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Molecular study for Paraoxonase 1gene( PON1)and lipid
profile in artherosclrosis Patients
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Abstract

This study was a case-control study conducted from AL-Zahraa Teaching Hospital in
February 2015 to January 2016. The study was carried out at the coronary care unit / in Kerbala
province/lraq and Pathological laboratory analyzes Hussein Teaching Hospital by taking 150
patients consist of (75) myocardium infarction patients (57 male and 18 female) and (75) angnia
pectoris patients with an average age (31-88 year),.Also, the study included 50 apparently
healthy individuals who were (35 male and 15 female). the study included measurement of lipid
profile 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) . In this study,the polymerase chain reaction (PCR) was used for mutant PON1 gene
identification in artherosclorosis patients. The present study showed significant increase P <0.05
in TC ,TG ,HDL-C ,VLDL-C and significant decrease P <0.05 in HDL for myocardium
infarction and angnia pectoris patients both males and females. The present study identified
PONL1 gene (99bp) ratio (45.33) in Myocardium infarction patients and (37.33) in angnia pectoris
patients. The present study showed positive relationship between family history for both genes
occure also showed effect of smoking ,high blood pressure and diabetes on occure of PON1
genes in all patients.
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.2016

30 (e SV Cpaind A jaall 8 aYYL agibial Dl bl das ) | skaal ol (alaiY) e adll Gilie cadal
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(32) Reverse: 5-TTTAATCCAGAGCTAATGAAAGCC -3’5 GCCCCAG -3’
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| No. || Steps || Temperature || Time || No.of cycles |
| 1 || Initial Denaturation || 94C | 3min. || 1 |
| 2 || Denaturation || 94C || 30sec. |

| 3 || Annealing | 58C || 30sec. | 30

4 | Extension | 72C | 40sec |

5 Final Extension 72C° 5min. 1
| 6 | Final hold | 4 | - | |
: g
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(mgldl) | (mgldl) | (mgdl) (mgld) (mgldl) il
46.51 107.51 23.21 176.60 109.20 3 k)
+ + + + +
4.55 5.12 1.52 10.15 6.48
a a a a a
29.14 146.64 38.44 214.19 192.24 ¢ Liial
+ + + + + Laal)
2.63 8.63 2.70 8.60 11.75 el
b b b b b
28.44 169.44 34.16 235.12 172.24 )
+ + + + * 4 Huall
2.61 10.56 2.50 13.28 9.15
b c Cc c c
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(P<0.05 ) ssime glii)) dia of i) e LSy ¢ Al (Ao (101.53)¢(166.26)s rasedl de sanas 5l
Bkl de gana ae 4 jlie 4l Alaal) cliialy Gubiad) ia jall Al L DL-C s TC by siasa

Alal) Aiaall clita) om0 s VLDL-C 5 TG b siwa (P<0.05) st gléi)) (3) Jsaall milis iy
e Alie Ml e (26.87)¢(134.16) Y] e Ayaeall Aailly Gubeadly JIs) e (29.35)¢(146.83)
Al Alianll cliialy Gulaad) 52 SST 215 W) OIS G e s e (17.36)4(87.06) 5 okasdl) e sane

Uianl) eLiial i ye 521 (4) Js2x (99bP) Ll aaaPONT I Ll cuadl apaas d0al) Al jall il <yl
C sl e (%37.33)¢(%45.33) 4 aall dasilly 4l

DS 8 (%38.59) s (99bP) @l pan PONL Al conll ) sela 4313 Jsanll (8 daiim pall il iy
Loty Ay paal) Aadl) e 0 gaall sl A S Laby Al Alasll litial) e 8 SUY) 3 (%66.66) 5
LY (%32) 5 ,sSY A (%40)

O Ay pauall Aadll 5 Al Alcanl) Ll (uda yall 3 iU Gl ) seda Ao (4)d s Al Al ) il <yl
Gl )5 O Sl il (o el ety (M5l e (% 43.58)¢ (%47.61) cill il ALl il 7 )5 o oSlay
dpuall dadlly Ll Al eliial ey A il gall el due culS Al al e VL dAlaY
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G 4 o saSl) ulaall any e (mall ¢ 55 il (3) Isas

