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iy . s AV diall aaall g 4 Hlasll 3ol Adad g6 ) ) g casall (A ek

s i) b 8 Lay cauaall 3 s AY) i ga sel) e 2l ) aly 2% 3 DHEA

O 2=l daa g se el )15 (Ao Bliadl 3G 1) 90 DHEA canly (5 s sl

O sSae g 8 s el 13g) Apmdall G gsall @il i Cas ) 8 Aalai¥) 5 gliac Y

8BS Ol 5ai (8 s g ) glae (L) () a8y g panll 208 e L )23 J85 S5 ¢ LA
( Poretsky et al., 2009 ) el ddasi 1

G V) llel) (pe A48 gl 8 ae Ly LI slae 85 gl ¢ 50 sgd) 138 )
3] ae Jladl g LS plulsl) elacall aaadl i g 17y 50 Wyl DHEA casly 5 ¢y sl

LAY cliag



e 4 sa gall ol LAl Jadii | ranaall 8 Sy sl 0 585 (e Y g 5se DHEA ol
a2zl g s slad dpubuall s ¢ cpd iV 4 il sail) Jale adais oanall iy s (5SS
(Senetal .,2010) by ) a8 55 Julis 5 4 bl

W Llis il g i SU (pe dSiEall ALl SRl o gsased) o) WS

anti- Sl salae sy Gailhy Ly Slesl il e sy gl

Maninger Jage delia )3l &35 anti-oxidation 3283 3bcas s inflammation
(etal ., 2009)

The aims of study 4l all (e ciagl
T e w28 \ae? de g Parasteron allad jloal VATl A jall Caags
s gl ol il ommy A o AL sl W) sl 8 ) 5 Sy ) (ol
2o AU Al Al ) glae Cadi g Al
Lipid profile .Ch.TG. HDL. LDL. VLDL, 4L&ll 5 aall ;) 9n
GSH 0585580 38 555 MDA (4 5 3leasi sl 5 55 Jama Sl s
.(NO) Nitric oxide s ¥ xS Je

Gt g pall g aa gyl (Jse pa Qb gle 38 5 e

O N T N

O o) Jiie e o550 Imunohisto chemistry 4. aladiuly Ly
Al Aleaall LA S ER

S5 4 gadll dge g¥) g QlEl o e o i 48 aas .6
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2 yall Ll il

Literature review

Atherosclerosis ¢l ) lald 1-2
oy Ao ) Ol (8 el LS G 3L 5l s 1 all 2y ) 5 Gl
O Aol Ay sia ) s ga sl il giana s LI (5% ¢ pand) a2 8 g o (A Eaadl)
(Wong et al.,2020). ) i) ala sl e ) Yia y Jiiss
b il oS s Gl A Gl Gliat s ASlew e (g ghatl e Al
oae @y b Ley ddlinal 4y seall Ao Vg il (il el ol s elSI ) yiing g
eladl) (al ¥y amall GupEl) Gages ol Gl (e ey el Gl
.(Pahwa and Jialal, 2023) (%&bl &3Sl Jia) ddile
dale Gn Lol Jaee gl oy dae e s Gul 8l Qlial (i e 2
. (Benjamin et al.,2019;Knuuit et al .,2020) alladl J = <)
Mozaffarian ) allall slail apen (8 b gl G (0 s la (A apall i
Allad) elail maan (8 Lsin add (5177 (los 3lay 8 aalew Leec(et al., 2016
. (Rehman et al.,2021.,Shahjehan et al .,2021) (Qammar et al.,2020)
Jae aly Gus ¢ G dale (3L 51 L ) Lo Aile o)) Al il jeY) Jiad
Sl e aall Akl (m ge e silay palll (a all G SV e 409 s i)
Qlall il jal Hehail Hhd Jale s Hdse ¢ (Younossi et al .,2016) (NAFLD)
Targher et al ) bl (ol YU LY Hhad e a3 4l dyseall de Y1y
(.,2021
* (LDL-c) 485 (midie Jaall J e oSl 5 pall Jaria g 185 )5 )5S slall i s
Land) Gn A8l (0 50%5 40% O Lo dau i Sl AEBEN Al eVl laall Jalse
Gl il g saall sl lay (Christen et al .,2019) 4 sl Zue g¥) 5 Gl gl jal
Ll Al 8 s paie el JIa @l any 53 Las ¢ ol il Jals dausll)
(Ahmed et al .,2020 ) 4sias clayd J&&5 5 aal)
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Category «isiaill 2-2

s ye e Db il Hall LY a5 adse (el o Gl A Qlial Cainal Ky
bl e ((Rafieian et al., 2014 )b b Axilill cliiiaill Jodi | (a pall sk
omlal e Sis A owl &l Gl (CAD) Coronary artery disease: 2l
e i e Oml ) alial s ) Al ey aally QI dliae (o225 Al Al
peripheral artery :(amsall GL &l (i e 5 pall Fleall (g2a8 Al Aglad) Gl il
bl Aala 5 el Y1 A ol 8l e S ) ol 8l las (PAD) disease
Sl ST g Qe Gl e S g Gul 5l Calua 1es ) Cml 3 Glai
Jalsall o3 (Jadki 3 2oyl 80 (bl Jal yo s, anll 3
Al (S cAag il (9 3ady cAadalll dag gl (4 S35 ¢(3_Suall Al yall) dyiaall Lo shaal)
(Rediiall dla_all)
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Complications «Uslaal 1-2-2
( Pahwa and <lld 3 Lo ddlise Cliclias ) ol il Claal a5 o oSy
43 (CAD) Coronary artery disease Ul gL il (= Jialal,, 2023)
@MY il Aliae JBlie (Al 4 58) il diae oLiia) 5 (Ll i all) 4 jaall
A et A Sl Lol (a e (pa) 38 (alial) Gy Qi) dlae Cania)
ol Gl all (a ye deles GG i transient ischemic attacks (TIAS) 3_xle
o all) A el LYY Ay 5 it s oS el Bl B ) 2 - (PAD):
L gadll e V) 2aa e Ol oal bl Al jass ((@al i el Gl LY
(oY) laad Adaall A5 uall (3 3a8) e b s (LeaY) Jlas FLaSH 5 Cheaia) (5 Y
Signs of occurrence & gaall cladls 2-2-2
Dseh o candll (53 Bae Dl sin Hlae o Craay Gl Al lial ) gl Le Wle
Cliat Gl el Jedi 8 clagslll Goa 51 Gl pal B S Gaal Gy Jia ) el
(Piechocki et al;2024) L W ol yal
. (CAD) xall ol 5l 4y paall Al -

