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The use of vitamin ""C"" as antioxidant to decrease lesions of
atherosclerosis that induced experimentally by hydrogen peroxide

in rabbits.

D.S.Diab *B.S.Toma *K.K.Khudiar
*Department of physiology and pharmacology , college of Veterinary Medicine
University of Baghdad
Summary

This study was designed to investigate the effect of vitamin C in
alleviating the changes in lipid profile and the atherosclerotic lesions induced
experimentally by (0.5%) H,O, in drinking water. Twenty four adult males
rabbits were divided randomly into four equal (a control and 3 treated "T")
groups for 19 weeks: 1- The Control group: Which was given normal drinking
water. 2- Group (T,): was given 0.5% H  ,0, in drinking water. 3- Group
(T>,): which was handled as T4, in addition to vitamin C (100 mg /kg/day) along
the experiment. 4- Group (T3): was treated as T, till the atherosclerotic lesions
were established at the week 13, then the animals received 100 mg/kg of vitamin
C daily for 6 weeks. Blood samples were taken at the weeks 5, 13, 16 and 19 of
the experimental period to measure the levels of total cholesterol (TC),
triglycerid (TG), HDL-C, LDL-C and VLDL-C in plasma. Samples of aortic
tissue were taken to study the histopatholpgical changes. The results showed that
H,0, caused an increase in TC, TG, LDL, VLDL-C and a decrease in HDL-C
concentration in plasma. The histopathological sections showed lesions of
atherosclerosis in the aorta as fatty streaks and foam cells. Moreover, results
showed that treatment with vitamin C caused a dereased in the VLDL-C, LDL-
C, TG and TC levels and an increase in the HDL-C concentration in plasma. and
regression of atherosclerotic lesions. Results of the present study suggest that the
oxidative stress (produced by 0.5% H,0,) has an important role in pathogenesis
of atherosclerosis in the rabbits and vitamin C has an important effect in
reducing and preventing some of the oxidative stress changes in lipid profile and
atherosclerotic lesions of the aorta. It is worthed to report that this is the first
study undertaken in using vitamin C as an antioxidant to minimize the oxidative
stress effects of H,O, in rabbits as a model for atherosclerosis in mammals.

Aqa8al)

Joall Lara¥y allall (IS s il gl Cigand le gt L) ST e (saranl) bl 2ay
P Cum G gaadll ans e L laalls Lete Ll () iyl Ganay e lica Lasind)
slegll JAalall Jlaall o 4 seal) calagially 4 glall aileil) culilineg g sinsal oUg Znall ol suall

52



2005 el ¢ 1 asl) ¢ 29 Aaal) ¢ 48) pl) 4y an) dpdal) Adaal)

3iall sanll g Calill A5 aidis gsedl ele sl Blas 8 Al o Plaque) sially e Lo 435Sa
Dy el die G geal) Aalall Hane ol i) Gl

32uS5all Mgally Byall Hsaadl aneli G2l Sl joall ) Al Gluhall (e a2l s
asnill sl o atl of () g Lasl (b sheadl) aas (8O Ll sl dp il
Ligd Dydne amd 0 8yal) (pmu V) Hoda pum ) (5050 (LDL) idalsl) 4861 cld dyigi
zlaadl e iy 8@ Ul canslag g A alill Ql aly ol ULy 0l o5l
Shaalysyall jsdall g b el dlgal) 50 A oiall e il 3 © Khudiar
(s anll (bl

Ao S aalsh Cuy S 8auS5all dgall (e (H202) 2S5 paed) 2 pn yiiay
oA B uSgpm A s ol Tl By sl jsd sl a8y S Bl Hopad ) ol
Sl Al ) age calidig il syall (psanlls A58l 4,529 oy (Lipid - peroxidation)
ali oyal Aga ooy 70 il s oty 551al) el ey adant ) (5350 53 (52T
La )il (e Jaliall s 5yadl sdall BalaS aie (8 b hsd ClisalidllS Zpnalall 500SY) ailge
delie Grand 3 1a Doy caali il 300800 saliaal) clinaligl (ra C (el anyy ¢yl
b5 o) LSl (& Jg sl I (g5inn allis Gupla oo el Lo ¥y QB T 308 Julis ansal
Ois32) s (50 50l e Jany 5008 pile diiimy C gl o)y @) iyl sl
& el BV &Il e st g (Al algallai el 7 L) Al e Slad (el s0all S
0312140 52 Y wilse (5 By (o C el Jamy LaS . ) 500 €5 50 e
Ehaa) 8 dage s s B2 DL 8 A gyall ohal) adas ) Sl
Elaninly Aalaial) clahall o sl 55l aalyall Gabein) Bl s gamanll (bl
Glati ilad)s Baadls al LS 3l Cpmg piell aass pu alasinls Cuih¥) 6 (gariaall liadl)
el sl Caliaill HUT (e Joliill Al o 52w aila 4iiaay C (el alasiuly