HDL-C | LDL -C | VLDL-C Total Triglyceride <l iall
(mgldl) | (mg|dI) (mg|dl) cholesterol ( mg|dl) ual sy
(mg|dl)
49.06 101.53 17.36 166.26 87.06 8 sl
+ + + + +
3.91 7.53 1.14 11.67 5.67
a a a a a
29.55 154.72 29.35 215.66 146.83 Aliaal) ¢Liial
+ + + + + Aall
1.07 9.95 2.62 7.32 9.10
b b b b b
29.28 178.00 26.87 242.36 134.16 A aall Al
+ + + + +
2.89 9.69 3.54 12.33 8.72
b c c c c
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Mﬁwu\ﬁj)ﬂdﬁjdﬁédﬂ‘bﬁybgw\w\RJ})AJ\

ayalld 48 ya Gl el agaal (ee &y jaall Asdll 5 Alal Aliaal) eliialy e el o Al Al ) il @ ekl
& AL Gl ) sela A S Laty ¢ Vsl e (%043.90)(%57.89) Al caall ) seda danss cilS Jaiially Gadbiaall
e (%29.41)¢ (%32.43) o) cailSé zall (a pa Cbian e Al 4y jaall Aadl) 5 Alall Aliasl) clitial oy
) gal)
ayalld 48 pe al el agadl (jae Ay paall Aadll s Al Alaall Liialy ol of el Jsaall il _ufjjd
2 AL Gl ) seds s uilS Lai ¢ il e (%60) ¢ (%658.06) sels A CilS (g Sl sl Gubiadl
s e (%26)(36.36%0) canl) CulSE (5 Sl (a yay Gabas e Gadl) Ay jaall Aandll 5 Al Alasl) o Liia)

A yall 3 8 asial) kel g 2341 (99 DP)PONL i i 5 51 8 il Al el el zin s (4) U

soahll jselaoae | i jallaae 3 skl ) gedadae ARYS
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n(28) (%37.33) 75 n(34)( %45.33) 75 Gl 48 das
il
n(20)(40%) 50 n(22)(38.59%) 57 S5
n(8)(32%) 25 n(12)(66.66%) 18 &)
n(17)(43.58%) 39 n(20)(47.61%) 42 252 5e
n(11)(30.55%) 36 n(14)(42.42%) 33 e
Cpaatl)
n(21)(51.21%) 41 n(25)(56.52%) 44 A
n(7)(20.58%) 34 n(9)(29.03%) 31 AL
adl aria
n(18)(43.90%) 41 n(22)(57.89%) 38 e
n(10)(29.41%) 34 n(12)(32.43%) 37 Slas e
L.S‘)S“J‘ ¢la
n(15)(60%) 25 n(18)(58.06%) 31 e
n(13)(26%) 50 n(16)(36.36%) 44 e e
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1 2 3 4 5 6 7 & 9 10 1112 13

1000 bp
500 bp
400 bp
300 bp
200 bp
100 bp

99 bp

aladiuly 4 Haall Aa il aim e (899 bp &L (PONL) ceall PCR alsil (ShseSl dis il (2) JSA gy )

100-) aaa: (Size marker) esall aleall Js¥1 3 sendl Jiay dam Chuaiy Aol saaly il 70 xie 55,81 da %2

) i) Jis Gl 53208 55 99 aaas 3a11(2,3,4,5,6,7,8,9,10,11,12,13)s2ee Y1 el Lasws 3328 = 55 (2000
3okl de gane cilie (13,12) saec Y Laiw ool Ly el
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. AZBU)
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il c_\)n‘sﬁu.a.a‘}aulc 3&»\_)3‘55(34)53_51.453»53\)4@1_\.\3\ sda Caela 3 G g 5 S e IS (sl 3 yhasud) de sena
¢o 43 )lie HDL (5 sise (8 alédil 5 (TC,TG,LDL,VLDL) 058l ausi o (5 siuse (8835 G Cam Al (al pal
Sl A je S8 58 6 il (al sl abaaal) ) () 153N 3T (35) (e S 4 el Ll L) G385 13 55 plardl de o
83k (8 Jalsall pa) e 2ay HDL 35S iy (=laas¥) o) () s s 0l ) liat ) daa5e 4 50l e ) (8 0 g2l
(37) 5 ge 5 Al 028 5(36) Al (ial VL ALY s