(PAD CAD) usiiill 3 Guan -
. (PAD) & ol bl ol udi ff gladl A a0l -

S ) Ll (e 8) @lall e A aa gl 8 LS o Cama f s -
(e Laall 25|

(p) Jars ¢ il aall lada plas -

S KU iy s plis ) -

Ol o ALl 8 (s 58) Adana dady -
(Jal die) ClaiV) Canan -

il €1 15515 adll i Uiy} Jie) Letallaas Shall Jal sl Sedll GLESY) ey

Sl Gl 3l bt gl el sl @il G i (Al Jgedd) s Aandl 5 uiill 5 (g Sl 5
Jias Jie) dpaaiill & LAY g ddadaiiall dplall Glia gadll a3 ¢ Cliclias Gigas jlad
Sl Jas Dnet 5 oyl il 3 g el Y1 LA 5 il oSl Qi) ilalaiia g oy sal
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Al IV 5 ccpaall e e DY) callamly Al o jlatll A slan s o anall 3R] AUaY) (Jie)
Gl lalie e aally Gl il aliad dalleal | Jolil) geill Ayl il sSa (3y50¥1 J sy
. (Baysetal ,,2021 ) & sadll & 531

2=y (Partida et al .,2018 ) 4 aall Asdlly ¢ Q) dliae cLiSa) &Y 4 Ly
e 4 geall Ao gW) 5 i) ial el (g sal) adalii )l s ke o gaall g5 SISI g il I
OSay 3 (DA delia 8 Al i b bl ¢ a8 Js sl o1 aey g LS ¢ pall 8 4t gl )
@ Ve e se sl Sl g0 5 e JaSS s Ao Bl (e dxgial LA aaeal
G el Gl Balall J g yiead oS dmy g Ly )35 anead) ) g g WIAT) mren (A 22 g 9 S gaal)
G s el s Aygltall Galea¥) Gy 3 Loy G gl pudll Aalll e dagall Chlay g i)
(Nelson et al.,2017) 4 5 il
Complications of atherosclerosis ¢l ) clal cliclaa 3-2-2
Lea ¢ Lhall (i yre Aledl) & casaill mucan anall 3 Sl g Ao giall ool 800 il dags
dgaal) Lo il J 2% (Shah,2019) el kY5 ¢ Leall s Qi e 5 65 4y ] e DU sy
Gl sll) o3gd a puall (83l 5 ¢ 3 hpan Clag b g Gl ) alial () Ly )i Gl ) () jas A
e ge Ao il slll o3¢ 4y yuall il gall daialy ¢ paiagall all Lalad (g2 dyanaall
ol slail 8 i Al Syl (Herrington et al.,2016) obdl sl de ju s
el Alae liia) ) g3 ¢ z0le e & g ¢ Hhadll Qlall (i 2l selad AUl Ll
&S 5 3w . (Janjusevic et al.,2022) L 4z, ¥ Al (MI) Heart attack 4wlall 4, 51
A0 el dae oY) 5 il A e ALK Clalanal )yl 30 caliatt culay 1)

Ol ) bl s (A pladd) Jal g 4-2
Risk factors that cause atherosclerosis
Age edi4-2-1
Lsadll Lo V15 i) il pal Lbad iy hd Jdle ga eall i ol
e gY) il giae B gl LoxsS gl Adda g (aliaily dadi 4wl st
bd e Jiie JS4 a8le gl daliall Gl Gmy o) daisall (e LaaBIS 5 4 ganll
. (Tyrrell andGoldstein.,2021) el ol Gleads
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Gender  (uial) 4-2-2
Gierach et ) Ja_ll (e J8 4 seall dae Y g i) (il jal (e sluaill et e Llle

b i il elliay 53 Jla ) ie (Testosterone) S ¢ se_edl s (al .,2009
lail Al ((Plagues) clagslll caw i 33k jg pall (8 Al sasall o gadill 40aS 30Ly
Estrogen oseos o=l i A 50 2 eludll die bVl daud a2y ol Al
.(Auda et al.,2021)

Smoking (waail 4-2-3

Enzyme Nitric bl Jady s (8 sSaill aians ¢ ol ) cabiail (53 8 Hlad dale 52

(NO) byl aS o ZU) e Jlay 350 o) b il auSsl a3 (eNO) oxide
L) STl dleal) e 2 s ¢ Al o sVl il sl

<3 o4 Free radicals 3a 553l (ROS) 3_adl Hedall Al A gam Julb
LDl o cull a0 W aliil s oa AN LA @ b ddagi e e <l g il ellics
Clall Giasg 4y Lagi i Ale (soa 5l A 3,0 o il A A ja A gd ¢ Y]
M5 ¢ Bya ysda iy il IV iy (5 AY) iy jall 3 all ) sl aales cllidl
.( Digiacomo et al .,2019) Ll L3AY Al coy Al Al s
Diet and physical activity =~ (A Jlailly ) alsil) — 4-2-4

gl Jie Gnl pdll clail jlall dol e a8lis il L) el (a5 o) (S
e Aaxka¥) Gy ssiad sl sabs ¢ Salls ¢ Js e SI Gl slaa g caall larua
Vg G A gatall g dradiall G gaall g ¢ 5 il SN g = Da¥1 by Sl (e dille duis
e andle s o ualis Gul pall et e AN (S Al Cleatl jlaall Jal e 2l
.(Al-Sharea et al.,2019) dualy )l 4 jlea 5 Saall HUaill oA

