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ROLE OF OXIDATIVE STREES INDUCED BY HYDROGEN PEROXID
ON INTIATION AND DEVELOPMENT OF ATHEROSLEROSIS IN
MATURE FEMAL RAT

E. R. AL- Kennany *and E. Y. Al-Khafaf 2
! Department of pathology, College of Veterinary Medicine,
* Nursing collage, University of Mosul, Mosul, Iraq

ABSTRACT

This study was conducted to determine the possibility of 0.5% H,O, on
drinking water, for the induction of oxidative stress status in mature female rats.
Moreover, this study deals with the role of this stress in initiation and
development of atheromatus lesions in these animals. Oxidative stress has been
investigated via tissue malondiadehyde (MDA) & glutathione (GSH) (aorta, heart
and liver) as indirect lipid peroxidation index. For atherogenous follow up, light
and electron microscopical techniques have been applied.

The result elucidate significant elevation in lipid profile parameters namely
cholesterol, Triglycerides TG, Low density lipoprotein LDL-C, Very Low density
lipoprotein VLDL-C, atherogenic index and a significant reduction in High
density lipoprotein HDL-C, level in all experimental animals. Parallely, this study
revealed significant rising in tissue MDA concentration, concomitant with
significant depress in tissue GSH level in all studied animals.

-

4addal)
on o5l 4 ikl 4l (Oxidative stress) @awSEll dlgay) Cajay
ol sl aal a5 ¢()) Aasi) 8 5 all G V) sda s 5ausY) Cilalias cilelis
gty (V) (Asle sl lall Ll yal e lasls ey GA) sananl) Glaill ElaaYy
Fatty (atherosis) #al oSl Jichi Grpulel Giibay ganasll calail)
olal 1A ¢(vessel stiffening sclerosis) sl sle dl 43uay degeneration
(V) osidall ol o Jal Al e Hneill atherosclerosis gllaas
ladl) Gl Glaa) Ao ganSUll aleay) Al cilad jall (e apaall Cudial i

O sodel 2S5y Al 3 jal) CpanS V) sha gaa] ladinl A (e (gauanll
AL J g Al 0 i Al il Y] (Do, 5SS daladinl ey (V=) Ly
i) agle 5 13 yal) Gl 8 anasd) calaaill T Culaal 6 Cpa g el 20 g 5
el Glaa) (48 % ,00 38 i s o) 2S5y AilSa) 48 pre Al )all 22
LB Al 5 A (e O3 Gl 8 sanaal) caliadil) il ¢ iy saw sl
L) b gananll Caliatil) 5 oo SUll slgal Eilaa) o Cpa s saed) 2S5
sl )3 028 3 AV el Chnaie] g Aald) ()13 al)

5 LDL-C s HDL-C 5453 &l jaee ASH g J 5 i dSH Gl gl w0 aas -

2V diae (8 aaaill by VLDL-C
A il s eVl e IS (8 algaall (gl il 5 ) G SISI (5 giase dpaa -

AR



(10)=1F9) Foot o) soall oFo Alsall eyl o glall £ el dsal

Sl g il g gD il o lpas 5 Apmiaill g A ilnll Apaia yall ) il A o -
(all ey
s A emally 3 e Al il Al 5 -

Jard) (5l sha g 3) gall

o L) gdie o AR 1 al (e G Vb Al pall sl b el

Calel) CSletig) daall L) el Craca 95 yhaus Ao gana Cde 1 d oY) e gaadll -
Ba s gan Gualall clall g
Cileaall slall 5 galall Calall Sl dnuals Gl el Craa Al e ganall -
; Loy Te Baal 3 a8 5ar Yo .0 0S5 O soded) 23S g 4l

ol 3 ille Y oy aal) (e et A5 3 pall Cul) 0B 3 Ay il el ey
Vo Jamars o 3Soall oyl lga dal s dhadll diad (e 5 4 480030
el Y aSan el ld Jo ¥ das dala ) il & auza g 4880 )0 saal 5 48805 50
AL gha e IS sl (Kt ) 30alad) 3aall aladiuly o saa 1l Aalall il Iail)
¢y sSH — Al SEESH 3 iyl oyt D iy €l (5 iaad o<1
S 3 A g jall msn Yl — g el oSI) — Gkl gl ALEASI <l Ayl o sait)
Osinlall Leaslh ) A8yl alasid a8 LeS aaaill Jala g g il 5SU — lan 4kl )
Jlas a8 il e el gl i)y ¢ sl 5K e JS (5 s s b (3¢A)
Sy JLEa) aladiul g One way analysis of variance alai aladiuly cilblnll ases
Aglas) CENAY) yaail

