ailay 4l (S PONT o
ety 5uSY) (e HDL AN dglle dyaall cilisis ) 5 (LDL) A8USH diaidie duaal)
( Aviram, 2004) Cl el LA 5 daall clig s ) L o g ddadil) 3auS 54l o gaall
ae s Gl Lis « PONT gual e sl g il shalial) 8 JIEY15 A5l Jal gall
(Deakin and James,2004; Costa, PON1 bl Jde Jg3 340 )5 e Jal gall Calidg
et al.,2005 )

oY)l didia e o LDL 3281 e il & PONT e asty S A0Sl
oxidised fatty acids 4e dial sausliall daall (alea¥ Sl Jlail) et 8 (K
Osadl 5 cholesterylester Js_iual Sl & yiulephospholipid 45wl G gaall (1
Js_iud QU clysophospholipids 7% A 2% triglyceride hydroperoxides 483l
(Mackness and 338 5all dsaall =leall 5 diglyceride 2 sl S ccholesterol
Mackness, 2012, 2014; Tavori ef al., 2011)

aall e d2e Al DA e ol lai s PONT O 483e 2 ga g 2l

3 il de gena &3 Hlis Aaddia PONT At ilS Eua Anlsl) dliaall cLita) 5 gilay (pdl)
o2 3a¥L 4L 5 ) shaall Jalse e iiad Juadll (8 PONT (e daaidiall il sivsall)

(Mackness et al., HDLAUS] 4lall 4aall Sl o 5l 58 53 e alaie YU 4aliaal) 40l)
2003a; Bhattacharyya et al., 2008; van Himbergen et al., 2008)

lai (e dleall & )0 Al HDL A8US) e aall (455540 o (2010)Shah b
e Galaill 2l Y a8 (5l o) dngsal) dalial) G (o 5 i S0
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Llayl Lhas LDL Alsl Jkly aall gl 5855 G 3l 483l clla
.(Durrington,1995) ¢ »&ll (laty

@ HDL Jssiuad Sl 3855 o Ay e 83 2a s Al il pal) el LS
(Gordon et al., 1989) Crl yill aliai yy 5dai 5 Jucaall

sl Aiae eLitial oy A83e alag) ) Leadd dalaiall 250 ol 2080 el Jid jal) Jaa 653
(Fisher et al., 2012) HDL-C &b siue ge Jadh ddasi jall 4S jidall dunall &l jaaiall

Ol 8l bt aid LDL sausl dle) e 5,08 A HDL O bl (s sinal)
dle) & 9 Wd HDL —Akas jall clisiy pll ey Glia (Mackness et al., 1993a)
(Mackness and Mackness, 2012 and 2014) PON1 Jie 32008 d3lec

Paraoxonase 2 (PON2){s» 2-6-2

ISy 2ash G5l LS 44 Ly 8 G sal) 4 iy o slal) Jala cpg ol adly oy
Apadlly dapliall g 4,015 gladll s Uy 280 & ) IS5 Ly dad) JS 8 Glhae
(Hong- 4 e eludall cOlaal) LA b Ladl aa o5 (Bayrak et al., 2005)<ll
& LDL 3381 g s 408l Jals 308 3al) 3 sall mid e Jexi Liang ef al., 2003)
Laie LDL-C 3281 e 3,8 J8il PON2 (e i el WAl (e S DAl
LIV )5 3asY) o LA and Mg 3 5l 4y siae i) G sadll ) HLO, - i g
Blis A aga 33 4ls ¢ (Ng ef al., 2001) gl s JS Laseha gl i1 10 i )
Uass Gy (Bayrak et al., 2005) dile sl dtad) LAY 5 ddadl 3 300KV Cilalias
Li et al. 2003 and Ng al..2005)  4alill il il (sl ey PON2 483e il all
Lkl ol Aaall il sl 3auS) Al e 50l 5 65 52080 Baliae (ailiad dlliag 5 (ef
Al iy <y (Ng ef al., 2001)—uila JS& & Sial) sansSlid) LDLL 486
(Ng et al., 2005) 528 (e LAY dlan 5 2y s1al) 520830 lalias

Paraoxonase 3 (PON3) 3-6-2

Aul 0 J8YI a5 PON 4aiall 4e geadll 3 PON2 s PON1 G b sis PON3
HDL s yall osills 1S 40 sl 4335 Gfis » #PON3 .PON2s PONIT 4l
JS @l PONG3. arylesterase bl Je e PON3 (4 PON1 (0 =il e
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kel b PON =B (Draganov ef al., 2000; Reddy ef al., 2001) 21 & i)
(Precourt et al., 2011) owl il caliad (e 448 611 4 Laga | 92 A3DU
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Materials I methods

Jandl (351 kg 3l gall S S

Materials & methods Jel) (3 kg 3 gall

dardicall 3 3¢aY) g M gall 1-3

Chemical materials 4!l 3 gal) 1-1-3

Al a8 daddional) dpibeansl) 3 gall (1-3) Jgi

Ladal) daiaall 48 i) duilat) Balal) | &
USA Geneaid Genomic DNA DNA (=2idulsae | ]
Mini Kit (Blood/Cultured cell) Cat.No
GB100/300)
Canada BIO BASIC Agarose s S| 2
Canada BIO BASIC 10X TBE Buffer ahie Jidsdaa] 3
Solution
Korea Bioneer DNA ladder Marker(100-pa>al) Slalea | 4
2000 bp)
Korea Bioneer Bromo phenol ¢80 Jsié sa9 pdrual 5
blue
Korea Bioneer Primers &s2ls:| 6
Korea Bioneer PCR PreMixusSe sisla | 7
Canada BIO BASIC Ethidium Bromides saY) 20| 8
Canada BIO BASIC Isopropanold sibs:s | 9
Spain Scharlau Absolute Methanolgsths s Js=S | 10
USA Promega proteinase k  Jxfbsn | 11
China Elabscience PON (uldsac | 12
Biotechnology
co.,.Ltd
Italy Giesse diagnostics Total Cholesterol Js_iuad Slisac | 13

Enzymatique PAP CAT. No. 0045.
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Materials &7, methods Jaal) (33) yla g o) gall G (Jadl)
Germany Biomaghereb Triglycerides 4530l Gl junlS jasdsac | 14
Enzymatic Colorimetric test (Gpo-
PAP)
Italy Giesse Dianostic HDL-c Enzymatic yasisax | 15
cholorimetric method. CAT. No. 0056
United Kingdom | RANDOX ALT ;¥ pasdsae | 16
United Kingdom | RANDOX AST @) pasdsae | 17
Canada Aquarama Deionized watergs:¥! Jl e sla | 18
s dadiical) il ga¥) 2-1-3
Al Al B dasiioual) 4 pidall < gY) (2-3) Jg
Ladal dadiaal) 48yl ey | @
Jordan AFMA Gel and clot tube Jhadll Juad il | 1
EDTA il gile ok ya A8 ol
Jordan AFMA 2
coated tube EDTA
Jordan AFMA Medical Syringe 4ub 438sa| 3
China Eppendrofs tubes <3l culil | 4
China Pipets tips | 5
Germany Slamed micropipette <unbis Sila | 6
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Materials I methods

Jandl (351 kg 3l gall S S

s dadiiueal) 3 3gaY) 3-1-3

Al Al B Aaadional) 3 3¢ (3-3) Joaa

China Gilial) Jail 83 joe ddadls | ]
UK Laminar  air flow Cabinetieisall 4\<1 | 2
Japan Julabo Water bathi b ales | 3
USA Awareness ELISA ' 3 dashaia | 4
Germany Hereaus Centrifuges Sl 2l Jlea | 5
Germany Labtech Cooling Centrifuge2_ sl s S el 2l Jea| 6
Germany Sartorius Electrical sensitive balance s (S5 581 Ol e | 7
Korea Labtech Magnetic stirreruwbliae &l jaa | 8
Thermal cycler Jubuiall s jald) ay 3l Jeldi jlea
USA Labnet 9
DAN incubator
Gel electrophoresis LS Js il Slea
USA Labnet 10
apparatus
Photo documentation & & 558l (535 53l Sl
USA Labnet 11
system
supply aieall 434 HeSl 43Ul jeaa
USA Labnet . 12
Electrophoresis constant power
UV light transillminator ¢!l 4x3Y) Cilidas Jlea
USA Labnet 13
Al
USA Dubuque Vortexz ) | 14
Japan Shemadzu spectrophotometer | 15
Germany Labtech Autoclave 3xagll| 16
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

Methods Jad) &l sk 2-3
Al cilie 1-2-3

cronary care <l 3 38 yall il sas 5l Gral jall (o yall e Al jall o3a 2y sal
pei) ga DAT aay Auasille Dy S ddailae B el (g) sl Adiee & unit(ceu)
psle and b Llall il Al jiide s Ladall (el ol dua pall st as SN,
2016 S 5830 sl 2015 Lblad 20 (e 5 _salls £35S Aaals o slall IS 3Ll

ouall & aYYL agibaY Al el das | slaal cpdll GalaiV) (e ciliell s
Lo g (g Sully b | 55l 31 Lad 48 jma g (), US3) uindl s, el A3V jee Janadd 3,
b Ay paal) A3l Alal) Alaall cliialy Lla¥) ) ) gm jay ol cban e sl
Comadall e o) taall (e agdl 8 A yra g, alil) (ol el Aladl Jliladl &y Sl

Leie dpallall daall dakuia 4l o jliile e leliy (am pall 4 jall VAl il o
(ECG) Sl lil) Jaglads 8 ol yah 3955, 4883 30 (e SY auall ol ) i
Guhall Gl o alaieWhs, Gniso g Al el 4ldl) Agball YAl (any (5 slse g8
Leilad Al qaalaal) ypaatl o jall dpm pall Aal) (adds (3 Q) Gl jaly il
LY 2ae (142)_»55!\ e él‘ Ciadl IS e 12 48 (200) Al Al clek s A all
A 71 430 e o e ) Ca ) 55, (58)
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Materials &I methods.

Jandl (351 kg 3l gall

Sl Jadl)

Experiment Design 4 il axaai 2-2-3

die /200

75 slidal |

5_tagul)
50

25
14 b (— -1 yn | 1] 27 kel I —I
= 2 &L 83
7 S e 18 232 |+ 18 Su 15 35
Tole s | 218 5217 | —| 33 He &k
5 (pidse |- —| 36 (pida
220 14
18 &L 57 LsS3
.. ; 26 b
12 bia e 6 e 31
. 23 S
8 Sw 4 10 ¢ 34
L : 34 JAils &
8 Llils & » 10 23 wie bl
4 (s £ 14 5% 17 40 (e
s N\

Ao 5 Al o

DNA =>asl

PCR =\ =)

Silan 531 Cald

Ao ol gaaal) A Ha

PON1
~ LJAST,ALT
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

4t aalaae 3-2-3

Acute Myocardial Infarction Al lias)) ¢liialy aliadl i jall: 5V de sandll
(18) Y1 3305 (57) 558U 336 G sa(75) s 5 (AMI)

ade 5 Angina pectoris(AP)  dxall 4ailh Gnbiadl o jall 450l de gendl)
L (25) QLY axe 5 (50) LsSA 2ae yas e (75)

02l el Cplbas e slanal¥) Galildy) (e aa 5 control 3 kel de sena; A de gandl)
GV e 5 (35)5SA el (150) abaae (IS5 Gidae e g Jaraiall g (o Sudl y Qldl)
(15)

Collection of Blood sample pdll clie aen 4-2-3
ol | Al Al cliialy Glae (add JS (e sl adl (e (Ue 10) s &
EDTA _iaill daile canlil 8 4ie Ja2 aiag o 0w Al (flae Aol 53 aaludll 5 44 jauall
Aol g lds 2 4o 3 )y Ay Gt Gl Clada g aall AT adel Codd JK0 e ) &
G gn oD S Aaals (8 pslall IS Sl o gle and el Sl pall Hiida ) 2y (3 g20a
Gl 3 Ja (8) adll (e asiall ¢ Jall s Led 4 ) Ciliasadll o) Y delu (24) iy
e A8l Ll e J sl 4y Gel tubedsadl Joad dall 30l e (5 siad 4538000
8aal 4883 /593 3000 Aoy LS e iV i 233831 5 5aa) i) S i g Juaall
2 Bis s Eppendroff tubes <o s xul canlil 332 8 Jeadll aud s Juadl) Jiadl (338 10
ol el Gl Aaludll Gl LEY) elal sl 5 2045, A0 die peadl) Al
Js i S (5 sinnn calad Al 5 o sl andi 3a s PONT Human s sl b a3 (5 sive
iyl s HDL 485l dlle dyaall Clisi gyl (5 5ie TG 45500 (3l (5 5ise TC
Cilay 3 (5 sina sVLDL o &GS 4okl gl dsaall i g ) 5, LDLASES) Zka) ) dia )
.ALTsAST Xl
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