Obesity  4iewdl 4-2-5
Aallaia) sl Cus ¢ Gl R8N Glialy & geall Lo W1 QBN (il s LDl age e
Land) (Y aphall 55l 358 auall ALS jlige ol Akt IS 10% dpaty (alaSY) dlal
Oe wis Ol A 3L (M gagi anall A Ol 08 el ol Gl lpala,
. (Barrio et al ., 2008) —lwill ilac
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Cholesterol J il sl 5-2
el Gome b T anall LA (8 a5 () sl Al Apmad Bale s 5 i 5S1)
Cad gy (Al dutief el 8 dege 105l aaly 4V andall anall 22 (555 m sag
Lgliall aleal) Z U5 (O sidll s un g i) Gsasn Jia) Glisasell any
e alaie ) cpannt ) cpe g () Jgyind Sl sy (- Craig et al.,2023) aagl) dlaal
A Grg ll Jsyied S (Huff et al., 2024) s s yae o3 alas Al clisig
Ji e Jssae say "l Jg jind K1) sy fale 4] L&) :(LDL) 48USH (média
LDL Jssiud sSI g paild @l 1) eclly may anaadl LA () 280 (0 J 5 yid 5S1)
Sl i) 0psS5 J) sa Lae coml 230 oo (B SIS O (Say 4l ) (5 ma B

Ay gadll Ape g¥) 5 QBB Gial yal g Gl 31 laty aY) lad saly )5

Js d &l sy Cagpaall ((HDL) A6l e Jaall ool Jg el S
80 ALt s aall (5 e (e I s i S AD ) (e HDL s ind 58 ae iy "ol
Go Amdi pal) g giaal) Jagi i anal) (a0 1a s 4D oy Cua sl L) A
Gl el Gl Al sl AaY) Jha Galiaily (HDL) 2l Js el S
o Al g5 s (HDLs LDL Jysiwd € ) ALYl 4 gedll dae Y1
JsY) el 8 Jasy 35 (VLDL) 12 &USY (addie aal) (i 5 5l J s sied 5S
Oo Axdipall by glsall a5 aall (gyme A (Ospall ge AT g sh) AN () saall
Lsedl)l Ao Wy QBN il el AbaY) A 3 Wad VDL Jsied <

. (Nicholls et al ., 2011)

Al aal ey oY) shad Gl Lo 15l dpmall J g yiand o1 O e e Jaliall aay
Gl sisall il () (LDL Jssiad sS (o dadi jall Gl siusall 223 Apelaal) d5Sll
) ial el s Gl 13 bl A 1) ladll Jalse o (HDL Jssial S (o duaiiial)
Uaddia oaa Sl Ui gLl Jie alall Jaa cObaed ae b o (Say A sl dpe Y
Qi g o oaa )y Gle Bliadl g alamily Sl Jalial) 4 jles g Al gatiall g dnpdiall () sal)
&5 LDL bl Jysid sl by sise (ada e o sasll @Blginl (e aall 5 ¢gpail)
«YW sy A Ghodeshwar et al., 2023 ) . HDL xall J s i < <l g
Gladia s PCSKY ilhasia s col jiall aea cillatia g ccliiivdl Jio 4y 9ol Caa s (Kay
GsSEY Ladie Aald oy K11 il giie By} (A sacluall gyl KU Galiatial
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L sional dalaiial) 408 pall 2et A8agiacall b giuall (3aaail 408K Waas 5 3ball daah il yuias
a5 s A gedl) A Y15 Q) Hlalia auil Laga 1 el all el LAl JBIA (e s i oSU
.(Chhetry et al ., 2023) z 3=l & ) 3
Aadl 5l daie sliay 4y 55l 5le 4 ¢ Al ailla 3 Gy HygO oo A jall 4iaS
ize JSy Jsasll 8 LA B (ST elall (8 Ll Q8 e i SI | (31l
G5 Aglall Cig 3l 5 ¢ ALl Jsalllg ¢ a8 slSh g ¢ V) 8 Lyl olsall Qi
At
) ) b ] ) 4d gt g Aualuaia) Al g g ead oSl 80 4007 5-2-1
The mechanism of action of cholesterol and how it is absorbed and
transformed into atherosclerosis lesions
3 paall dandl 228 3l 5 el i) aliat il dad & Lada 1750 J gyt 5SI) ey
Ay a8l Ol (A Jouied S o815 Jaall A1 el Gl Hl) sl
i sl KU Galiaial (Kong et al., 2022):J9% (e @l Ciany g 48U dpleily)
e sind Sl daxka¥) dala s A aladl A (e Js i S e J sand) oy
b U _sinad 50 aliaial s el 35 3 jman Al gl () 32l Fmaiiall () sa2l) (e il s
Osaall Jan Al Jaal) g ) il e s ecilip S gL 8 ATiad S5y 5 A58 claaY)
Sl e e JaS o) S ) (5 pme (B J s end sSI B oy | all (5 ae e A5131)
2l gl ((LDL) AUSll (mddie aaall gl Gl 6 ey o nall (gl
LDL Js i sl (HDL) 4GS e caall ¢y 5500 5 «(VLDL) dbadl 4361 jaisie
O ) pam Gll3 b Lay ¢ yLal) Ao 1) g siaad K1 assi 1 B 50
Al ba) & Gl lial slat & (Y1 8 ghadll A geal) Ao 5Y) Dilday Ailia
caall Jaxaa i ) @lld 8 Loy cdilisie ol s sy dhaad () Sy il 5 ¢y seall e V)
osel N Pladh sl sag Sl g Sl g i SI g )l 5 (paaill
Gty il S0 W15 530l ) AtV LD sy Gty s e
onl ol laal dgUall caad dalial) Jals oSy 2l el DL J s _yiad oY)
iase S Lol Lee o puSilly 30aSY) Jie «cBlaadl DL cliia aads
o B35 sall dpanld) LI alig idy o0 I LA (65 ae Sl Aol 50 (aliaial
LA A I LA 0585 ) o33 Les 5auS3al LDL il Ja ol o301 las
@bl @iyh oo Gl Al lai skl sl O gaally ddeas o3l (A 48 )l
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sladall CMliasll LOA ST sy coanSUI algal) s e Gl i)
Gaall LA 5 ma caila e 458 1) LIAD) oS 5 (s rdiaall aghadldl () G
sl & Agaall Jashall Gl p30 Jlas Jaky duas Jaghad 065 ) ela iS5 oLl
Angslll 0 sSE Aag gl gt e (Y1 Als all Jiaiy el Gl ) leal
il ) bt sy o ) Aiaall Ja gladll ) ol (o Sy el )5 30 qa sla ki
pae (535 O OSar A A3 B 5i5 o saallh At B i g ¢ &l elhaiy et Al 5 sl iKY
el Aliae cliial Jia ol duile 5 Al Culaal ) iRl g (3 gl g dag sl ) atal