Al ?j g o) A yall Gy uaill A dasDa g 3 yall @_).Ja_a s Al aay
ad () 0) Ak s Apad ) 8 Lgia G juaa g 2 Sl alill g ¢ V) cliac Yl
aa) g dlan 48000 ahlis oo cliac ) e Gpuas LS Gl ahliall Cirua
gl B S sl el el S0
s Y1 gl Apml ol el Al 5 (il L y0n3 2y (V)

gy

radll Juaa (A Al B g (s giana o il

Sl S g AL gy &Il sina b Ly sina Lol ) ) Jgaal) el
HDL- & sisss (A (5 sina aliad) g aaxill Jdayy VLDL-C 5 LDL-C 5 4530l
slo (2 %00 =S 55 O i) S s s Alabadll Gl S a0 dhae (A C
_EM\&W@LJ&Lﬁ'M EJA&Q._I)_&J\
i) G2y A MDA, GSH s.sima Ao il

Lasy e 32l %00 Cpa g saed) anaS g dlebaall 5 4Ll I3 pad) eals) can
e et jlie vie 2l Qs SV dansY GSH (st o Ly sina Lialias
e (b MDA G s (o8 (5 sine gl Jaa 5] (i (83 phagad) (3 ) Ao sanae
e Leiolie 2o G g sl S g ol Al all AL 13 s Bl) A8y B
(Y sl 2kl de sen

kA



(10)=1F9) Foot o) soall oFo Alsall eyl o glall £ el dsal

 Agilad) A jal) il il

O sl 2S5 s Alalaall ALl I3 padl SLY dpag plll ddiall o jaf any
Mg Array lgha 20 V) e Auile il Jaadl ol o gy e 30 %r 0 S 5
e Ol el e — A y w5 e ld ) Agy BV &l & yeds Cus Sudan TV
.(Aortic arch) &Y Lesdl die 5 5 Hrall He3 Al el mlas

T g Q0 iy ealall R8LER 5 Bl ity Y)W 6 L
ol dnals (e Mm\...d\.k;.bﬂ\ u.a_x_msd\ )}@_iac_amjb.m AR ub.AY\

tgall sgaally L) dpda yall il pacil)

A€ g o Alebaal) ARG (135l ) el (8 Amail] Aua pal) cl pudl) i
ot Loy Lo o 33a oyl ele 3 %+ .0 3858 Cam s g
:Fatty lesions dxial) cidy) -
chLJ\ ‘L\LA.QJ\ L_u;l\ adiat e )L.A.s 4_:.\\.19.\3\ u.daﬂ 4_L‘UMX\ ul..d‘}(\ eSS &
_(Y ) O:\SS-MS\ )4..11..1:.\}\ LIJAM&AL@—LAUA’_\M JAS g adile Sl
‘Proliferative lesions 4 i<l cidy) -

4..1\.5::.13\ DLMLJ ‘d:._m }MJ\ u.dal\ ‘5_3 dgle Sl ;LMJA\ Aliasll LJ)QJ\ )41_544 _dw

A Gsum\ g_,\}ésuc_m}mj EEIN! LJ)\;MCAM\ Lol Bl
il < 1 saaatadl A daladl o gl Bal ) e e d Ada ogidl A Gl

A8 ae o gall Jeldill JOA (e dan sial) dkall 5 A3Uad) & glycosaminoglycan
_(\‘ dS-uJ\) Y,0 duadall dlall aie 630 (LY 4uss s PAS

:Fatty — proliferative Lesions 4 i<l 4dal) cAdy) -

2305 e Ao gl slll Abmall LN S5 3 5n 5 dpnstl) adalal) ol
u\..ﬁ)d ).11.5.\ u.s: Mcad A.L:...uj.\.d\ ‘\.AA.LJ\} A.JLLJ\ ‘_g- Foam Ce]]s 4..1)9)3\ L\M
IR e Al Sl 322 2l Z\_JQIAA\ 3 gall 33 ) 2w ¢ Orecin Gy s) daaa g
JS&)) PH Y,0 duaeall dlall vie ol )50 GLulalVl g PAS 408 e aa sall Jelill
(¢

