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Angiotensin I Converting enzyme ¢pa (ASEl aail) 4
(A sl (oSl (43 pa ) pluail) sl
4drer Mg hluas 3 (a2 2208 daaa a1 0LSa G s
13 ) 2 Ly
UL 638 AnalafAiyual astall A4S f5Lall asle and 1
i) daala [ o) psle o 2
G5 155 Gl [aslal) A0S [Blal) asle and 3
L@l [ [t daalafasiad) As/5lal) asle and 4

E VY
Insertion(l) ( Jaayly sl ) ASED saill Lals)l 530 e (oadll () dwhall cdaa
sy elall dilaly Angiotensin converting enzyme (ACE) ualand Deletion(D)
ool 8l 120 uhall cles .Type 2 Diabetes Mellitus (Sl g5l ) (o<ul)
slally Llas 8l 60 cled AV ¢ ficsens ) Cread din (60-25) Gule o)lec
230 G o Bl Ao gana ) Laddus Bya) 60 Cisnd Al e genal) Lol U gsil) (<0
.Polymerase chain reaction (PCR) du& daulpy ACE  (pal adl)sll 5 klly A<
Chi- € m plaainl (P< 0.01) 5 (P< 0.001) dogine 535 2539 gilill Caniagl
&t SSI D ANy (DD) Jhsh Shhall g JS LS Lagiall caailly a3l 0 Square
MaeY) sy 33 el sl il dega e 45jlae (DM) b cililaall sleeill dege aa
cadll Je 5 (8.3 )% 43 (128.3) % Jdilaa 48(40)% 5 15 (25) % il
) Bisangalll uledl Gl i iegendl G (P 0.001) Aigies 525 cipgls
Js sl 385 5 (T.G Triglycerides) mg/dl A ilayulSll 585 o (00 IS el
low-density 43Ul dikfgll dgaall wlisg pll 5 Total Cholesterol (T.Ch) <l
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355 (P< 0.001) "Lgina "Lmddsl Liw ¢ lipoprotein cholesterol (L.D.L-C)

& high—density lipoprotein cholesterol (H.D.L-C) a3l ddlall duaal) cilusig )

Study the Angiotensin Converting enzyme gene polymorphism
in women in type 2 diabetes mellitus.

Abstract

The Present study was aimed to determine the Correlation between
polymorphism ( Insertion and Deletion) of Angiotensin converting enzyme
gene (ACE) and infection women of Diabetes Mellitus (Type II) .The study
involved (120) women the average old (25-60) years. The women divided in
to two groups, the first group was involved (60) women of Diabétes Mellitus (
Type II) , the second group was involved (60) healthy women of (control
group) . Study the polymorphism and genotype for ACE gene by Polymerase
chain reaction (PCR).The results of this study was found significantly was
increase (P<0.01), (P<0.001) by statistical analysis Chi-Square between the
numbers and percents to the frequency for each one the genotype (DD) and to
total allele D in women of Diabetes Mellitus (Type II) Comparison with
healthy women , the numbers and percents reached 15 (25) % , (40)%
opposite 43 ( 28.3) % , 5 (8.3 ) % Respectively . A significant increase also
appeared (P< 0.001) between the two groups when measuring the
biochemical criteria that included both the concentration of (TG
Triglycerides), total cholesterol concentration(T.chol), (low-lying density
lipoproteins cholesterol (LDL-C), while the concentration of high density
lipoproteins cholesterol(HDL-C) decreased significantly (P< 0.001) in the of
Diabétes Mellitus group Comparison with healthy women group.
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Introduction : 4sdiall