(Voet et al.,2011 ) A leal) &3S0l 5 (Anl8 4, 53)

Lipid
droplets

" ) Scavenger
Monocyte W receptors

Lumen 8 Intima ‘
Epithelium Media Adventitia ApoAl

ol ) et ABY Ay g 51 LAY (B g sheasd o801 NIl (i (1-2) SN
. (Chistiakov et al., 2017 )
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* . S W . .
. (Virmanir et al., 2006) ! &l i da gl ) ghi (2-2) Jeil)

Total Cholesterol(TC) A8 J g A 6811 5-2-2

Cuai (a8l aaliy Sl 8y ¢ J i SI zla) LIAD e S ] (S
s 8V (e Lol Je a Js il sSI e (Hong et al.,2020) (Jwad) gLyl
AasSl 5 Al 5l ualiall g Aaphaiig cLiall A gpu s (8 &l Ly 5 ¢ LA b 3l il
e delal)l e sl 4al Jy il oS o) WS ( Chakraborty et al.,2020) _AaY)
<l sl M s yid S J sy (Luo et al .,2020) s slad) eliall Cilisi s g (e e gana
Lo BlaiaYl by La Ol 8 daall Gl gl (g s (sSaS LBl oy Al g yid oS
.(Subczynski et al.,2017) & sl 4y jlanll oy saall il Hlad & J 5 il oI (38
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Triglycerides (TGs) A ¢y gal 5-2-3
s5 o (LaglS 5l Arpdiall ) daplidll e Aiaall (alea¥l (e iy ja 3 Ly ) oy
dxnls O3 a5 (TG) 4806 (a0 (S (ester) i) Lyl gy ddad 53 asl g (s
A slall A8l oy e AN () aall Jaatic OladY) ava 8 (Laufs et al.,2020)
/ o (40 -150) O sl 3 adsaill 38 5 Gl 5 g5 ¢ plaall o paall )
intestinal ) 4 saall 3Ll (e 2325061 ( Chylomicrons) <l s S bl Jaad ¢ jilaa
Osall ASl (e @idall (VLDL) desy Wiy dba s (TG ) 486N 4l (tract

(VLDL) 4l média JSadll s 0l (Lewis et al.,2015).Lal (TG) 48Dl
(Chylomicrons) <t s Sasl<ll A(TG ) 483l ¢ gaall et oL daiiall oLl
(Peng et al.,2017) ¢« 453 & saally dusd) diaall i g jull ot ) 58 585

Low-density lipoprotein 48Usll (addia Aaall gl Jg il 5-2-4
(LDL) cholesterol
J s 581U Sl = A daaW) (A LAY 25 35 8 LDL J 4 sl sl ddpda o)) Jiais
At Ao 4y o jinall e ¢ Lo Ol plie LG aladiuly Jal&E g el day dag 5 Al
G W3 Ofis sb (0X LDL) AU (aidie suS3all Sl oyl o qls
s 05 Ladie ¢ Al GLEN (a e I gam il Gul sl sl g Gl el
e daal s il ili Ll o5S 98 | DL iy jad ddlidall alaa¥) diadl 4 el 58 55
.(Chunta et al., 2020) (! ) ghai 488

High-density lipoprotein(HDL) 48Ul e Aaal ¢igal) Jgius oS 5-2-5
cholesterol

ClE ) Badae Sl ja oo Adiadll Gl pll ¢ AUES Y peall Saall ol
oS Al (ApO) daall calisi g nll (pe dae 5 Al 8l ¢ aall g paldl Jg yiead oI (5 S
oe ooke 8 HDL .( HDL) (oot La 330l (& aidda g9 Jiaall (i gl 0 sS4 )5 puia
Dy (Aally s Jladll 5 g Al 2l ) ddassall A1 e 200 311 J 5 e 5SI JBie o 580
daialy dnle d8e dua | (Xiang and Kingwell,2019 ) wall J s siwd &I &)
i) aal s o) yhad 5 aall 8 ALK e Jinall pi g ll g _yend oSU < s G
.(Zhang et al .,2019) 4.2\l
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Antioxidant : s3«sY¥) Qi 6-2
¢ e soall sdall dpa 8 ) Gl e LAY e Jailad Gl ia ce soke A
24l | s Ug iU 3 all sdall dlliags eyl clilee ge oanla i (e 3 ke 3all ) 53all
¥ ) 32uSY) Cilabiaal Liala Gl Ul g ¢ Axiae maaiy 3ouSY) Gilabias e AN Ly yi))
L 32SY) Glalias &) g3l aa) | 4le da
e 8 ) BasY) Cilalias anats
Al Jala 8 ledee (g0 5 Ledlaiaal oy 1 elall G 0l sl ALY
Cgle yigig Al jlaa J lglaial Qo saall 8 ol sall ALl)