Jas pasl) ‘;am\ J_.;:J\ u.“_m J}A}M\ ciauw\ g_%zi ;;fmsnwa.ui
HJJJA_:J.\SS\ Al ‘_A}_\A uJLg)AsS\ oSl e )\..AA Osmlum ?HJJY\
(N 50 lSEN ) eall adll il S, LeiStial 5 iyl
3 ALY geaally Ll g sl il il

\EA



(10)=1F9) Foot o) soall oFo Alsall eyl o glall £ el dsal

A2ty (5 kaandl) dlalaa sl AL (13 adl G eV datl) adaliall < jelil
A g A i) AR g Al Jia faall cilish 3 gy 55 SIY) eadl
(Y JLa) dl

lia s e sl LAl Hlkil sl adaliall o yelaf ad 2 < d Ll
dle ol Gllpall Al 50 lpazy e daadii (5 53S yall ) ol Al Jga e e
Gl yatiall 4d aia oy s (Ao (s sad 4008 405 S (Vascular sinusoids)
Abundant 488l 4 gael) 4S5 5 Lysosomes sl slua¥ s Mitochondria
) dpa padll e Sad | dlclilly 83l Lee ou endoplasmic reticulum
.(/\ dS.CJJ\) ;\,35\)5..43\ &La\}..dﬁ\ Qe g L@Sﬁaﬂ

O el 2 gy Al 13 el Sl A 5t il adaliall i
Aliaal Al ) yadl o gal el At Ay il ad Ll sle 2 %0.5
Lol s 7 jla s Jals b dda i) Ayl 5 dUadl caad g doUad) 8 alaaYl
Internal elastic lamella Adtaall lalall I uS a dile gl elulall dglianl)
aabll & aall se sledl Foam cells 458 )l LAY s gai e Sl cdillall 2ie
(O 58 o) ddau sid

el S g s Alebaall 3 yal) Gl S 8 daail) adaliall ¢ yelal LS
ww\gw&MJAu\ﬁ@})ﬂ\ﬂ\ PYEON| FUIEGRERRA| slo 2 %0
(Vacuolar ng)aﬂ\ oSl e A gagl) A<0A) <5-°‘ i JE elall ) gadl aand
=iy i ) ae (Organelles ) Ol spaall Jgael oLl ‘degeneration)
& Megamltochondrla u\)M\ (;;.aa_a} sa\}_\x\ d}é LA;.\@J\ UAJJ\ c_m\J_JasS
)A\}_” uaa_d\‘f@‘)l.@_mj\ ;u;;\ u.c ML_\\JJM\ LA}.& HJ&ALAJ.LG a.ll_.g‘)
334 ¢(irregular granules High density) dekaiiall e cilunall xia gai cLgia
{e Suzd Smooth endoplasmic reticulum Leie daclill Zald 44 sael) A0 22
O Shad Ay g6l o) gall g g9 0l Ll &) 581 B3l ) 5 clgia DAY Gamdl 5 3a3
() JSal) Ayl oY Dyl gl danzal s e Ay gill 5 655l L) Jlas

YR

LI ek | P SR | e WP N 1 WPEN il el 2l aaall Cladll day
4\_1]\ U‘ ?AAM )MJ\} 4.5'_-:_...:).\“63\} o)_\.\ﬁ\ U.LI\).H.\J\ )\J.A u;_s_u )L.uu L;JJ\ cej\.d\
algill g (LDL-C duaall ciliss ) san Sl s ganasl clall cilél s el
GBlaall e A s Sl LA (4 65 g dpenldl LDIAN U8 e 0x-LDL-C <l 3o
sl Jual e 5 S gl (3555 (5 5and) ele sl laad 3153l dalal LAY 3 sl
idle sl LAY (9S8 (e Scad dsile sl el Lall dlia 21l LSRN LSS58,
Leie 2 5 Jai o S 5 ) pdadl) Jal e IOS (e (YY) 355 5 Aid 5alany 4 sl
Alasiul e i aie) ) Al clul jall Tl il g (V) g2 Sl SlgaYl
((0c8) glandl #1580 (e 0S8 anSUll slgal) Silaa) 8 Cpa s sl 2S5