Lﬁ C u-mu:ﬂ ?hi ol 4_).1\54\‘\ Mb.ﬂ 4\_3);:\3\ Y HME ({3 Jad 47_119} UP}JJ-‘-QJ‘ \.3“&1):".’ e\ \.\w'“‘l-.’
A (G Lt s sanandl il SBT e i)

Jarll (3 g 3lgal
— 1500) o e Lealysl camgh Al ddaal) CashY) 5580 (e 24 dppatll oda & aadii)
) ;=i Calall; (Pellet) 35S sal) Aadall Ll o35 dunlio Ay g la 8 Wil &3 .22 2000
Auhall 50 Ak e IS5 o Ll (<)

53



2005 el ¢ 1 asl) ¢ 29 Aaal) ¢ 48) pl) 4y an) dpdal) Adaal)

Syhardl A sena 1 U sadll e (A sens [6) gelas ol () Lilsde Sllpall Cu
e Omns el 2oy calae (1) (A5Y) Aaleal) e gane galiieW) oyl el e ()
il 6 le aa Gang gl A gy cudae (24) Al Alleal) e gane «%0.5 5850 il ol
Ll Lo sl 19 saals (asy/mual) (135 (10 a2S/axle 100) C (pmalish Layyas e Dzad %0.5 385
13 s 225 (%0.5) caritll ¢ la poe Cpmgyied) 2S5 clae (34) AW dldbeal) dc gans
Gialoe (el aryy 5Dl oagdl) (andll DA e ganasll bl Eigan (e 2SH &3 Lo saud
6 53dly (a5 [ pend) (15 (e aiS [aale 100) Wajlaie dejmn C el Laglaely cililgal)
el

Al s 45 Sy 4iadlia e 2SEL 2 3al) 8 adiidl) C (el 35 (el a3
(13) NVl U (g ddgac sl

Bre aly agmaseall i Ao Aol ] 8 G gy 580 Qi) (e pall e pan
—: 30 4y pem g€l liasmill e ) cpad (-18°C) dapa 8 Jads s L)

Ja S5 (TG) AN SlayyundSl ((TC) AW J g aad i€l (e S 385 (ald a5 =1
(High Density Lipoprotein Cholesterol- HDLC) Zallall 280N <) A g jll o &)
Alwd) LINEAR 4855 76 (e s3ala 320 sl

Low Density ) asdlsll 4861 <uld dniig pll asa &) Jgpiaal € 5S35 (uld -2
laa Aihalgll AAEKY b Aigig ) a3l Jg il £ (Lipoprotein - Cholesterol-LDLC
Lo el Al Aalaall lasinly (Very Low Density Lipoprotein Cholesterol - VLDLC)
.(14)«ac a5 Freidwalde

@3als (1p) Ao sanall e 2aly il Fomail) 25 3l e lesaal e DG 550 ey
e Ly 8 ganan) (bl Ciaa e aShll 4 Lapall iyl Al 5e ) e il
Agmal) iyl bl e (e g 3las cadaly Ayl gy dpmcaill s dyaall ¢ Lg)
((15) Ayl
=i laay) Juladl)
Two — way Sl cplall dalas glaa) alaaiuly Slaay) dolaall mill) il

<Y axe 43,6 Least significant difference Y ssi=adl (3,45 analysis of variance
%05 (s5iuma e Aysine Uyl Ciyfiels Geadl) g ar Ao sena IS anas palaad) G uladdl
.(16)