A HDL-C (s siass b (5 size 2aléddl 5 LDL-C 5 TG, TC 3 JS (5 sinsay &y sine 5ol 3 Alal) Gl ) milis iy
QGB}DM‘&QW&A@JL&AB\:\JM‘ Aol g ddall Aliaal) ;LﬁALl Cmbiaall GUY) de ganag Sl ic gaaa S
o G FlE ) Gn Cus jan b Aaldl ol 3 Gl ey el Sleadul o 8 (37 )4 ela Wl gl oda
IS s ae (380 138 8 plasad) e gana 43 jlia o jall (8 HDL-C (6 siwe b (=lésdl s LDL-C 5 TC, TG i sivs
Js A S by e @iy 3 L0 (A gsaall S0 5 el qund (Al dalsall e 3080 a3 Cus (39,38) 0
Lpdall geaall e Alle A e golall 2l o s HDL-C Glysise (ddhy s AN Gl julKll
i a3 (42,41) g5 ga HDL-C TG 5 sinaad Gpmilly Alal) Al pal) ilis iy L (40) Alladl i yum 52 U
Julii Ao oy 31 Ll (5ol (Estrogen) crs s sis¥) ouiall ¢ gan il () 8N Gl janl€l) Gl giae (alidsl
OsSAL A e sluail) (5l il siusa (amldail oy Lo Led padell (¥l Jana 8345 Gasla (e AN il jaunlKl e
. (43)

LU o I (44)(2009) s el gl Juan 3 i) o ddiie VIDL-C 05 simsal Zallall Gl ) ilis cels
el oSl gy Al Gl jeWl Clbaall QUYL &5 ae ) SA o sall 8 VIDL-C Gsiwe (8 4y sindll
ol LSe (45) VLDL-C gl i ) g2 45N iy €l g 51 od GlA (VLDL-C) I 58 45N iy yusd
& TG dasas e dery s3I Lipoprotein Lipase (LPL) sl dee 8 dia ezl o583 (VLDL-C) Al gl )|
LDL- I Jsaide ole e 3 Intermediate Density Lipoprotein (IDL) 4 ¢sSi e lEY) o3 85 4y (ales]
(46) 2 Jian 8 o) sl glii ) (N a5 Casas 53 C

DNA 2,3 JY4 (e QL92R 5k & sans Jasi 300 56k (5% (99 bp)aii PONL _tall s s jall il iy
Al 30 S dlailae b AL 5 Gull jall e pall (8 o L] afl QWY 3] Al all 355 i e Jales a sl
die il ¥ sl 5 akall o3 (e elafiu) a3 Cus (47) Ay 4 ela W Aillas Chela Alall Al il
. Q192R UV 5 <l jakall s g PON a3 JISEY1 2303 ) 53 Gl day g am sl 85 ikall 038 3535 e aail]

b Aoy Y @lld g LY e et S Alal A il Gaall ) seds (4) Jsan Dllal) Al jall il iy
(34) i e Liay DAl slall 8 Gl 520

Al ol Al il el Ala¥) (& a4l Jilall PONT G o (34) @ ae Al yall oda il (345

D A0 e il el (il Gl ) sl A o 5 Cam il PONT Gl Aallad) il jall il (35
dand e eSS4l il Y @lldg sl gl Ll Gl eVl Alal) dus 23 Cia (49) #l ae sl
el 43)al @l g ¢ aal) 52l s PONT b (e Jlirg aalill cpul 8 (al yals AoVl Jlad (0 aly Sl Jaal)
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