Laludll yulaall Gubd 5 -2-3

Determination of ad) Juaa & ubaaSoll b an3il s 5 aii]-5-2-3
serum paraoxonase level

duadidl) saadl Jasida

(= 33¢x<ll5 enzyme-linked immunosorbent assay (ELISA) 134Y) sac alasiul
3 phill Mao ewd 455kl w2y Elabscience Biotechnology co.,Ltd 48 ,&
siall mladd diladl PONT  8abcaall alua¥) e cilil) Lasi i Sandwich complex

¢ antibody 83baall olua¥ly aire leia JS Wells 38 96 e dssiiall ¢ siaidiWells
&= 5l aall 3sa 5 saa3 ) el Sample zisadll lal dae Tase o aainy JLERY) 13
Gl & ponl dbdadl slua¥l ae Ladpn JAalal jlally adladll ) gas
Wash Juall Jslas aladialy jaall Jusd Wy s (s sabiotinylated detection Ab
Jslne abimy Juall ey z3gaill o dadiyall jpe 6 3adl A1) ) (g5 sIsolution
25 (Avidin-Horseradish peroxidase HRP-conjugated ) ¢ 05 @ o) &Y
o4l e solution Conjugated o JEY) J slaa A 3Y laasa jeall Juate cpasll 5 yid
lelelity sa58 Al s Liadl ) Substrate solutionosasY) aldl J slae 4ilia) 3 ghad Lgais
Jelail) iy &y | Cpaaldl 5 ALl axy peday sl g (A1 @ES sela ) OBV Jslas aa
o Ol aad s Jelall Galay) ) Jslaall 18 (535 ) Stop solution <2 sill J slae 48l
eall bl dhuly PON 10855 wld 2 b el 3,0
oA o ol Bk i Cuae (450 nm) > <l Jshkll e spectrophotometrically
2288 el 2l el Jalal) 4peS e Lyl

PON1 a y¥ 1Y) @l Sabae ia i (4-3)d s

Storage Specifications Item

4°C 8 wells x12 strips || Micro ELISA Plate

4°C 2 vials Reference Standard

4°C lvial 20mL Reference Standard & Sample
Diluent
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

4°C Ivial 120pL Concentrated Biotinylated Detection
Ab

4°C Ivial 10mL Biotinylated Detection Ab Diluent
4°C(shading light) || lvial 120pL Concentrated HRP Conjugate
4°C Ivial 10mL HRP Conjugate Diluent
4°C lvial 30mL Concentrated Wash Buffer (25x%)
4°C(shading light) || 1vial 10mL Substrate Reagent
4°C Ivial 10mL Stop Solution

Spieces Plate Sealer

1 copy Manual

1 copy Certificate of Analysis

s g<I) pudand

Reference standard and ¢ Jsl 48bals yaa:Standard Solution~tall J slsall 1
S5 zuay Human PONI Standard e sl ¥l Jisample Dluent
Y& Reference standard c» sl 5 SS500 4ilal Cadladl) Al Jead 510ng\ml

(10, 5,2.5,1.25,0.63,0.31 ,0.16 , O)ng/ml.
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

500 pL 500 uL. 500 uL 500 pL. 500 uL. 500 pL

A A A

P Y Y Y Y Y

Reference ﬂ heel E—— e e e

Standard fge: N T
T 9w w
1 2 3 4 5 6 7 8 tube
10 5 2.5 1.25 0.625 0.313 0.156 0 ng/mL

8ol (83 5a ga Lo dilinly 43l Cuidd sconcentrated HRP conjugatecs) 58Y) Jslas 2
HRP conjugate (» Jel0aeidy So120  concentrated HRP-conjugated
1:100 «a235 5 Diluent
concentrated 3 sl 8 252 5o Lo Adlaly Aiall Siéa ; Biotinylated Detection Ab.3
Biotinylated Detection (s Jal0a=ilsS0k120 Biotinylated Detection Ab
1:100 215 5)Ab Diluent
OsY) g gl el e Q750 Alals s :Wash solution Jwadl Jedse 4
Wash Buffer Concentration ¢« (vial 335 30c) Je 30 ) Deionized water
allanivd G5 puladll 5f LAl Magnetic stirrer z Jball aladiuly (25x%) ) cadadlly
Ll
¢ puall s 5859 Je10 e 530 substrate Reagentostw) salall Jslas 5
Sulfuric acid ¢ de 100= 055 @ Stop Solution < sill Jslas .6

sdan) 43y )k
ALY J8 48 2l 3 ) s A )3 ot gl (S (8 a5 5 21 SIS puan o5 ]
(S 5ua S e Strips dsdiall i D
Sample 4ull<Standard Solution bl Jsladd) (e IS e il 5 Kika 100 anal,3
37C3 )2 4882 90 aal Cinan 5l Culad 5 Wells Lisll S )
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

Jusri ¥ 5 5_aa IS g 23030 Jiliadl ) 3) 5.4

las cube 5 3 S ) Biotinylated Detection Ab (el 5 Ske 100 <insl.5
Wells

el GLbYl s o Jseae 37C° 4a,n @ad dele | 3ad Cias 6
.Shakergentle

A e il e GV jaal) JS Ju ST

Boa IS ) el Jslae e sl 5 Sl 350 il

cadai GLES 55 e dadeall (il jaall e culs Sall JS A )

5 JS ) Gas yasdd) HRP conjugate O 5BY) Jstae eyt 5 Sie 100 apal,8
37C° 4aL 428y 30 334l Aspuall s 5 las Cudat

ARy hall iy @l je peedd dusll Alee @) 9

58 JS JNStandard Solution (¥ 33l Jslae (e il 5 Sile 90 Canal, 10
37C° Aa,n 48y 15 324 Asgiiall Chiian g o Cndae

Oeleish e Boés IS ) Stop solution <ad sl Jslae (e i 5 Sike 50 Cawal, 11
i) U G

(450 nm) > 30 Jsh 2ie Apabaia¥) cish 153,12

Total od) Juaa (B Al Jgiualesl) 588 i 2-5-2.3

Cholesterol(TC)

U o 8enall sl oo alatialy elldy Ay 35Y1 & O el U i o3
Jagnd Ao 48kl w3a aaiad ) (Tietzoet al., 1999) 4w Al ( BIOLABO)AS i
o2l Cholesterol Oxidase m#ls (0,) ¢2xSsY¥ 2525 Cholesterol Esterase
(Cholest-4en-3one) (o Js¥) Jeliil) dagii ¢ il jall I sivad KU 3208] e Dlany
(4— 5 (phenol) Jsuwdl ae deldyy ,aY 1w, (Hydrogen Peroxid) s
@25 quinoneimine (el 053 () &4 Peroxidase a ¥l 252 515 aminoantipyrinel)
AV Y abaall (8 i ge 58 Lallia g 51l

cholesterol esterase

cholesterol.ester + H,O

> cholesterol + Fattyacid
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

cholesterol oxidase

cholesterol + O,

>choles —4 —en—3—one+ H,o,

Peroxidase

2H,0, + phenol + 4 — a min oantipyrin ———"— quinonei min e+ 4H ,0O

:( procedure)Jet) 44,
¢l Standard ~ld) Jsladl Sample 4uall) & LEa) canll 20 aladin) o3
(Blank

Solution Blank | Standard Sample
Reagent(A) | 1.0 ml 1.0 ml 1.0 ml
Standard - 10 pl -

Sample - - 10 pl
Blank 10 pl

Toai S bl Jsladlls il ) (Reagent A) (e (1.0) <iwal e
(10) 5 (37 C) 5l da s i all plaall b 513 (5) 52l 555 e IS8 il
(500nm) s )i oa 50 J sk die dualale¥) Gl 25 sy 5 48 jall 5 ) ja da 2 2ic (33l

el Baal B jite 8t ol 30 ) A | el J glae JilBa yiva il

i)
Y o5l Ty KU g i KU 5 5 ol o
Total cholesterol = % X
mg [dL
ol )

standard S 5 s 5200 =N
z sl dpaliaial =sample
=kl J glaall Ay aliaial = standard
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

:Triglycerol(TG)s Juaa b ASEN il jrundSl) 38 5 pali; 3-5-2-3
(Fassati & 4dyh o lalaic) aall Juas 8430 il jp Sl a8 a5
4ai 8l ( BIOLABO)AS s J (10 3 jgaall Jilaill 32 aladiuly b5 principe, 1982)
I Lo 3 adll Joma 85 g gal) 4SSN il sl s e A8y plall o34 daiad 3

A Y laal) Cen J g s

Triglyceries—=2rotet Livase s Glycerol+ Fatty acids.

Glyceroly ATP—Sbeerotkinase Mg~ >Glycerol-3— phosphate-r ADF

3Glycerol phosphate oxidase

Glycerol 3 — phosphate + O, Dihydroxya cetone — phosphate + H ,0,

Peroxydase

H,0, +4aminophenazone + Para chlorophenol ————— quinonimine + 2H,O

:daad) 43,
,Standard tdll Jslad) Sample duall) oo il culil 205 Caladiil
oisl Al el e Leie (S & gin) 31 (Blank i€l

solution Blank | Standard | Sample
WorkingReagent I ml 1 ml 1 ml
Standard - 10 pl -
Sample - - 10 pl
Blank 10 pl - -

bl Jslaall s 4l Y Working Reagent Jesdl Jstae (5a da (1) Cancal Lasy
3l da i die Al slaaldl 8 (3383 (5) saal @ H5 g aaa JA Jallaal) s e sl
>0 Jsha i Apaliaiol) Quld o laan s 28 el 550 a da 0 vie 3182 (10) 5) (37 €)
Aol bl 5 Eie A5 G5l 308 o 3| oSl Jslaa Jilia sise il (500nm) o_)a8e
bl

(A O, T G S s o
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Materials &I methods Jazll 33 yda g 2l gall ClUl) Jiadll

Triglycerides concentration = % x N
(mg/dL)
;o3
bl Jsladll 4ad Jiay 5200 =N
el aliaial =sample
bl J slaall Apaliaial =Standard

Very low density dwaall 2 1aa 480! ikl g dyinal) <lisi gl a8 5yl :4-5-2-3
lipoprotein (VLDL-C)
Friedwald et ) J8 (e Gigasall ol e alaieWl VLDL 3 55 ol o
(al ., 1972
VLDL(mg/dl) =Triglyceride /5

High el Juas b 430Sl dlle duiaal) clisgpll 385 el :5-5-2-3
:Density Lipoprotein (HDL-C)

(Bursten, 1970) 48 ka5 400 51 45, ;L1 HDL- cholesterol s o

o 352 5all 5 (VLDL) s (LDL) 5 (s shS0) odlaisl) 383 Capes 55 Sl 48y plall o3n 2

) (Precipitating- A) < Al Jalae LS oo 68l (adla 23l ¢l o4y g pall Jias

O Ll (535S all 3l Slea (A Cilisnll Cana s Aleall 038 (n o Lgiil) a5 linal) (o

o8 oSa g3y Lo HDL e gosmas L1 05 o il Alae 2y il Jsladl)

6 siaa el A aldl) saall Reagent A VN E\A';l.u\.g 4 Jg il KU (5 iaa

- Jy e SN
sdanl) 44, 4k

‘Lt (i gha HDL- cholesterol s sive 5 (8 Jaall 48 jla paaa
s il 1
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

slae (3o e (0.5) Bilaly @ll3 5 (31) sl ianil 5 skl o3 Crarivind

A 8 38y (5) 3ad @y Tam 7 Jars adll Jeas e e (0.5) Y Reagent 1 s il

\552 (3000) A s 382 (10) 32l (S pall 2 kall Slea (8 puia sy o (a5 48 215 ) a

Jstaall (z35aill) & HLEa) il 235 3355 ((HDL-C) & Jssied s 35S 53 i 22
i) Al il e e S 5 sia) 31 ( BlanksiSl okl

Jallaal) Blank | Sample | Standard
Sample (s @I Jslae 0.5ul
Standard 0.5ul
Blank 0.5ul
Reagent A 2.0 ml 2.0 ml 2.0 ml

Caa 3o g odlel 35 5SAl LD i) Y Reagent A (e Jo (2.0) Casal lasay
I oy st (37) s A vie Gl aleall b gl (5) sad S5 5 T
iza 55 (510) o ke 2 s0 s e gl Cilaal Sl a3 Fpumlctia]
bl

;¥ 05 e HDL- cholesterol xS i clua &

Sample

HDL — cholesterol concentration = x C.STD x 2

Standard
mg [dL
2o
50 mg/dL e_laia 5 (oldll Jslaall 4ad :C. STD
(Precipitating A) cx Al dale aa 7 Sl cadasll Jule :(2)
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Materials &I methods Jazll 33 yda g 2l gall ClUl) Jiadll

pdll Juaa (8 ABUSY) Aida) g Aiaal) i g ) 58 5 Glass 16-5-2-3
Calculation of serum Low density lipoprotein — cholesterol
: Concentraction(LDL-C)
Sl o 8l alaiids LDL —cholesterol s sive jpass o3

