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List of abbreviation

4-AP 4-Aminophennazone

AGEs Advanced glycation end products

ATP Adenosine triphosphate

CHD Caronary heart disease

CHE Cholesterol esterase

CHOD Cholesterol oxidase

DAG Diacylglycerol

CVvD Cardiovascular disease

DNA Deoxyribose nucleic acid

D.W Distal water

F.A Fatty acid

FBS Fasting blood suger

FPG Fasting plasma glucose

GOD Glucose oxidase

GK Glycerol kinase

GPD Glycerol -3- oxidase

GADPD Glyceraldehyde 3 phosphate dehydrogenase
GSH Glutathion

GPX Glutathione peroxidase

GFAT Glutamine:fructose 6-phosphate amidotransferase
HDL High density lipoprotein

LDL Low density lipoprotein

LPL Lipoprotein lipase

MDA Malondaialdehyde

NADPH Reduced nicotinamide adenine dinucleotide phosphate
PKC Protien Kinase C

ROS Reactive oxygen species

SOD Super oxide dismutase

TBA Thiobarbituric acid

TBARS Thiobarbituric acid reactive substances
TCA Thrichloro acetic acid

TC Total cholesterol

TG Triglycerides

VLDL Very low density lipoprotein
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Figure(2-1)Polyol pathway-induced oxidative stress. AR competes with glutathione
reductase (GR) for their co-factor NADPH, leading to a decrease in GSH. Increased NADH
causes NADH oxidase (NOx) to produce ROS. Fructose-3-phosphate (F-3-P) and 3-
deoxyglucosone (3-DG), metabolites of fructose, increase Advanced glycation end product
formation. AGE and binding of AGE to receptor of AGE (RAGE) increase oxidase stress.
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Figure(2-2) Schematic representation of the mechanisms responsible for the formation of
reactive oxygen species (ROS) in glucose sensitive cells expressing the glucose transporter
GLUTL. Increase in extracellular glucose concentration is associated with increase in
glucose uptake via an upregulation of the expression of GLUT1 and the formation of
advanced glycation end products (AGES). Increase in intracellular glucose activates protein
kinase C (PKC) while AGEs bind to specific receptors (RAGE). Activation of PKC and
RAGE synergistically stimulates oxidant systems resulting in the formation of ROS.
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Figure(2-3) Integration of protein kinase C (PKC) signaling circuitry. PKC isoforms can

be activated by the second messenger inputs calcium (Ca?*) and diacylglycerol (DAG) generated
by the activity of phospholipase C (PLC). Intracellular calcium activates PKCa, B, and y via
their C2 domains, whereas DAG and 12-O-tetradecanoyl-phorbol-13-acetate (TPA) activate
PKCa, B, v, 8, & 1, and 0 via C1 domains. Src family kinases can also tyrosine phosphorylate
and alter the expression of PKCd. The outputs of PKC signaling are isoform dependent as
indicated: PKCa (differentiation-associated growth arrest and cytokine-mediated
inflammation), PKCp (melanogenesis), PKCd (squamous differentiation, growth arrest, and
apoptosis), PKCn (squamous differentiation and growth arrest), and PKCg (hyperplasia). PIP,,
phosphatidylinositol 4,5-bisphosphate.
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Figure(4-2) The glycolytic intermediate fructose-6-phosphate (Fruc-6-P) is converted to

glucosamine-6-phosphate by the enzyme glutamine:fructose-6-phosphate amidotransferase
(GFAT). Intracellular glycosylation by the addition of N-acetylglucosamine (GIcNAc) to serine
and threonine is catalysed by the enzyme O-GlcNActransferase (OGT). Increased donation of
GIcNAc moieties to serine and threonine residues of transcription factors such as Spl, often at
phosphorylation sites, increases the production of factors as PAI-1 and TGF-p1. AZA,
azaserine; AS-GFAT, antisense to GFAT .



) ¢ 2 all il jaiaad /A Suadl

Hypertension prtlihi el i€,y

21 4 saall Ao V) () aa o aal) Ledaloy ) o sil) adly ; al) o G pay

=3 A A padll Ao V) e pall adany QBN Led Gianiy 0 e JS (A ¢ L adlisa
4013300 3 gall 5 s YL LA 5 asadl Al 55 5 ansadl el 48lS )yl i)
aaall Gyl e L el i) aal) A€y Jarall apdathy oyl i) o3 a iy saill
Oo e Y Lgigye ol ) o <t La 13) 5 il Cilays ae aliiiall alil]
Aaglia G 1A aall Jaii aii b aall g el ol ) daglie a3 laie L)
sl Laxis (5 siue A8 jmal lage Sle amy aall gyl dsedll de V) gl jaa
il ae Jelayy 2,8l of (Y)Y ¢ Kidney International) 4sle 3wl
Al ¢ s Al A e oAl Tnd) Gl il s dga e Al B s A
) L ol ) il skl o3 (e g Ll lacal Bany LSI 138 A Boaxte dn
¢ O ) elaa¥l g Banall da g Apalill Gl il (ol el g BN )l
Saeld ogl) Toliml dumpall VAN ST e g8 ol daiia glas,) (Yeeo
¢ Ay sl) AT (e sl gabad) s G LY Glibe I el all
adll Jaxaza g Ui )i (2 ey aliaal) 220 () (Y00 v) ale (g sanall il s@ (Yoo
abiza 8 Ll B N ga g cadl (YIYAVA) &l Yoo Gle 53l U lad
sasidll LYl Gl OISl (e 95T ey Al dediiall allall (laly
gl e o Ol A 10 jleed Haladi L) dulle 5 A5, 5aY)
Sy e saniall LY gl 8 (add TR v e e clile (8 1Y i) dais
‘53 cs.u,g.u é}\ Jaa %) C'_w\ﬁ..ﬁﬂ\j C'_wLu\J.ﬂ\ i g cuh)A]\ Jaa e Ol
c Ol Al e el axe e Slad Zau 0 r';AJLAQi Sela® ol (alasY)
& s G Al (al 5 aal s el hraa pla ) ) | dda il diadd)
Ul el Ay il Aliae oLaial s dpelaal)l LW Jie 45 el dae V) ()l
adll Jaxza o Ll Abal) CiVare Ol 2 g5 ¢ LAY QBN ) gl g 4 Sall K
4S5 saaiall Y Sl 3 eV e A b daal e oS e Ol G
Jaiii 5 a1 3 5ha Jal se aall iz i )l caaliay | (Y4 Yo (55305 Luehr)
BM“;QEJJS]\&JS(:J‘LM&&J\&‘)A“%Q' uAdg\u\_:L;)\.U



\o 2 all il jaiaad /A Suadl

Sl b gl Z3e S iy (Y)Y 0s0als Sung) casall e e
DA ey il o Al e S Caaill 8 Ldlinsh a3 ) g ad duailal) 4 Y|
Faapal) Jalgall (pe S 6 yaa ) Faay jaill s A el il 8l il
(Y& <Al s Mozaffarian) aall dasia gl )i e 3 55l
- eﬂ\k@w&bﬁd&;
Systolic Pressure : (#alLal) bl ]
ol ady M Lage ) adad) (i) g 84ty ) & Jakaall 136 (S
(o Bl ey Ol 8 e
Diastolic Pressure: (Jabwiy) kiuall .2

s il e (i ul) cplad) L) Sie (s e i (8 Ll Va5,

Wright) (sl s Jaimall) amsas s aveal) (e sl aall Qi ulil) Alac

(Y VY eosAls

Uaive Jas il (855 (Lo 85 /140 (o0 a2l Jaioa g L i cilsie )
24 J\ugr\sw\hﬂpj&,\zj@‘m/lzo}Aez\_mwumpj
(Y Y gsals Mancia) 853 e 130 /80 5 4cly

Classification of Hypertension al) ki gl )i cisiad V€, ¥

(Y VY ¢ 5,30 s Weber) ¢ (8 8 () adl) Jatuda g5 ) Cilay
Essential Hypertension st adll liva g5 i :J oY) £ sil-1

Hypertension  Sle ol il ax Wlaa ks )8 yia p s o3l 18 oy
Ll ¢ andl Jaxm gL ) Vs (10 9490 ke 5 smy US4y s Cardiovascular Disease
Sl @ gl daxall gLyl e g sl agead G AE) ) gl ool sall Lgiad ¢ anlass
pie A pall i (g sill 13 um pal il sl Jama 80l Canne (5 a0 D) ¢ il (al ey
Heart Failure aulsl) @3liasll jae ) (sa52 138 5 adl doalill ()8l jagad 43S
al) 0 V15 Aol 5 alga Yl s Guiall g ALl 5 eall () ABLaYl Qi) aaas paasi g
glii ) e il s diaudly ranii padV) -Gt W aldai g Jsasll Jlig ¢ o g0 gually
ol Taaa