54



2005 el ¢ 1 asl) ¢ 29 Aaal) ¢ 48) pl) 4y an) dpdal) Adaal)

gty

S Joofind KU 585 <V ane 3 (P< 0.05) dpsine 300 2525 (1) dsaad) e ek
(Omsomed) 2S5 slanall) 1o degane & dpaill 50 19 — 5 aull 3 aal) LU (TC)
(amanll Cliaill Eigaa (e aStHl 22y C (el sUarall) 32 desana 316 — 5 bl g
il Ay die C bl g pll culael (A g 5 Blasd) i sana pe 43l

palidil Jpean ) 30 desane B (garanll Claaill Sigan 3y C ppalih slac) (sl il
o) e sy (o e A3lhe Apyaill e 19 gl 3 TC 385 N ane & (P<0.05) i
S5 e o Anal 3yl AU Gady Lads a5 Bl e sana Badle ga L Ll
19516 puldd) 5o s 8035 A ssine (mliail ) C pualigy dlalaall ol 38 TC
-(P<0.05) daill (5e 13 gomal) pa 45k

2 LDL-C S5 &¥axa 8 (P<0.05) dgina 53l 35as ) (2) Jsaad) il juis
Syl e A3lie Apyaill (e e G ) Jin Gueldll gl (e le il g2 5 gp Sic sena
Ssina aliad) Cipaa ) (cheail) Cisaa aa) g Ao gana (8 C Cpalingy Alalaall il LS L0
(2) Jsaadl (e Laadly LeS Lja ae A5)lie 19516 (e seu) 8 LDL-C (555 & (P< 0.05)
icsena caill 3 (LDL-C) U fiadsSll 385 < ara & ((P< 0.05) dysine lis b 9mg pae
e s phdl e gens e Lgilie die 19516 auludl 3,

g L)) Sisaa (&t 38 34 de gane Clilsal C el clac) o) (3) Jsaall (0 ey
3 HDL-C Zllall Z8ESH <3 digigpall asnil) Joyiind € 585 <NV ans & (P< 0.05) ssine
HDL- Josind &) 50855 adiy) cpadll s yaisop 510 5 0% oo 4)le daill 50 195 16 gl
ipaill G e B el ad) e gl e 4580 19 5 16 anlay) 8 Lisina g0 3 C
.(P<0.05)

A TG 5 VLDL-C s JS 385 cNaza 4 (P<0.05) dysine 5aly) asas Laadly
20 5 Bl e sane Gl ae A3lie Apail) o pdie B g5 B ga 5 1p e sana
N aze 8 (P<0.05) (gsine paliss) Gipan ) C Gaebihy Alaladd) <ol a3 (554 Json)
ol iy ¢ g e Ale Al (e 19 o) 630 Ao sene Clilgs A Opliaa) DS S5
oadg Lady . pa s Bilaall Jeseae e Wl liega A T.G5 VLDL-C (e S 585
Opliaall DS 585 N ana 8 (P<0.05) ssine (alidi) ga de sanall cojelal cigiall) syl 5l
Apail) (e 13 gl pe Ajlie 19 g5l oDl

55



2005 el ¢ 1 asl) ¢ 29 Aaal) ¢ 48) pl) 4y an) dpdal) Adaal)

—dgay ) ddall

335 0 (30 5 1p) Cmadel 1Sy Alalaad) Y1 55Sh 8 Ayl ddial) ol
Ac sane pe Alie (1JSE) Al e e AN £l die 5o 8 A A ye Clpis
Jals Agaall Clsadl) (re aaall dgas e Luyat aaad) sl Cjad s (2 JS4) k)
Cisan o ST ary ¢ Lidall dgliaal) LDLAYs 2sUadl aldiil aae aoe dile ) Astagd) LA 24,
Al el vl pasdll Heka) (€ el @lld aay Leadle s 30 Ao gana (b (saranl) il
LS (sananll Caliaill T 52 Jlii g Zyiaall il dyghal) LAY 8 41 Cagas ) e sanall
Glilsn e ahie (4 ) yedayg byl de gana ae A)lie (3 JSl) 8 monse 5a
Ailad) LAY Uil cjaad Al dpadll 4lay die e € (palids 2 pull sUarall (5p) e sene
-G opelidl JEN ol ) sady Lee e dinall Clsadl) dga ane