(gaman]) bl Gl ¢ g 4l (V) il Y
o saanl Calatll Gl ¢ gl g 2w SUl slgal) Esan Al jall s & ekl
@M aal) Jeme (s A (e Alaladdl (o Loy 1o 5 e 2 AN (13 al)

RN



(10)=1F9) Foot o) soall oFo Alsall eyl o glall £ el dsal

LDL- 5 2830 il jaua Sl 5 S J 5 il < il siana 3 Ly gina Lelii)) el
yie HDL-C (s sisn (o (5.5 alédil (ye Siad cacantl) Julas VLDL-CC
(Yo 5Y 5 7) Aqludl bl Al (pe 2aaall 2w (G455 & 9 3 ylasd) de gana pa 4 Hlia
) byl ) g 28138 5 %) S S g el gy ardiul (g0
4llxd b 58 5 Cholesterol esters J s el sSI &l jiny ducay) Gllaall 8 Giaas
(V1) sadl daall Galaal) duasi saly ) (Ao Jesy 3 Lipoprotien lipase a3l
o -B LDL dalall cliuall Guwad Joa (1Y) lialll s 585 Le dpaal (e Dlcad
ey LBl Aaall iyl aeadl (g saall ele 5l Hlaa 8 32 5l receptors
IR e Lgale 8 planal) s dgaall cllidiy 5l () Alee (8 00l 028 Asaa]
o2a (adh e daalill Sl Js ied I da y 8 cVUA e (g silay (i) (i sl
il ¢ pds ade ity Lae (o DU A LDL-C s sioe gléi ) ) (525 Lo DL
laay ROS Jdy alal) eyl s LDL-C et ) L(VA) sl Gliadll
224 5,0X ~LDL-C(l) LDL-C <l ja 20ST e 40N L fan s suel) S5 5
Ly e LA L Al (19) Oxysterol dis e (S s Vi (e danll 5 W 5
acyl-coA Cholesterol — a=¥! i llad jisiy  LDL-C SO o A led
Iy s8I il 068583k ) Lase acyltransferase

oISl g J g Sl KU (6 gina (B 4 gina 30l ) 2 5a s Allall Al all k]
Lo ae (B 5 5 ¢ s il s8I D ga 5 (52 o 5ol 2S5 j Alalaall A 4530
S S g O3 yadl s zlaa ) &5l Llalae aie (1) 5 (8) Sl A cliag
& sin (3 (5 sina gL ) (5ol eJ s il S 50 5l ge %0.5 5S 5 Gunsouel)
die (V) caDlall 48aa g Lo aa (380 @Ay anll & AFDEN il jalS) g 4K ¢ aal)
oo ad oy e By %00 Sy Cnnosouel 2S5y il Y ) Aldlas
VLD-C 5 LDL-C b sise glis

Aol (8 05BN (5 siinn 8 (5 sie (RlER) 3 ga g Al Hall 228 il Caniaf
Yo+ .0 Ui sotaed) 2S5 pum Lgilabae aay A1 o3yl LY Sl lall 5V
Al 4 (el (o1 sllall) cpall B2 (5 sie & 4 gina 53l ) 481 5y Lo gy 1o Bl
Ganall 2uSEl Agayl Ala g 3i 525 5 k) Ao sana 8 Ll Hlie 2ic Aol
ol Ol (V5T s ) @Y Ol glan ll (8 Can g el 2 € s
Ol e 5 (Y1) Sl alga) 8oy e | pdise aay A1) 8 () 500 IS (5 s
Axgiat (el ol 4ed 30y () 3 say a8 A 8 G B0 KU (5 gl (alid)
Slgay) Cogaal dagi A Sl g il g gVl dans] 8 (ladsl) S a8 S (YY)
(s hed) 2S5 o Jiati A Al CpansS VI sda sl a e (e il (gausUl
aliie 58y ¢(8) SUSH 4T La 138 5 A @l (e () 580 SIS Gl i) ) g0l Laa
(00) Sl ¥l b iy W

o el i gllall (5 shue gL ) 5 () 5aSU SISI (5 glna (aldds) G @81 5l )
Y i lee e il Cpn el 2S5yl ASlgial) 5 BIL I3 ) Al
zl) 3 ) a3 ) Aiaall (mleal 32wSH cay 5 Fatty acyl-coA oxidase