V1 2 all il jaiaad /A Suadl

Secondary Hypertension sl adll ks b ; Gl g oil) -

Lo s AaY 5 ol Al )5 adlnd (55 38 aall Jaia £ 85 5] Vs (0 %10 £ i) 138 S
Polycystic kidney 4wsiall I a1 s Coarctation of Aorta ! oyl Gaa
el ie N1 4a5ie 5 Renal Artery Stenosis ISl ol 3o s disease
Gl ot Gy Ay gl il il anll Jaxia ¢85 ) o) 3 Peripheral Vascular Resistance
A ) seb o) ¢ pall Jara a5 Lt Cariy s Adapaall 4 seall Lo V) 8 daga 4 58
axll Jax o oL 5 ) A 54 352 Endocrine Disorders slawall aaall cailday 8
A8 ol sl sasll i ,-8) 33l 5 5 Phaeochromocytoma 4w ksl sasll o g Jaiii g
oY) O i sl G 5em )80 530 5 5 Acromegaly 4ilesdl s Hyperparathyroidism
zlil b 45 Conn’s Syndrome ¢S 4w 3™ 4 Primary Hyperaldosteronism
oA J Ul o) 5 Baxeiall (il il se Lledll 5 PolycythaemiaRubra, esl) aall &b S
8 aalh ek Baly )y e duils 8 Jg i) S0 Gan g Jaall pie ugiaS A Y
g SLIESY Baniall A3 gal) Al Ji (e A2 oy Bae U ) il g aal) Jakia i
o3 7 INC gadl 5ol 8405l A all dales s aad) Janaim L5l 2 5ke 5 ani g
dagnia sy seay Audid) Cilel 3l e ST 1 il Jare o e Cayiall 138 562003 ole
(Y0 Y < osoals Chobanian) Jsaall 8z se s LS

pdll il £ U85 )f Ciiiual (1-2) dga>

Hypertension of Category sl b gl ;) 43




VY 2 all il jaiaad /A Suadl

Renin - System Angiotensin i gaady) - ¢i sl ala3 ¥, ¢, ¥
Aolain] A0Sl 8 S Sleall d8adle LA (e iy s (g aa ) 58 0
(6 sisn (Rl 5 (5 ASI o) 5 5Y) i () (a3 (Al aadl Jaroa 8 Claliasyl )
Increased Sympathetic Nervous 2 il s steud) soasll LULEH 5 o 500 guall
aiale (Ao i pl a3 Jemy Eum b 8l dasall o ) g0y 28 1y 98 5 <System Activity
Ol 5223V ol CS sl =il Angiotensinogen (o s saiVT) (ulud) Caagl)
Angiotensin Converting (ACE) i s J saall oy 5y ddalas 53 Jsay 53 g |
il ga sl (5 58 e a1 1385 (Y4 VYo Mallat) s ssai¥) asdd Enzyme
1l ad oY dasall L S () (g0 (omnlall (5 snall (358 pall 0 38 5 5aly 5 dllad
Lae A LaaY) A I e Y1 5 bl A saall A ) Galis o jilie pe ol 1 yilia
Kikobori) ad) Jasca gLl i e o2 (N Lingas (bl sale) dnlee e J
Ot Uiy A sl 5aal) 5 558 Jiny []Gpasi s s n ) WS (Y 0 Ve 05 AT
sale) (Ao (5350 (M5 a s gl aliaial (B il 523 058 (31 (G 5 yiias salY)
(Y Wolf & Ruster) 48l 5 5ha e elall iy 5o (aliaia)
CUTTON| PR VPN PYIVE[CH U PVA SUNREE| WL RURYESIVON I | [T JYEN: PP e
o) 50l 3 5 and) Jazam g5 )l 5 A gl dae W) Sl Jia (il a3l Jedy ciaad Al
o (O sV 5 ¢ a1 5 ¢y ) DA Claliall 223 12 (Y41 £ (NTH) il
G O st sl O (Y0 ) £ 05 a0 5 Fagyas) el Jasa anbaiil G 50l suall
) Y (o e SN 305k (e aadl () Bl gl & s ) daaliay (sl 6 s seall ¢ s
YoV Ee s Al Titze) asn <o LIT 551 ) Y] 845, Hlall odgr 5 Jil sull panas

(



VA 2 all il jaiaad /A Suadl

(Y oY CAtlas) &Y daladall 8 s ge 8 LS

[ Cr saaail gt ]
Ol ——
v
| e 523 ]

ACE a3 —»

4 geall 4_|‘; N lsl) 4Kl i )J_:.slj\ Bazl)

v v v v

adl) i gL Crahaal) adias g ¢l ety aleat gl b g
) 19 ssen gAY

Ol g -0 1) S (0-2) Jakadie
Anti - Hypertension Drugs ) kia g,y 3abaall 4393¥) 3.4.2
(ACE inhibitors) ¢ud saad¥) Jagad a3 cidadia -

Angiotensin Converting Enzyme Inhibitors

UTSSRYEN: R RSVUVE: PYEN: S PENRPAR VR | PU TV JYEN RPN PUR S )

gl ol e 5 pall Adasaall de gl 33 5 () g3 Lae Ol LA Gl ) (s350 0 ) 50|
¢ Qa5 ¢ Ja sl a w55V 138 Jee Jap il Aaddisall jdlaall g ¢ pall Jaza
Jwsi ) (Angiotonsin |1 antagoists) 1o sl clacaine @llia s i sl
Ldannall Gl J31 () pan Gadld (e Ania o3 (e g AansY) 8 Canei saaiY) COLELG Au e
o= e iiall Bl (pag ¢ padl lar e g L&l el 13 ol coalds 1)

(Y YeosalsVark & Y+ VY o5 ,a0 5 Savarese)Losartan oGl !



X 2 all il jaiaad /A Suadl

Beta blockers G <l uala -Y

W & 2l 530 (Renin) ool 4081 51 4) o Jlas @IS 5 « Cardiac Out Put (Bl
(Y)Y Ker) Atenolol Jsitity) Jie i sill sas (e iy 5l Led Gl 5 i goai¥)

Diuretics Jgd) <) ia -3
Sl s #O K aliatial Jle5 3y 5k e amall (8 Jilsd) (1o aliilly o
(Y VY Ker) pall Jaria dlan 5 8 Jia pall Jaiica (aléds) ) 05 Laa (al) a1 Jalas

Obesity and Hypertension a ki gl ji g 4ilagdl o, ¥

353 50 A5l By gy L s 585 Al by of (S (53l i p 5l )
I, ) e ey 1 pedl) e 51 i (g pall T Bpala e gl 5 ¢ Qi) Aliae o
Sheall daglia oSy ¢ il Al o ki () 5l Unitaia ) sSliay (3) &laully ibiadl)
agity (5 SV Lanaada Ui a5 Sl (33 1 ela a1 o) YL 40 jlae el 0 5<5 ile )
5 o pall Tzl (5 53 cpad) ol 581 G S oall (g seall COBEAY Gl ddias dpilanall
all Jaxn oL )l ia e die e gl leadl daglia 30l 3 s oadall Larall il
(Y+YY <Daniels)

all 8 dnrdiall G aall (5 sinsa 3aly 3 Aai pal) Jara o L& )1 A il s dalal
ax ) sl Lgiasliasaly ) 5 Arteriosclerosis o —al) calai ) (sa5-5 il
L s Fragn pal) a5 5 31l 383 5 (Y 2V Ye 5 AT 5 Eberechukwu)
glai i o s layull Jaad (Klgdadh 5 30lia 5y samy all Jniaa ad 3 Y G 3Dl Al ()Y
¢ NIH) padl Jaxoa ¢ L5 )Y salocaall ciladtal) lad Jlas) Aol 5 4 sa ST aal) Jaria
il giase (yaledil Leanl s ¢ dnlag) il ails aw o S Al e alall of L (Y4 £
«Guerra) 4l e V) Gl el 5y ka8 palias) ) sas @3 anll Juae 580
(YY



Y. 2 all il jaiaad /A Suadl

Relationship Between (s Sl £139 asd) b gL i ¢y A8Mal) 1, ¥
Hypertension and Diabetes Mellitus

aab aall Jaaca o L) ey 3) gla 3Dl (o ye padl Jaca gL 1 5 (5 5Soudl oo )
aall dlia s | (YOO ¢ 0 5,a0 5 OKOAUWA) s Sedl (i yal Fasiiall 5 ¢ 5 laall Jal 5ol
S e ) 5 Lol e (5 Sl e1a ma pall Jara oL i G gan I 055 1) ol 52l (1
8,56 s (il / 22la180) e pall Le )3k 55858 (5 sia 8y ) (V) Veas)
(YT s AT Alter) DS e g gl Il sah 5 (Ul g ¢ bl J ) 8

el Aala (e 58 e el A ol seiY) gl ) () (s AT A pa gl )
Bailey) Insulin  Resistance ¢ s—s3U 4 slae L s Hyperinsulinemia e
4y @l ¢ g sall sl 58 5 8535 sy Gal s @l 0 (YT
L, o) 3 Hypertension sl Jaxca ¢ 1 agas s 40SH Gl DA aualiaial 3ol
Y 5332 aa (Y4 oY « NICE) 3dall cLie 3 (Na- K ATPase) a sl Sisa ¢l susy)
¢ 58 o g3 gall sale) 30l ) 5l gdsaall Gl a3 Bash (e aall ki pLés )|
8 all oz g5 )l Jo 5l 3 jaae daws 223 N dge oD Alayae da glie ¢ 1 ae T Lay )
ALY Hhlacdayidliy g (Yoo Ao g als Korner ) oSl ela s S g ol
gL ) o8 agt ) ol s2ll (a5 Cardiovascular Disease dsile sl s 4l (ol YL
el (& a g geall Guliis) g s Ja ) ALY (5 Sl (a ye sl pal) lara
ol Je i 8aly 35 (s ine saY) pLas L Cppasl guai¥) g (i) oL i poe el
Ao gliall 33l 5y i oY) a5 ¢ SN g ol o guaiW) e A gell Ao Y1
(YY) cusoals Kotsis & Yo ) o sals Hall ) 4 sedl) dae 53U ddasadl)

O3 s Karpe) ol sy A sliay Ol Soal LagalS (5 pSdl (1 ya 5 Adadl () )

Calidil s « TG ABMN saall 38 pelds )l o) 3 (Y+) Yesals Swaroop & Y+ )«
g\ )l g all Jarim a5 ¢ ol Aian g « HDL-C 486N 4lal) diaall i 5 ) 58 3
metabolic (¥ A Dliay o2 i 3 Nie Lgzsea LAl ol JS i )5S IS0
el larm oL ) () (g255 8 50 3L 5 o5 (Y 4V Y <Arora&Thaman)syndrome
Al e g silay (SN & 51l e g Sl el e (silan Gl (pia pall (e (eadaall Allal
(IDDM) g ol Jaia il (s o HLi0H A JS3 Eum (Y40 Y ¢ NICE) 4a il
(V) + 0T Lafta) %(50-40) <l (NIDDM) Wi %(30-80) s~