Heart tissue il gl 7-2
Aplal) Aliaall LIV (e 0 5S O ) sall Dlea (8 (b)) guaall g8 )

dania (al il dau) o ddayl e de it ddalade WA e 3 ke Anldl)l dliaall LAY
raladl) | Guidl LYY dal e 4 sadll ca sl s e sas ganall e g giad S
il Al LAY (e 488 ) Ak e oS Q) e Bae ) AL g aledl
A Al didall e Sl ol Q) Glalea iy g QlEll Caye Glay a5 2Ll
i) g abiall gill (o (S Lemall ) salill (o 4y gial) A8ally Wiyl 48 5 jaall il
(Ripa et al .,2024) 4,5l de Y15 duaall
Vascular tissue 4:gedll & ¢¥) dadi 8-2

e 3l ) Qi e 13y S all aall Jasd 3 5a0 Ao o e kel i) 1oyl
c Akl A clids SO e S8 ASpew dlme ) ja agal auadl (e ddlida
plall anil) (e A8 ) A8k g Aiadl LAY (e ¢ 6S5 ) a1 A8k Tunica intima
i 5 elule ddime LA (0 486 Jan sl A8kl Tunica medina : 4wta sl A3,
Tunica Al ) AR ol ek s 4 seal) dae 5V 348 aidaii o Wghue A5 Ay
dgile sl Ao Y5 cliae o (g giad calin g (e 43 5S4l 4 Al Askalladvection
A saalll due Y15 (sl sle sl jlan (g3 A 5yl 4 sall due Y)
. ( Takahashi et al., 2015)
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Hormones «lisa gl 9-2

oo Blially ¢ Al aal) adail amlaill avall 1 5k AtliaS 3 se A lisa gl
e LAY Dpde ) JYA e il g ¢l (gpma g LUl DA e aual) B ()l
Endocring ) slawall aall sl (e aual) A& Gl ga el 58, Led 35 dall 20al (e L@l
aneall Adail g ¢ JHSE 5 ¢ gaill Cillee 8 oSaT anal) eladl paes ) (SyStem
Pituitary 4w&ill 3axll5 « Hypothalamus el st Lo ddhaia cllly 8 Loy ¢ Adlidl)

48l 3ally «Gonads daluall aaally cAdrenal  gland dkSl aaal segland
«Parathyroid glands 4,3 jls axl 5 «Pancreas Sl s «Thyroid gland
Slo Lol bl oda a5 G sasn JS Aalds C e e Aiagiua) LA (5 i
(Knight,2021) alall Jals 5l 4lal) b
Lie¥) (mlea¥) (e Al Clsasell 0 A Aty g lsi A I U eyl anitig
<Peptide hormones il lise @ <Amino acid-derived hormones
. (Albrecht et al ., 2003)  Steroids hormone s s iud) < ga el 5
Adrenal glands 4Bl 354 10-2

On s A RIS S el (8 i (KAl A3l 5 jia 822 e B ke Ay ksl o)
Sl i) e el aelud ) il gasell U e A gpuae A 5 slanall 232]) HUss
sl Sl Clgiey aall b adaii D 8 Laxe dege ciilhy sae e Jalisll
glad 5 4y sl 8aall 5,58 ¢l e (e Al anall () S5 a8 olall 5 bl 31535
Js i sSI Jia Ol ge a Ay lasll 3221l 3,88 =35 (Xing et al., 2015) . ksl sall
AL YL 8L aoal) Dl RhS 3 Jias il 5 i) Clilee L Lega |53 canly (53)
el B Sl il s b oSl g e liall Sleall dee slal 8350 )
Gl s (e )15l Gl e pall Jaria Gl sisay oSal) b acluy (sl (5 i salYl
Ol ol )5l 5 il Ha) A HlaSl Barll (i Laby | asall A o i gall 5 0 503 gusall
SV ) IS8l e iy 5l el ge i ) Jad 83y asbasl JS (JleSiaty AN
8550 ) ALY ¢ ¥l Al o ety (o3 gl Aigmall £ 3] ) ) o liaall
saall g o I il Al e SN i (Dutt et al.,2021)  lill il jum de
125 DHEA Osep DA el jline Ul g 4 plasll saall Conacal jlige 22y 458 )
.(Johnson et al., 2012) 48 ,all <l ylhasal (e ¢ gilay Al GalAlY) 8 laild o 5S
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sl slaily s Al sdandl e elail a5 jladie Blalie OB e Lages callis &y 1Sl 50l
mineral Al Sl J38 )8 Ge Alssae 0585 G Zona glomerulus dussl) askial
Zona fasculata (- 48l dahiall 5 Aldosterone s ¥ (4 Jie corticoid
Zona retecularis 4:S:al) dshiall 3 Cortisol Js s8N Jie 4y Sl bl jdal) s )

.parasteron st Jull zU e Joas Al

Steroid Hormones 4 g i) <l ga gl 11-2

I G an 8 age 50 el BaEra G gaall daae Sl a g g it LS e (o
Sl sae eliae ¥l and¥ly LAY Caills g wilail aveall 6 el a¥] (e winall Ll
5 (el b s HIKI 88 N A ) A8 Gly g ) i s Caial
e 4y gedll 5 sall 8 LBl a5 ¢ (Aapdiall 5 il a3al) e 8 ) dpuia Gilay g i
Gk oo WIAN L daa o sl W 01 Adle Doy g piiad) Gl sepell aali 3 ¢ dalall
alifise o a3l 31 () ga el dima JUEEH 2% W ¢ o 3 sl & Aisma ilisi 5y Jali )Y
Gasd MRNA  glatinl e derys ey 53l DNA ae 2aid 31530 daby (alaldl
3 a0 5SE Aoy 5 il Sl se yelle(Cole et al .,2019) A%k silall & 3l ) Jadl)
RN alelY) A g 5l wll (e dabaiel s s Js il S e At
Alal 5 Aiaall clisi o jll Aald COLELL Jib Al o slall oLzl (3 )l e Endocytosis
e Al s e gaiad Al a5 Low-density lipoprotein  (LDL) 4Ll
.(Guyton and Hall,2016) Js_jiwd 51l