Ye¢



(10)=1F9) Foot o) soall oFo Alsall eyl o glall £ el dsal

LA et e daad 3 gl Sl gy 2 W) A agen 3 (Liidl 3l H,0,
A SU il gl 8 LS e IR (e bl ) ) Ay e A i) Ap2ie )
Ganaall Cla Al e ol 3 Ll g A Akl gl A SUSH i3 Agaall el )
) (YY)

gl AL (13 5l Gl g (8 Al A el il alahy Lagd Ll
Jals Aaall el ydadl) wandy ye¥) Aty Ak Atiaal dguaall a1 3 pa g il
b it (e Siad dillad) n Adalaal) GlLIY) S e dlad) LOIA g & A
G Esaal Ty iise a2l diladl LDA adats dile sl sludall dliaall LA
Al Aadal) A0 8 I8 e 2Ll (anSUl) alga ) Jaiy (5 el sle ol Aillay
e Laa o s puldll s LDL-C 5 e salWIS Lo 3l il gl Lgiadlds (e 29 50 Lae
Asla 7 ol Al Balell iy adalii ) a5 gedll ele ) laa (S TDL-C gend
s gall Jelatl) YA (e glycosaminoglycans s oY oSI Jie ladll sl sl
(YY) L0 luddV A a

e 2S5 Aalill 4 geall e W1y ) Ciysad (A U e el 5eda )
Ale ol A8 jall 84wl e Gl s ¢ gany Lalias Alladl LA 8 63Y) Gagoa
Dl (A geal) Cilaiiall 5 8 sl s g LAY Glaill e Jean g3l Aalill de U
i) Jady el olaily eluelall Al LAY 5 a0 5 LSS an) Laa (5 50l sle )
Axgiual zlisg 5l (NO) - 4licie dllad ddle 5 3 50 Ly oad A (e Akl e )
44.a 5 4-hydrobiopterin (BH;) 2sa>5 Nitric oxid synthase a3l 25
Ol ol el albadll palai¥) o) (e o saldl oSl Gua (Y£) Taclue Sle
128 5 Ol GalA 3L 45 e J8) 5518 (A1 BH, 6 sive apdic (558 Ul
Sl s el LA 33 5all GaanS sY) 538 s NO o 00l (& i laal Gy
" " (Y2) NO Adels o

Lol SLSs e Latl g sand) ele gl lan 8 R85 3 sa g ailiil) ¢y elal LaS
Agaall GlaY) el af ey A KA Ada pally AR Aile ) clucll) Al ]l
gy el @< ) @l el e Aludld Ul sl e dail g Ay il
—0X iy o agill Ll n el ) leadlly dliaiall 3 5l dalaf LAY ~Lis )
skl daaall b gdl) Jaa Al 4y g I LAY 4 oSk Babua GO0 ddaul 50 LDL
LA IS5 e Aadls & 5<5 a8 o3a 5 Apalll saland) Jias 3l 4 5 clay) ) laaey
Loka) 45 5K Aiaall <l gl agili dpanly LA 5 ) saiall il gl eluslal) dliaall
(8 5Y) osiald)l o 583 L ae (3455 o2 5 T-cell Aallll LIS #LAS ) ae 4y 62 )
O aaall 5585 Ll s LaS A i) sy s sale) (e Al g Claalll 0 oS5 Cun
Ailall gaill Julse 5 eyl Jadll Jale s ¢ IL-1B ) cnS sl i) Jie s sl
slolall Llianl) LA jaiadiys yan 5 gai Jule aay 2 4 seall Cilssiiall (4
(Y1) Lile

LAl 5 yan ey Al cias Auall cileeld) ~ LGS 51 o) (YV) Caaldl S5
@50 555l Gaelall el 3ias ROS 058 (e Suad dgile il elulall dliasl)

V¢o



(10)=1F9) Foot o) soall oFo Alsall eyl o glall £ el dsal

slolall dlaall LOAN (o)) LSS5 (e g ey Lae duliasl) LAT DNA (s 513U
O AaS i Adad 5y ) Jle Sl (S al) 2l aplaii dglee (8 508 )50 g
9 33 5 sl Aslall 000 53 ) 0l 98 e n A aie Gl gy (e s KD S g
eSS (8 sananll liaill (o Ala e Ldia 5 4 Sl QY] ie (S ] gaed) AS0)
(O gl (e Gy Lae <l gl sda o Ll dain (ddis o ganISH il g
(YA) Osiald) 5381 L 138 5 LDL-C 3208 J3A (e ¢ spall &3 35 Cagan