LYY B ) LBy B SN JgpiedsSl 3855 ssima b C opalid il (1) Jga
(%0.5) gl LSy aladiul Lujad sauanl) qlail) Lgad diaatiil)

(St [ pile ) (A g el gl
19 16 13 5 aosalaall
160.0 £ 19.0 | 160.0 £+ 19.0 | 160.0 +19.0 | 150.0 + 18.6 o
A a A a A a A a
3120+ 7.7 302.0+ 9.8 294.0 +5.9 246.0 £ 8.2 1p
B a B a B a B a
130.6 + 7.1 146.4 + 7.5 170.6 + 9.8 169.0 + 8.5 20
A a A a A a A a
170.0 + 9.6 | 236.0+ 10.2 | 358.6 +11.5 3120+ 7.7 3p
A b AB b B a B ab
(Ao sane [6 =llgall sae) @l Uadl) o Jandl Jia 285
caelaall G (P<0.05) (ssine 38 35ms I 3o Adbiaa) 35Sl Cajal)
Baalgl) de ganall (an (P< 0.05) gsine (358 a5as ) Seyi Aalisall 5pmall Cayal)
o33/ e3S[a3le 100 Ciaalid + (s puel) 2S5 pon Alalaall =3 om0y pa Alalaal) =10 Byl =

Comalid (ya Lgndi Ao jally Cilege goand 13 5550 3aus Cing el 2y s Alalaal) = 30 cdgpaill Ay i

56




2005 el ¢ 1 asl) ¢ 29 Aaal) ¢ 48) pl) 4y an) dpdal) Adaal)

( LDL-C) Aalalgll AUl 3 Auiig ) aganill J g ieusl oS Ju$53 ssiona (B Cpalid il (2) Jga>
%0.5) Cragid) S aladinly L sad sduand) laill Lgd Gaadiaad) iy 2
g 3 ¢ 3 54 2 ¢

(il / ile) LDL-C Adlalgl) Auisig ull agadd) J g puead g )
19 16 13 5 aalaall

81.04 + 18,5 | 80.7 + 18.3 | 80.02 +19.0 80.7 + 19.0 o

A a A a A a A a
225.0+17.0 | 216.0+ 17.0| 2005 +15.0 | 157.1+11.6 1p

B a B a B a B a
820+246 | 857+ 223 | 1115+258 | 1153+ 34.0 2p

A a A a A a AB a
7098 £+ 195 | 127.0+ 185 | 236.0 +18.0 | 156.2 + 11.6 38

A c A ac B b B a

(Aesens [6 =cllgall sac) aslidl) Uadll o Jaedl) i pli Y1 @
celad) (s (P<0.05) (ssine (38 35ns (N e Aalisall 5,8l Capa¥l @
Baalgl) de ganal) (s (P< 0.05) gsins (38 35as ) e dibidall synall Caya) o
o33 03S[aade 100 Clialisd +m s nell 2Sg pan Alalaall =25 L om0 gy Alalaal) =10 Bylars = @
Comlid (e lendi Aepalls cilage goand 13 )5e ars (mgsgl) 205y Alalaall = 3 cdppail) Ly i
(HDL-C) Autlal) A80GSY i dpisig ) pgaidd) JgpfieadsS 3853 sginn B C opalisd il (3) Jgoa
(%0.5) Cunsougd) Mg aladialy L jad g amand) quluadll Lgd duaadiawad) i)yl b

(i / pale ) HDL &lell 4555l ol Jg yinnd )
19 16 13 5 paladl
55.4 +1.0 555+ 1.0 55.05 £ 1.0 55.06 £ 1.2 o
A a A a A a A a
51.8 + 0.1 51.16 + 0.3 57.7 £1.0 56.8+ 1.5 1p
A a A a B a A a
56.5 + 0.5 56.7 + 0.5 57.7+1.0 60.6 + 1.8 2p
A a A a A a A a
755+ 05 76.0 + 0.7 56.7 + 1.0 55.6 + 1.0 3p
B b B b A a A a