Y 2 all il jaiaad /A Suadl

Free radicals 8l ,s3all 7.2

S8 g asl e oa Jal eidle 8 s sini A a5 ol ally Jall sl i)
3l ALl Al ) pe s 30 yiadl jae g IV o3a ¢ A5 yiall yee g iSIY) e
(Y VY 0sATs Nedecky) Asdall e Wi bt e Aileld JiS) mual Cusy 43 501

s A8l delia Al ) eV (e et g SIY) QL] g 48 a Tl
) e 48yl el (e bl s3a e 131 GS1 ¢ anall (6 A Y1 Ay sl Dl Ll
28 LS ¢ Lgdilla g st s LA dae 0L 42e W) (5 a8 o Lild Lale jlavin p
e Y ) syl Hsiall (555 LS ¢ LIAD Ciga ) Lay s din <l gl ) 053
Ailin gdl) ¢y gaall b dasdiall pue oaall e Jigis Lo oS silall ApselS g AV 4 gl
o530 gaall Ciliiae Tl el Lgy g 31 Lol YY) ol it g e V) alad ) (5253
L0 e 5 4nldall il bLis e 8 yall Hsdall Jiss 1S« Sodium Pump
AT (al el (AT DNA Lall b a5 A e Gl ) () 055 Layy 5 i)
LA ) saa (yal el 5 A3 sl elalall (e 1S (5 a5 ¢ Jualiall gl g Qi) ial alS
(Y ) e e osals Naito) suall sl balas )

O camliall B ) 8 cle L) (e ALulid) s3a e 3 skl Gl s sk
o b Ll as g 35 LAY Jah 508U saliaal) o gall plaiy ey oUas (30 5k
3all Hsaalls ol cul il all o im 3 jlea S Jans ) DY) 5 ol naliadl)
(Y ) v 0 AT Hybertson)

A sedll LA (e JS 8 (a1 illee DA 4 5l 300 gl sall (e el 2L a3y
-1 i 3 sall 238 5 ¢ (5 AY] anaall LDIA aliza g ¢l jeall

Superoxiede (O; ) —

G S S5l gl G ¢ €Y A8 a3 s ) 51T Adlals oS5

&= B_=dilie Jee il aual) JAT Gl jall e aaall 5 3) ¢ A el cBleLall J3a

2l s Terahydrofolates « Catechol amines Jie 3euS sl 5 sl 0 5S38 GaaS V)
O 4 sSi QG ¢l peall aall LA 85 electron transport system (s SN il



Yy 2 all il jaiaad /A Suadl

i 5 A da i) 3 Ll « Methemoglobin o) o 1S sasell 45130 50.SY1 (5 )l
Xanthine oxidase , Cytochrome- p450 <la 3| Jwe 3ok e 53l 13a (4 <8
aildag ;\JYLJ})_#AMZ\_'J Ve gysa e all H3all1aa 2165 reductase
ol L3Al Lgs o 565 1) Phagocytosis dweald) cilalaall 8 LS4 dla Zal d
Macrophages sEosinophils i-adall cMonocytes 8l sl 33 55 « Neutrophils
Alea S alcaal e laalh 01 e T o Lgham 5y AaS gl o paall (a5 € i€ a1 5 3l
e %) o ) A e gl dlee (3 a6V (e WSl g iy LS, Ay all
Lol asS Y e S0 G i Al Al 50 5 A5l gan I J gy el CppmnsS 5!

(Y )V e s3T5 Ballen) Lytie Lo iy cilpaSll o3 ol e Y1 ¥l b

Hydrogen peroxide ¢ sl LSl 35 - ¥

Catalase a3l ialas 51 J a3 ( Fates) ibaall (e 20e] i je S jall 130 () S
elzanll 2l LA 0 LS ¢ O CansS sl 5 Ho0 sle Al LAY £ 53l (e dyaedl 3 il gl
&) (CI",F) Halide <alledl Jssa Myeloperoxidase ess 2 sy il @lliai dlalaiall
(Y ++% Halliwell)H,0, 25a s Hypochloric aw! &l iS5 yall alaal

(OH) JreuS gl i ¥

Fe™ sl il sl o joind oy e 3l e Jelii 8 Hy0, e 055 o (S
Sy laa b liegia saOH JSond) 3 of « Fenton Jelity Jelall 138 e
il el el e 5 Lipids landll s ¢ dy g il (aleal) g ¢ i g pall ae Jelily ¢
Y+ +VeLi & Cheng) aawdU Wl Cun 5 LS 5i (1

< ( Mitochondria ) 48Uall & s 8 48Ul Ll aie 5 Fenton d-elis Ja

il il g S Ay Jaiy OS5l s o IS L ¢ Aabiad) A sl Clleal) Lgaling
Ol esale Gaaag 1aa 5o AV o B laal gl g SV e Ala) Coad 138 ¢ gl A 3a
AT S e S 8 g 2 MLS ) sl ey a pia ) Jsay e (pnnS5Y)
Gl 128 o 98 Jo ¢ 2l 13a 2o 5 R8s Y 5 HyO) G sl 2S5l 358 (ann
Fia ) OH' Al el Hsdall o Adum i 0l HeS s il (AT by ja (o S
¢ ol g el sl sl i oAl cllee JBA i) a8 Caaad 283 L) 024



Yy 2 all Gl i /A Sl

O Jas o1 288 28) yia) a5 oall sdall cdle i alana ol (e pe I ¢ el (i il 5
2 Jaxi Reactive oxygen species (ROS) idtadll (aauS Y1 g 53¥ 3yl 53l
Sl b ya Al 8 dala o 5uSi s DNA ae Lelolii leaa (e il ciBleldill (e 2yaell
Dl ) Leadl DNA G nis WS ¢ e ,0 ) 32uSY) dilee Juai 3 oxidative stress
¢yl aldae cilaal 8 SV 3V Led) (6 3mn cdleLaill s s Mutation < ikl
Apdis e 2 35 ROS ) WS ¢ (g 1Al o gall Sgan i A31A0) (8 4 goall Sy Jadl gl
Ainy LaS ¢ g yaall (o 1A pall Rnaall ol g2l i die ity (o2 o Sl Ll
2Ll 6 ANzl e saae o) gl Eilas) 8 el | & i Aledll GaanS Y £ ) il 0
508 ) ¢ LB s 8 iy O (S Lpmmy 5 (Rl ilaasS o) g e o J 5l e
3pal) Cnia of LeS ¢« DNA e OH ) sk oo i gl jed) Glaald e 3 jall ) 53al)

(Y oAl Kamiguti) dauall <l ikl ROS 48dke il jall (g

Nitric Oxide (NO-) <hiilll susyl — 4

J«l=S Vascular endothelium asle ol a3l LAY Jé (e aas 3 s NO™ )
e sl o sl Gy ) sal) e gl oo s gl 1oV akaiy ggd ¢ (g sandl ele Ul oA )|
sa5¢ (Yo VYo s AT Kent)Vasoconstraction e sl Gasill s Vasodilation
Halliwell) daaw 38T 4x) 65 0 95 dina Cag pla o4l V) ddle Ailia Adlad 5
(V44

ts ) G slia g daial las daga 52uSY) Cilaliae Al 533 adl ) s3all A1 3) o
o) Al (la) amy 8 5SE 08 LSl ¢ 3 a3l e 3 yae ol 5 oall [ 53alla el
LA 5 dagill) LAY eliapll adll UDA (mnsd ¢ 4l (e pliall ool dadiing (o3
108 5 CpanS V) D) 8 Ay o 3oLy ) e Leld Ly KAl agili Ladie (Aapall dalxial)
cHocl Jie 3_all g3l (e 3 S Sl ade sy (53 Respiratory burst = <= L

A deeny LaS ¢ L i Ji Aded Jal o 2 ) saadl sdn pans s OH <(H,0,
i) i Jia 2 glal) Cailda gl (e paall adatil s LA AN A 18 ol Ll a5
ROS (4o duaiiia <l giaa it il GIAN of an g 28lg ¢ SISl 5 ¢ gaill adaiy ¢ Sl
(Y Ve s3T5 Valko) e skl ¢ 55



Y¢ 2 all il jaiaad /A Suadl

La s s Endogenous dalals jlias (re i) aua 85 sl shall Las
Lt Und el iy g sl s il (Bla )Y 5 G pall @V 3y 555 EXOgENOUS

LS el (e aaall (LS ¢ 3 pall saall LWals | jacae UBIAN Jaly ) Jalial) aey
ae Je i O Sy Ly sSlaal) il S (mm g ¢ cpalasad) 5 ¢ Calli 0¥ e a8
slanl) aall LA (e annll Jab Lealii] o5 Al g S ) o guadl 5 s3a WY S Y
e B8l 52l L LaSe (Yo« Yoy 5,4l Blokhina) LSl s delay 4401
sl JS 5 SISl 5 ¢ dpmndill (598 22 3Y) Leaal 3ae L A jolias (e ) IS
o5 O 3l Slodall 5 ¢ Ay b o il o sall g ¢ laY 5 ¢ iliall Clanay ¢ Gl
Micro s madll =) 5a¥) a0 s (X — rays) oS! dasil s 4 o<l da 35 pdleal)
Glad gall 5 Mall Jazall da g ol oy A aiall A undalina 5 <1 (5 581l s Waves ovens
LS el am g ¢ AV adall ¢ s 3l il g ¢ 3 pall Catl sell 5 ¢ Al 1S
0585 Gyl adatd Y L) adl gl e Liniall <l Hladl 5 30 5SLall daxla¥) (pania 53 g sl
ebiall Alladl i 84w sl Wil g 4 a1 Liillee (pa o 3 LgdY 3 5al) 553l
(Y + +ANiki)

soall sdall Ll ¢ jumall da a3 pall Hsdall i e aeall les e alal) Jany
Jias il g5 all ) saall datiall edle bl dludu e 5kl 401 avall 6 jaiadll 43010
5ol saall s Aadiall ey all (pn Sila (i g el Jala o8 31 5auSY) Cilalias
ey oLl gl aal) e i3 o) J Led saia JUay) 5 Lgale oLuzaill Lgili 5 iSO e gl
LS all ) Sl ¢ A sl iy el aaled A OHL3 (0588 gl J sl (pans 5Y)
S el s Apaall 305 Ayigan o€ V) £ ) 2L e 5 )alal cle il 5 Ala
o2h yedi o ot il colelail) y S all e 31y LS (pro — oxidants ) a5
e il s AntioxXidants saxSU salaall o) gally L il slizai 5 Loty oS5 a1 g Y
(YY) +«us Al Snezana) C olids GSH « NADPH
) Y1 3SY Calalicas s A s Calaas ) (s daadall LAY Jala Jelé o) 3 @i
i€ V) £ 53 2] 2y 3 Laaie 40091 ol sl alaily sy o) (S () 330 128
k) ol Calaal 2y Ledie 5l dipma e ol AiliasS o) sa gl 22y 5 S da oy Alladl