54 5 (Tietz,et al.,1999)
LDL — C(mg/dl) = (TotalCholesterol) — (HDL — C)— (VLDL — C)

Jraall (B e Ao ganal (Bl Cppay 3 Adad 0857523
Aspartate transaminase (AST) and Alanine transaminase

(ALT)
Alanine s ¢<Aspartate transaminase (AST) i) dllad 38 5 L8 o
dai W) gkl Kt soaladl paasll sae aladiuly aall Jeas A transaminase (ALT)

;oY) cplelil) il e 5 (Reitman et al., 1957)

a-oxoglutarate + L-alanine ALT L-glutamate +
Pyruvate

a-oxoglutarate  aspartate AST [;glutamate + Oxaloacetate
+L-

Siadl Jelall o oatal cudg Ll e ALT anY) Adlad 508 adiay 3
G ASTa Y Adlad a3 S5 3l palel) diid (U5 ae w i) Jelis ddalu g
onloaledl daid S ae a3V Allug Jaaall deldll e el il Sl S

Dolial (e sa LS A jaill iy jal

(A slaall dial) Jallaall
- 0.1 ml (Sl Al
0.5ml 0.5 ml Lol il gall J slaa

%a 37 5y da 2 A3d) 30 3l Ciivan g las ) G giae i je

0.5 ml 0.5 ml GOkl Jad U Jslaa
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Materials I methods

Jeall 5l 5k s 3 gall

Sl Laal)

(Dl il

%2 25205~ 4 2y 4883 2() 3]

Cuican g i) Gl siae Coa e

5.0 ml

5.0 ml

oo sl 2uS 5 )2 Jslas

Waaxy se 48 jall 5l ya a0 (4 (38 (aed Bl & 55 T i) iy sina 7 30 2y
a5l 5462 sall Jshall vie Led (aliatia¥) (uld o

:Jedid g 4y il

b 8 Jallaall Caeadiin

Lo 1l i i) J glaall- ]

(pH 7.4)

2 oxladl (2.0mM) <l sl g (200 mM) G e OsSALT ar Y-

(2.0 mM)  <u UGS aslall g (100 mM) <lislnY) (asls (e S AST a3 -

(pH 7.4) ) il il Jslaa byl ial)

(2.0 mMM) Gl el s 5l UG 4.2 Jslae - 2
slall dausl g2 Gl ja e Jolaall 138 (285 5 1(0.4 N) s sall 2S5 508 Jslas - 3

Allexind Jd L)

(2.0 mMM) (il a5l Jslae 4

Blank #8!) 45230 | J slaal) 4941 | Sampledialidy o) Jslaall
Standard -~

- 10 - | Standard 481 J slaal)

- - 10 Sampledial)

1.0 ml 1.0 ml 1.0 ml | Reagent R1 s/ Jslaal)

Gy 0dd (ha

JS il o5 A 3l B ) a A o A (3B 5

Baal S 5l s i) s

200

200

200

R24,) 518 gl Jslaa
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Materials &I methods Jazll 33 yda g 2l gall ClUl) Jiadll

Troponin leves (x5 Al s siua il 8-5-2-3
Asolid- phase 48l e s SI dae Liall il HLaa¥) (e HLAaY) 128 day
.chromatographic immune assay
3 QY a3 e 83 sake Clisal LS ) 038 Troponin [T 5 38 5 s 8 addiy
Lilewioad 28 5 il i yal (AMI) Gl Aiasl) oL (im o il Joaal) i La 330
. Troponin e JS S 58 pebdl 4l jall oda 8 Jeal)
Principle of Method  Jed) (ubui
Al Ay ol ) (s iy 31 Jelill e HLEAY 13 adiey
L5, oSl Reagents (4 Led salcaall alua¥) 5 diall Jhas 832 52 sall (Troponin)
.(Specific antibody- dye conjugates) JLiaY) day i dabis Joh Je jalgisa Gas
Procedure Joaxl) 44k
DAY & Aaatiaal) dag Al e -]
Jasinss ¥ 5 AT Clinal Lellastinl axe 5 Jeadd) (o Ao J9U saaa a8 Jlasiad Juady 2D
Lellaniod 5a Cagiil gl 5anld ulS 13) Ay )
O Slels 4 S 33 sale ciline alasin) Juady 1315 jitue of 405 e Q) il gy O Ly -3
due J< Pipette tip Jlasin) Juady s gl Juadl st Fresh sample (5855 sl
NEIOV:
DLEAOU Ledlaainad 2348 jall 6 ) s da 3 () daail LS 5 g Baeas Jeadl Cilie i€ 1Y) 4
Glal) AaSaa 8 pilaa Ledlastind J8 HLEAY) il 5 () 65 () g
DY dan 58 e Al dias (50 150 p/] cipas -5
Aihala A ge dai et g3 3aal) o2 2xy Aagil) 230 Y 5 e de L a ) DA ) § 3 -6

Troponini\ J\.f.'\i\ éw\ :\A.U..ﬂ\ d&icm).\ (1_3) eﬁ) 5 ) g
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Materials &I methods Jazll 33 yda g 2l gall ClUl) Jiadll

Result gLl
ot 5 e S 20ad) aill e e 514y 3 Troponin S5 S 13

Troponin cut off (0.5 ng/ml)

8 Wl (+ve) dos ge Al 0555 LAY Ang 13 e sl a5 aa el Cism

Troponin ¢ Jeld sy Vg (-ve) Al dagmill ¢ K540 4l o all oda 5l a2e Al

(Brogan et . JLiAY) day )5 833 9> gall Reagents Aladll ol gall g Jaaall 832 52 gall
.a.l, 1997 ; Sylven et al., 1998)

Determination of Glucose level JsS Sl (s v 43485 9-5.2-3
Principle uta) fasall

a8 5 45Y) 480010l s Sample 4aad) A 3 9a sall Qlucose S sISH aasy
(Huggett and Nixon.,1997) 44 )kl

Glucose + H,O+ 0, — Glucese—» H,0O, + Gluconate
Oxidase

2H,0,+Phenol+4- Amine- antipyrine —Peroxidagep,0+Quinonimine
Procedure Ja) 44y h
¢ Standard ~bdll Jslaal) sl Sample) Jbsia) canlil B3 Jlesivl a3

.(Blank
Jalladll Blank Standard Sample
Standard - 10 pl -
Sample - - 10 pl
Blank 10ul - -
Working reagent 1 ml Iml 1 ml
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

A jall 5l e da s d iy ) (B8 10) saal ddadlal) 8 aua g g s Jalladll &
Jsh die gl Gillaal) da) 5 dpabiaia¥) § 5 a8 (e 5 dels Cauai 3a4) (20- 25°C)

Blank J) das) 5 jleall st a2y elldy jiae 616 (505) o ldie (o 50

Calculation <blaall
() O el L g Anall 8 5 S KN S 5 s oy

(0. D) Sample
(O. D) Standard

Glucose conc.=
)

(mg/L) bl Jslaall 38 5 25100 =N

mmol/L 5.56 =N

g/L 1=N

Al dpaliaial =(0. D) Sample

ol Jslaall dpaliaial =(0. D) Standard

70- 105 ) «(3.89- 5.84 mmol/L) «(0.70- 1.05 g/L) Jbsi¥) Joan (& daplall 2l
mg/dl

Blood pressure adll bl (uld 10-5-2-3

(Macleod et al.,2009):p) Jaaa (8 44 5l

e Oinbase el Jxa o G383 a5 AT ) il s xie e (poslall-]
Al (s she s e A slall Bl Y pua g 5 ull) JB (YY)

ploall by ) oty yleriis 35-3 alshy jladinn 12.5 4Gl (a je liaall aall Jarii ulie-D
diaia die el (53 ladll die o) Jall iyl 06K duma s JS (G 358) 2l e
g

2e Ll Jaul) (i) 48 pans e il (38 (38 50 il o) 3l int Ao Lol a3
i Al deLanall Guall 5l — 3y ity ) ang (Ll Jalall 5 ¢ oS Jamda (358 5 8l
ashall sl bl

o) sel) laa 3121-4
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

o ol i gy ia ol ) i b il 5 asall Gl e alil) Al i) 235
& g i gansd A (a8 1) Adail) 2o Lo die delandl 6 45 goo g laws (Saians sl
pall ol ) Lokl Vi Gl Slen e el 5 ) So

1 3ol Al Jansi Apaball Camill  gum pansd i (] (35 ale3-2) eday Ailial) & 5i56
mliY) Tl ga 138, (35 ) a2 o )

ol gea¥) AT i eday Aila i i Alal ga-7

bl Jaall 5 s Lalai 55 ol gaa¥) 4 (53l Jakaiall Jpani-8

DNA Extraction DNA 2 padiiui 6-2-3

S all 25kl Geneaid 38 il (Kit) s G | aall (e DNA ) gadlaiad o
A ) ghadlly e LS 5 (3ida /550 16000-14000 A s OIS
Dkl 5 G sl (M aall e il )SI200 Canal-|

Oy i SUlE & S5 230 Y proteinase K (10mg/ml) e sid s Sike 30 Capal-2
60 ¢ da Al pleal) 84380 15 50l Ladal

A Ol eyl K 200 4S5 GB Buffer <aal-3

z 5 (eanll A 5 438 15 5aad Al alaall 8 70¢% 5,0 s A 2y e dall (pan4
LG 3OS syl

Cag iy Ay sl 8 Ae <55, 100 a5 JMA (e (Elution buffer ) swas-5

L 70¢ 550 s Aa oy Sl aleall 8 (s g Aagdas

3l J.u;\_\.d\ C)M &= CJ)A-\S\ LA\ Absolute éﬂ:ml\ d}"t"}y\ e J:‘:'SJJSﬁL“ 200 —w=l-6

510

12 el gl 2 GB asac gy -7

. GB 25ee ) Ledis J8 gia paliill Cang il 5 (5) Gaa 5 13 GB 2 e o 3-8
L 538 5 sl (Y a9

eadl sl 8 3 s sl il i 10
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Materials &I methods Jazll 33 yda g 2l gall ClUl) Jiadll

4282 320l i) i sy GB tube <« ) Buffer (s sids Sk 400 <l -11
JBaal

ol Gl JIGD JI g i gendl sl (A2 sa gl LAl (g0 il 212

Baal 5 488 3ad () 035 L s3GD ) Wash buffer e pl 600 <uzal-13

G5 Al 5 e aaall sl ) GD 23ae g s aandl il 8 3 5a sal) JiLU Jaal-14
A gardl Candatl 5380 3 3aal Al 3 pe anlsy)

Elution buffer ¢» 100 pl <l o5 (a5 Adidai Ca g pai 450l 2 GDA e s-15

Al 30 530 L3S e 3y a5 (3l 3 add & i

& (-°20) 3,12 223 DNA e (s5iad (A i) Bia 5 GD 5! B-16
.(Freezer) 334l

Agarose Gel Jsus¥) a2 Je DNA U Abesd) Jaa il 1-6-2-3
Electrophoresis

3sa 5 (e U (Sambrook ef al.,1989) 4k Cadic) DNA Il padiiul
2l (e paliivall DNA -

Protocol of Gel Electrophoresis (bl S 3l *

39SY Ja ppaaiA

I el (s bl [ X TBE 0 (e 100) 2 530SV e (p20.8) 403 -1
On fha gial) san 3 dall ilhs S DY &3 o ) d)os dsgiea aladiuly llal) 45
- Gsamsal) e dille 58 (4l 050

35SV s I Ethidium Bromide s s das 0 e (L5 S0le2) 4l ai-2
Clelds ¢ gan il g = Yiay S5 ,SY1 il & a3

dnsiall Jiles sanl i comb ladiall e ay g iy dadiia (8 jall g

4 all 5 )l A )y (A aleaid g jall & 505

dasbiall dilie X5 ¢ gag Tadidd) A) ) 2526

1X TBE Jes 5l jiw cuhae o8 (b Sl dos i) s g (8 Lacine (A dagiiall Ciran 57
ol el 358 (o 1) 65, e 5
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Materials &I methods Jazll 33 yda g 2l gall ClUl) Jiadll

DNA and Electrophoresis sl Ja il g DNA 4l Jsai-B
loading
Jsidge gl Ana e (Ul S8W3) & DNA A e (URl8L 10) 7z
Al e climll dis 5 &8 jéall 4 cliall Gles 3} Bromophenol Blue &)
e o(+) 2 ) (2) 288 e das i) &3 3) el saaly (< sd 70) W laie AL S
3alia mal UV light transillminator daswdill (36 4yl Ciblae jlea aladiu)
GHsll Ol aladiuly &) gm0 a8V e gy ey skl 2 all Gl (DNA J a)a

.Photo documentation system (4! e 5 s&ll

A g ) liall e civa il12-6-2-3
s sl Ll f

il o) jal g pal (5-3) a) Jsanll 8 e se WS s Primers (3l sl JLis) o
( Hazar et al.,2011 and Han et al.,2013 ) 4w s 2l & jédall e o 52l