(Ao sane 6 =llsall aae) ldl) Uadll o Jaedl) Jics 23 Y1 @
celad) (s (P<0.05) (ssine (38 a5as N g Aalisall 5l Capa¥l @
Baalgl) de sanal) (i (P< 0.05) ssins (38 35ns ) e ddidall synall CanY) o

S7



2005 el ¢ 1 asl) ¢ 29 Aaal) ¢ 48) pl) 4y an) dpdal) Adaal)

p3S[ aile 100 Crialis +mssngll 2y pan Alelaall =25 L om0y pan Allaal) =10 Bylars = @

Comalid (e lpusii Ao jally g gonad 13 550 2y (s phagl) 205y Alaleal) = g4 Apaill 4y Mia o5y
aa Ailalgl) ABVSH )3 Aiig ) agadd) JgpiealsS S5 ssienn (B C cpalid LU (4) Jgaa
O ) A gy aladialy Lujad (s amand) qaliadl) Lgd danial) ¥ L& ( VLDL-C)

(%0.5)

(il pale ) VLDLlas &ilalll Zigigll o gnill Jg jiasd b))

19 16 13 5 aelad
246 £ 0.2 247 + 0.2 24.4 £0.2 24.12 +0.4 o
A a A a A a A a
34.8 £ 0.7 344+ 1.0 35.6 £1.2 32.09+ 0.5 1a
B a B a B a A a
24.6 +0.2 246 + 0.2 25.0+04 25.8 £ 0.6 24
A a A a A a A a

25.52 + 0.18 3292 + 147 36.7 £1.05 335+0.2 3(,,

A b AB ab B a A ab

((Aesens [6 =llgall sac) aslidl) Uadll o Jaedl) Jii pli Y1 @

bl 5 (P<0.05) (ssine (38 25ns N ey Adliaal) 5Kl aal) @

Baalgll de gandl) (aa (P< 0.05) (ssine (38 35as ) e Aahisall synall Caall o
o3 038 axde 100 Caalid + s puell a0 Alalaall =24 . o ed) 2005 s Alslaall =1 Bylagus = @

Comali o lasdi depally Clase gomd 13 5e dasy pmgpuiell 2S5 Alalaall = B4 cigyail) Ly dia
lgud Caraioaal) Qi) (B AN iy penlsl) 355 ggin (B C cpalid 15U (5) Jgaa

(Y00.5) O gl MeaS g aladialy Lusad gamand) qlall)

(Silu/pida ) AESIAY by puundS) bed)
19 16 13 5 alaall

1236+ 1.4 1236+ 1.4 122.6 + 1.6 121.1 +2.4 o

A a A a A a A a
176.0 £ 4.1 1741+ 5.0 180.0 6.0 161.1+ 2.5 1p

B a B a B a A a

123.7 £1.5 1234+ 1.4 125.1 +2.4 129.3 + 3.4 20

A a A a A a A a
128.5 + 1.0 164.8 + 2.0 184.0 +5.1 167.1 + 2.1 3a

A a AB ab B b A ab

(Ao sane 6 =ligall aae) bl Uadll o Jaedd) Jisi 23 Y1 @
celad) (s (P<0.05) (ssine (38 35ns (N as Aalisall 5,8l Capa¥l @

58




2005 4l ¢ 1 232l < 29 Aaal) ¢ A8) ) Ay anl) duuhal) Alaall

Baalgll de sanal) (o (P< 0.05) ssine (38 35as ) e Aabidall ynall CapaYl o
ps3fpaS[axle 100 Crpalis +( s paell 1Sy Alalaall =25 . (pmg 2l 20y Alaladll =10 Bylass = (s @
Cumali oo loasdi depalls Clase gomd 13 5e dmsy Cpmg puell 2S5 o Alalaall = B4 cyail) Ay 2ia

AU Bady B phasd) de gana (B i ) B adala 1(2) s S gy Jalea gl U gl B e adila i(1) Js
(40 x) (H&E) WD Jesip Alad)  Jaadly .ggand (13) acal i) pla 8 (0.5%) crnguiagd)

Eobas JAl canl) el el l) LAY L)y duiaal) cldy)

(H&E) sladall Aliaal) YAl Lilad) 2l ade aa LAY

-(40 %)