A aladiul JIA (e V) (o il e Laai€l dpia yall ol il < ygdal 28
Sl HS 1l 3an =il A dalaall o g all 8ala 2 a g PH Y. 0 oL )50 gLl 1Y)
s ddle ol slulal) dliaal) LT S 355 A Jads 9 5 Glycosaminoglycans
A gl GLIVL LeDlal g ddalaall LYY 8 (S5 e Sl aliall gl LD b
O (YA 5 €) 0 sinlall 5 583 Le ae (3455 o 5 G ) 5V drsna e Jeliil) IR (4
i g Jay ) Ao AL Led Al calay jSidl saasid) kil of gl 335 e 1 gaS
(Osa) aand (3lalia 2ic 4y g yall o gl

Tam il aall ) e a2 sa s Apmpnl) adaliall Ciaa of 288 A< 8 L
6 sl STl e Sad Al LAY Jae culs dan By gla ilie] JSa) & yels
Gaaall oSl dlgal e Aail ¢ sS8 l il sda 5 Al LA o 8
ARy 28 8 el (gl il (5 siua 835 (A (53 Lan ccn 50l 2S5
Osaall 3T ey oaall fi 35 Chgaal ) ybie amy sa g 2SH 3 Js i K1) gL )
Dsdadl A4lled o glia Leinlal pand LAY o2a alasd Can Lae 4080 clie 8 dlau il
Jala Aiall il jall aead Cua g slall Liall 40 3 IO ) g5 138 53 yal)
JIAl la daall Gl s all COlie dllad e %V e Jsae 2K ) Layy AR
pre Al g @y g Gl oda dAnleld sae ) (5352 Sl LA sy (53
oAl il sad wans i Gl e Sz ((19) adll 3 g i KU (5 e e 5 lagull
Aeayl saal dai LAY dudief alaat e Lot )5S0 28 40kl LAY g
B A Ggan e Aail (g sadll LSl il ) seda o Boall ) sdall Jady gausUil
i ) ATP AUl L) b i) i it Lae < paiiall a0 guall cilinias
A lal) Az V) Al w33 gl 8 (el ) g Lee i gl gpieail

2S5 (Pl yeaall aladinly a8l 5B dmnill Ay jall Sl ol 2 )
O3l S5 e Al ol pal) il laty Lagh Ll sapanl) caliall Cdl ¢ g
Lzl 5 8) gall g <l jamiall (5 giuun (o Ol puat 3 ga g il A g STV el ad
) QO gpzandl G (a pal e a5 Sl LA 8 A ) ASLED e Db (g 5lA)
ol el A O AU 2] 8 A Gaan o ac e Lae @l jaiiall Al (53Y)
Caalill 5 583 Lo ae Alile gl 0l 028 ()5S (ge Dliad A gl AWEN (8 (e cilisi g
) (8 e A8 ) A IS Csan e dery GaanS Y1 AB () U (V)

Al o pis G Sad dgan il Gyl o) e bl aS 58 5oV iy Lag Ll
o Db ddaladll GLIY) uSig A e I LOAN ) eela IR (e sdnan]) Calail)

Ak



(10)=1F9) Foot o) soall oFo Alsall eyl o glall £ el dsal

Osalall o 5 S0 L 380 g dda s glall dadall g ditadl 8 aadl il pad 5k
ARAD)

e 583 ae auaSUll Dlgay) Glaal e H,0, Al aS 5 Al jall sda gl ()
O pe lh dlalaall (e Lage Te a4l 13 )ad) &) 4 ganaall Gliadl) il
uasll Qladll sim dgles Jule Gfialdl (o 2aell o yie ) A cpa g 1ul) 5a s
amaal) Cloatll T sels canSliuljall sia o W) aadl Jg i S da 8 35 s
G ) Al pre g Laa g gaadll Ads ja (8 Cpn g piaell 2aSg 3 5a
Clatll ¢ gt 8 (5all 53l g1 e a5 45 <) HyO, JF Dlad (e 2all
(Sipanll

