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Insertion(l) ( Jaayls caiall ) JSEN aaxill Bl s e gmill ) Al b
sl o Lol 2_31..41, Angiotensin converting enzyme (ACE) cualand Deletion(D)
zsb5 shel VY4 4wl clai Type 2 Diabetes Mellitus (G gl ) (g)Sul
el Alas el Tr e IV ¢ Gficsane I Ciad i (60-25) Gale Al
aaxil) gy o Bplagaall Ao gana ) Aol 8hal 1o igmd Al degendll Wl B gl (g Sl
.Polymerase chain reaction (PCR) 4u& ddaulpy ACE  (pal 48l )klly AN
Chi- & aup plaaiuly (P< 0.01) 5 (P< 0.001) 4usine 32k) 29a 8l Canial
& S D ANy (DD) bl bl e JS LS dsiall qanlly 3l o Square
M) sl 28 ol sl i) dege aar d5Es (DM) b clilaa) sluill dese s
il Je 5 (8.3 )% €7 (YAY) % Jilse €A(£4)% 5 15 (25) % el
o Lgmsalll ulaall (uld die Gfiegenddl Gu (P 0.001) dgsine 53l el Gl
Joad &l 3855 5 (T.G Triglycerides) mg/dl i) oyl 585 e (0 JS el
low—density 23Ul aakllgll Agaall <lisgull 5 Total Cholesterol (T.Ch) K
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>S5 (P< 0.001) "Lsinae "Lasdsl Ly ¢ lipoprotein cholesterol (L.D.L-C)

4 high—density lipoprotein cholesterol (H.D.L-C) 28l Zllall daaall culisig pll

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 1) .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 Diabetes Mellitus (
Type I1) , 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 Diabétes Mellitus (Type 1) Comparison with
healthy women , the numbers and percents reached 15 (25) % , (£+)%
opposite £Y ( YA,¥) %, 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
Diabetes Mellitus group Comparison with healthy women group.
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Introduction : deiial)

8 allall ggiae e Aailill (m)eY) e Diabétes Mellitus ( DM ) gSadl g
Usie 366 ) :AA\MJ@’)@)Y-H plal add gl 171 Jgs 40 uliadl 22e
o3 () (Dt are s @Sl e - (V) 2Dk 2030 A Jslay Slaas i
sl oma paiil Aags Hyperglycemia aall & Sull s5ius 50l uaMetabolic Disease
aie iy oo dand) e ol 58l 8 JLad S aall b Insulin s 8 Jals
) el Gy e S gl aals camall o Ailite slmel 8 Aiade ilicliae
Lo N ol GalaiY) cmy A e SY) (Type 2 —diabetes mellitus
pad) DA i 4 ¢ (2) oSl Optbaall sl (g0 ((90%) sn g5 1ags Cppbiadl
Ol o] Jlaxinl o 308 e ceadll gpnailly Dlzanll (35S 3 b gV Jand dglacid J8I
Onbad) ool aliees avall dalal S IS5 GV in Y GulpSull ) o) Ganlie JS
((3) e aneadl ) Haglie (e Ay i Lild 2ny Tl cCndl (e ot g5l g
heterogenous (uilaie ype Ghhial gay (oSl e baaill 1aa A "Lala) 1yga 2l aall
Salsally Clgus) dagliay 1) & Jealall AN Jie 485l Jalgal) (10 US &ljiii 3 disorder
G Sz algaYls dialyll dujles axe alakall i b L)aY ), Obesity i) lgies dudl
Angiotensin | converting enzyme (ACE) ?’Jﬁ o (4) Gaxd G B Assa)
&% ¢(¢ ) Renin-Angiotensin-Aldosterone System (RAAS) i)l jlea lisSa sl
23. 3 dakill die VY agugagy S Jishll g e ACE cpatisad Jsaall agil cpa
gy A alas) G D ACE apil 3855 Jame aling (1) (Y U835 ) (17 g 23.3)
Deletion (D) eialls Insertion (1) Jiay) Jeii Al ACE (KGN aaail) ) alasulay
G (e 160 a8y G550l A a& g3 (287-bp DNA ) sacldl) alill deajia sl dibaid)
sale¥) e ESIL LY W (g3m Ay (ACE |/ D polymorphism ) J<ill ey ACE
A(7) Adbsall ) ol yals (g pSaally ) T jal el dabisall
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(17) asusagss (V) e
Methods Jesd) (&l sk