S Jalaa oyl SU el B e addia 1(4) JSi S m Jalaa byl SM el B e addia (3) Jsi
LOAY 488 Bady Ay el 40y e C oaalidy cpag i) A58l LYAY A8 Baady .C cpaliindy gllaag cpaguiagd)
oS g ) Lghaad ) LBV (e gnadl) ¢ Uiy Al .(40 x) (H&E) LAl alaul

-(40 x) (H&E)

59



2005 el ¢ 1 asl) ¢ 29 Aaal) ¢ 48) pl) 4y an) dpdal) Adaal)

PR RN

Y ama 853l Jyean (A 3 38 Gingsnel) Sy of (A Aabal) s2a gl ekl
3a 5 1a o sane 8 A Gyl VLDL-C 5 LDL-C 5 SN Jgyiul &l 585
CoSI Ala ) e L) 138 s g2 (5 545251 a3y Jsan ) syland) de sens e 45)lia
Had 33005 Jpaan ) egpngiell 1Sy elae] Aais Baatiuall aal 5008y s (s2usll
Ualeals g i) algall mhals i 8 dai ) ol Les clantial) adll (mlaally ool
xSl A ) apan i) il b Jg i S Aeale () ) (ga 23 51 L(17) el
.(20¢19¢18) VLDL-C 5LDL-C S5 (ssise (3o gy 0ys 1285

2 Al asadll Joyiad Sy K Jopind I 585 CVase & dualad) sl )
o caagl lly zlaall 8 (4) SUSI il ae 45 G sl 2S5y 8lanall aaladll
Lladl lilsall 8 VLDL-C 5 TG ilisiuse 530 2ie midiy aall Lapdly HDL-C (55t
Lo i) uaag g 5l Jopiad s aa g ssell 2oy elae) s (samanll Glaaill iy
) G Aiant ] G ) (5355 a3 LDl ASH Jg il oI (gginna

Aol asalll Jg il S 8 SN Jgpiind &Il 585 8 dlalad) 3ol s )
caigl) b byt < Y G 2ed) Sy slaeY daliadl (VLDL — C 5LDL - C)
pabaials =5k Jane 8 Alaalall il 5ol ) 5ol oda (g3a5 38 aseall e . jualal)
oo Wgpaa) Gl Jie 281 LA clin Ll & st Gigan ) ag Ly 512 (17)lays yind)
) B g i inigll A Sl culgigylly ( Lipoproteins) dses &l culadi pll ¢ D&
520 S sanal C (el gt of Al il cayelil a8 .(21) ( Apolipoprotein B
DSl e it ) ) 8 (e GBI £ sauL sananll Gliail) Jpean e SH 223 )35
LS ) 1a 5 8pharadl g aylie HDL-C glii)) g TG 5 VLDL-C 5 LDL-C 5 Js il I
A C el o ) G=liady) 1agd ) 5has 98 (554 53 52 51 a8 Jylaal) b mase
chs Ao sagasall bl Lla e 5yils 3k e LDL-C <V ane (ayids & )
gl a8 PR 5 VLDL-C 5 TG (g 8 (méd e i ail WS (22) o) 4 LDL-C
sauSall alsall o 550 A C oelns of (8) Duell yedil a3 . (23) 2l 8 J gy I
Algal) dalify Jysa 4l oly aall LBl 4 BEISH a5 ( MDA) slgallaigllall (s e Jlad
Olsaadly oLyl Jepind KIL Jall el3al Aland sy sl gauSLl)

60



2005 el ¢ 1 asl) ¢ 29 Aaal) ¢ 48) pl) 4y an) dpdal) Adaal)

il ele e 0.5 % 3S50 Gansodaed) 2S5 elae) L Allad) duall iy adl
& Ampntl) sl 038 () (1 Byseall ) ganand) calaill Eigan ) s 8 355 1a e el
e Ao 385 L aadiud ) bl (e agaell 0l g diiie Ciela 5 oyl
Aol pal) il e ) Ll (ye Db ¢ gapamnll Lol GilaninY (24) il 8 g s oS
& (4) S U8 e cal A G suell 3y Aands (saanll Claill g Caaaial )
Waad of oSay A0 WY1 ) sl sl (30 ads L ol3yall 8 (5) Khudiar s zlaal
Saaly Glpdll (Rslad) WA e ) oluld) sl Ak 5558 of W@l S caall 538
RGAEVI