% callal) (ggie e dailall (ml) o Diabétes Mellitus ( DM ) Sl aye
Osale 366 ) axall Juay Of g5 52000 alad i sle 171 Sl 4 Guladll 2
G () (Dl G 8 @Sl Gase - (1) LDle 2030 diw Jolas Gileas i
S st gl dami Hyperglycemia aall & Sull (s 82L3 SucMetabolic Disease
aie iy b, Al e ol 530 4 LAl a8 Insulin oded) 8 JalS
) @Sl Gara e S gl 2 sl cauall (e dibide cliacl b Aiade Clicliae
Lo 3 A ol alaiY) ey @A) legs <Y1 (Type 2 —diabetes mellitus
penll WS s ady ¢ (2) @Sl Gubiadl) (ajall e (190%) s g5l Mg Casliadl
o) Jlaniad e 58 je candll gavilly cBlanll (58 3 Galsud¥) Janl dlasad 8
Onbadll oimpall alieas awall dalal IS (<8 CplouV) g Y GabSadl o o) Caulie <
((3) o puall dni) daglia (e dayd e L3 ans Dy ol e b gsill 13
heterogenous uilaia e Cblaal 585 Sull (e Laall 3o 3 "Ll g0 )5l als
Jalgally lsus¥) dasliag ) (b dualall QAN e L8050 Jalgall (e IS @l jais 3 disorder
oo Dl dlgaYly cdlalll dujles pacg alalall Jolin 8 L)Yy Obesity diend) lgies diul
Angiotensin | converting enzyme (ACE) syl aay (4) sl Gigas B Assa
=% «(5 ) Renin—Angiotensin-Aldosterone System (RAAS) )l jlga lig<a aa
23. 3 ekl vic 17 aswss—S) doshll ghill e ACE Gautigad Jsaall asil cua
30 GV el G P ACE w55 Jaee ciliny L(6) (1 U3 ) (17 q 23.3)
Deletion (D) —aally Insertion (I) Jiayl deds Al ACE  (pad AN aaaill ) diedas
O (e 16 08y g5l A a3l (287-Dp DNA ) (gaclall ailiill dan i yoal) dabaiall
cabe¥) e LESIL Ll L sy Al (ACE |/ D polymorphism ) J<all e xnACE
(7) ) Q) (ahaly (5Kl aall dakia ial el diball
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(17) psmsasss (1) J<&
Methods Jead) (5l )k

sl a3 die 605 S goill (@Sl elalls Lbias 3l 60 I (7 M) ) Clie pan &

& el Gpeall idine o ehadll Uy abeall Sl (5asd) Al e sl
oy & L2 EDTA jaall dasbe canlil 8 adll (e da (3) gy dwsdiall oD aliilas
I LEsdl Serum Juadl) die Juad 4ia Aoally dduiall ddl)ell chlaadld aall s aial calaly
high- mg/dl 4N el Laall gy yll) e dS oald @l ad Al d8lal) 4kl
low- 48GSN Zakl gl 4gaall @lisy ) 5 density lipoprotein cholesterol (H.D.L-C)
mg/dl S Jsial Sl 38 5 5 density lipoprotein cholesterol (L.D.L-C) mg/dl

&= (8) Triglycerides(T.G) mg/dl 4538 iy »alSll 58 55 5 Total Cholesterol (T.Ch)
(9) 0xie sexall Body mass index (Kg/m?) asall A€ Jils (i 5 yeal) Janse 23]

S90SV a3 (B ik Sl Jia il s DNA ) paddind 48y )k

«Geneaid 4<yd (e Sgaall (Kit) saal)l Ciladat Caa aall Gilie 0 DNA I (adlasal
Jin il Gulidll Dl 385 of 3 adlain¥) e ol DNA 13 Jlpesl) dasill ddee cangal
(10) Al caen LSl di il Adee cast DNAD 3529 (30 Ll 0.8 % 52 DNA
AN 23l Al aiy PCR Jelis ehals bl ia C 20— ss dayny Jyjeall Ll ik
Oles Azl PCR I delis @ial 16 23y gl e 287 bp dakadll asng e Talael
O Badaa ddhie Credda .(Boeco Germany is,al Thermal cycler DAN incubator)