slatl oo die Ty S el (Sl eladly Llas sl 1o J (7 M) L2l Glie pan &
& el Gl (afin (e pshadll Jd5 alaall ol (3kadl) Gl e sl
oy & Loamy EDTA jaall daile canlil 3 ol e de (3) poasse dasdiall ¢3S Ailas
Gl LA Serum Jeadl 4ie Juad 4ie Adially ddiniald) 4860 i laddl aall ian aid calaly
high- mg/dl  48ESH 4lall daaall Cligll) e IS el il el Al dlad) bl
low- 48Ul ikl dgaall <yl 5 density lipoprotein cholesterol (H.D.L-C)
mg/dl AW Jyial S 38 55 5 density lipoprotein cholesterol (L.D.L-C) mg/dl
&= (18) Triglycerides(T.G) mg/dl 4338l <y ISl 58 55 5 Total Cholesterol (T.Ch)
(9) Oiie seaall Body mass index (Kg/m?) asaldl AL (s (il 5 el Jase 34

S90Sy ada (B b Sl s Y 9 DNA ) adiia) 48k

«Geneaid <d (e 8ieaall (Kit) 322l iladat s 2l Gilie (0 DNA ) (adlasil o

en i) il 2Med) 385 of 3) (DAt e bl DNA I JileSl) dossil) dglee gl
(10) diph s JlpeS) diasill dlee cadi DNAD 2585 (e S 0.8 % 5a DNA
2l Al aaliy PCR Jeldi shal oldll s C5 Yoo ha day Jyjeal Lall il
Aasiuly PCR 0 Jeli (gl V1 &) a8l Je 287 bp ekl 35m; e lilael SN
820a4 dadaie Cidla .(Boeco Germany 4S,il Thermal cycler DAN incubator) jlea
F-5'-CTG ) Alpha DNA is,al Primers daadic Ghaly  aladiuls ACE Il s (e
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R- 5'-GAT GTGGCC ATC ACA  ( GAG ACCACT CCC ATC CTTTCT- 3
- () Jsxs) Bioneer 45,4 PCR Master Mixx2 sxcs ¢ (11)( TTC GTC AGA T-3)'
Sla e Sl Gl bhary gyal ¢ (Y dsan)assazil dlee 3 U gyhall malipd) aaic]
cofiels saaly udl e 40 [lis s/l 70 e (38 s (% 2 ) S5 sl 5,8V
(1) sns Sy ool A Lghsnal 2oy Lnasdil) (358 22y Slea Cnd piall Gand oy 3)

Jeauiiall opalil) a3l Jo i B Aasiiaal) Sgallz(1)Jdsan

Component reaction Y. Reaction size
Taqg DNA polymerase 1U
Each: d NTP(d ATP ,d CTP,d GTP,d TTP) 250 uM
Tris- Hel (PH 9.0) 10 mM
Kcl 30 mM
Mgcl2 Stabilizer and tracking dye 1.5mM
Template DNA 5-10 ng
Primer 1.5-2-pmole
H20 18 pl

( ACE )yal AS&l asil o Cipwill aadiceall gealipd) :(Y) Jota

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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SecC.
4 Extension 72C 60 sec
5 Final Extension 72C 5 min 1
6 Final hold 4 -

Statistical Analysis  Slaay) Juladl)

e (ggmgasll Glagadlly chlia) Jidail SPSS zabill aladiuly bl Jilas o3
Gla 5 (Mean + SD () (k) Uadl) + Jaxdl) (yiic sanall oy 43)aall T-test las)
dad iy ((Hardy Weinberg ) &lyuls sajla o988 zhanul adl ) okl L) )l
Al 4N J&EU ACE g S axslls a5l 55kl )yl chi-squared test (X2 )

Result & Discussion ALY g i)

&g garl) plaal)

slaa) oLl e JS 8 aall 8 A pm e sl (e 22 Gl Al sda 3 gya
Gliggpll 5 A Jy sl e JS il s Ally SED g5l (oSl bbadll iayall
g SNy VLDL,LDL dcadaial) 430 culd dyiaall culigig yd) ¢ HDL 436<) dlle iyl
334 asas A (3) Usas 3 il i BMI yealls sl A5S s (e Slzad (TG 4200
((50 5(30.83+7.3) Kg/m2 ) jeally (BMI) aveall 1S s & (P<0.001 ) dysina