a3 O OSay (Al 5 3aukY) T 8 Al 03 a5 51uS Balizaall 3 gall iy siisa



Yo 2 all il jaiaad /A Suadl

053315 Poljsak) dsia 3 43 5 Callla 5l LS gl aa (LS 13 LSAY 6 20 e
(Y

Lol edlelii 8.2

Radical plus radical = _i» ge JiaJeli -
Al 3l ity G ylall e cpig KNI QU ¢ gloa ol JiE 1)
S 5w =il nitric oxide s superoxide L)) ¢ sa <y JisCovalent bond
. ( peroxynitrite) < il
O, +NO —*> ONOO

g gyl ) zall peroxynitritecaanss ¢ o sl sowdl) s g aaell (DU (5 sl die
D3 ((NO) Cns -l 3 uS gl (S e e daboss il o5 (A Ll g ¢ 5 milaa
e Je i L) ol 4 e il Lal ¢ ( NOR ) st s il (sl 5 S 5 gl
A gial il g paalh il ) e Jeldhy o)) WSl guall wolain 5. 2LS gl o gl
(39 £ Halliwell)dis 5 e

Radical plus non- radical ol & g Jla Jeldi -

e aadelily Cagu Jlad g ia 6l 8 13gd5 A i i anall Jala Gl jall alaes
A V) Adadll ) saall aaled c3agaa Hoda ) oSioda cdlelaill Aludu il 535 ¢ 0
gl ¢ pan il 0 i 5l A sSa lipoprotein  dsesdll cilag sl o A Al
DNA e @Al desS s Hnell Hoda Al dlla 35 atherosclerosis (bl caluaill
guanine Jssi <y Jie ¢ &l skl dws purine and pyrimiding e 8 aales Leile

(Y22 ¢cHalliwell) Al & 55 8- hydroxyguanine )
Glalee 5 ¢ dpiadl) Slidaall e paall L ags (ROS ) Alail) drinuS Y g1 )

8 Sl 42 gandll 8 Lage | i1 Led ()l a8y 5 (Signal transduction ) 4 siall s Ly Jas
sAoall LOAT o ol sl Bl iill (5 ) 5 i Lgia paalaidl g Ltas 411 5) L 13l 5 ¢
(Y + +o«Goraca&Skibska)s\ad!



Ya 2 all il jaiaad /A Suadl

Antioxidants syl il 4, Y

Lty i 32V Alee aie Ao 3508 Led 3l LS jall g pualindl (0 A sena 4
(Y ) YeWahlquist) Aladl) diaanS Y1 £ 15391 (e (5 A Y) LS pall dlas Cings

Aagia g (S 138 5 ¢ sl iy 5 Ailide il giuey Jasdl 32uSY) Cilalias aolaig
=1 asail) 3auST Cilalizas Lgy o581 Al 48V GV (0a) ddalas o

i) 5| Op g BUEV Gl 0o Op 585 gl s il -1
G35l e s palal) &\}_f‘}l\ 4 3L Peroxidation  32uSY) J gans cleull aae -2
‘OH JeeS 5 0l 53 Jia a5 e

& AN e LaR) o gad aa b yuilie Je i () apaing ) A CpanuS Y1 A8 30 A1) -3
a5yl Y

s 5 ped) @lls QUi Aladl) 1 591 4l 53 bt ¥ s 8 Galacall < o) e Lol )Y -4

Ferryle Fe**/ Fe**/ O, liiza s

pa Al @y JUie | Y gl e dpia e gl o () Lebi gty clas €5 pull 2313) 5
Sl 3alizas 33l 4dia 5 Jeny 3 glutathione peroxidase s sy ¢ sl o<l
S gyl By e g

&) g2 Lae peroxyl , alkoxyl Jie 32 sall 5 siall ae Jelally ¢ Alududl S5 4ld -6
(Y ) e aall ) inall malall Lilall Judladl (g Com 5 p2el) 350 ) 350 e

Catalase <la 33 )sua Ao JPEEN ||| PNEVEN 3uSY) lalcas aa g

51 Co — enzymes 4ae il il e 51 Superoxide , dismutase , peroxidase
A s o glutathione ¢sBG I Jie J3dall cu Sl paie Je (g 5iad LS ja
i 5 o gaal) 5 4l gill 5 il o) juadll A daph s ) geny 32uSYI Glilas 3 5i WS E | C
e L8 a5 5a ¥ il gl 8 5auSY) Claliaey Al canl y 5 Apdall lsie )
¢Aalil) jeandl (il el e auall S8 LS ¢ lggle elaill g adil all 536 i auall (uans
aa 5 Wil 5 A8 gl (e (i) aa Cilala adies o dadd 520SY) Clalias il g
Ll O was e 3 pall Hsdall Jae dadiig 5 puall o DNA (oot WS ¢ puall LA 5 dauaY)



YV 2 all il jaiaad /A Suadl

skl Aileaa ) culud Hall g dualall Cgadl o V) ¢ A8y daal 5y 300SY) Cilalias Jee
(Y Y YWahlguist) ol ¥ (e 438 5l é Lginle s

p o) LS g g BausYI lad V4, Y
Oxidative Stress and Lipid Peroxidation
clal A6l e 555 3a0SYT Claliaa s 2wkl G ¢ 55l pae o 30uSYI (o yad
Qi) yal el Bas Faua ) il aY Fania sall L b g 5l (B L5 T 90 a5 520Y)
(Y + ¢ Donald&Heistad) ) Jasca g i 5 (s pSuall () ol 5 Gl 5800 5

Fin canill 2 gyl ) 553008 a8 (e Al A pall VAl Cpa 2l (380 5

i) Ll -l 5 « Atherosclerosis ol -l sty « Inflammation <lleily!
b 8 mllaiae 31k Cancer gda—adl s Neurodegenerative  diseases dx—azll
' NADPH/NADP" 4w Jis Redox Couples ulsia & o3l sill aae e 32K
Gl ¥ s Jie ) GSH/GSSG 2 all o 5l 1SN ) J 358l () 53806 5IS) ds
et bl () Ll as y Lail 55 el saall codlelaisaly ) ) Jadd a0 Y V)

(Y V) 05 AT s Hybertson) cuas soxel) a5y 8 Jad) g8 LS4 )3l

Aadle aad Al s GaanS Y1 50 e STl Baa) 5 dpie iy a COle i) o3a il 53
(Y )V eLipinski) 32uSY) L jd e &l

o Lo St 3 g 1A () (e Aaslll Aladl) A uS W) ) 31 oL aiay
3 « Macromolecules 3 Sl 4y saall iy all 8 &5aall &y saill e J Y1 J g aal
Lipoperoxyl (LOO") s daiie 45 5lall 4 5e Y dadiall e daall (mlea¥) aales
— g paall anll Haall Je bl s dias 5 Sil p gn il aa il Je ity 31
Peroxyl and alkoxyl Jsis laase asy 3 jiae je A1 138 5 eulaS s s juel)
.(2001¢ 5T 5 Spitoller) 45 gl 5 45 S i )

A Sl el ) Ll ¢ Lgiln Baa jacal vy Agniin g <l 5805 I3 ) g3all 02 gd )
O (o 25 138 5 ¢ 5208V Ja 50 4 0 S Lm0 Jaomt Loy b Apasil) lapusS 5yl
¢Boall ) eaally 4 jlae Leiy oS5 adl 5a (8 LEEY) (e Led jad 5 half-life La jee s
4- <« Hexanal « Malonaldehyde Jis Aldehydes I ASSéial il il () 5<5 L Llle



YA 2 all il jaiaad /A Suadl

Al 4 leld e cpfial L) a5 520 Acrolein sl hydroxynonenal

(Y e usoAls Barrera)

Pizzimenti ) Jle AL S cladin) &b 4- hydroxynonenal (HNE) 4 o)
e Tmdiiall A Jall )3 5¥) il LS el e A ggnss Jeléil) adaiadi s (Y ) ve (5 a0
(Y ++TeUchida) Zallal) 380 5l xie DNA 5 ¢ cilisi 5 jall 5 ¢ (5 5 501

A e bl ganslill ) paall g g saall 1S5 sl dege Aadle MDA J) 22

Marbut) 3 —ha (al jalsae jsdai aas sty dasi yy 5305 (ROS) adl CpaaS )
Gaaad dleall a2a 5 G saall 2uS 5l Asleill o) oil) aal g8 MDA ) (Y + 2e0s30s
ol Hsdall Jady Ll A il glsie 8 dandall e dgaall (alaa¥) adaaidags
e cailh g de gane pedasi ju of MDA 2 oSars (Y + + YeMarchetti & Bianchi)
= Joe 05S o abivg s DNARNAClipoprotien s <l s sl ¢panaii s <l jal)

Y+ v Ao sals Karaman) daws) (e s aall 5 ) oY)

Lol eyl Al L gdde ga—walld S b _alaa V), Y
BMI and its relationship to pathological cases
e dna Hhlae 5255 Sl 5 aneal) g saall da jiall oS Leals diand) (o s
(Y Ye U5l Ogden) aal)
e il 3 AN G i) 8 s o 35 € dpaa U Ll 5 dpma A1 Alag) )
s 40Y 5 AN e (S ity Aiad) 30Ly 3 of 3) A8 ) Cilaaianal) 8 duala g diand)
g e i dpalle A Sa aais Glalill e S ISI 8 A )l A0 gW) (e ST i
(Yo Y cos0als Sesselberg & Y+ VY ¢ (sals Smith) 4 el ciladl)
W U | P PRIV DY SUPVN (PP Y- VO SPURINN  -- IACON A U
(Y VY s A5 Ranasinghe)
& YL Jshall o pe e Lo g ol e LI 050 G sk e aneall S Jalaa )
il o S (g Jmiall Gl ga g callall ) Alad) sl Lalasin Y a5 yhal)
(Y+YYMoody) Grssall Ganigall (e 2t s