F-5'-CTG GAG ) Alpha DNA i<,il Primers dawaiic claly aladiuh ACE 1 s
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R- 5'-GAT GTGGCC ATC ACA TTC  ( ACCACT CCC ATC CTTTCT- 3
adel . (1 Jsas)  Bioneer 4,4 PCR Master Mixx2  sxcg ¢« (11)( GTC AGA T-3)'
e e SleSl dansl) s gal ¢ (2 doa)aicall Adee & G (gl eyl
(el 5aaly el e 40 Jliis puf/cidsd 70 dga 3 cnd (% 2 )5S el 5 SV
(1) Jsas wlas i asadl Aasa Lgaoneal 2o L) (38 4aiY) Slga Cand al) Gand ity 3)

Jraleiall oyalal aisil Jolis B Lasdiunal) Sgal(1)dgos

Component reaction 20 Reaction size
Taq DNA polymerase 1U
Each: d NTP(d ATP ,d CTP,d GTP,d TTP) 250 p M
Tris- Hel (PH 9.0) 10 mM
Kel 30 mM
Mgcl2 Stabilizer and tracking dye 1.5 mM
Template DNA 5-10 ng
Primer 1.5-2-pmole
H20 18 nl

( ACE )ad Al asmil) o ijaill aniiunall galisl) 1(2) Jsia

Angiotensin —Converting (AC E) | /D gene Polymorphism

Enzyme
No. Steps Temperature Time No. of cycles
1 Initial Denaturation 94C’ 2.5 min. 1
2 Denaturation 94C’ 30 sec. 30
3 Annealing 60C’ 105
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sec.
4 Extension 72C° 60 sec
5 Final Extension 72C° 5 min 1

6 Final hold 4 -

Statistical Analysis L";L.A;\J\ Jalasl)
aie) igmgasll lagailly cllaa¥) Juail SPSS aelisdl aladiuly clidl Jias

& Mean + SD () (bl Uadll # Jaadl) (i genal) o d3lall T-test Lasl

( Hardy Weinberg ) «luuly svla 056 zhaial ddhgll 5kl LN ISl cles
JEEU ACE (pal ASal) sxelly &30l 55kl 4yl chi-squared test ( X2 ) dad <oy
. Odie ganall G EDUEL LY

Result & Discussion_ 4<dliall g zilill)

4 9 pasl) ylaall

slaca) ) e US 8 pal) 8 A gaSl il (e dae (el Al 038 8 ()
@lifigll 5 (A Jo oSl (e JS e Ally  SU g sall (Sl tbilaad) iyl
<yl VLDL,LDL Zaéiiall Z86S1 <l Zyiaall clisig pll « HDL Z86S) 4 le 2 a )
520 3539 ) (3) dsas b gl i BMI eally aall 35S iy e Sld TG 430
((50 5(30.83+7.3) Kg/m2 ) ealls (BMI) awall 45S Jis 3 (P<0.001 ) dgins

+9.14

sladll dcgena pe Ailie ( DM-type 2) o clladl cluill dogene & il o

P e el A upll e @1 £ 747)5 (1 Kg/m2) (27.23 + 630) <laldd)