Ao gl clial) e g—‘:‘j@j‘ adsl) gé dadiiial) (521 gl ras (5-3) ?EJ Jdoa
(Hazar et al.,2011;Han et al.,2013 )

Primer sequences

Primers Length Tm

F | 5'- GAAGAGTGATGTATAGCCCCAG -3’ 22 51.9°C

PONI R|5-TTTAATCCAGAGCTAATGAAAGCC -3’ 24 55°C

F | 5-TATTGTTGCTGTGGGACCTGAG -3’ 22 56.3°C
PONI R 5-CACGCTAAACCCAAATACATCTC -3’ 23 54.4
°C
F || 5'-AAGATTGGTAACTGCTAT-3' 18 37.5°C
PON2 R | 5'-GGCTACAGAACTTCCTTG-3' 18 43.7°C
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Materials &I methods Jazll 31l 4la g 2l all ClUl) Jiadll

Tm = Melting Temperature F = Forward

R = Reverse

Primers Dilution (s s <isdas:Lil
Bioneer Company/ Korea 4S8 (o lawea  Galsdl  Gjea
Stock  Jua¥l Jslae juamad o3 ddliae 38 5 Lyophilized product (& sswseS
=2 Bioneer 48,4 Glalad cuwsy Working solution  Jesll Jslse s solution
385 Jde Jsasll Dejonized water ¢sY) J el elall ddlaly el g Jua¥) Jslas
& 3 Working solution Jesll Jslae Wl (il Sile/ JsasS0100 ) llall Al
Jaa¥) Jslaa e (i sSi] 0)2al a5 o_ypian’
o Jsanll ) Joall elall (e (il s Sile 90) = adias s (il s JSile/ J 50550100 )
(S U5 8010 ) 52 sl Jaadl Jslad JAleall 58 il

PON2 s PON1 (A Juaiiall o galddl oy 351 Jolds 3-6-2-3
Polymerase Chain Reaction (PCR) for PON1,PON2 genes
LS5 PCR sl (8 ol sl 503 3] (6-3) Jstad) (A o gale vy 3l gall i)
s olial A a5
Polymerase chain reaction 4x&il Jeliill 3 ga ((6-3 ) Jyaad)

Volume Chemicals

2uL Primer Forward .
2ul Primer Reverse.
4uL DNA
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

12uL D. W.

20 uL Total volume

zeasis (PCR ) Jlea ) iVl i 23 Vortex gz ball daud 50 3 sall & 3 ol aay
& 5 Gy PCR ) & aladinly el Cad€ll 6 Aol el pll 2000 Jglasl)
L syl il

PON1 (g 8 Rdsl adiiual) mali ol gud g (7-3) al J g2

\ No. H Steps H Temperature H Time H No. of cycles
Initial o .
! Denaturation 94C 3min. !
12 || Denaturation | 94C || 30sec.
E || Annealing | 58C || 30sec. | 30
| 4 || Extension | 72C || 40sec |
5 Final Extension || 72C Smin. 1
6 Final hold 4 -

PONI ¢l o RSl arilinall gali ) g gs (8-3) by s>

No. Steps Temperature || Time No. of cycles
Initial .

1 94C 3min. 1
Denaturation

2 Denaturation 94C 30sec.

3 Annealing 63C 30sec. %

4 Extension 72C 40sec

5 Final Extension || 72C 5 min. 1

6 Final hold 4 -
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Materials &I methods Jazll 33 yda g 2l gall Gl Jiadll

(PON2) gall (o hdsll ariiesal) gali sl g g (9-3) a2 J 92>

No. || Steps Temperature Time No. of cycles
Initial .

1 94C 3min. 1
Denaturation

2 Denaturation 94C 30sec.

3 Annealing 54C 30sec. %0

4 Extension 72C 40sec

5 Final Extension 72C Smin. || 1

6 Final hold 4 -

g-\l-ugﬁ\ Jaa il g Jeadadial) o palud) Jelds iU Jaaaig-6-2-3
Loading PCR product & Electrophoresis

& PCR & ¢ (e (U5 Sik10) s DNA ladder ) oo (Ui s Sila3) Jsead &

s Jlia Kl oS 48k e dis 300 5 3) (1X TBE Buffer) (2%) 5SJis 55 0S¥ da
& (i 5_)Sla2) a5 ALl o uafYT g g s Jall gl i g el 3245 (70V)
sy suai &35 UV transiluminater dswiil) (3 sill deiY) Cilas ddau) 51 2 jall 32alie

.Photo documentation system (3 & 5 sdll (35 8l Slea aladiuly

aay) Jdail)7-2-3

2001/ V (SAS) Statistical Analysis System gt ) Jlaziuly Slaa¥) Jadadll &3
Oiiliiss iiel t-test JLisls (CRD) delS 3l siie apanatiy cpbiil) dalas axaiud 5 6.12
s die Duncans Multiple Range Test 2aidl gadl  (Kiy il Jaziul LS
. 0.05 4y sinall
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Result ) &l ) Jaadll

:Results gkl
physiological study : d:aledl) 4l 1-4
DS & gaa gasl) el Gany Ao (2 5all £ 8 il 1-1-4

p3 sse (B (P<0.05) ssine pRll g (1-4)dsa)) Gl G
S Ge (11.71) &paall dadlls (12.71) dnlill dliasd) cliial el (PON)
Al (5 slaa (& (aleail 3 ga 5 a8l Jsaall (e Jaal s (35.46) 3 kamd) de sana ae i
Cmbaall ) SAl de sane pe 43 )lae 4y paall Aaadlly Guliaddl ) 5SAll de seaad (PONT)
(P<0.05) & sinall (5 gina (A Joay ol (aldas¥) 138 of ¥ 4lal) Aliaall o Liialy

@ (P<0.05) isine ssinse Yo (55ime il 2say (1-4) sl il & ekl
4ol dadll 5 (53.47) Al dliard) clitiad a el pdll Jeaa 8 (AST) ail G st
s (B gl e a2 ) e (17.54)5 kel de sann ae A3l ) sSAI (40(54.46)
VI Alil) Acaad) elitialy Cpbiadll o all a4 5lie 4y jaall 23 o jdd (AST)
(P<0.05) Fasinall 5 st (N ooy Al g LY 130

a4l (ALT) adil s siser (P<0.05) @sine glin,l asmy (1-4) Jsaall o

(34.20) Lvall Al o pe ge Aijlie SA) e (45.07) Aplill Alaall sl

i (5 e (A (P<0.05) Lisins lelii )i dllia o miliall Cui g, (17.54) 3_kasnd) de gana s
B okl de gana ae 45 lie 4y jaall 4adll (om al (ALT)

S U Siad S (s shsay (P<0.05) ssine gl 25ms (1-4) Jsanll il iy

Aalll (o e (4 (169.44) (LDL-C) 28Ul 4dal ) Aiaall <l 5 5ll 5 (235.12)(TC)
sl Sle (146.64),(214.19) 4adal) Alcaal) cliial a ye ae 43 jl8e 5 5SAN (40 4y yaiall
gl dus o Zl g Bads, Ml e (107.51),( 176.60) skl A sanas
Alal) dliaal) sliialy ubadll (oia yall A (LDL-C) 5 (TC) & siveas (P<0.05) 5 sixe

RS ).k.\.mjﬁ \:\.::9..4;.6 @MJ&A

SY(VLDL-C) 5 (TG) & sissa: (P<0.05) & size gl )l (1-4) Jsaall gl <yl
2l de gana ae 4,lae (38.44),(192.24)05SY) (e dnlall dliasl) cliial oa e
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il Al Jeadl)

Al pbadll

Result

8okl Sl e (34.16),(172.24) Ayl
s & (P<0.05)bsine leliipl llia o s 3 Js e (23.21),(109.20)
3okl de gana ae A3l &y yaall Aa3L cpuliadll o ) 63l (VLDL-C) 5(TG)

A sanag

=24l (HDL-C) s siwe 4 (P<0.05) Lisine Laliail (1-4) Jsaall gl cui

Ao gana ae A3 jla SN (e (28.44) Laall Aadll5 (29.14) Ll dlasll oLiial

ie sana 53 (HDL-C) (55 (o Laliasl dllia of il (e 2Bl (46.51)8 k)

Lmall cliialy puliadl o el e gene g 45560 Gy paall 22l Gubiad) i )
(P<0.05) & siaall (5 simsa I sy ol (aliaiV) o YT 4

4 ga el jilaall (any A 4 juall dagdll g Alil) Aliaed) eLada] C 4 a(1-4) o>

‘rﬁw‘ MH: JM‘ ”5335

HDL-C | LDL -| VLDL | Total Triglycere AST | ALT | PON1 | &l il
C —C | cholesterol | d
(mgldl) | (mgld]) | (mg|d]) | ( mg|dl) (mgldl) | (IUL) | (IUL) | (IUIL)
.\‘)A\)”
46.51 | 107.51| 23.21 176.60 109.20 | 17.54 | 17.54 | 35.46 | &kl
+ + + + + + + + 35
455| 5.12 1.52 10.15 6.48 2.57 1.60| 0.75
a a a a a a a a
29.14 | 146.64 | 38.44 214.19 192.24 | 53.47 | 45.07 | 12.71 clina]
+ + + + + + + + Aliaal)
2.63 8.63 2.70 8.60 11.75 | 4.04 3.13| 0.42 Alal)
b b b b b b b b 57
28.44 | 169.44 | 34.16 235.12 172.24 | 54.46 | 34.20| 11.71 danlll
+ + + + + + + + | Auall
2.61 10.56 2.50 13.28 9.15 4.27 294 | 0.35 50
b c C C C b c b

T sine s 8 dga g e U (50 geal) sladY) b sl Ak ) oyl
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Result ) &l ) Jaadll

S 4 g gl plrall (any Lt Gyl g 53 1l 2-1-4

a4l (PON1) a3 G siua 3 (P<0.05) L size Laleasl (2-4) Jsaall il iy

e ganas (12.91) dnlil) Aliasd) clitiad an ye pe 4 5lie (8.29) Y (e 4y jauall Aall

i e (G (P<0.05) Lisine Laliaal dlia of @l g Laadls (30.70) 5k
5okl de gana ae il Aliaall oLiial i yal (PONT)

(ALT) ail (s siva 8 (P<0.05) s 5ixe glii)l 2 gn 5 (2-4) Jsanll mili i

(28.44) Ay paall Aadll am ye pa & jlia Y (0 (45.55) Lulall Alanl) cliial i el

o2 (5 e b (P<0.05) Lisine leli )l llia ozl iy (16.26) 5okl de sanay
5okl de gana ae A e 4 Haall 4adll i yal (ALT)

G e (G (P<0.05) Fasine 335 39ns (2-4) dsall (B Aaasall il < el
(39.68) L aall 1l 5 (44.44) Ll Aliaall cliin] (oum sl pll Jocas (3 (AST) il
b Ll agas 4y Jsaall (e Jaadls (16.00) 5okand) de gane g 4o jlie LY (g
Ao gana pa A lie Apll) Aliaall cliialy clibad) GUY) de sanal (AST) il G sine
(P<0.05) 43 sinall (5 sissa (N Juay ol gl ¥ 128 ol YT 4 jauall danilly cliad) sy

LDL-C5TC &l siwar (P<0.05) Lsina lelii)l (2-4) ddlall il jall s & jelal

A3 le J sl e (178.00),(242.36) Y (e g prall Al cpbad) (o yall (53

i geaas Al e (154.72),(215.66) Al dlmall oLl ome e

) Gome glii)) Mia o il e Badyy | sl e (101.53),(166.26)8 sk

e A0 )la Apal) Aliaal) pLiSaly cpubiaall (i all sl LDL-Cs TC &b siwss (P<0.05
5okl de gane

sy VLDL-C 5 TG &bisiva (P<0.05) sine glii)) (2-4) Jsaall mil iy

e A aall AL pabadll 5 il e (29.35),(146.83) 2l dliasll cliial oy

e (17.36),(87.06) skl de gana pe 3 )lia Mgl e (26.87),(134.16)LY)
Aglil) Al cLiialy cubiadll (o) JiSTela Y1 oIS s 3 ) sl

HDL-) (5 sie 3 (P<0.05) Lisina Lialidil 25my ) (2-4) Jsaall il ekl
e Alae ALY (54(29.28) 4rall As0dll g (29.55)4utl Aliaall cLita) oyl (C
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Result

At

Al Jeadl)

4adll (o4l (HDL-C) sima (4 (il (e a2 )l (e 5 (49.06)5 skl de sana

. (P<0.05) 4xsixall (5 5ina

o) Gy A jual) el g Al Alaal) plidal o 45 \8a(2-4) Jo>
(rill) Unildlot Janal) G 4 gaa gasl)