Malondialdehyde ( MDA) sl AU gile 12-2
3 ise dlainl g ¢ (saall 3auS) dulen] Al 8l 5 dpeal JEY) hsdl MDA Jie
saliaall ey 33V dandii e Jamy s (STl algaDl 5 jLa1 5 308 55 amy @iy 3 5all ) saall 22y )
Il Jiall (al el (e aedl 8 Ak Gad pall iy sianall aalus SN dle dpan 53 40 5208
1Sl a3k el g ¢ 35l 3aly 35 adll Juae (8 Adlal) iy sl SIS
. (Abdelazeim et al ., 2020)
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Dehydroepiandrosterone (DHEA) G5 13-2
¢ A kS 22l (8 Lk B ) em anandl o)k s e O30 R 8 Ol Ll (550 8
LS ¢ G g i)y (5 s sl D (8 Lay ¢ AN Clisan L0 (8 (5 el 108 2ol
e g ¢ enll a3 e L )23 J8 5 ¢ & Sll) (e Sae G5 b adall () ge el QL sle i 3
Abraham ) hormone anti-aging 4 saill slcaall ) sa el (camy 43 3051 Al #3MaS
( parasteron) J axdieng jeall 2380 S e g sasell DL slse (2835 (et al .,2013
« (Donato et al,2015) 4a 3.8l dadlsal 4k dday (52 @l @i Lo Ale JaSaS
4 ksl saall 3,48 Zona Reticular  ASelll Adhidll (e o ) JSG3 O gael) 128 5
- 05 el 3 g 0aleS 5 ] oS (e (B ) & Laall g ALl sl J8 (e JB) IS i
s ol (3didl) 14-2
Dehydroepiendesteron hormone Biosynthesis
A1l 3 58l sl g gasell il A HlaSl saall o 38l 4S50 Adhidl) (0 (DHEA) il
o Adaal) saall ke il e 5% A (ACTH) Adrenocorticotropic hormone
Gonadotropin-releasing hormone (GNRH) 4wl sasll 4ga sal ) jaall () sa el il
. (Risto.,2006; Bernhard et al , 2016 ) Hypothalamus leell s (e 3 ya (53

(ER) (a9 siw) Jiiway (Dehydroepiendesteron)ase s 48e 15-2

Estrogen receptor Alpha and Estrogen mas iu¥) CObiue (e gle si llia
gl Glilee et e cpas i) O 9e 8 Jesy Cus (ERa and ERP) receptor Beta
<=l classical estrogen signaling <=l Jluall J3A (e gene expression sl
palic o aleliiy Jatually adals )l 48 jlal Lasi AoVl e SN (8 Loga Lin gl sud 1) 50
aalill A8l gall A Za8) lEStrogen-response element (ERE) « =i Al dlaiuy)
dua 5 uY) Glaliall ey parasteron  osen <l Target genes ddagiuwall ciliall
N a5 OOEwey Ll HY) e 508 ga e g i) OBt A48l Cona (o ddmal)
Lo Gl s Jagd O8I (a5 W) Gy o Lo Llle s ¢l (S
Osaa Lin ( Chen et al .,2005) Jduituell 48l e W) Jiay (o3} (5 g i giusll

(Traish et al., 2011) cp> 5w O3 Ll )W dle 44l dllia (Parasteron)
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Anti-aging properties 43 sauill slaall ¢ ga gl gailad 16-2
Jui a3 g Ll e Sae g (B G s s )2l ol 5 ueall Dpalall L gl i 53
G s (5 i s 30 ol o) 5 e Ol sse (ledll G ) iy | jeadl 238 e Uy )
WS A8y (COLanll aaa (alissl Jie anlly ddag el A2l Ol il 8 aalae Jale
e da Al saline cilladia s el () s sell adall JEY) Caaiin gl 5 ¢ Gl 0¥ Cinia g allaal)
{(Fontana et al., 2010) diawll 5 Gl pi loai dallan g celiall Sleall jinal by yils 5y )k

The effect of DHEA on (E2) Omassiad) o DHEA Osarr »8l17-2
estrogen
Per ) cukall g laiil J L 3 58 JUA (aldasVl (A Gan s 5] () sa 8 Gl sie Taii e ke
) e uall @llia (K15 ((Menopause) okl o s 30 558l a5 (menopause
(DHEA) Csosivsoxil oal s oden Osep Leia Gons i) (s5iwe by ) a5 S
GlsY) (2 W i (Seall (e ) dmnlall Glisasel) e 2 o(Traish et al ., 2011)
D dad e e 30l (S5 dgaia e Gladle Sl (Baalie 5l s IS8 e Ueliaial

.(Cadegiani et al ., 2020) ¢.s_xia siaill 5 (a5 yin¥) Jia 5 AY) Gl sa gll ams )

The Biological role of DHEA hormone O3l (A slenl) Jgall 18-2
zual ¢ anlly Lo je (58 Osegdl 138 (mlaad) ()5 1934 ale (sl 128 i)
O3 (2128 JaSaS dalasin) (g dpdall VAl (e de giia 95 S de saaal 23l 0 DHEA
¢ A yaY) saniall Y Sl 8 A8 pauall AsalSal o) 0 adladin) Loadl (Says b dbay
o emiall & ohll e AL ol g J8 L )X a5 5 1o &5 53 1) aey DHEA il siase (bl
el e 30-20 (0 Oseoedl 13ed 39 by e Jaaly eally anill SIS A5l glse il
Osad s Osasel 138 o) J sl (e Ua 5 (Krobath et al ., 1999) (=leai¥l @ oy o3 (e g
SN 53 3 peally a3l ey IS (il g QLA Al ja 8 4T gl a5 5 Cua QL
AR Gl ) jeall Caatie 8 ) oV dsenall dsall e al Sl bl ) e