Y4 2l all il it /SN Juaadl)

) Gial yalS i e o JESH ) shai 8 T jalad Sl smy Aiendl 0550 335 ¢
g5l s s Sl elad LN ¢ g ill g anll daniim ¢ L )i yial el 5 4 senll e §Y1
Lavie & Y)Y ¢ gssals Flegal) maall ol sl 5 43 smadldl (S 5 il 5l
(ARRRRICTNE

3 sall dualse (e S pa amad) A1 Jalis Ly ) Lol ) (Al all @ LG
Ogden) Sl & sl (e s Sl a5 aadl Jax i oL 1 a ye 5 dpalil) ) al 4aY
(Y Yeosals
Jsia 8 o s LS pual) ABS Jalaad alladl ol e alaie YU dilad) Alla 0085 23
(Y £WHO) (3-Y)

el AL Jalaal allad) cisiiail) (3-2) J g2

Underweight <18.50 <18.50
Severe thinness <16.00 <16.00
Moderate thinness 16.00 - 16.99 16.00 — 16.99
Mild thinness 17.00 - 18.49 17.00 — 18.49
18.50 — 22.99
Normal range 18.50 - 24.99
23.00 — 24.99
Overweight >25.00 >25.00
25.00 — 27.49
Pre-obese 25.00 - 29.99
27.50 — 29.99
Obese >30.00 >30.00
30.00 - 32.49
Obese class | 30.00 - 34.99
32.50 -34.99
35.00 - 37.49
Obese class 11 35.00 - 39.99
37.50 - 39.99
Obese class 111 >40.00 >40.00




Y. 2 all il jaiaad /A Suadl

Lipid profile (eadd) @edl) VY, ¥

<y el 5 «Total cholosterol (TC) (S Jsyind KU (e (e Bll Guall () o5y

(HDL-C)High density 43Sl e as&ll o9 0 9 «Triglyrides (TG) 4834l
Very low- density lipoprotein jas 4USl) (misie sl (455,415 <lipoprotein
Low- density lipoprotein (LDL- C) &8sl (addia el o4 55l s(VLDL-C)

Total cholesterol (TC) (Sl Jgiud g1l -

sl Sl ¢ a1 peaill Crnsy o il dapda 48l SN J 5 S1a8)

4ie iy 5 Atherosclerosis ol il lial cuy 4t 3305 o) A slall (5 )5

sl 58 (12/3 A s Ol g A slall lie Y 5D paalid cdpudiall il 5o el pa (8 ansall
(Y e o2 ATs Fulks) ehsd) e o G311/3 5 20 U8 (e aaal pual

Y Uy ind S da s g copally i) 42N ol 3aly 30 g yiad 5SI) A a5 i

«Nephritic syndrome 4y, 4.)3ly <Primary hypercholesterolemia

uan Sy Primary biliary cirrhosisdsY¥) ¢losall xeidy ¢Hypothyroidism
(Y Y osals Stone) Sl ala

2 l el s abiaia¥) o gy A3kl o g Yla b Jaa Dl 4l siae mliail Ll

(Y 3331 s Fulks) Polycythemia vera 4aaall jasll 3 i€ caalal)

Chylomicrons <l s ssta glisl)_ ¥

A4US Aymall g g ) J81 o4 5 A0S Akl g ysaall o) 530 Ga g 53 e Boke A
Cdandl o138 0 saal AN iy gl 85 e A5 sasa A 5 laal) 8 Ly 5S3 a
(Yoo sals Cooper) 2l I e)axd) J g yind S J8 g duaall daus 5 40Kl



Yy 2 all il jaiaad /A Suadl

Jan ABUSY (addia pandd] ¢y g udl-v

Very low- density lipoprotein (VLDL-C)

ANl yandSY (e ST bS5 sing 4381 g Sl sLISH (0 AUS i
A il Sl J8 e Jaad s 42l Ayl LAY ddlu g oSl 8 3las
(YT oAl Kanda) peall elash 48 ) Alan 6l ¢ saall s J 5 il U

AR (aldia andll g )
Low- density lipoprotein (LDL-C)
G AAES ST g M i o ) o ST AaS 5 iy punSl) (e AL A8 e (5 ging
Jans psias (Y2 VYo 5805 Jellinger) siwl-d s st S0 e Wle o sina ¢y 585 VDL
43343 oY cholesterol Bad® ) Jsyiead sSIL ey Sl sl dasl 1 J g sied <)
05315 Alassane) Cardio vascular disease dle sl Guldll (gl jual ¢ gany Jagi )3
AERRT

A e andd) oy gl -0
High density lipoprotein (HDL-C)
AN S e e JAY) Al e (g giny g A8US diaall clisi g yll ST 5a
LS ) AR vl lasT e gyl $SU Jiy o g e 5 i g sall (e o) sina g
3 L i 5l Ji » 53 LS Good cholesterol aadl Js sivd SI e ay Gl Llla]
sl Sl WS U LipoproteinLipase ( LPL) p—) bl el 13
oadlsa (W HDL-C Haby 4w cadgll 45 (Y4 Yo 5415 Anderson)VLDL
O Aglle A o adl giaY il dlesy 48] e caa Bl (i gyl 6 sy 5 6] jioall
(Y VY < usoals Jellinger) 4aall cilisi gl



Y'Y 2 all il jaiaad /A Suadl

Triglycerides TG AfSl culay yuealst) -1
Cabaal L0 e b jall JgendSl <l i) e (TGRS sall 038 a5 0 5Sy

oagd Al Adda ol () 5 S el o o5 s g Adlia 5l dgiliiie ) 685 Lay y ¢ Al da
o )5 A iy S I3 e A8l () jlas Leia g Leisaal I e LS all
A5 5lie 2y y) ) A8UAIL aneal) WA 25 35 8 1 508 Lalgasl gy 3l zeansill 8 Lgiy A5
) 5 S ) oagd Al il () ) bl jall < Ll g i 5l 5 <l o g SO
sty bal¥l () gt a2l La 58 8y Glg e dwa Vov fal paala(N 0o v o)
oMl haaa e ldi )l Heart diseases —all sl )5 Atherosclerosis ol -3l
(Y Ve 05 ATs Miller) Hypertension

A6 yaal S VL Caantiaadll (o Sl ad) ) e ja s A) clal jn Jag
Sl gall 2ie TG (s sime g L)) | san 5 Sl el o) s2a TG s s il
il gall e Aleaall il gaall 358 ) il s LS cdal ol ae 4 5laally 4laal
liadll @l sall a3 A TG Gl sinse Cxly 3 ((P<0.0001) 4 sine (5 siuay OIS dapludl
e s sl e Ja Y ee falpade (T, VRV E9,£)c (1), Ve FY, 1 9) Al
ad e sV e (Sl i e i all 8 TG (s stuse gl )Y Gl
Ge Jsswall Lipoprotien Lipase duiaall cilisi s ) s a5l i 8 el )
HDL ¢ il Il i) Jalaa 352 5 () lal g SO0 ol pp w45 35
(Y rouk) TG

Apandl) i g sl g o Saad) Oy ABDaL) Y ¥, Y
Relation between diabetes mellitus and lipoprotein
JeaVLDL s AU Gimidie el clisiglly by Slasbil) a6
¢ JoomdS 5 Apand paleal A LPL ddabus pall 8 Jlai )5 2500 iy <)
Jsmanll o ad auslin 8 )5 daaall LAl ) Jass el e dailil) dpeadl) (alea)
LAY o 5a0 5 AN iy Sl ) et L) 5l A8l e
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Dleind Je Wingy LPL S8 e duaall UIAD Saéaty gul sudd) ol

Al dge AN iy Kl (€ 55 8 Jalall J g paalSl | jaae any o3 S0

(s A5 Al AN iy sunndSl) (e dSiiall dpendll (mleaY) (8 Fasting state abuall

Jsaii asl iy A8l e Jganll (o) dal) Calide auSlE dueadll LAY

Al 8l 2SNy cOlanll 8 2kl ) A sl Al ) dpeadll (aleal!
(Y (delan))
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Materials and Methods Jexd! (&) kg 3 gall 3
L o jgaall AS il g dasiicial) 4y glaasst) 3) gall (V-1) Jgan
:Chemicals 45kl 25l 1.3
5 jgaall A4S i)
. ‘ dadiiinial) 3 gall &
(A “J
Spinreact . ..
. ) Juaa 2 Glucoseusi b= 1
Aila)
Spinreact , .
. Al Juaa (2 A Cholesterol st 3. 2
Aila)
Spinreact . _ ..
. A Jeaa 2 Triglyceridegsts s 3
Aila)
Biolabo . -
. ) Juaa 2 HDL- Cholesterol g« 3 4
s il
eee TCA )ebldl) Gala 4y 5l8 3 5
' IRICPEIN g
Al (TEAJER A 2t
Himedia .
. (TBA)dsiin b sl (aala 6

Lugl
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Jmand) (&) jda g ) gal) / Gl Juadl)

daiaal) S i) g daddieal) 3 3¢a¥ 2.3

Instruments & manufactures companies

Led & eall ClS il 53 361 (Y1) Jsaa

Ladal) daiaal) 4< Al §|VENI [PV Jch
okl Kokusan Centrifuge ¢isuall 3kl S 1
4 JRAD Incubator 4iala 2
| A || CECIL CE-1011 Spectrophotometer (sl Cilidaall Slga 3
el KEDEE Water bath (e ales 4
dinall WGNBPA Blood Pressure Monitor adll bia (uld Sl °

LS A Beco Freezer 5axa 1

Study Groups 4wl aulase 3.3

A giny e I Cpmad el g a1 Y1 5 oSO e Ladid 132 Al all il
Alal g Yo VY JUD o 35 ) (e 8yl g (Jba ddadlase Cpaaia alad) A J8d80a g canladl)

- Ls'a’ c.m\;,q ux”«ua Y.