HDL-C | LDL - | VLDL | Total Triglyceri | AST | ALT |PONI1 | <l il
C|-C cholesterol de
(mg|d]) | (mg|d]) | (mg|dl) | (mg|dl) (mgldl) | (TUIL) | (TUIL) | (TUIL)
'\)4‘}1\
49.06 | 101.53 17.36 166.26 87.06 | 16.00 | 16.26 | 30.70 | 3 ksl
+ + + + + + + + 15
3.91 7.53 1.14 11.67 5.67 156 | 2.93| 1..09
d a d d d a a a
29.55 | 154.72 29.35 215.66 146.83 | 44.44 | 4555 | 12.91 eligial
+ + + + + + + + iliaall
1.07 995 | 2.62 7.32 9.10 | 3.52 430 | 1.57 ddl)
b b b b b b b b 18
29.28 | 178.00 26.87 242.36 134.16 | 39.68 | 28.44| 8.29 dadl
+ + + + + + + ] Aral
2.89 9.69 3.54 12.33 8.72 2.19 2.07 | 0.80 25
b c c C c b c c

(AST) a3 G siase 3 (P<0.05) @ sine £lé ) 35a 5 (3-4) Jsanll il Caaia )

L}MQ&})&JPJ&dﬁd.ﬁj&l\b@‘i\uﬁcw\w\u})ﬂ\

SN g U oSAl 4y g ganl) plaal) lary o (2 pall £ 55 58l 3-1-4

5kl Ao gane e 4 jlie GV 5 sSAN (e Ay yaall Al g i) Aliael) Ll aa yl
GV s )5Sl de sanal (AST) w6 siunn (8 (5 sima U ) 25 5 4513 Jgand) (e a3l
A yaall 1Al cabiadl GEYT )5S Ao sane pe A3 lia Al Aliaall cLiialy Cpibiadll
(P<0.05) 4 siaall (5 sivna N Joas ol 185 391 138 ) V)
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Result ) &l ) Jaadll

p3 Gsine (B (P<0.05) ssine gl s (S (3-4) sl @il ekl

e ae A i GV S (e Al Aliaall eliial e yal pdl) Jhas & (ALT)

& (P<0.05) Lsine leli b ollia o miliil) iy, 3 hudl de genay 4 aall 420
Bkl de pana ae A )lie 4 paall A3 sl (ALT) pa il 5 sina

24l (PON1) p23il 5 stass (P<0.05) Lisine Lsliail (3-4) Jsnll (e Jaadly

i g, 5kl de gena s Apil) Aliaal) oliiad pe 4 5l6a Y5 S (e dy jauall adl)

Almal) cliiaf o yal (PONT) il s sie (3 (P<0.05) Lusine Loalitil ellia o il
5 bl Ao e A

2l A LDL-CSTC ssiwar ssime W)l 2sas A (3-4) dsaall G

L)) Alaad) oliinl o je ae Ajlie GV HsSA (e 4 paaall dadlly cpiliadl)

TC Gsiua (P<0.05 ) @sine glii)) llia o) & e Ladyy | 3kl de ganag
Bkl de gana pe 40 jlae A0l Aliaal) o LESL Gabiadl) oia el A LDL-Cs

3 VLDL-C 5 TG & s (P<0.05) (s sine g5} (3-4) Jsandl gl < gl
AL Gpbeaall m el de gane g A3 jlEe Y1 5 S (pe Aplal) Alimal) oLia) an ye
TG s siue & (P<0.05) Lisize lelii)) dln o) il cuiy s, 3 daud) de sana s 4y jaall
Bkl de sema pe A )lie A Huall Aadll Gubiadll s el sl VLDL-C

(HDL-C) s 5 & (P<0.05) Lisina Lialidd) 35a5 (3-4)dsial) @il Conn
5 bl e sane g A jlhe Y15 SO (pe Ay pauall Aad) g Al Aliaall oLiia) aa sl
Gy HSA de sanal (HDL-C) i (B paldddl agay adld Joanll e Jaadly
sliialy Gubad) GV SA de gene ge 4jlie Ayl a3l Gabiadll iyl
. (P<0.05) %sinall 5 sisa (N daan ol alaaY) 18 ol V) 4lal) dliaall
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Result

At

Al Jeadl)

@l &g gassl) julaall (any o SUN g 5SA) A5 Ba(3-4) J 2>

o) Uil Janal

HDL-C | LDL -| VLDL Total | Triglyceride AST ALT | PONI | &l yid
C —C | cholesterol

(mg|dl) | (mgld]) | (mg|dl) (mg|dl) (mgl/d) | (IUL) | (IUIL) | (IUIL)
BYY

47.28 | 105.72 | 21.45 173.50 102.56 | 17.08 | 17.16| 33.44
+ + + + + + + + | bl
5.23 9.57 2.17 8.82 5.80 | 0.44 a 0.50 | 0.56 50

a a a a a a a
29.24 | 14858 | 36.26 215.09 181.34 | 51.30| 45.18| 12.33 :
+ + + + + + + + oLl
2.54 11.52 | 3.54 11.33 9.71 3.08 b| 3.01| 0.33] 4=l
b b b b b b b Alal)
75

28.72 | 172.92 | 31.73 237.53 159.54 | 49.53 | 32.28 | 10.77
+ + + + + + + + 4l
2.50 11.44 3.55 13.04 7.68 232378 c| 039 | 4oxal
b c c c c b c 75

& (P<0.05) & 5ine (s sine dic (g sina g &1 25a5 A (4-4) Jsaall il & yelil

@)MQG)‘)SA}AJ‘;L dﬁ&dﬂ\a@‘i\‘gﬂﬁ‘)@\w\u}‘)ﬂ\

4o pal) pulaal) (ary o Guial) i 4-1-4

LY e gane pe A3 lie 5SAl e gane 8 pall dhan (8 (ALT) 5 (AST) peil (s sine

m il Gsie 2 (P<0.05) @sine GR35 (4-4) Jsaall @l Canl

ic sane 8 LDL-C STC & 5ieay(P<0.05) Lsine lelii ) (4-4) Jsaall b Jaadl

VLDL-Cs TG & sius & (P<0.05) s sime gléi )1 asas N (4-4) Jsaadl o

(P<0.05) 4sina (5 siue e dysina (3558 3ga s a2e ) (4-4)Jsaal) gl < el

058l Ae gana ae 4 i SUY) A e 8 (PONT)

DS e sana g A jle LY

Yy ) sSA de sane G HDL-C 6 sisa (G
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Result

At

Al Jeadl)

bl Wkt Janal) oada jall 4 s gaSl) pulaal) Gy o (uial) 46 la(4-4) Jg2a

HDL-C| LDL -| VLDL Total | Triglyc AST ALT | PONI1 | &l jaid
C —C | choleste eride
(mgldl) | (mg|d]) | (mgl|dl) rol | (mgldl) | (UL) | (IUL) | (IUL)
(mg|dl)
oial)
28.81 157.29 36.44 | 22435| 182.89 53.93 | 39.99 12.19
+ + + + + + +
1.44 a| =£10.60 3.36 12.42 | 10.67 4.81 391 0.26 LSSl
a a a a a a a 107
29.39 168.25 2791 | 231.18 | 139.46 41.67 35.60 9.71
+ + + + + + + +
2.67 7.65 2.44 9.37 8.24 3.55 3.72 0.57 &yl
a b b b b b b b 43

Ao yine 5 8 dgm s e U (50 geal) o] b 8 sl Al al) iyl

o all g gaa pansll pulaall any o Al aal) biud oL L AilaY) 6 5-1-4

S siuar (P<0.05) s5ine gl 25ns N (5-4) sl (A dam sall il iy

1=(163.58) 5 (229.34),(53.56) brzall ubadl =54l 4 LDL-C 5 TC,AST
(156.94) 5 (222.94),(50.29) Jbialy Gubadll je i all de sana ae & ,lae ) il
s e

ALT <l siia (& (P<0.05) dasine (358 253 5 p2e (M Al jall 33 il & jglal

, (11.93) baally gubadl il g VLDL-C 5 HDL-C, TG ,PONI1,
(10.98) baxualls (pbiadll s am pally sl e (34.31)5(28.55), (172.39)
Sl e (33.65)5(29.45), (168.28),
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Result ) &l ) Jaadll

&g el plaall (lary o ALl aal) deida oS L dsbal) 43 Ba(5-4)J g2
(i) Uadll Janall ia yall

HDL-C LDL | VLDL Total | Triglyceride | AST | ALT | PON1 | &l il
-C —C | cholesterol
(mg|dl) | (mg|d]) | (mg|d]) (mg|dl) (mgldl) | AUIL) | (IUIL) | (IUIL) -
oy
Lol
28.55 | 163.58 | 34.31 229.34 172.39 | 53.56 | 40.82 | 11.93
+ + + + + + + + wlbas
3.52 8.88 2.32 8.56 9.57 4.92 3.06 0.32
a a a a a a a a 79
2945 | 15694 | 33.65 222.94 168.28 | 50.29 | 38.78 | 10.98
+ + + + + + + + P2
3.51 7.10 2.67 10.91 7.39 2.30 1.16 0.42 las
a b a b a b a a 71

Ay gine Gl B aga g o J35 (g2 ganll oladV) 35 jurall AaliaLl) oy jall

Al & g garll plaall aany Ao (g Sl 613 Lila) 1 6-1-4

G sie & (P<0.05) 520 gl 35a s (6-4) Jsaad) Adadl A ol il & el
(178.05), (52.12) s Aadl sy (pbadll omjall 8 VLDLs TG ,AST a
(165.91) , (40.57) s oSl sl Gubaall e (oaim el e 480 il e (35.60) 5
Sl Je (33.04)

a4 (PON1) a3l s siwas (P<0.05) Lsine Lialdail (6-4) Jsaal) gl iy
 (11.69) s Sadl el biadll je aia jall e 4 8a (10.14) s oSwd) ¢l bl

@ (P<0.05) Zsinn (5 s dic dysina 338 2y pa o3l Jsaall gilis ekl
, (40.60) S ¢ly culiad) (oa ) 8 LDL-C 5 HDL-C ,TC ,ALT (s sie
sl (pbadl je ool ae 5l Sl e (163.46) 5 (28.48) , (228.12)
LSl G (160.12) 5(29.27) , (225.23), (37.61) @Sl
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Result

At

Al Jeadl)

Waddit Janall ou pall 4 g panSl) plaall Gany o (5 Sl AlaY) il (6-4) Jos

Gl
HDL-C | LDL - | VLDL — | Total Triglyceride | AST | ALT | PONI | <&l s
C C | cholesterol
(mgldl) | (mg|dl) | (mg|dD) | (mg|dl) ( mg|dl) (IUlL | (UIL) | (AUIL)
) Auay)
oSl
28.48 | 163.46 35.60 228.12 178.05 | 52.12 | 40.60 | 10.14
+ + + + + + + + clbias
2.59 7.95 2.70 10.79 7.52 4.08 3.30 0.40
a a a a a a a a 56
29.27 | 160.12 33.04 225.23 16591 | 40.57 | 37.61 | 11.69
+ + + + + + + + P
2.47 7.90 2.51 7.67 5.51 2.17 2.06 0.35 Glas
a a b a b b a b 94

Ay gine Gl B aga g o J35 (g2 ganll oY) 35 jurall AaliALl) oy jall

s pall 4 g garll pulaall aany o Gl 3l 7-1-4

Sl siue B (P<0.05) sine gl 35n s (7-4) sl (8 A sall bl iy
S5l e (36.10) , (181.37) , (53.35)0sisall (o yall & VLDL-C 5 TG ,AST
L5l e (31.24)5(156.15) , (46.58) Osnaall s (ouim sall e 43 ke

‘éﬁ (P<005) Lﬁ}"“‘ ua\.s;.:\ A e d}.ﬂ;ﬂ 4:\31.;]\ f‘\.u\)ﬂ\ C_Im‘ C'_a‘).g_lai
L jlae sl e (27.49) 5(10.29) (wisad) o yall 8 HDL-C s PONT &b sise
C S5l e (29.87) 5(12.40) oidaall je (o el pe

TC,ALT Clisise & (P<0.05) Lisinn (358 2535 ade oDl Jganll milis & jelil
e Alae sl e (161.61) 5 (228.20) , (39.30) ol oia sl 8 LDL-C s
sl Je (159.41) 5(224.87) 5(37.98) cpidall ye (oaa yall
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Result ) &l ) Jaadll

bl Uadlit Janal) oada jall 4 gan g€l plaal) Glany o cpdail) L0 (7-4)J g2

HDL-C | LDL -C| VLDL- Total | Triglyceride | AST | ALT | PON1 | &l paidl)
C | cholesterol

(mg|dl) | (mg|dl) | (mg|dl) (mg]dl) (mgldl) | (IU[L) | (IU]L) | (1IU]L)
Cpaail)