(Danille et al .,2017) 358l 5 (2l £la¥) 3 SiS) (alddi) sa () sa el 138 il sise A
5ophad (yal jels Jai e ()5 A plasl Baall 8 4aliy) (il o) () g ed) 138 L e aliss)

Alzheimer disease ol 3l (a3 rheumatoid disease 4w yiles il al wl Jia
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Abraham et ) 43 3.3l (sl .l 5 cardiovascular disease 4 sl due ¥ 5 il ) yal
A sana 4l (58 ) Sy DHEA Osesge g2l o) Sl ol e aaall ciidl ¢ (al . 2013
JPOVEN| BV ON CH [ bl N
Immunohistochemistry Uil 4awi) sl 19-2
ellaal LAY & sl ol gl ) sl 8y )k oo ol S el A8 8
lase diay g ¢ dall Gl gay 8abicaed) alua¥) dalis ) T 3a sk e A gual) o) & ) AauaY)
L 51al)l Gl diacadiall gy ) @l bl paas e Jany @A) il e 4l Jee
LAY (e £ 53 aaat g WAL eyl gl 5 <Proliferation s stall cacliaill Jia dagall
( Ramos and miller,2014) o) s¥) Jia ) piall Aaui¥) 853 52 gall Gl Lalall e
83 92 gl Biomarkers 4 gl SVl iy pa g el 5 0 sgda slac] 8 408l 238 Jaaind
protein sseie) (s sl ) seaal Hiise ellacY Gla¥) o S 8 Gl 5 AV
Gub 3 A 38T () (Kay salaall pluadd Jelss dla Differentially expressed
Jeldll 3isy s3I Peroxidase S sl mi Jie il dbiaall aual) Gl 31 Leias
Direct method 3 _dluall 44 Hhall 4l s3e] (U6 Hla cllia culal JSG 5 ¢ o5l i)
Al s Abs e 48y )k 4 Primary antibody 15¥) dbaall auall e adias
a4y yhall | 3 pdlall e 48 plall ae 4 HEaNL Aay ju g Algs 48y Hha LeiST Baliaal) alusa W) 22
laga iS5 dulia JiSI &8 I o) A8 Hhall (WSe o <5 Indirect method s_sluldl e
.(Ramos- Vara ,2004) ¢ #&l) diaall awall lgaladinl e lalaie]
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(DHEA) Dehydroepiendesteron s 20-2
: 58 (DHEA) _lial JSLasll olill ) )

3-hydroxy-10,13—(3S,8R,9S,10R,13S,14S) dimethyl-
1,2,3,4,5,6,7,8,9,11,12,13,14,15,16  dodecahydrocyclopenta (a) phenathren-
17-

DHEA : se 4l 5 jadl ¥l L
C1g Hpg Op 4 4diliasll dapiall

. (Aldred et al ., 1999) le ladic) s DHEA O seed (laasl S il Ll

=
i’ -
s
tastry b gl Ot sulp

DHEA &5a88 (Aasll qus 5l (2-3) Jsall
(Aldred et al ., 1999)
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Materials and Methods Jasd) (& sk g 3 gall

Materials

Gullil) Sacadl)

Jaadl 3l sl g 3 gall - 3

and Methods

Devices -: 3 3¢a¥) 1-3

A4Syl g Laiall Guay dlaxiaial) 3 3¢aY) ((1-3) Join

-

as il Laiall

Bio tek USA

Her mile Germany
Germany | Micropipettes
DaihanLabtech Korea
DaihanLabtech Korea
Mettle Germany

Canon Japan
Diahan-lab.Tech Korea
MELJI Japan

Human scope Germany
UNICCO, TM U.S.A
Olympus Japan

IBYESY

ELISA System /micro plate reader Jle=

center fug Sall 3kl Slea

Micropipettes

Digital incubator 4als

Digital Water bath Sl ales

Hot plate ~ 4idlu dsiia

camera Digital &) S
Electric oven S o8

| alS 53 g
sensitive balance usbuas o)l e
Rotary Microscope ) sall &)yl
Light microscope (&9 jes

Ooloo~Noglr~w IR

10
11
12

Materials sl 1 -1-3
4 il g Liial) oy dlantiocall <l gaY) (2-3) Jo>

PLgRA| Lasdll <) o) -
China China Gastric tube g3l ol 1
Medex China Gauze Jild 2
Therapy Iraq cotton (skd 3
China China Baker A 4
China China| covers Slides aals ) &)y dske ) 5
Nunclon Denmark plaa V) daliae 4851000 <l 5 6
Gold star Jordan Gel tube 7
S.I.E. Pakistan Dissecting Set g i sac 8
London England bigben )~ 9
Mehco China Glass slides duals ) @il b 10
Germany Micropipettes micropipettes <uub 5 Silk 4ale 11
Italy Italy glass, plastic insulin ¢ suil (ilas 12
syringe
Mehco China| charge slides & yade daala ) &) ) 13
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Chemical Material 4t 3 gal) 2 -1-3

A il g Liiial) oy dlantiocal) AilianSl) 3 gal) (3-3) Js>

-

as il Laial) Baldl | &

BDH | England Xylene Gl 1

Merck | Germany Paraffin Wax ol aed | 2

BDH England Hemotoxyline ¢pluS 55 law 4ava | 3

Eosin (pus¥ldna | 4

Bio system Spain | TG 4550l (sadlly TC Jypiud &SI paise | 5
HDL-C Sl ddle ig sl o sl 5