Ve Uil

28 5553 15) Ladi 43 a5 (Ul & i) e s pSeall ela aim je z (AW A ganall

(VYo ) G as lee i ) (el

Can gl 3 (G137 ¢ 83 10) Lot 47 @) 53 ol Larin i 5f ia e 3 A A gannall

(=Y )om a lee]




1 Jmand) (&) jda g ) gal) / Gl Juadl)

Y a8l 5 pall a5l abiaall AU & gil) (e (5 Sl ela (pia ye 3 ABIEN Ae gagall
e goalaall 2 iy g8 (Ar-£0) (o Jlac] Caal g §(EUIYT ¢ 5€0 16) Lad
cAas A 230

Calculation Body mass index (BM I)amadl 41 Jalaa claa 4 ¥

aall ABS Jalra lusad auall (555 Jsh (i a5 aall aa J8 i) 38

Celaall g a yall

(Y++Y «Swash) &Y ¢ 5al) s
weight(Kg)
BMI=
Height (m?)

slaill (5" o/ 23S 25 -20 ¢ 5l Jia D) (s ansal) ALSSE sl Jondl) 5 3)

Systolic blood —=béyl axll s (i asis (YooY «Swash) “o/a3S 24 -18

s uld jlea 4llu s Diastolic blood pressure hlwsyl sl has 5 pressur
- el s 08 Hart beat il Gl jua Jars () A8LSYL a0

Blood Samples Collection aall @i aaa 1.4.3

sl S5 il (B s a0 Je Vv adls alua Aol VY aey i) Cirad

ﬁsﬁ.\d&.’éﬁa/}s)}gﬁ“u. dﬁﬂ\d#\){.@é@&&aﬁjé};ﬂ\&ﬂ%b“
.QM\;\J;\QT)JO?-Y~ @Jdﬁczﬁww\ﬁ;eﬁ}cdﬁﬁd

Biochemical assay methods 4u s sasSll < pdigall il (3 ha o, ¥
pdll Juaa (4 39S o8l (g glana b YV, 0,
Measurement of glucose in blood serum

(e 8 el Kit Jalaill sae aladin ol gy pall Jica (8 5 5SS (5 ghasa (uld o
AsluaY) Spinreact 48 s Jaé
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Principle Jax) fa o

oass G sSsN sash Glucose oxidase ssSsiSl Sl a i) sk

&b sAH,0,Hydrogen peroxide cu>souell 2S5 52 sGluconic acid <bi S SISl

a3 dklus (Phenol of aminophenazone o s sisel-Jsif) Crmns s Lellas
:Peroxidase s 5yl

GOD
B-D-Glucose + O, H,0 » Gluconic acid + H,0,

POD
H,O, + Phenol + Aminophenazone » Quinone +H,0

Reagents il ssll o

AV el S e bl sae (g gia

R1 TrispH 7. 4 92 mmol/L

Buffer Phenol 0.3 mmol/L

R2 Glucose oxidase (GOD) 15000 U/L

Enzymes Peroxidase (POD) 1000U/L
4-Aminophenazone (4-AP) 2.6 mmol/L

Glucose Cal Glucose aqueous primary standard 100 mg/DI

a A 58 aal il sise 403 ; (Working Reagent) Jdeadl Jslaa juass
il sl s o I ez Blass (aial) Jsladll) RL e 33als dala) 8 R2

(068_2)3)\);&‘)34.23;)0‘)4‘4;3wh\})@dbwd)u\@jﬂfh-’}L“w
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Procedures Jaxdl i)k @

obj\djdﬂ\@c_‘ayus‘)jsjm\ww(u

Blank Standard Sample

sisl) J slaall rabidl) J slaal) dl)
WR (ml) 1.0 1.0 1.0
Standard (pL) 10
Sample (uL) 10

L) ol phally Al SIS0 Gl

el sl (5 5 841000 3 ool sl e 315 4410 sl

Jan adald o3

w5 Juanll U slae (o il s SAL1000 (o ol doao (o il s SALT0 Chpal ¥

Jam alala

O? 37 EJ\); :\.A)A._I é.ﬁm 10 3l Aalall ‘éﬁt_mb‘)“ Cixiag Y

6..‘:1.:\3&\ Joaall g sample Gb}dﬂ A dualiaia¥) se) 3 ¢

e i 505 o 30 Jsh 2ie Blank ¢Sl J slall Jilas standard

BV e 458y 30 sadd | et iy sl ol Lale

Calculation «wblwall e

;4 Asbadll oy FBS 58 I 3 5 s
(A) Sample

Conc. of Glucose = » x 100 (Standard Conc.)=mg/dI

glucose in the sample

(A) Standard

Conversion factor: mg/dl x 0.0555= mmol/L

Normal values: (3.6-6.11) mmol/L
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all Juaa (A& ASH I g il 981 (5 ghna (i 2.5.3
Measurement of total cholesterol in blood serum

Kit Jlaill 330 Jlesiad 315k 0 pdll Jean 3 S g jind sSU (5 siana ol 5
Al Spinreact 48 ,d Jad (e 8 el

Principle Jedl i o
V) YV alaall s Ll T Aipall 3 i) g jiasd S () S0

CHE
Cholesterol esters + H,O ——» Cholesterol + fatty acids

CHOD _
Cholesterol +0O, » 4-Choiesterol + H,0O,

2H,0, + Phenol + 4- Aminophenazone  pop =Quinonimine + 4H,0
(VYA ¢ s AT Meiattini) Al (A Js siead I 3 5 ae o oll) 30d i
Reagents i g<l)

Ay adl Sl e bl sae g sias

R1 Phenol 90 mmol/L
Buffer PIPES pH 6.9 26 mmol/L
R2 Cholesterol esterase (CHE) 300 U/L

Enzymes Cholesterol oxidase (CHOD) 300 U/L
Peroxidase (POD) 1250 U/L)
4- Aminophenazone (4-AP) 0.4 mmol/L

Cholesterol Cal || Cholestrol aqueous primary standard || 200 mg/Dl

Sy aa) Clgine Cdual 0 (Working Reagent) Jesdl Jislae jass
Ll il ginall Sl o) ) o 255 sl Glel | RIakidl Jladl) JIR2 a5V

(%p 8-2) 3l da ya (Ao juand axy el 4 ol Jglaall 45 08 el



Jmand) (&) jda g ) gal) / Gl Juadl)

Procedures Jaadl G b o
4y 5k e alaie YU aall Joas 8 JSI 5 i S0 (5 gisn (uld o
(V499 s ATsTietz & Y499¢50a0 5 Burtis )

:Jsanll SLS
Blank Standard Sample
sl J glaal) ) J glaall dial)
WR (mL) 1.0 1.0 1.0
Standard (pL) ——- 10 —
Sample (L) 10

Jeldill Jslae (s il 5 5SH1000 (o (uabadll Jslaall (e il 5 S3le10 4dlial o3 )
Jas abals S5
sig Jeliill Jsla e sisls 1000 ol adll Joma (30 sisls Sile10 Bl 5 Y

A Standard sl J daall s A Sample 73 sl J slaad dnalaia¥) se) g5 ¢

(A) Sample

. Blank ¢Sl J sl Jilse iva 306 505@}43\ Jshll xie

Calculationcbibwall e

Conc. of Cholestrol = ——x 200 (Standard Conc.)=mg/d|I
(B) Standard

cholestrol in the sample

Conversion factor: mg/dl x 0.0258= mmol/L

Normal values : 5.16 mmol/L
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?.\J\Mgﬁ@ﬂ‘ il peunlSl) (g glana (ulid ¥ 0, ¥

Measurement of triglycerides in blood serum

8 el Kit Jalaill sae aladiuly adll Juas (A A5SEN Gy junlS) (6 ghsa (&8

Al Spinreact 4S8 Jaé (e
Principle Jax) fas o

Glycerol Js_ ISl ) Lipase — a3 Jozdy 5508 by pundSH Ja
-3 sl N Glycerol Jseall J sais 5 Free fatty acids sl 4aall (mleaal
Adenosine -5-  Gliusd gla 5= (s sl 5 Glycerol-3-phosphate <liw 58
G3P Js=~is ATP s Glycerol Kinase xS J s i€ a3l 4l 0 diphosphate
Dihydroxyactone phosphate ' dehydrogenaseGlycerol phosphate 4kl 5.
a= Hy0, (e sonmed) 2S5y Jeléiy Jelall Ales & Hydrogen peroxideH,0,
. POD_% s & P- Cholorophenol s 4- Aminophenazone 4-A

S AV e i) 8 LS ¢ (ol 6] jan dia slac

LPL
Triglycerides + H20 — . Glycerol + Free Fatty acids

Glycerol Kinase

Glycerol + ATP » G3P + ADP

GPO
G3P +02 _— DAP + Hzoz

H,O, + 4-AP + P-Chlorophenol ————» Quinone + H,O

Kaplan Y3AY« Fassati ;Y3VY « Bucclo) Al & ol junlSl 58 5 s sl 3 il

(&
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Reagents «adissll o
: A ) <) e sl sae (g giad
R1 GOODpH 7.5 50 mmol/L
Buffer P- Chlorophenol || 2 mmol/L
Lipoprotein lipase (LPL) 150000 U/L
R2 Glycerol kinase (GK) 500 U/L
Glycerol-3-oxidase (GPD) 2500 U/L
Enzymes Peroxidase (POD) 440 U/L
4- Aminophenazone (4-AP) 0.1mmol/L
ATP 0.1 mmol/L

Triglycerides Cal

Triglycerides aqueous primary stanc

200 mg/dl

a1 &l 5 ) aal il gise 403 3 (Working Reagent) deadl J slas juzass
il simall gl o (A as £55 Gl R (sl ) (e sasl s dals ) b (G saase) R2