. (mgfdl) Jiee (70.950 + (4.021) (mg/dl) (P<0.001)aLsiee 5315 3525 (3) Jsaal
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el adll Jeae 8 RSN okl S5 b gsind) g lY) o) L(48.025 £ 2.235)
oS e Al ysel ) sk Les el s g il 522 ) (g B 501 S
Sgiaa (B Ligina B2L) 2939 (3) Jeaall A el daiage WS ¢ Hyper triglyceridaemia
e iy 3 elaial) Lalidl) ae dadl 2 @Sl elalls cillaad) sludl ye g il K1)
Lahyall oda mil cu gl Ll e (mg/dl) (163.6+ 19.5) 5 (mg/dl) (199.3+364)
sl (gyine g Uyl 35as (A bl 0l (12,13,14) cpialdl e vsall 4] Jagi e aa
Ly ol s Ly slaal) (alid) ae Alie @S pdare vie Jg sl
Cholesterol  Js siad o€ 3utail daaed aniil Jalds Cases eyl J (0 Jg jiaad U1 aliaial
oaliadl e Gaaadada b daaY (A (15) U8 (e asiagi 5 L ag Acyl Transferase
Goisa 3 o)) et ) Jalsall e 23 A 3w ) ) 3sm Lasys cclgua)
el ) (16) Jy sl (ggiana £ 15 I (535 Il ol Ly 3 cysml
slall (s HDL 28 2l diaal) clisiy ) (gsine (aliady Aautlls dubyall oda b (5inal
Byl A yaal) Sl (gl Lo eleatl) (oKWl (i Clielias ol deju ) 35 L)
ey Jolig ool Blad) A8 ae L1 ligasell o Plidly Cralal) 558 g Uaki) aey
(rend) AES s g layl) el 3ol o oyl il chradl o Lllal) Slgiosall il
estradiol  Jslia¥l Gligieey HDL 280< dille dyaall cilisig )l (sgise palias) il
& il ey qualy HDL a8b<l Mo jaall gyl (ssime (mliss) o) -(17) levels
Or domd Sl J& e dast 3 ( S gaill (@Sl (iape o hdl) ol Llee Jians
2l dpenl) sl agle Gl 1305 die palilly assh il A I bl ohas
Apolipoproteins  (Apo A-1) 1-1 g yeVed ex dudgy il e a4l
el Clgivn g e iy 5oy Gubdl)l i sa el i 91 cliag
Jaud Sl agle (3llay (sl LDL 8L (abiia Jwall (yfigyll Clgins gy TG A5
Apolipoproteins ( Apo B ) ex duidisy cilias JAY) sa e 4 Cudll o ol
ose Al sl Al (el Alay) ha G dies abdll Sllaae Ge 3 @)
i) Joems (3) Jsaad) o ety elld o Sl (18) @Sl oy (pmape Gy (el
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bty Ajlie (5Sull @llad) clall vie LDL-C 385 (s5in 4 (P<0.001 ) (s5ine
¢« (19) s Je 115.55 + 3.246 mg/d 5 134.50 £5.56 mg/d by 38 (5ylascd)

LDL cBliuse dllad Qs ) (535 Lisadll e Y15 daadll 3 TC (ggine 8 52030 (f 3

(20) (.\J]\ gs S“‘c‘ ):\S)luj Qbi);“ 034 CASA Jears e

) sl dsgana (s dagangantll Claaiall Gany 3815 Aplia £(3) e

Glald) el de ganag DM-type 2
PXREA ‘
e 3 ,
) s gl A iy el e | LS
| R s A Age |
LDL 43y T.Ch ) T.G. (Yeas) ((I](“)'g/’[:])z ds ganall
e H.D.L. (mg (mg/dl) (mg/dl) Mean |\
(mg/d) Mean £ SD | Mean + SD +SD +SD
Mean £ Mean = SD
SD
sludll ds gana
A A A A A A — alibaall
134.50 70.950 = 50+ 30.83+ | diabetes)
+
1556 | 3593087 199.3+364 4.021 9.14 | 73 mellitus
Type2
B B eludl) 4 gana
1555+ | . 60B+ Lor | 163 6}3: g | 480252 4{1 27.}233:I: o
.00 x 1. . . A4
3.246 2.235 7.47 6.30 )
(6 Jania
<0.001 <0.001 <0.001 <0.001 <0.001 | <0.001 i ginal)
(il ) AN+ hwgiall (Mean + SD)
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ACE ¢l (A ol) Jasadil)

e gaaall 50550 55k (e gl sl A3 5 s 5 PCR ) @l 3l 560 dom i) il & el
<y dejalb Jias (DD) Homozygous (Deletion) —sdall day 5l Jilddia A6l ikl «
Homozygous (Insertion) J&a¥) asy 31 Jilaidl S5l 5kl s (190 bp) sl axall
Insertion/ Deletion (ID) da— 3l cpbiall A1 s—1 51kl 5 (490 bp) 4w alls Jiai (I1)
(2 Ja) (490 bp, 190 bp) wsie alb Jiad Heterozygous