Yev



(10)=1F9) Foot o) soall oFo Alsall eyl o glall £ el dsal

Clgiue o il ela (B Cpngouel) 23S Alaad) Sl g 1) Jsaal)
VLDL-C, LDL-C , HDL-C 45 culay yualSll ¢ KU J 5 i I
AR ()3 el ) aaail) 4o

-:\, \\A. a o i q

~ 2= | A0 ) '
R RN R I
3 |45 3238 2 g | 4 |7
1192135138 3 4 3 3,

¥y 3/ g2 /92| 58 | 5

J g) 45 | 4E| § E

g I T E | =

g 3 =)
1.42 | 12.54 | 16.38 | 61.49 | 62.69 | 90.41
+ + + + + + s
0.02 | 0.38 1.74 0.39 1.91 | 1.65 | 3 kel ¥
a a a a a a

155.6 ]

278 | 1439 | 85.46 | 55.75 | 71.97 0 A dilae
+ + + + + N LS 5 5 Ll
0.06 | 0.22 10.81 | 0.85 1.04 11—55 Gagongdl | T
b b b b b B (%0.5)

(p<0.05) Adlaial (5 gie dic  gina B3 a5 L gac Aaliall Cag yall

Gul_\s&\ Wadl) 4 Jaralls Leie yuaa 2l

Losp 1o bl ey oyl el (8 (%00 5550 ) HHO, nsoed) 2S5 5m A
mwdﬁm=u\qﬁ\am RPN PEIe-T

YEA




(10)=1F9) Foot o) soall oFo Alsall eyl o glall £ el dsal

e Glocodll sl (A Cpasonel aS g pm Aldbaall 3 Cpw 1Y Joaal)

AL 13 ) ) 8 Al algualila il 5 ) 5l IS

) 8 ST
[ Jse g )JJLH J-’JJ @udeé/e‘)bj)sz‘l"‘ EEN
(i s ' Ol | aalaall
G (=0

S [ [ ey | e [l [ e

241.39 | 559.53 | 551.99 | 3.67 | 1.52 | 2.63

+ + + + + +

B e -, - B M
11.51 | 978 | 11.23 | 0.2 | 0.04 | 0.19 | 3k s

a a a a a a

516.86 | 706.88 | 726.80 | 3.0 1.08 | 1.42 | A 4l

4.45 2.72 137 | 0.04 | 0.07 | 1.12 | Cpasoned

+ + + + + + S gy Ll

b b b b b b | (%:.0)

(p<0.05) Allcial s siuse vie y gina 858 in' L3 sec dilindl a5 )
bl Wadll + Janally Lie yune asdll

Lo Te 8ol Lia gy oyl el (8 (1 %0,0 32555 ) HyOp o) 2S5 m A

l.

2.

3.

&cwdﬂm:da)ﬂ\am DA D g

sokall

Halliwell B. Antioxidants and human disease a general introduction. Nutr
Rew 1999; 55: 544-599.

Cheville NF. Cell Pathology. 2™ ed. Ames Iowa: The Iowa State University
Press, 1983: 635-644.

Ross R. Atherosclerosis-inflammatory disease. N Engl J med 1999; 340: 115-
126.

o O s amed) s pad anSlll AV ALE D) jy ame as Ll (ALK
?J'c ‘_g‘J ol ) ¢3S0 :dLa.uJ CL;JJ\ C\)ﬁ\ P "L jad Lfdg...a.d\ ladl) il Elaal

5.

Hassan SM, Al-Kennany ER, Al-Hafez HAK. Hydrogen peroxide-induced
atherosclerosis in chickens: Effects of vitamin C. Iraqi J Vet 2000; 13: 249—
270.

Khudiar KK. The role of aqueous extracts of olive (Olea europaca) leaves and
garlic (Allium sativum) in ameliorating the effects of experimentally induced

atherosclerosis in rats. PhD theses. College of Veterinary Medicine,
University of Baghdad, 2000.

V€4




(10)=1F9) Foot o) soall oFo Alsall eyl o glall £ el dsal

Gaan)) laill Ll pal (88 Cpalig gl i | dlaiae cd Galiyl «aDlall Y

8.

10.

11.

12.

13.

14.