(%8 8-2) 51 s An b o s 2y bl 6 5al U shaall i ey Lalas

Procedures Jeadl (3,0 ©

sl b LS AN iy ol S

Blank Standard Sample

A J glaa (sl glaal) Ll

WR (mL) 1.0 1.0 1.0
Standard (uL) ——- 10 —
Sample (pL) — — 10
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Ay deldlll Jolaa e il s 01000 ) bl Jlaall e il )SH10 ddlal &5 )

abald 5y Jelall Jslaa o 3501000 ) pdll dean (0 il 5 K010 Adlaal &3 Y
Jas

'o? 37 'SJ\J;:\;JJ,\ dﬁbd5$aﬂm&l\‘§uy\4§ﬂ Cixaia g ¥

Je A Standard ~Lall Jslsall s A Sample z3saill Jslaal dualiaia¥l 3¢l B a5 ¢
Blank ¢Sl Jslaall Jilia s 53U 505 (o sall Jshall

Calculation «wlluall e

(A) Sample

Conc. Of Triglycerides = » x 200 (Standard Conc.)=mg/dI
(A)Standard

triglycerides in the sample
Conversion factor: mg/dl x 0.0113= mmol/L
Normal values
Male : (0.452-1.808)
Female: (0.3955- 1.5255)

adl) Juaa A AU dlle i gl (5 gisa uld £,0, Y

Measurement of high density lipoproteins (HDL-C) in blood serum
3 el Kit daladl) sae AARENW ihlug adl Jias ® HDL-Cis i (il a3
A ¥MIBIOLABO S Jé (e
Principle Jadl iaa o

Jaa 408USH 4 asdial) Cilisi g ) g L DL -C AU dcadaiall colag o pall cau i
s Phosphotungstic acid 4kl 5 42l 33 )4 sidl Chylomicrons s VLDL-c
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S Jgpiad SIS e il (5 35S pall 3y dall Alec a2y g magnesium  chloride

0

144 (Tietz ) Total Cholestrol

Reagents «adissll o

Reagents Contents || Concentration of solution
R1 Phosphotungstic acid 13.9 mmol/L

Magnesium 570 mmol/L
R2 Standard 100 mmol/L

Procedures Jaxdi 43,k @

3 _okasall 5 45 jliall g Ciligal) jaucans

Pipette in Centrifuge tube

Micro-Method

Sample

500 mmol/L

Preciptant

50 mmol/L

3 Jee e il s S 50 ) kS J sl 5o il ,Sie 500 Azl 5 )
Aall ) ga A0 8 183 10 ) B e S iy lua lea e Y

Addall 8553 (4000-3500) (o8 488 15 aal (5 S jall 2kl Jlenn bl &5 ¥
3 o] s8I () aiunall CRBISH e allamtinad 5 (3311 Jusd | €
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Procedures Jaxdl i)k @

bl Jslae e bl o35 285305 51 Ay 8 s ) Jlaall o 5
codball 3ae (85 e gl

Blank Standard Sample

Adsl) Jolaa || i) J glaall Al

Cholestrol Reagent (ml) 1 1 1
D.W (ml) 25
Standard 25
Supernatant 25

6 37 5, da Ly BB 5 sl iy = 5
D A8Y) @l ghadlly uall A HDL (sl o

e il Sk 25 I Ui S S Jglan (e iy Se 1000 sl 5 )
o e gl

G 10 3ad A sl 5l ada s A i lua z e Y

Sl Jlaall e fise 515 500 (g 34 shas Fanabiaiall b 3 Y

Ban) s delu bad | e iy ol o) Lle

Calculation «wlluall e

A Sample

Conc. Of HDL-C mmol/L = ____ ~ x Conc. Of standard (2.58) x1.1
A Standard

Normal values(1-1.5) mmol/L
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adll Juma (B Tan ABUSY Labiie Apaadd) clisig ) laa 0,0, Y
Calculation of very low density lipoproteins (VLDL-C) in Blood Serum
Al aladdl couny VDL 4 ) ain (Wilson, 1998) 4& yla Jlasia o
VLDL- Cholesterol (mmol/L)=T.G/2.2
Normal values:-
Male: (0.20-0.82)
Female: (0.17-0.69)
al) Juaa A AU Laddia dpaadd) clisi gl Glua 1,0, Y
Calculation of low density lipoproteins (LDL-C) in Blood Serum
DAY Alaall sy Aad 21,200 (1998 Wilson) 48 sk Jleatinl o
LDL- Cholesterol (mmol/L) = Total cholesterol — (VLDL-C+HDL-C)

Normal values: (2.596 - 4.1536)
adll Juaa (B ilgaall 513 Cygllall (5 gha uld 1LY

Measurement of Malondialdehyde Concentration in Blood Serum
Ol ing g o gantl) ST Aleal (5 930 L 5 lgaall (gla 0 ila S e O
Lilua) Lails s s Thiobarbituric acid (TBA) waska ae adelii pabad e o 58 3
Ay ,hall Lad gy yise il OFY (o 50 Jsha e ¢ guall ey 53 MDA-TBAGS 5205
(V2Y)Y « Dormandy & Stocks) Js (e 48 gea sall dpulidl)
Jallaad) g A1 gal) o
. Hydrochloricacid -HCI <l 5IS s juel) (adla s e +,Y0 Jslas =
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O daS (s ole YY) S8 el el ) 5lS 5 haell sl g ille ¥, 0 A ALl juaa
bl eldl jille Vo v N aaall QST il gLl

el ) sl ol Gaala 9%+, YVE - TCA SIS0 dlal) adla 960 Jslaa =
Gole Y0 e dnaS ) slSl 00 Al (ada e pl 2 VO Aol s TBA
Voo A aaall LSl TBA Uadla eple +,7Ve ol a8 el 5 juell (s
Ll el IS5 jugll iaala (5 ke +, Y0 Giadlay ille

Jaxdl 43y )k =

plas (8 (A5 (TBA-TCA) distae e 5alle ) () Jumdl) (e illa +,0 iyl

LS pe 2 a3 5l 48 pall 3 ) e da pau dyi5a88a Vo sadd o Ve 5l e da pa Sl

b Ao 3040 pall daliaial) Cowd | (183 )« 32l A88allis )3 Yo v e de

Cos A
el (ha g slla S ja 38 i alag) a3 (V394 Ol g «Haward) _iw s oYY
r Y 0 sal Jlesinly

Absorbacen at 532

Conc of MDA (mmol/L) = — * 6
8] EUITEN

(/s Y 30) pabaial¥) Jalaa = 1,07

caddil) Jalas = 1

Statistical analysis (laa¥) Judail) 7.3 =
(SPSS i Jlasindy Litbian Lebilas 5 dl jall iliney 3calal) el Cuaad
Jlexinal &3 3 Windows (SPSS, Chicago, | llionois and U.S.A) ) aUail14)
Gsodll Jil 4 1l canalysis of variance (ANOVA) aaeladll G Lo cpliil) Jilas
. Least significant differences (L.S.D) 4 sixall

Linear ha b)) deas S5 Lo lpany ae & il Gany Silay)yg
sl Osmon dalae A e LS )Y 38 (W8 o35 correlation coefficient
O hall BLi Y il 58 e 3SU 5 a WS Person's moment correlation s,
o8 Lo OIS Lot o im0 (sl o BL Y 53 ) 3 claglas 5 o ki OS
Significance of correlation Ll ¥) Jalae A¥a jlia) &5 Al ¢ AY) juidl ) 6
(VIAY(ase s xlla sil) P<0.05 Y2 s sivas coefficient



¢ A 2l gyl 1) Sl

Results g—il—iill\ _ 4

G Sl el (pan ye Ao sane G dysime i 8 il g axe D dy (1- 4) dsaad)

Ob Wle) auall A1 Jalee Jare ¢ o)slle Johall cllasgia af 8 3kl e ganay
) anall A Jalaal czpadall Janall Gf 3 Laaal jé (gl Zaladl dsa 5 (o)) s (ysie ganal
o LSc ( swash ,2002) s/psS 24-18 sluill b5 "o/ axS 25-20 Cm sl s
Aol il iy e Jara s b aall Tk ali¥) adll Jarca il ie ek

(P RLAN) aall T g anuadl ALS Jalaay sanll g 158l Jshal) o gia ad (1-4) Jgsa
5 el 25l (g 8adl £13 o sl QIR il yia Jana g (ol g

Parameters calttel Diabetic
Mean = SE Mean = SE
| fmees ] % ] 0% |

i

sl 4 P<0.05 ddlaial (5 sine vie (g sina gl 3525 ) (2-4) Jsaal) el

iy 3 ¢ 3 lasndly &5 jlie aall daia g5l am ye A sana (m BMI poial) AES s sie
gl agas A D)l sl e Ta/ax$ 0,61 + 26.85 vs 4.21 + 32.32
3 SBP byl aall bra Gllau gia ~3 4 P <0.001 i) (5 sla i S sina
b b Lsina lelin)) L@, | Nl o 365 ale 116 vs 3.49 £ 147,12 <l
2.64 + 90.21 <aly 3 Allaia ) (5 gl (udi die DBP (bl aall Jaria il gl



¢4 il A S J—adl)

a4 dysina 398 g Jeaall yedw oy Ml e (345 ke 1,43 + 75.33 vs
. Hart Rate cldll @by ja Jaze Cildaws s

(2N adl) bl g paund) ALS Jalaag (58l Jokally sand) o gia (2-4) Jo2a
B obaseally 45 e al) Jabia £ L Cpileaal) ol pall (gl B iy i Jina g Aol g

Control Hypertension
Parameters
Mean = SE Mean = SE

Bodymass(Kg/m?) 26.85+ 0.61 m
W 116.45 + 3.02 m
w 75.33+ 1.43 90.21 + 2.64%**

*P<0.05, ***P<0.001

P < 0.001 4laia) (5 sivaa die (g sina U] 25a 5 N o (13-4 ) Jsaall Ll
L )lae aall dara g 18551 5 (5 Sl (aia je (53 SBP sl adll Jarica il sie a3
3sngs sl e 353 2k 3.02 + 116.45 vs 3.08 + 149.64 <l 3 5yl
DBP hlussy) pall bt illaus i o8 3 P < 0. 01 &laial (5 sinsa die (g sine i )
VS 3.70  86.90 il 3 5 ksl & jlae aall dara gli 1 5 Sl i ye 5
plf B Asiee 3908 dsa Jeadl ek Wl M Je 355 2k 143 + 75.33
5 S (e gl HRE! by joa Jare s BMI amsa) A€ Jilas (10 JS Sl s
5kl 0 jlie aal) Tarca gL )