27.49 | 161.61 36.10 228.20 181.37 | 53.35| 39.30 | 10.29
+ + + + + + + + (A

1.37 10.26 2.46 11.82 7.14 3.95 2.04 0.40
a a a a a a a a 85

29.87 | 159.41 31.24 224.87 156.15 | 46.58 | 37.98 | 12.40
+ + + + + + + + e
2.51 8.83 2.63 9.69 5.20 2.40 3.34 0.31 A
b a b a b b a b 65

A gima Gl i agag o JN5 (g2 ganll oY) A5 juriall AaliAl) Ca g all
o pall 4 g garll pulaal) lang o janl) 5l 8-1-4

5 sise 3 (P<0.05) Lsine 358 35n 5 (8-4) s dllall Al jall milis Cania
4)lie (8.32) (70-61) a4y yanll 2l i (5 gixa (mliasl o) S s PONT ax il
sl e (9.06) 5 (10.38) 5 (11.79) s AY) & yeal) il

Gsina b (P<0.05) dasine (B8 3sny (8-4) Jsaall 8 dam gal) il el
deall il ae 5l e (31.66), (28.62) sV &yseall 28l & AST 5 ALT
sle (48.22), (38.78) 5 (45.78), (34.12) 5 (41.49), (32.23) sl e s AY
odll 3 AST 5 ALT st 8 (P<0.05) 4isine (338 25a s Laadly ol Laiyy | 15
Al e (48.22) 5(38.34)5(45.78), (34.12) G md ) (il yanl)

5 TGs TC sl b (P<0.05) disine (58 25m 5 e Aul o2 il iy
o oY) A panll A5y (5 sine (38 2n g Laby | 3 AN AN 4y peall i) 8 VLDL
A 3 yael) il

8 LDL G sius 3 (P<0.05) 5 sine (58 35 5 e Aallaldl Al i ilis cana f
Sl o A LDL (5 siose (5 (5 e il Jam 5] Lty Bl 51 &y e 4381
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Result

At

Al Jeadl)

&e Ak And )l & el 2l (A LDL (s 53 (8 (P<0.05) s 5ime g L) Lan gl 5, & yaal
A yandl il 3L

* HDL (s s 8 (P<0.05) Zusine (55 355 p2e (8-4) Jsaall gilis <yl

SV A penll Ldll & (P<0.05) (s sine aliadl dllia OIS Lt Jagl )15 5¥1 4 jenll 4
AN Al cpmally A5 e Axdd

(eoill) Unill Janal) ouda pall & gua Sl pplaall (lany Ao jaad) 13U(8-4) Js2a

HDL-C | LDL -C| VLDL- Total | Triglyceride AST ALT | PON1 .
C | cholesterol
(mgldl) | (mg|dl) | (mg]dl) (mg|dl) (mgldl) | (U]L) | (VL) | (IU]L) /el
3 el
30.14 | 161.87 27.39 196.28 131.80 | 31.66 | 28.62 | 11.79 31-40
+ t t t t t t t Al
2.68 12.64 2.74 5.24 7.08 2.84 2.18 0.45
C a b b b C c a
40.75 | 156.21 30.87 217.20 154.18 | 41.49 | 32.23 | 10.38 41-50
+ + + + + + + + A
4.06 13.31 2.01 9.72 9.10 2.21| 1.68| 0.54
a ab a a a b bc ab
34.03 | 119.42 32.13 218.22 162.26 | 45.78 | 34.12 | 9.06 51-60
+ + + + + + + + E"
4.23 7.51 2.99 9.30 9.82 2.20 1.38 0.52
b C a a a ab ab bc
29.93 | 146.38 32.65 218.67 163.33 | 48.22 | 38.34 8.32 61-70
+ t t t t t t t Al
2.82 9.71 2.70 7.12 10.53 1.91 1.95 0.67
C b a a a a a C

Agima Gl i agag o JN5 (2 ganll oladY) A5 jrall AdlA) oy )
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Result o) &) A Jaadll
4 lally 4 jaal) Al g 4l Alaad) plidal e sal gagill B i pail) 9-1-4
B bl 48 gana ga

2 Trponin ¢ &5 Al da gall dpad il 3l Cand ¢85 ) (9-4) a8y J o O
e Al sl e (%82) «(%92) 1S coill cuiS 3 (AP « M) aelaal
Bkl de sena

= O A e S AL A i) AL s (alads) Jpaall g
Al s e (%17) «(%8) oSS canll S 3 (AP « MI) psebanall gsalandll
. (%100) 5kl de sana pa

4 aal) dagll) g Alil) Alaal) pLiial oy ] (g g 3N (8 il ypiil) (9-4) Jsan

B bl 48 gana e 43 jBally
". :..-x
(A} dad)
Lgiad Ll | Ladsxe | Troponmin | S Al
Tyl
0 +
50 Control
%100 50 -
%92 69 +
75 Ml
%8 6 -
%82 62 +
75 AP
%17 13 B
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Result ) &l ) Jaadll

Molecular study  : 4l 4o ghldl Al ol 2-4
(99bp) &Ll a3 PON1 gene Paraoxanase 1 (> 4wl 2 1-2-4

Js2 (99bp) il axa PONT ) il cpadl apass 0al) Al jall gilis & el
e (%37.33),(%45.33) Eosall dallly Ll Aliall oliia) o ye 53 (10-4)
L sl

4uiy (99bp) 8l aas PONT el 25a 5 oDlel Jsanll 8 daia gall geiliial) iy
S Layy Aglil) Alimal) eLiial i ye 3 SUYI 3 (%66.66) s LsSA 8 (%38.59)
L EUYT (%32) 5 0583 A (%40) At Ay paall Al i je A Gaadl a5 A

sl litial aia yall 8 Cpadl 3 ga s As (10-4) 5o Aallad) Aul jall il < el
(% 43.58), (%47.61) i) il LLa¥l Mo & )l agaal (ae &y jaall a3 5 40l
At Cul€ Al () e AlaY  Jal) gl S (pdl) a yall Laiy V) e
2(%30.55), (%42.42) dorall Aadl)  dulel) diasl) pliial ia e 3 opall ) seha
L sl

Uiaall cliial dape o IS (8 idaall Galad¥) ol o3lel Jsaall L il iy
L, Al (Ao (%51.21), (%56.81) Cuall Hseds duwd CulS & paall Al 5 2080
e (%20.58 ) , (%29.03) cisaall e msall GalASY) 8 Gl ) seda A ulS
Otaall e (oam jally 45 Jlie Gridaall (e el 8 o) day (pad) ) sl Taa3Dly s ()

Gae Ay paall Aadll g il Aliasd) oLiialy aza all of Alad) A jal) il < yekil
ol sk A culS haallh gpbadl opeld A8 e Gl el gl
Aliaal) cliial (o o (8 Oad) ) ses Aot clS Lty Vs e (%43.90)(%57.89)
(%32.43) il € Laall (ae gpbas e Gl 4aall dadlly Al
S e (%29.41),

gl (pan Ay yaall A3l g Alal) Aliasll eliialy aa yall of odlef Jpanl) il iy
Sle (%60) , (%58.06) seks Gt CilS 5 Sl £lay Guliadll i yalld 4881 o (al
Gl Ay jauall Aandll g 4l Aliasd) cliiad a ye (8 Cpall 2 g A CailS Lty | )5l
sl e (%26)(36.36%) il cilSs (5 Sl i e beas g2
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Result

At

Al Jeadl)

o Sl dall e 2221 (99 bp)PONT Crdl & gial) Al i 5 (10-4) J g2

Al
i jauall dadl aglil) Alanll ¢ Litia) ) il

3 ekl ) gela dae | e 38kl gedaae | wasdll e
n(28) (%37.33) 75 n(34)( %45.33) 75 | owllAdsl A
ol
n(20)(40%) 50 n(22)(38.59%) 57 B
n(8)(32%) 25 n(12)(66.66%) 18 )
bl & )
n(17)(43.58%) 39 n(20)(47.61%) 42 pxd
n(11)(30.55%) 36 n(14)(42.42%) 33 Y
Cpaaill
n(21)(51.21%) 41 n(25)(56.52%) 44 (A2
n(7)(20.58%) 34 1n(9)(29.03%) 31 (Ade e
JRSTN
n(18)(43.90%) 41 n(22)(57.89%) 38 Clas
n(10)(29.41%) 34 n(12)(32.43%) 37 Glas e
s Sl el
n(15)(60%) 25 n(18)(58.06%) 31 las
n(13)(26%) 50 n(16)(36.36%) 44 Clas ne

(171bp) zW aa> PON1 gene Paraoxanase 1 ¢ 4l 2 2-2-4

J52a(171 bp)zldl aaaPONT ) il Cpadl dpaas ddlal) Al jall s & ekl
e (%41.33),(%53.33) Anall daodlly Al dlaal) cliial o e 2l (11-4)
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Result ) &l ) Jaadll

05SA) A (%50.87) i (171 bp)iil sas PONT Cd) 253 5 03le| Jsaadl (o
G ol el Lt CilS Laiy Al Aliaall elllial (i e B2 SV (A (%61.11) 5
SV (%24) 5 5S4 (50%) daets 4 paall Al iy

Al 5 Al Aliand) liial azm yall (& Gl 5 g 5 A Allad) Al all il < ekl
sl e (%61.53), (%69.04) camill il 4ol Jile 555 4 Slay (e £y prnall
® ol 2 sn A il Al (al WL Alay Ailall gl 0 sShasy ol oam sl ey
L s e (%38.88) , (%633.33) dotall daill g L)) Almal) L) aim 5

Uaall oLl aia e 0 JS (A Guidaadl GaladY) of Al 4l il cay
Ly, Sl Gl (%48.78), (%72.72) Ol 2sms dans ilS 2y paall Aa3ll 5 40
e (%32.35) , (%25.80) ordall ye oo sall alASY) 8 Cpall ga dund cuilS
Ol e (o yally A5l (pidaall (pasall (A et sy Cpad) 2 a5 Ban3Bl g 153

Aadll g Al Aliaad) pliialy sl o o3le) Joaadl b Al jall il o ekl
Gl sas A CilS baaly Gubaaal) oo alld 438 e Gl el sl Gae Al
Uaall cliial om je b cpall 3pa g A cailS Ly, N5l e (%56.09) ,(%78.94)
(%27.02) il S8 briall o yer Gpbae pe (Al Aaall dadlly Al
sl e (%23.52),

sl (pas Ay pauall a5 Al Aliaal) pliialy el of Al Al jall il i
Sle (%72) , (%83.87) 2sas At S (5 Sull sy Guleaal) (i jalld 438 ja (al al
Ol Ay yaiall dandll 5 dlal) Aliasll eliiad ey 8 Gaal) 2sm s A culS Lty | sl
C sl e (%26),(%31.81) camaill ils (5 Sl (1 jes Gulas 12
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Result

At

Al Jeadl)

b &) il (e 2323(171 bp)PONT (s Usgdl 4 gial) dpadl) g 53(11-4) J2a

PRI
iy yaal) Al Alal) ALl £ Lial ) jaiall

AL ek nae [ e S AL ek e | oA
n(31) (%41.33) 75 n(40) ( %53.33) 75 OIS Al
]
n(25) (%50) 50 n(29) (% 50.87) 57 B
n(6) (%24) 25 n(11) (%61.11) 18 ot
el oy U
n(24) (%61.53) 39| n(29) (%69.04 ) 42 px
n(14) (%38.88) 36 | n(11) (%33.33) 33 Y
Cpaaill
n(20) (%A48.78) 41| nB32) (%72.72) 44 (A
n(11) (%32.35) 34 n(8) (%25.80) 31 (Ade b
o) Lim
n(23) (%56.09) 41| nB30) (%78.94) 38 Clas
n(8) (%23.52) 34 n(10) (%27.02) 37 Clas e
Sl el
n(18) (%72) 25 n(26) (%83.87) 31 Clas
n(13) (%26) 50 n(14) (%31.81) 44 Clas e

(226bp) &L aza (PON2 ) Paraoxonase2 (p 4wl )2 3-2-4

Js3s (226 bp) @il pas PON2 ) ikl gl 2ot ) 2l all s & el
S5l e (%20),(%29.33) A dall dadll g dldl) diaall pLiia) (a je 52 (12-4)

(226 bp) il san PON 2 cpall 2pas odlel Jsaall (8 dam gall ilidl) iy
Loty dlal) dlcaal) oLiia) (oaia yo & GV 8 (%27.77)s LS 8 (%29.82) oy
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Result ) &l ) Jaadll

(%24) 5 L5SA (B (% 18) Aty 4 jaall Al pim e (A Cpall a5y At S
ank

Al 5 Al Alaal) pLiin) o yal) b Cppad) 3 g s Ao Alal Al jall il oy il
s e (%23.07), (%33.33) il S 4laVl Jlle 5,6 ¢ Slay (ae £y 2l
o Ol sea A alS Ll (al 5a¥l Al ilall g U5 (0 sSLadl (pdll (gom pall Lty
C s e (%16.66),(%24.24) L aall A 5 Al Alaall sLiial e