1 2 3 4 5 6 7 8 9 10

DNA Ladder

(D / T) Polymorphism (AS&l 22230 Cana 58 PCR J SlbseSll das sl 16 (2) JS&
el 55 SV a3 e ¢ 8 jlpl) el s DM-Type2-b Slibad) el 3 (ACE) o
Oielu3aa 540 i s /0168 70 2 35 2% S b

DNA Ladder(Promega) (100-1000 bp) (1) Jsll
.(190 bp, 490 bp) (DI) V) & (2,4,7 ) Sl
.(190 bp) (DD) ¥ Js&l (15,6,8,9,10,11) Jsall

(490 bp) (IT) V) JS&N (112) Jlsall

Ac sane (i (DD) AV LSS (& (P< 0.01) Adle Dsine 3558 25n 5 (4) dsaall e a3y
(D) Y lsal dpailly ) X e il e 5 (8.3) 5 15 (25) skl sluis DM sl
U KUl il a g alae ) caaly 388 (P< 0.001) Qe saaal) G 4 gina 333 aa gl KU
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o i il Je 86 (71.7) 5 72(60) LSV (1) V) Ll Ssy 34 (128.3)5 48(4‘0) (D)
DI T 1SS e IS e ganall (& gina (5908 (5] el ol

alblad) sludl) i (ACE) (s Ciuasi! @glaall sanill Aighal) cunddl) :(4) 2>
.8aully DM-type 2 —

Skl sludll de gana oG
. L A gana
genotype ) — cllay | * s bl Chi- P Value
ACE (sl T2DM (n='60) Square
(n= 60)
DD n (%) 15 (25) 5(8.3) 6.000 0.01*
DI n (%) 18 (30) 24 (40) 1.319 0.251
I n (%) 27 (45) 31(51.7) | 1.645 0.200
ACE Alleles
D n (%) 48 (40) 34(283) | 59.613 | 0.001*
In (%) 72(60) 86 (71.7) | 28.807 | 0.001*

* p is significant

( Ang - I) Wdissiy asa Zinc metallopeptidase  Jaee uin U (ACE) ef)j day
Sl Aglall daudy) 5 A<l 8 Ang - 1T I Angiotensin —
Lsadl) LoV Guai e Ang =TT st 3 cdaws¥) (o aaall & Jlad ) bradykinin
Lsedd) Lae ) 0sS Bkee 3 Lla 150 ACE il anly 31 el il Jlad ale aas
Rennin  (RAS) iyl jlea (e T 4358 ddle gl Calilly Jaaall (alyels Angiotensin
Sl i Al Kallikrein —Kinin - System  jlgay angiotensin - system
ObRI Gsleny (Al aladY) Sl sales . (21) ) & (Kallidin) cx2\S s(Bradykinin)
L) bradykinin - (sguw a8y Ang — 11 5 oL (ACE ) sl i 5aly (DD) sl
adlegl QLA by @Sully bl gahall Gaba¥) Go AL LLaY) 4l aany
-(22)
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Gilaginall (o yaad) & Cupal Al Sisadly Slaball (e S0 ddlas Zuyall 038 il Caela
ACE (1l (DD) N1 JSal) ube 38le s dals)l 2o Led colal ol dabiaal) al<ul)
&= (DD) NI (<l Jasiy sole .(7,23,24) (Type 2-DM) (s<ulls dilayls
i wiY) (G e dassiall U (D) ) Jias cos (3 ACE ity Jadl (gl

(25) ACE a3l (simsa palias) (IT) JY) i

Gsilier DD gl daail) (pgleny ool (alasl) of aiclasy Stephen culdl el

(Type  (oSall LLaDl aguayas 33b) e dad Ally (ACE) ayY Lllal) Llladlly sl

222 & Dygr haall GAly (il Grall agey 8 SIS L (26)  ailicliasy 2-DM)
(27) (ACE) gl K
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