Ula DA e (5585 28 gyl 5005 5 Elaninly sanaall Cliaill Eilasin) 407 ¢
pnd) (8 Lgtalyy wie Allg sadl Hsaadl ] jase 2ay 40l Cum S g ) Lgtiany Al (ausSEl aleaY)
Gaws 331 5 ol GaaaS W sal) () sall yedall 5al) sa58 3 L s2nSEl algaYl Ala ) sa
(265 25) Dl mlans e 83 gmsall ciliall Japdisig Lyl o Ludal) 4laal) 43kl

sl Apatl) Ay e Gngpel) aS e s C ol elae ) o )al dal o
o8 (S (4 Byseall ) dasmiall daudYl L gananl) (liail) Gl geds e Jalal L)
1Syl cre Aailil yadl Hehall a5 aliasS )50 3 28 C palii o ) gLl
LDL-C 4ol asalll JspidsSy S J pind Sl 585 c¥ave (8 (alissl Jpas Ul
a2y C (el 250l 5558 e Ll Lsapanll (5% saebus Jalsall 538 23 3) (TG 5 VLDL-C
L gy dm dinall Clsailly 458 )l LAY 2ae 8 (alias) Taagl 28 (gananll Claill seha
S Elaaly g i o) g L) (B el aaSsm 90 () candl aas Z 3l e gl
5 32080 alanS 5y50 C palid s of () Wlle WA #)lay Jala oyl iy o) sauslil
ostal) claiind Bk e 1Sl Gpaa and Al Gl e aiSs o) g o (g5l (e
Ol Gllyys (28 527 8) caall 4aL) aua Lleall IV e liall hadll jig e Jee by 5yal)
csananl) Claill A1) Y1 Plaanal g aalus 530S0 slias Jee C (alid

References
1. Chan, A.C. (1998). Vitamin E and atherosclerosis. J. Nutr.,128:1593-1596.
Stephen, D. D. (2001). Narrowing of arteries atherosclerosis, 4: 18-20.
3. Salonen, J.; Nazzssonen, K. and parvianen, A. (1997). Low plasma beta
carotene, V.E and Selenium levels associated with accelerated carotid
atherogenesis in hypocholestremia eastern finnish men. Circulation., 87;1.

N

61



2005 el ¢ 1 asl) ¢ 29 Aaal) ¢ 48) pl) 4y an) dpdal) Adaal)

Eilan) B Cng el 2 gyl S 3V AL Ay L (1998) ey bl ¢ SUSI .4
drala — (bl Calall A Lo)ysni€ Al oz laadl 1l 8 Lunjad (ganaasd) caloail)

10.

11.

12.

13.

15.

16.

e sall
Khudiar, K.K.(2000). The role of ageous extracts of olive (Olea europaea)
leaves and garlic (Allium sativum) in ameliorating the effects of
experimentally induced atherosclerosis in rats. Ph.D thesis, College of
Veterinary Medicine. University of Baghdad.
Visioli, F. And Galli, C. (1997). Evaluating oxidation processes in relation
to cardiovascular disease: a current review of oxidant / antioxidant
methodology. Nutr Metab Cardiovasc Dis., 7:459-466.
Melemore, J. L. And Beeley, P.O. (1998). Rapid automated determination
of lipid hydroperoxide concentration and total antioxidant status of serum
samples from patients infected with hiv: elevated lipid hydroperoxide
concentration and depleted total antioxidant capacity of serum samples. Am
J Clin Path., 3:268-273.
Duell, P.B. (1996). Atherosclerosis with dietary antioxidants: Nutr.,
126:1067S-1071S.
Santillo, M.; Mondola, P.; Milone. A.; Gioielli, A. and Gifulco, M. (1996).
Ascorbate adminstration to normal and cholesterol fed rats inhibits in vitro
TBARS formation in serum and liver
Santillo, M.; Mondola, P.; Milone. A.; Gioielli, A. and Gifulco, M. (1996).
Ascorbate adminstration to normal and cholesterol fed rats inhibits in vitro
TBARS formation in serum and liver homogenates. Lifes. Sci.,
58(14):1101-8.
Lehr, H. A. and Frei, B.N. (1994). Vitamin C prevents cigarette smoke-
indued leukocyte aggergation and adhesion to endothelium in vivo. Acad.
Sci. Res., 91:7688-92.
Alexander, R. W. (1995). Hypertension and atherogenesis of
atherosclerosis, oxidative stress and the mediation of terial inflammatory
response: a new perspective. Hypertension., 25:155-161.
Adriana, C.V. and Mensink, P.H. (1999). Vitamin E concentrate rich in
tocotrienoles and V.C. had no effect on serum lipid, lipoprotein and platelet
function. Blood., 69:213-9
cJiasall drala —gyhand) alall 3SL33eY) Jdas L (1989) (s Baliac VAl .14
Friedwald, W.T.; Levy, R.l. and Fredrickson, D.S.(1972). Estimation of the
concentration of low-density lipoprotein cholesterol in plasma without use
of preparative ultracentrifuge. Clin. Chem., 18:499-502.
Luna, L.G. (1968). Manual of histologic staining methods of the Armed
Forces Institute of pathology. 3™ McGraw-Hill Book company. NewYork.