Uiaall liial ia pe o IS (8 idaal) GaladYI ol o3le Jsaall L il iy
iy, sl e (%24.39), (%34.09) Cad) 25a 5 A CilS 4y paall Al A0
Sle (%14.70) , (%22.58) (il e (o pall GalAZY) (A Cpall ) seds dus S
Critdall e oam yally &5l (pidaall (oamjall (A o) At Guall 235 Jan Sy I 5

Ay Al Alcaal) cLERL Cpladll msal) of DAl du ol il el
Gl 2gns At CulS barially Gubeaall o palld A8 e Gal el gl Gae Al
sl pliial (o ye (B caall sm s A il Lai M) e (%26.83),(%36.84)
(%21.62) cwaill cilsd Lozl (e (pbae e Gl 4oaall danally Akl
s Sl (%11.76),

Ao pteall Aayil)y Ayl Aliaal) sLEAL Gubaall el Gf 4813 Jgaad) gl iy
, (%51.61) 29ns dawi CulS (g SUll ely Gubaall (oia jalld 28 pe (gial jal pgaal as
Aol 5 Al Alimell oLl (om o (8 Conll 25m s Band ulS Lt | 5 e (%36)
Ll e (%12),(% 13.63 ) cuill cil€h (5 Sl (a yas rbian e Gpall & jaall

b & ptall (e 22! (226 bp) PON 2¢mall 4 giall Lpdl) gida gy (12-4) Js2a
2l
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Result zaliil) aal 3 Jadll
i aall dandll Alal) Aliasl) Liia < yaiiiall

5 Akl ) sela aac | craoallae 5_akll ) gels aac | ol o
n(15) (20) | 75 n(22) (29.33) | 75 | celadsh L
il
n(9) (%18) 50 n(17) (%29.82) 57 S
n(6) (%24) 25 n(5) (%27.77) 18 &
el 5 s
n(9) (%23.07) 39|  n(14) (%33.33) 42 pn
n(6) (%16.66) 36| n(8) (%24.24) 33 Y
cpdail)
n(10) (%24.39) 41| n(15) (%34.09) 44 A
n(5) (%14.70) 34 n(7) (%22.58) 31 R
JRSEER
n(11) (%26.82) 41| n(14) (%36.84) 38 s
n(4) (%11.76) 34 n(8) (%21.62) 37 Clas e
&Sl ¢l
n(9) (%36) 25 n(16) (%51.61) 31 s
n(6) (%12) 50 n(6) (%13.63) 44 Clas e

(o g a9 SN Ll (adlidid 4-2-4
Jon il ¢ jal ai gl Hally 4 gadiall Ciligall apead 2l Cline 0 DNA I paliin o
(%0.8) xS sivs 58SV da (e oo smi 503 S DNA I ajs 2535 o STl S 5o

25V g 2y dmadil) (358 4aY) Sl phaaioly Lgiaalie s Aol saal 5 2 6 70 xic

il alana & oo gmi 50 S DNA ) s asas o(1-4) IS8 i) cyelal 3 calay
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Result il ) Jaail

e 358 Ja %0.8 A8 o seu 30 5 SN DNA ) aJad (b Sl Ja 1 (1-4) JSl
AsluBaaly culgd 70

Loy Al cplsadie Guall PCR & aladinly el Caagdl) elal
ZU(PONT1) ceall PCR &l 5l (Sl oSl a5l (2-4) JSG)) a2 3] «PONT,PON2
delu sad s <l sd 70 e 35SV Ja %2 alasinly 4 dliasll oLiia) a3 3 99 bp
z55 (100-2000) ax~s (Size marker) eaall Jda) J¥1 3 el Jiay dam Caaig
Jic Gl 3ael8 #5599 anay aall (4,5,6,7,8,9,10.11) 32ac¥) jelai Laiy csacld
Ol seb s 5 skl 4e ganal il Jiaid (2,3) saae V) Ll cpaall gy el 3 il
Lay
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Result ) &) Jaadll

1 2 3 4 5 6 7 8 9 10 11

99 bp @  PON1 0l PCR g8l s (b Sl Jis i) ida g (2-4) Jsi
gl g Aol aal g cil 8 70 X 5 SY) Ja %2 Aednlil) Allal) pliia) e

& 99 bp =E(PON1) uasll PCR @5l (ALl das 3l (3-4) JRAN s
Sy Chuaig Aol sy g 70 die H5EY) a %2 pladiuly 4 pnall a3 s
ek Laiy 3228 = 55 (100-2000) aaaz (Size marker) aaal) aleall J 531 5 gandl Jiay
S liad) Jis il g 3008 7 55 99 anan aall (2,3,4,5,6,7,8,9,10,11,12,13)32ecY!
3okl de gane ciliie (13,12) s2ee V) et ¢cpall Ly yela
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Result ) &l ) Jaadll

1 2 3 4 5 6 7 8 9 10 11 12 13

1000 bp

500 bp
400 bp >
300 bp—=
200 bp
100 bp

99 bp/zé

2299 bp &L PONIT Geall PCR g5 (A <) Jia Al o ss (3-4) S
Chial g Aol baal g el gd 70 xie 59 Y Ja %2 od jaal) Al

® 171 bp @(PONT) cpall PCR i sil (SlyeSl dia il (4-4) IS s
Ciuaiy Aol saaly calgd 70 2ic 5 )SY) Ja 962 aladiuly 2l dliaall sliial iy
Laiy 32l = 53 (100-2000) s (Size marker) csenad) aleall J 51 3 gand) Jiay Can
o) L el (A Sll) Jias (Al saeli 255 171 e p3all 7 (2) 2ee ) el
Gle Jid (10,11) s2ee¥) L) cpall Lo jeday ol ) i) Jici (8,9) saec) L
R e T e
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Result i) aal ) Jadl)

1 2 3 4 5 6 7 8 9 10 11

171 bp &l PONI1 (sl PCR 5 Ab sl Jos Al ida g (4-4) J8&
Chiai g Ao lu Baal g il gh 70 dis 5 SY) Ja 92 Acdulil) Allal) plida) i e

* 171 bp @E(PON1) sl PCR &5 (Sl s Al (5-4) JS8l) ea

Sy Chuaig Aol sy il 70 die 55V a %2 pladiuly 4 paall a3 s

ek Laiy 3228 = 55 (100-2000) aaaz (Size marker) asal) aleall J 531 5 gandl Jiag

el ¢ cpall L yela l clial) Jia g 32cl8 2 55 171 aaa aall 9 (2) 5aecY)

de sene Glie Jiad (11,12) 32eeY) Ll Cpall Lgd jeday ol ) diell Jici8 (10) 32ecY)
Ol L yeday al 3 5lard)
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Result i) aal ) Jadl)

1 23 4 5 6 789 10 1112

1000 b

500 bp

400 bp

300 bp
200 bp

K ‘JW )1 e

171 bp
100 bp

171 bp @l PONI1 3_dhll PCR gl 53! b sl Jas il uda g (5-4) J8&
g g Ao lu Baal g cil b 70 die oS da %2 Aed jaal) Al i e

& 226 bp @UY(PON2) sl PCR s (Jloesll ds sl (6-4) JSa) oa sy
Ciuaiy Aol saaly cald 70 2ic 55 )SY) Ja 942 aladiuly 2l dlcaall slitial iy
Laiw 32el8 = 55 (100-2000) a>=s (Size marker) eaal) abeall J5¥) 3 gaall Jiay Cus
Jiai Al 3228 753 226 anse aiall( 3.4.5,6,7,10,11,12.13.14.15)32ac ) ek
3 saxd) Lal Cpadl Lo ety ol Al ilipal) Jiaié (8.9)52e Y1 Lal ¢ cpall L jea ) clinel)
Ol L ey 13 Hhand) de sene die Jidi (2)
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Result ) &) Jaadll

1 2 3 4 5 6 7 89 10 111213 14 15 16

1000 bp — =
500 bp
400 bp \ = =
300 bp

2226 bp &l PON2 (pall PCR @ 5! (Ab Sl Jos Al a5 (6-4) J8&
hia g Aclu Baal g il gd 70 dis 5 SY) Ja %2 Acdulil) Allal) plida) i se

& 226 bp @i (PON2) ¢l PCR ilsil (Sl seSV dos il (7-4) JS3) e
Cua Caaiy delu saaly il 70 die 55 SV da %2 alaiuly 4 aall 483 a
ek ey 3228 55 (100-2000) a2 (Size marker) (ganad) alaall J5Y) 2 senll Jiay
Lol eomall L eda il cliall Jii il 5 3308 255 226 anss a3all14 V4 32acY)

C o) L e 313 ylagll Ao sene iligal) Jiai (2,3)52eY)
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Result il ) Jaail

1 2 3 4 5 6 7 8§ 9 10 11 12 13 14

1000 bp
500 bp

400 bp
300 bp

226 bp
200 bp
100 bp

A 2226 bp U PON2 (pall PCR 781 si Al Sl Jaa 3l g (7-4) JSé
Chiai g Ao lu Baal g el gh 70 dis 5 SY) da %2 Asdy jaal) dagdl)
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Discussion A58l (pa Al (Ladl)

doaludl) Ayl 1-5

Gn 3l Oy Gl ) i) A el A ) il 3 Lagn 153 e ) U1 conl

3uS) aia e a5 508 A e @lld g ol Hal liad (e Aleall PONT g0 i il all

(Richter,er al.,2010; Mackness and cml dll lal (e Hshai (e asdl o saall
Mackness.,2013 ; Aviram and Vaya.,2013)

5 PONT a5l (5 sisn 8 L sina Lialiasl (32, 1-4) Jsan Adlad) G jall il cuiy
S5, G5 S e S sal 5 dad) de sanar 4 5le Tyl puelaall aad) (s
(Durrington et al.,2001; —=le Jias Al Al 2 o 48850 x 3Gl 02 & Sela
m ¥l Ae W aa 85 Tang ef al.,2012 ;and Doneva.Basheva.et al.,2013)
o sas S pall G gl () 5 Leadansy Ledalii ) s HDL 48ES) dylle dpaall i s 5l PONI
PONI bl (=i, dllyy s HDL- PON1 bl e i

Ein PONT miil (s Slo puind) 53 (ady Lads (4-4) Joas gl & ekl
Osan A0 ) cuddl as o S5 (2001) 0soals Sutherland 4wl e ae Al

o) s prdy Ledie eluil) vie idy 3 Estrogen) Cra s i)

(Gugliucci ef 4l Juasile g 48 (6-4) Jsan  Adall A all milG el

) Paraoxinase a il blis (alidsl as g gall Gopall QU e aind )0 8 ¢7,,2015)
Bl s peliile 13 s Cptdanlill (e (s Sl s Al ialpeVL bl nyal
Gl 5l ae (3850 138 5 PONT a3l st Ao Sl ela o ye il dally 400
<ua (Boemi et at.,2001;Mackness et al.,2002 and Gupta. et al.,2012) < Al
Aaii ld 5 (g Sl e)a g Anlall (yoal 5 WL Cpibiadl) (aldEY) s PONT a3l ddlad (ids
@ 0 S5 3355 PONT sl bl Ll () gamy sl (& Sl 3a )
Cmbaadl (el (gal oy 3V 4llad (aladil s a5 (Ferretti er @l.,2001)LDL
eo OSed) Ay 5a Ll ) Alee a5 glycation Asles 3305 () Sidl g Alal Gl VL
ol eVl Gabadll GaladVl 4 8 B ()5S Al HDL 4eall Clisig ol ) ¢ saal)

(Hedrick et al. 2000 and Gupta.,et al.,2012) 4.1l
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Discussion A58l (pa Al (Ladl)

& PONT a3l (s sisa (8 Lgina Lalissl (7-4) Jsan Al 2 pall ilis < el

(James et al.,2000 ;Jarvik et G aa G5 R 0da 5 (pidaall oia jall aall Jias
al.,2002 ; Sent et al.,2003 ; Ferre et al.,2003; Kumar and Biswas,2011)
Cidadl paa & e pidadl Al PONT a3l Adlady blis midy guasill o Cus
o 0adl Jaay s Alil) Aloaall elitinl s Anil) (ial oYU Cubiadll alad¥) GadVl g
il Al Ll Jly S il Led Gl aal) 85 ad)l )l sauSsall al sall Bl )
Aaal) i sl len e 508l Gdd I lll aa s 53S0 sliae 52 4l 3 PONT

.(Kumar and Biswas, 2011) 33.SY) (3

(Seres et al.,2004 and i ae G A0l Aol ol o ol AL sl (e

Vb aa g peall 8 81l ae PONTa 5Y) Blis (mddsy Cus Jaouad ef al., 2006)

i) JKEY) () () @l s a5 52uSOU LD 48 534 5 A1 () s ey Gl HLS
(Senti ez al.,2001) 3 s33) Cuany LLEll 138 (288 8153 anli PONT (] Adlia