+0.14

Ll degene ae Aylie ( DM-type 2) o clladl slall degene & gl e

P e peday AX il e (41 +747)5 ( Kg/m2) (27.23 £ 6.30) Slaludl

. (mg/dl) Jie (70.950 + (4.021) (mg/dl)  (P<0.001)aysie 5aly 3525 (3) Jsaall
YYEA
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=l aall Jeme b AN ClagulSll 385 b sinall gl o L(48.025 + 2.235)
S5 Anige Alla sels ) (503 Lae Bl g Lew il sae U (gha SED gl S
Soun A Aygina 3ak) 25 (V) Jsaall 8 Leadlls dauam g WS« Hyper triglyceridaemia
olsine &l 3 elana¥) (alii¥) we 4l ¥ gSull elally cllaal o Laall die 5 jiaad I
Auhall oha il v sl il e (mg/dl) (163.6+ 19.5) 5 (mg/dl) (199.3+£364)
sl (gsia gl agas ) 1l Al (12,13,14) adialdl e 3l 4 Joasi b e
A ol S ey elaal) (alldll ae Alie Sl oy die Jg il S
Cholesterol  Js i & 3yl Juad gyl Jalis sy elaal Jd (e Jgsind KU alisiial
oalias) die Gaatieda (b Jaa (A (10) & (e asag 23 L 13ag Acyl Transferase
i b gl st ) Jalsadl o ax3 ) Al Taws ) Gand) gmy Ly ecplsna¥)
oRliay) (16) Jsid &) (s5ima g i) ) a5 Jllys adll LDy a (58
e Lall a0 HDL 280U Ale Zaall chligig ) (55ime (aléddy Lol Zubhall o3a 3 (g5inall
55eSl) panll i) (o) Lo eluall (p (oSull (e Clielime olii Ao ) dgmy Lay
LY Joliy ol bl A ae Gal) Glisesed) cas Uy Cualall 358 o Uil 2y
(ol ABS Qs g layl) sl 50l e lapdlis dphall cbaadl (o Alad) gl cld
estradiol  Jsalyin¥) Cilygises HDL 2861 Ale dyaall hligisull (ssime (aaliasl Nl
& il s caely HDL &36S) e jaall o5ignd)  ssiwe palisal o) L(17) levels
oo Jafiad €l 8 e dard 3 ¢ B g all @Sl ampe O O] il dlee it
2l o aaall Jg sl I ae llay 1315 ase Galiilly asph (s 2 b ghas
Apolipoproteins  (Apo A-1) V=1 i neaVel o duidign Gl RPN
Clappulll) Cligive ae el sas ubdl) Gl ai Dlaal) i (@A Cliag
Josimd K1 adde (3llay (o) LDL Z3USH (média Jaall (gl Ciligine gas TG DU
Apolipoproteins ( Apo B ) e dugsy climy AY s e 4l cual) S r o)
e Op Adflegll Bl (ahaYl el sha Canal dies Gubdll Glilas e ey 3
gU) dsas (3) sl 0o e el g Bld. (VA) @Sl oly (iane s el
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¢« (19) sl Je 115.55 £ 3.246 mg/d 5 134.50 £5.56 mg/d by s (3 ylardl

LDL e Alad Qi ) oo% Aysedl Lo V)5 Gawslll 8 TC (gsine 52030 (o 3
A(20) a2l i Jle 385y cliball ol pand Jany Las

) Lo Ao gana (s Argangasll) Cpitiall (ary 5805 A3a (V) Joaa

Gladud) ¢ ludll e ganag DM-type 2

i |
. *’j KA )
S @i g 85 iy el e | LS
" 1:.:1\ Lad el | Jgied gSh A Age E“J‘I‘
L L Ly T.Ch s T.G. (Yeas) ((Kg /m)2 s garal
- H.D.L. (mg (mg/dl) (mg/dl) Mean | % on
'\(Amg/di Mean = SD | Mean + SD +SD +SD
ean =
sD Mean + SD
sldll 4 gana
A A A A A A — clhlal)
134.50 70.950 + 50+ | 30.83% | diabetes)
1556 | 3°93+087 | 199.3£364 4.021 9.14 7.3 mellitus
Type2
B B B B eludl) de gana
1535+ eoEi 1.02 | 163 6Ei o5 | 4808* | 41x | 2723x| \
3.246 SR i 2.235 7.47 6.30 ; g"‘*‘ "
<0.001 | <0.001 <0.001 <0.001 | <0.001 | <0001 | P