0. il al 1) Sl

AN Al iag awal) Alisy sl Jshlly seadl cllaugia (3-4) Jsia
4 ) al) Jaiia L 5 (o sSially Gabiaall oua sall g Qi) iy pia Jara g Aol g
B badl

P " Control Hypertensmn and Diabetic
arame ers Mean + SE Mean + SE

Hart rate(beat/min) 81.45+ 1.70 84.00 + 2.53

**P<0.01 ***P<0.001

o 2 P < 0.001 Adlais) (5 sine Nie (gsine gU)) 35ay (4-4) dsaall eda
£y (mye o2l AN (midia el yig sl SN g sid Sleanl) 4y S cilla i
Se 1/ dse (e 012 +4.86 VS 0.73 + 12.63 <ty 3 5 jlapadly & jlia 5 Sl
VS 0.38 +3.995 J sl e il /Jse e 0.15 + 4.01 VS 0.38 + 5.59¢ I sl
TG« MDA Cllausic af Cijelal o 3 Ml Je l /Jse e 0.19 + 2.16
1.04 VS 0.20 + 1.91 sly 3l P < 0.05 4llaial (5 siuse die U sine el j)c VLDLe
0.07 £0.97 5 A/ Js 1 0.09+ 159 VS 0.16 + 2.14 « i /U5 8% 0.10 +
il (35 ) o sie o i jedal Ly, il e 51/ Jse e 0.04 £0.71 VS
+0.62 aly 3 5 landly 4 i P<0.001 4llaia) 5 sinsa e sine Loaléds) U1 e
sl e 1/ dse e 0.05 £ 1.13 vS 0.03
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Parameters Control Diabetic patients
Mean +SE Mean +SE

FBS(mmol/L) 4.86 +0.12 12.63 £ 0.73***

w 4,01 +0.15 5.50 + 0.38%*

| TO(mmol) |  teeoos | emesorer |
HDL (mmol/L) 13 + 0.05 m
VLDL (mmol/L) 0.71 £ 0.04 m

o AP < 0.01 Adlaisl (5 sise e (g giea W) dsa s (M (5-4)dsaadl ada
0.26 + 6.91al 3 5 japadly 4 jlie aall Jakia §1d5 )1 (aa ye o) aall 4y S Gl s
MDA ausie ad Coelal pa (A Jsill e 53l / Jse e 0.12 + 4.86 VS
+ 2.65 <l 3 P<0.0014dwia) (s sie die Usine leléi ) VDL LDL<TGTCe
A/ Jse L 0.15+4.01 vS 0.31 £5.68 ¢ sl /Jses S8k 0.10 + 1.04 VS 2.38
e 0.19+2.16 VS 0.27 + 3.83 ¢ ;i / Jse sk 0.09 + 1.59 Vs 0.18 + 2.5
ad & edal Ly Mgl e 51/ Jse e 0.04+0.71VvS0.07 £1.12 5 51/ dse
3 P<0.001 Gllaia (s siva tie U gine Laaléas) 28 e anl oy s ) cildans s
Sl Je 3/ Jse 1 0.05+1.13 VS 0.04 +0.72 <l

*P<0.05, ***P<0.001
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Parameters ST Hypertension
Mean +SE Mean +SE

MDA (umol/L) 1.04 + 0.10 2.65 + 2.38***

w 0.71 % 0.04 1.12 £ 0.07%

**n<0.01, ***p<0.001

5.68 £ 0. 31***

G sinna vie MDA 5 pal) &S e sie o & Lsine lelis ) (6-4) Jsaall ek
Caly 3 3l 4 jlae pall Jaraz g 185515 (5 Sl £l3 (a 3e 52 p < 0,001 ddlaial
0.10 = 1.04 VS 0.29 + 2.745 A /s e 0.12 + 4.86 VS 0.74 + 12.28
G shae die (g sina gliiy) VLDLSTG oo af <oelal cpa A5/ JsasSika
+0.71VvS 0.07 + 1.0350.09 + 1.59 vS 0.17 + 2.27 <l 3 p < 0.01 Aduaial
AU [addie el (i 5l Clas gie ad < jedal Laiy gl e 531 /d e e 0.04
0.19 + 2.16 VS 0.30 + 2.91 ialy 3 p<0.05 dallaial (5 sise 2ie (5 sima &) LDL
af A Aygime B8 dgag aae Aul Al Goghl s 8 sl e 1/ Jse e
el g al) o gia ad Cjelal Lty | AaaY) (5 giue adi ie TC lan sia
0.04 + 0.63 <l 3 p < 0.001 sMlia) (5 siane 2ie { sina Linliss) HDL 486N e
LA e 51/05e 1a0.05+ 1,13 VS
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B Control Hypertension and Diabetic
Mean £SE Mean + SE

FBS(mmol/L) 4.86 +0.12 12.28 + 0.74***

w 2.16 + 0.19 2.91 + 0.30*
W 0.71 + 0.04 1.03 + 0.07*

*p<0.05 , **p<0.01, ***p<0.001

o8 2 P < 0.001 Lllaial 5 siuse e (5 5ine gl 35a s N (7-4) Jsanll selay

gl )l da e &3 lae pall aria gLl 5 Sl ol (i ye ) pall 4y S Gl s
Ll sl e 1 /Jse e 0.26 + 6.91 VS 0.73 £ 12.28 ialy 3 pal) Jaia
£13 (oam yay A3 jle adl) Jakaia gl 1 e el AliaY) (5 gl (udi die (5 sine (alid)
o A sl Je i Jse e 0.73 12,63 VS 0.26 + 6.91 <l 3 5 Sl
Ge JS 3 p < 0.05 idlaia) (5 sise die §sine lelis)) MDA il sia o & ekl
213 (o e & ae adll Laia gl a ey pdll daka gli iy s SW ey aage
sl Mgl Jde 3/ JsesSile 0.20 + 1.91 VS 0.29 + 2.74 <aly 3 (5 Sl
£13 (om el ALY (5 s i 2 TC S J 5 yind o s gia wil (5 gine (alid
e ganaypall b L85 an yede gana o JS0 e jlia die aall daria gL 51 5 (5 Sl
/Jse Sl 0.38 + 5.59 VS 0.31 + 5.68 VS 0.31 + 4.58 <aly 3} 5 Sl £l a1
6 sisa e (5 sine g1 TG SN ¢ saal) s sie aif & jelal Latn sl e
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+ 2.59 il 3) (5 Sl 61y (aim yay & jlia pall dakia § 185 )1 e el p < 0.05 ddlaial
Ot sl e gl ad Cjelal s (A sl e S/ Jge L 0,16 £2.14 VS 0.18
13 (o) P<0.05 Alcial (s sinse sie Uy sine Lalis) | DL AESY [aiiie pand
3 Sl 6y i ya g adll Taraia g8 e e L e die aall Jari g L i g Sl
Lo M5l Je 51/ Jse e 0.38 +3.99 VS 0.27 + 3.83 vS 0.30 + 2.91 by

Aasine 3508 ) VLDL 5 HDL Sl gie ad el ol

el galaa ad Juaa (B ) Gedll g MDA adll S cilha gia a (7-4) J92a
. Al al) A8 EDEY

) i ) Hypertension
Diabetic Hypertension yp_ .
Parameters Diabetic
Mean +SE Mean +SE
Mean +SE

FBS(mmol/L) 12.63 + 0.73 6.91 + 0.26%** | 12.28 + 0.74"***
MDA (umol/L) 1.91+0.20 2.65+ 0.34°%* 2.74 £0.29°%*

TC(mmol/L) 5.59 + 0.38

TG(mmol/L) 2.14 +0.16
HDL (mmol/L) 0.62 = 0.03

LDL(mmol/L) 3.99+ 0.38
VLDL (mmol/L) 0.97 £ 0.07

*p<0.05 , ***p<0.001

5.68 + 0.31 4,58 +0.31%* P*

259+ 0.18%* 227 +£0.17
0.72+£0.04 0.63+0.04

3.83+ 0.27 2.91 + 0.30% P*

1.12 £ 0.07 1.03 +0.07

ds gana g pl) i P ) ua e (0 gana pa AU £ o) (g Sl ke s gara (o Al
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Summary

Oxidative stress through the production of reactive oxygen species
(ROS) , has been proposed as the root cause underlying the development
of type 2 diabetes mellitus (T2DM). Patients with diabetes have much
higher rate of hypertension than that in general population. The
coexistence of these disorders appears to accelerate micro vascular and
macro vascular complications and greatly increases the cardio vascular
risk, such as strike attack and end stage renal disease. This study was
designed to find out the relationship between oxidative stress , lipoprotein
levels to severity and complication of diabetes mellitus and hypertension.

One hundred thirty two blood samples were collected from patients
in baquba and khangen cities in diyala, aged from 30-80 years were
enrolled at study baseline (November 1/ 2013 to March 1/ 2014),
represent to three groups of patients (43 patients of T2DM age from 35-
70 year , 47 patients of hypertension age from 30-60 year and 42 patients
of T2DM with hypertension age from 45-80 year ), compared with 40
healthy subjects age from 30-80 year.

The Results Show :

* The patients in the study had a clear tendency to developing obesity
from increasing body mass index (BMI).

* Hyperglycemia reflect a bad metabolic control, that is demonstrated by

the developing of oxidative stress and the significant higher values in
MDA reflect the cellular damage produced.

* Elevated levels of total cholesterol (TC), triglycerides (TG) and other
lipoprotein cholesterol except high density lipoprotein (HDL- C) appears
to accelerate micro vascular and macro vascular complications.

Conclusion: negative correlation between MDA and HDL- C in patient
groups. And positive relationship between MDA and others lipoproteins .