AST il s siue A Gsina el )l (4,3,2,1-4) Jsan Adlall Gl jall il <yl
DS e genas LY A G JS (oAl b ylasd) de genay 4 jlie dpa pall aaelaall
leale Joan 3l il ae AdiLe i) 038 5 AST il (5 sine o Guiall iy LY
bl jall s3a <LE 3 (2011) Saills | (2005) 2wl ( 2004) G335 Crawford
Loty gl iy 35Y1 35 (06 Ayl gl g Al Alimall eliialy i) o
ol Jeae I Gallaty g a3V 138 s misie dplall VAT a5V 35 05
Ay N SLERYL Lgilal die (i) dlae 8 LS UAL a0 adaad Gigas die
A aall

Caagi| Al ) Hal) c_\l_“u Jﬁ AST ﬁ)‘.ﬂ (5 e &\ASJ AL ?JM lra ):\SL“J Gl W

O S (2011) (lassill il o il (a8 (2008) g2 Ll o 53 A ) s

Gl iy dlle dia Ay 53 darall plii ) (o daali AST il (s sinse (8 3303

day e BV 138 Gyt g sLDA Gamdd JAS o) JOaS) o) ali igany 0l e i 28 Al

Varley and Lemann,1991) pall Jaas (& allad 5 o) i 33l 55 44 geall 5 gall ) elld
(et al.,1984 and Choen
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Discussion A58l (pa Al (Ladl)

sda 5 (piddall (s3] AST moil lygivas 8 4y gina salyy Alall Al all il i g
&lldy (Cheung et al.,2009; Alsalhen and Abdalsalam,2014) gl &) ga ils
Lae 3oall Hsdall e a8l gl cuuny Sl Caitla g e 5 50S @l i a0l e oY
el il gl o i Gy G5 dpantl) 3208V o s Lansl laga Glaal I a3
.(Abaul-Razaq and Ahmed,2013)

A3 8o A yall sl ALT il (s sisn (b 4y sina L5 Alall Al jall il iy
letle Juan il milinl) pa gl ol il 3 Y1y 5 5SAl (e IS (s 3 skasll A sanay
Sl e el 550be e plE V) sl 55 8 (2008) 215 (2001) (el
Cua LAl A ) aillasll (& st ) 3D Adad 32l 5 (g a3 3 sl (8 QA ial
.(Duford ef al.,2001) 28 A dxyiai o4

Ol auize gl (2,1-4)  Jsas Al dua s cuy
O5SA (e S (sl 8kl de gane pe 4l daia ) aulall (TC, TG,LDL,VLDL)
P 2 Ge Al A(Matam ef al.,2014) o3 5 Lad 48 go il da Cigla g LY
O auine sslee G oBab) On dus Aullll al aWL o agdl e
G 138 5 5yl de gene g & jlie HDL (s sie 3 pmlésil s (TC,TG,LDL,VLDL)
o Mokl 3 (Hazar ef al., 2011; Bahrami et al., 2015)0e JS 43 sla Ll Lyl
I e Lysedl agie ) (A Grall &SI A je S) 0568 QL (al el abiadl)
ha sab ) (8 Jalsall aal (e 22y HDL 38 50 (alidi¥) of (I g s ool o) il
U ae 85 4agiill 038 5 (Chatterjea and  Shinde ,2005) dulall () YU LlaY)
.(Elmadboubh. et al.,2013)

5 TG,TC s IS 6 siosan Ay sina 335 (4,3,2,1-4) Ut sl Al ) ilis g

GlY) Ao ganay ) SNl Ao sane DS 8 HDL-C G siwn & 50 (aléaily LDL-C
3 acall Aandll g Alal) Aliasal) oliialy ubadll  (uisllic saaay GUYI s 5 SA) de gana s
(Elmadbouh et al.,2013 ) 4 s\ Lal dadia ziliil) 38 Ciela 53 jlasnd) de gana ae 4 )lie
&b soime gl Gy s peas (B Aalill il al el el e adud jy
de senay A )la (o pall (& HDL-C G5t & alisily LDL-C 5 TC,TG <l siwe
(Dias et al.,2009 and Dasgupta et al.,2015) e JS 5 ae 385 18 5 3 ylawl)
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Discussion A58l (pa Al (Ladl)

Gl siese i 3 3 La 300l (8 O gaall 38 55 i) o (AN dal el Ga 30030 225 G
o sl e1aadl J 5l sy HDL-C Gl siase (iadai o 4830 il junlSll 5 J 5 yiud oI
=W @iy (Gupta ef al.,2002) 4dladl &y g )5 dapliall g gadll (e dlle A
(Jabara et al.,2007 and Weiss % ge HDL-C TG s siveal 4pnilly Zallall 2 jal)
inll Gsana il I SN Gy el il giie pRliA s aa s ef al.,2015)
Oe AN Sy Kl Gt Qi e Jay 3 cladl) 53l (Estrogen) Crss i)
DsSAL Al bl (g2 el giae (mliail iy Laa Led (agd) (¥ Jama 330 Gk

. (Bishop et al.,2000)

el Ll Juan 3l i) e diie VLDL-C (5 sl Zullall G jall gilis ciels
EUYL 4 e 5 KA1 sl 8 VIDL-C (5 st 4 sinad) 33030 o) ) (2009)
Sl (VLDL-C) s 453 Clay jaulSI i 5l () sSall () 5 Al Gl 5eVL il
LS, (Carwford ef al.,2004) VLDL-C gl )i () 5350 450 lay sl s ) of8
Lipoprotein Lipase il Jdee & Jia 0o &l o5& & (VLDL-C) J) gl o
o osSh SV o2 By Lay palel I TG dissd e den 3 ()(LPL)
¢ LDL-C ) dssile gle s ) Intermediate Density Lipoprotein (IDL)
(Guyton and Hall,2006) a2l Jiae 8 o) siuse gl )i I (535 <o g

TCs LDL-C 5 simse & &y 5ina 53 ) (5-4) Jsan Aallad) Ll )l milis < yelal i)
Jaina aall Jaia agadl (585 () (aim el po 4l ) Jakim 165l pbaall o je 8
Al pall o8 =i (345 9 (Ibrahim et al.,2013) Lle Jdeas ) iU ae miliill o8 (5455
bl sl e 8 (Han ef al.,2013) g5 go LDL-C (5 sl dauailly (5 siasal Louailly
plai gLl sa Al () el gan I Duagall Gl aal e s (2011) (Sl il as
35S sISN i g aall Jarazm a5 ) s ) ad) Lalil) A jlas ade 5 oaa e S
(2011, dxallall dasall dalaia) () 5l 80l j 5 aall (8 (50l

@ VLDL-C 5 TG G sise (& 43500 330 ) (6-4)d 52> Adladl Al jall il

Ul 23 g g Sl el Gubiadll e om el A Hlae Sl el Gabiadll (i )
(2007) 2035 Ene 5 (2005) croals Owoyele 5 (2001) (2 yebad) il aa (3ldas
et S el pbadl (i ye g TG gl of 150l 3 (2011) (bl s
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Discussion A58l (pa Al (Ladl)

520 Lusae Agaall LAY 8 Lipase mi) Jandii ) (525 Gl snad) i o () el s
pll (A s i S g dinall alea¥) (e 35S ClaS ) jad s 45 Al Gl sl Jlas
b st g LY Tl Ll ASSEN g € piead slay 20 ) Ll vie 3
Adlad & i) s @l (505 (5 Sl [ ey Gabaall (o jall (8 VIDL (s sis
s (85 Al Sy S 58 5 (8 83k ) sy 3 (LPL) Dea¥ s sa¥ a3

. (Pikup and Willams, 2003) VLDL-C =S5 gl ) g2 <dsll

24l 6 VLDL-C 5 TG Gsine o (ssine gl Lllall 4 jall milis iy
Aaball clul jall A xa Caats 2l sda y (pidaell e am el xe 4 HlEe sl
3l o Jamy il o)) () 15 Wl am (2011) (Sl s (2002) 4ieles 5 Blanco
25 ae HDL-C 5 TG & siosal sl jall 028 il (3855 5 VLDL-C 5 Gl ypeadSI 380 55
Sle s Gl Jaall e il 4l cpasill o I G oms (Kumar,2011) e deas S
(Gepner et al.,2011) ol 8l lal (e gy Al g Al pal LAY g

Al & Ay sine (358 9535 VLDL-C 5 TG ,TC b siesdd Adlall Gl 5al) Ciaa f
e Gl il o3a 5 Ay penl) Al A8y (8 (g sine (58 2 Y Laly diu (40-31) Ay end)
A pandl Sl men (n Ay sime (3508 25 Al all 228 il Cuing (2011) (Plewtl)
Ibrahim ef ) @S ae Aulall o il @iy VLDL-C 5 TC,TG,LDL s siwal
glils LSl & gsaall 5155 plai )l b Gl degall Jalsall (g0 330 aa3 5 @/,,2013)
O GOAY) dalsall Ll ) cundl as e 385 (Tbrahim et al.,2013)0mme S ol
) 228 pa ansall 8 o il Gl gine e i @A) Sl g Jaxaal) plas
sl daaiall A sl o La )l (9-4) Jsas Adlall Al all bl sy
Cisn g A Apeal gy 138 5 3 ylasadl de gana pe 4 aa AP ¢« MI amslaall & Tropnin
Y5 Al Y 4 ey 51 o34 2ad CHD sl (o8l (al el (s 35
Al (o e g MT Aulil) Aliiaall o Liia) (i j0 4mals s CHD it (- 4ia ol

sl 3 sall () oA 3 Aplall Aliaal) (85 S ClaaSy aa 68 ey 3301 028 Y ¢ Ay yauall

. (Bardoft et al. , 1997
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Discussion A58l (pa Al (Ladl)

Ay ) Al ya 2.5

AU e Q192R 3uak Gisany dasi je 03925 055 (99 bp) &6 PONT il (s
aall 8 o Ll il QY 13gd Al all B )5 i e Jules asiiall DNA 4l 50
OsS @A (171bp)PONT ARl (s NS5 dndall 630 S dbdlae A GIAL g Gl jal)
Al o el Ll dalhe Cela Adlall ol il g Layl [55M 3k ) sedas Jasi 3o 0353
e Gl ¥l el (A Gl dhll 38 e sladiul) &5 Cus (Chehari ef al.,2014)
2225 s PONT 253 JISEY) 25 Al 53 Gl a2y s DNA (A& & dhall s38 352 5 (0 o]
. L55M 5 Q192R <Dyl 5 <l yikall
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Summary

Summary
The presented study aimed to investigate and study paraoxonase
(PON) gene and some physiological parameter related with

Artherosclerosis Patients in Karbala provience.

This study was a case-control study conducted from AL-Zahraa
Teaching Hospital from February 2015 to January 2016. The study was
carried out at the coronary care unit / in Kerbala province/Iraq and
Pathological laboratory analyzes of AL-Hussein hospital Teaching by
taking 150 patients consist of (75) Myocardium infarction patients (57 male
and 18 female) and (75) Angnia Pectoris patients with an average age (31-
71 year),.Also, the study included 50 apparently healthy people who were

(35 male and 15 female).The study consist of two atis:
1-Physiological study

measurement paraoxinase (PON1), Aspartate Transaminase (AST),
Alanine Transaminase (ALT), enzyme concentration ,also measurement of
Total Cholesterol (TC) concentration in the blood and Triglycerides (TG)
and the concentration of the High Density Lipoproteins for cholestrol
(HDL-C) and Low Density Lipoproteins for cholestrol (LDL-C) and Very
Low Density Lipoproteins for cholestrol (VLDL-C), the study showed
significant decrease P <0.05 in PONIlconcentration in both
patients(Myocardium infarction and Angnia Pectoris) for both male and
female ,diabeties and smokers . The present study showed significant
increase P <0.05 in ALT, AST,TC ,TG ,HDL-C ,VLDL-C for Myocardium
infarction and Angnia Pectoris patients both males and females,also study
showed significant increase in AST, TC , LDL-C for patient with high
blood pressure while there is significant increase in AST,TG,VLDL-C in

smokers and diabeties patients.the present study showed non-significant



Summary

increase in TG ,TC ,VLDL-C in patients age range from (41-61)years while
there is asignificant increase (P <0.05) in LDL-C level in age (31-40)years.

2-Molecular biological study:

In the study used polymerase chain reaction (PCR) to identification
mutants gene in  Artherosclorosis  patients its: PONI1,PON2
(paraoxonase).The present study identified PON1 gene (99bp) ratio (45.33)
in Myocardium infarction patients and (37.33) in Angnia Pectoris patients.
While the ratio of PON1(171bp) gene(53.33) in Myocardium infarction
patients and (41.33) in Angnia Pectoris patients. the study showed that ratio
of PON2 gene occrance decrease in for all patients (29.33),(20) for
Myocardium infarction and Angnia Pectoris patients.The present study
showed positive relation ship between family history for both genes occure
also showed effect of smoking ,high blood pressure and diabetes on occure

of PON1 ,PON2 genes in all patients.
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