62



2005 el ¢ 1 asl) ¢ 29 Aaal) ¢ 48) pl) 4y an) dpdal) Adaal)

17.  Snedecor, G.W. and Cochran, W.G. (1973). Statistical Methods 6" ed.
The lawa state university press. pp: 238-248.

18. Pfeuffer, M. And Pittman, R. (1989).Differences in the underlying
mechanisms of cholesterol — and casein — induced hypercholesterolemia in
rabbits and rat. Atherosclerosis., 76:89-91.

19.  Frishman, W. H. (1998). Biological markers as preidictors of
cardiovascular disease. Am. J. Med., 104(6a): 18S-27S.

20. Mangiapane, E. H. and Mcateer, M. A. (1999). Modulation of the
regression of atherosclerosis in the hamster by dietary lipids: comparison of
coconut oil and olive oil. British. J. Nutr., 82:401-409.

21. Elder, K. and Steng, G. (2000). Plasma thyroxine and cholesterol
concentrations of miniature pigs are influenced by thermlly oxidized dietary
lipids. J. Nutr., 130: 116-121

22. Salter, A. M.; Mangiapane, E. H.; Bennet, A. J.; Bruce, J. S. and Bilett,
M. A. (1998). The effect of different dietary fatty acids on lipoprotein
metabolism: Concentration — dependent effects of diet enriched linoleic,
myristic, palmitic and stearic

23. Kovanen, P.T. ; Brown, M. S.; Basu, S. K.; Bilheimer, D. W. , and
Goldstein, J. L. (1981). Saturation and suppression of hepatic lipoprotein
receptors: a mechanism for the hypercholesterolemia of cholesterol — for
rabbits. Pro. Nat. Acad. Sci. USA., 78: 1396-1400.

24. Chopra, M. and Thrnham, D. I. (1999). Antioxidants and lipoproten
metabolism. Proc. Nutr. Soc., 58(3): 663-71.

Ful 1 8 Lty QL) b garmall bl (e 3l L(1978) Lasla 4 ccundll .25
lal) A (iale dag okl ) cabail) e C opalid 5 Oginag p (S o el 58l

- 23is daala =gyl

26.  Schreck, R. Albermann, K. and Baeuerle, P.A. (1992). Nuclear factor KB:
an oxidative stress — responsive transcription factor of eukaryotic cells (a
review). Free. Radic. Res. Commun., 17: 221-237.

27. Henning, B.; Toborek, M.; McClain, C. J. And Diana, J. N. (1996).
Nutritional implications in vascular endothelial cell metabolism. J. Am.
College of Nutr., 15 (4): 345-358.

28. Parker, R. S. and Sabrah, T. L. (1995). Relation of vascular oxidative
stress, a-tocopherol and hypercholesterolemia to early atherosclerosis in
hamster arterioscler. Thromb. Vasc. Bio., 15: 349-358.

29. Frei, B. (1999). On the role of vitamin C and other antioxidants in
atherogenesis and vascular dysfunction. Proc. Soc. Exp. Biol. Med., 222(3):
196-204.

63