(8l il A+ bagiall (Mean + SD)
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ACE (A sd) dagadil
e sanall &1 1 5k (g gl 53l A3 3 5a 5 PCR 1 il (Sl el dam Sl il <yl
&y daalh Jias (DD) Homozygous (Deletion)  «sdall day il Jilaie Aol 5kl «
Homozygous (Insertion) Jia¥! ds, 3l Jilaall A6l 31kl (190 bp) sl aasl)

Insertion/ Deletion (ID) da—3V colaall A1, 5kl s (490 bp) dejall Jiai (11)
(Y Jsal) (490 bp, 190 bp) oxie =l Jist Heterozygous

1 2 3 4 5 6 7 8 9 10

DNA Ladder

(D /1) Polymorphism JAS&l axeill Caua gl PCR A AL 5eSl s 3l =36 (2) Js&
).nb;.d\ BYBAY em ‘;\r— ¢ 3‘)19:1“3\ el g DM-TypeZ_“_l Glladdl oLl ‘53 (ACE) U:Q_AJ
Ofeludaddg €0 Uy an /8 70 e 5% 5 2%0 1S i

DNA Ladder(Promega) (100-1000 bp) (1) Jsl!
.(190 bp, 490 bp) (DI) LY JSa (2,4,7 ) Jiad
.(190 bp) (DD) L J<all (5,6,8,9,10,11) Jasll

(490 bp) (11) Sy JSall (12)) Jaall

de sane O (DD) Y1 1S5 3 (P< 0.01) Alle Ay sina (358 352 5 (4) dsaal) (00 Jaadly
(D) Y sl Ay 51 XS e il e 5(8.3) 515 (25) okl slwis DM sl
JaIU KU ) Sl g alae) caaly 338 (P< 0.001) Osie saaal) G A gina 33l ) Jaa gl S
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s B Al e 86 (71.7) 5 VY (60) LS (1) ddY) ) sig Ve (YA, Y 5/\(40) (D)
DI s Y S8 e IS e ganal) (& gina (55 08 gl jedai

cililaall sluil) 3 (ACE) (pa cimagil ggpdiall auaill dygiall i) :(4) Jgaa
.Saually DM-type 2 —

Skl sludll de gana

. L ds .
genotype s — cllay | * 5 g Wn' Chi- P Value
AC E ol 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
11 n (%) 27 (45) 31 (51.7) 1.645 0.200
ACE Alleles
D n (%) ¢A (40) Y¢(YAY) | 59.613 | 0.001*
I n (%) VY(60) 86 (71.7) | 28.807 | 0.001*

* p is significant

(Ang - 1) dissis a8y Zinc metallopeptidase s uin P4 (ACE) r-..,_,)';i day
Sl Agslall sl 5 2l 8 Ang - I ) Angiotensin —
Lgadll Ze V) Gami e Ang — 11 asty 3 cdansV) (e all 3 Jlad sl bradykinin
Lsaall e V) (o Adee 3 Lala pd ACE syl caly 31 le gl gl Jlad Jule 2ay
Rennin (RAS) ol Slea (e Jeja 43,80 dglegl) Qlilly Laxaall (mlyly  Angiotensin
CeiSaldl mn Al Kallikrein —Kinin - System  jleas  angiotensin - system
SbRI Gleny (pdll palddY) jlia sales L(21) e & (Kallidin) oS s(Bradykinin)
L) bradykinin  (ssiue i3 Ang — 11 5 3 (ACE ) sl d 32k (DD) ALl
Ao sl QL@ (alyaly oSy LaaaallS shaall Gl e8I ALY 4l oy
-(22)
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ladinall o 3l & cipal ) Csanlly cluhal) (e KU Ailae Ayl sda il el
ACE (2l (DD) L) U< Gale ale s Loyl asay L ol ) dabidal) 25\Sul
&= (DD) ) J<all hasiy sale s .(7,23,24) (Type 2-DM) (s Kully ZLayl;
Leiw aniy) gsivn (e Jawgiall JS30 (D) JY) Joar s (3 ACE iy Jall (sl

(25) ACE ap) (s5ime (alias) (1) JaY) Jiay

O)es DD 3l Ll sleny ) (aliiy) o aicles Stephen caldl el

(Type oSl Lol aguiayei 32k o Jexi (Al (ACE) agnY Adlall dglladlly il

il 3 ye haall Gy gydall Gpal) agen 8 X L (26)  ailicliass 2-DM)
(27) (ACE) gpal
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