2004 cJaa sall daala s yhanl) Qlall A0S Ay jlanl)
Gilbert Stum DD, Roth EFJr. A method to correct for errors Caused
bygeneration of interfering Compound during erythrocyte lipid Peroxidation.
Anal Biochcm 1984; 137: 282-286.
Moron MS, Depierre HW, Menncrvik B. Levels of glutathione glutathione
reductase and glutathione S tranferase activities in rats leery and liver. Bioch
Biophys Acta 1979; 582: 67-78.
Drury RAB, Willington EA. Carleton’s Histological Technique. 5™ ed.
Oxford University Press, 1980: 129-212.
Lewis PR, Knight DP. Practical methods of electron microscopy. New York:
North llok and Publish Company, 1977: 25-68.
Rice-Evans C, Burden R. Free radical-lipid interaction and their pathological
consequences. Prog Lipid Res1993; 32: 71-110-26.
Berliner JA, Navab M, Fogeiman AM. Atherosclerosis: Basic mechanisms:
oxidation, inflammation, and genetics. Circulation 1995; 91: 2488 — 96.
Harrison DG. Endothelial function and oxidant stress. Clin Cardoil 1997; 20:
11-17.

Glhsine Glo ol oSl el gl LA Guigp iba el ue Vo
A ylandl Aaludll 8 o), S8 Allu el dadl b caall AL, ¢ p6 S

16.

17.

18.

19.

20.

21.

22.

23.

24.

1995 caa sall dadlas (5 skl all 4408
De—Man FH, Cabezas MC, Van-Barlingen HH, Erkelens DW, DeBruin TW.
Triglycerides rich lipoprotein sin non insuline dependant diabetes mcllitus
Post-prandial metabolism and relation to premature atherosclerosis. Eur J
Clin Invest 1996; 26: 89—-108.
Ross P, Frainc E, Hunt LP, Acheson DWK, Braganza] M. Dietary
antioxidants and chronic Pancreatitis. Hum Nutr Clin Nutr 1986; 40c: 151—
164.
Hobbs HH, Brown MD, Goldstein JL. Molecular genetics of the LDL
receptor gene in families hypercholesterolemia. Hum Mutal 1992; 1: 445—
446.
Jialal I, Freeman DA, Grundy SM. Varying susceptibility of different low
density lipoprotein to oxidative modification. Arteriosel Thrombi 1991; 11:
482-488.
Mclennan SV, Hafeman S, Wright L, Rae C. Changes In hepatic glutathione
metabolism in diabetes. Diabetes 1991; 40: 344-348.
Loven O, Schedl H, Wilson H, Daabees TT, Stegink LD, Diekus M, Oberley
L. Effect of insulin and oral glutathione levels and superoxide dismutasen
activity in organs of rats with streptozotocin-induced diabetes. Diabetes 1986;
35:503-507.
Basha BJ, Sovers JR. Atherosclerosis: an update. Am Heart J 1996; 131:
1192—1202.
Ross R. The pathogenesis of atherosclerosis: a perspective for the 1990
Nature. (Lond) 1993; 362: 801— 809.
Wever RMTF, Cosention D, Rabelink TJ. Atherosclerosis and the two faces
of endothelial nitrite oxide synthase. Circulation 1998; 97: 108— 112.

\On



25.

26.

27.

28.

29.

30.

31.

(10)=1F9) Foot o) soall oFo Alsall eyl o glall £ el dsal

Maier W, Cosentino F, Lutolf RB, Flissch M, Seiler C, Hess OM, Meier B,
Luscher TF. Tetrahydrobiopterin improves endothelial function in patients
with coronary artery disease. J Cardiovas Pharma 2000; 35: 173—178.

Vu TH, Werb Z. Matrix metalloprtionases: effectors of development and
normal physiology. Genes Dev 2000; 14: 1223-2133.

Steinberg D. Oxidative modification of LDL and atherogenesis. Circulation
1997a; 95: 1062-1071.

Danial EE, Van Breenman C, Sechilling WP. Corss-talk between
bsarcoplasmic reticulum and plasmalema. Can J Physiol Pharmacol 1995;
73:557.

Minick CR, Stemerman MB, Insull WIJ. Role of endothelium and
hypercholesterolemia in intimal thicken in and lipid accumulation. Am J
Pathol 1979; 95: 131-158.

Sima A. Experimental atheroma formation in the coronary artery of the
hyperlipidemic hamster. Cell Mol Med 2002; 6: 276-277.

McGavin MD, Carlton WW, Zachary JF. Thomson Special Veterinary
Pathology. USA: Mosby Inc, 2001: 221-225.

Yo