AVONCHEN UK cholesterol powder 35k Js il S| 6

Mercky | German Formalin 10% o, 8 | 7

Cal biotech | USA DHEA-S  sDHEA  (se» piisae | 8

Elabscience China Estrogencss s siw¥) (s 0 paiizac | 9

Dako Denmark FLEX- i) celiall SbeasSl jnaill 2 | 10

BDH | England Ethanol S deaS | 11

BDH | England Chloroform  a,sis,58 | 12

USA Sigma Nitric oxide a ¥ juasizae | 13

USA Sigma GSH 058l Sl juasisae | 14

USA Sigma MDA uledliglall jasisae | 15

USA Natural Dehydroepiendesteron (DHEA) s« | 16

Methods Jesd) &k 2-3
Experimental animals 4 a3l <l ga 1-2-3

el (9 -8) Jleely el (il )Y Gl (e (20) dpadll a2 (8 Caeddii)
ol 8 gy Alaall BluY) e W3l d 3 6 2 (2000 -1500 ) Cm e s gl i
BoLi aldY) Cad i o)) el aaald dalie Sladls ASahe diaee dpdag) Gl ASiWDl

Al 3 gall o) 8 AaUail) s sle e g, Lie sl < e G Jaiad i) (sl
da, dals 4 jide Cag plal il gald) o3 Codl ¢ o3 S dala/ Aapall LS )
14 5 5 gem lelu 10 @) g5 Al 2l 520 Jsh Laplall selay) Ciaaiely ¢ o 25 5,0 a
slall culacl s concentrated pullets JSoell Gl e d8ay Lehdas o35 oMU 4ol
0.5 Lised cae ja 3 Gl e e W gla (e U G sl Gladle cuhely 6)a b)) saa
O sa) B2 Ll gaall S 55 Al ALl dusad saal g el e 511 1 3 (@moxillin )a

.l (n 3
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~sdarinall Jliall g G ga ¢l 2-2-3
sl 538 B Jantia
dehydroepiandrosterone  ( DHEA) ) Ggusiasi) (ol g oulgdll ¢gam -1
gl Q) Jlaids m il &3 NATROL 4858 J8 (e S el (S i)
sl slaall pms  Las anlal 6 83 ((a28/ae 2) 4oy ((Gastric tube)
hie el / e 25 8 (50 mQ) 5S4 ((1Tablet) Ol (e a5 (a8 I3
.(Obaid.,2016) Distal water
Cholesterol Jgsims ¢s11-2
& (AVONCHEN) 4S8 J8 o UK) &S 5a¥) saniall iy gl 8 il
Gl He e ot 985 oIl (w3 / a21.5) Js i 5 Ll dand s g sl
(Nelson et al.,2017) <) saall Leay a3 &3
4l araai 3-2 -3
4c sane S lgn 5 a8l g0 g aalae dmy )l (I dplaadl il yY) &L e 20 e g
PR PO PP PP WY W R AU PRIV TRLITRENY
sl3ally L &3y saliieY) sla) cie a il 5 lasxe 5 G1 JsY) de senall -1
5k Ao senaS Cradiiud 5 ()l siall
sda 1.5 e o) sial o380l Lidas 5 i) 5 lasae s G2 . Al de sanall -2
eV e a2 100 IS sk s sd S
sile 15 go o) siall slially Leiasis o35 i) 5 laase 5 G3AM de sanall -3
(#35/22) e s DHEA Ot o sliall e ol 2 100 ISV 3k s sinesd S
iy DHEA Gseser lemad ais il 5 o s G4, dnl il e sanall-g
(paS/ee 2)

24



Materials and Methods Ja iy sl &gt

:(1-3 Jsd) AV bhill) 38 g jadl) sl
NS Craaa - Ay ol

Olss (20) ‘%MJ
) toalaa &)l a8l 519
4s gana J8I 0l g2/(5)

l ! 1 |

G1:5 rabbit G2:5 rabbit G3: 5 rabbit G4: 5 rabbit
CoNtrol & b is s Aalzall 4 garall Aalrall 4o garall L gad Ly a5 a3 4 gana
#15) g slally Lga )25 ag o s A o<l o J A o<ty O3 R (a (piS/p2) @
) o€ 100/ o 1.5) 6100/ o 1.5) L Parasteron
(s15) G 9R g (513)
< Parasteron
L gab (a2S/a22)

fob) o Bl il gaadly dpauail) aay

! 1

Aol el yaml) Al o

&Lu\ Qu‘gaim-\le?ﬁ“,\m

I
| ] |

Aol @) ) A ya Julieal |HC 4485 ¢ jal ‘
4 gadll Lo ¥ (e g8 Azall LA e ER g sia)
sl g i) g 48

Ch , TG,HDL,LDL,VLDL,NO
GSH,MDA Dhea-S-,E2,Prog

42l ppanal il (1-3) Jsd
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Blood Samples aall «ilie3-3
Jsh &l gall a3 525 33 Heart puncture »_»8be il (e aall Glise s
Slo ssind Aald il b el o adl) wa s el (e wulad A s A0 any 5 JA
4383 /3,50 3000 Ae ey 5 38 el 2kl e daud 5 il Jhad o5 jiadll dasle B0l
. lulll aladl el 2 18 -5y daja 8 4adl & Jlas) caliis 438 155
Al dnludl) jlaall Ll
(TC) A i SI 58 -1
(TAG ) 4528l gl 38 5-2
(HDL)(LDL)(VLDL) 38iSH 4l duisi ll o anll 58 55 -3
(NO) ulusS 5 & jiall 2y 33138 55 -4
(GSH) 058l S -5
(MDA) gl sllall 3 55 -6
(DHEA,S) Uil (ol 5 )alell e 38 -7
(E2) Gans i) 5a 2 S 53-8
(Pro) sy sl Ose 4 3S 5 -9
Tissue sample collection sy} Qe xex =10

Total Cholesterol (TC)al) Jeana (& J g g1 528 5 pa853-4-3
Akl Wy dpe WY A3kl aall dias (8 Jooad S S50 el
255 Cholesterol Esterase dissi e 44kl 28 adiad 3} (Allain,1974)
J i &I 3080 e Sleay )M Cholesterol Oxidase mils (02) CuauS )
Hydrogen ) s ( Cholest -4en-3one ) V) Js¥) Jelall dagi o s<iall all
4- Aminoantipyrinel s Phenol Jsall ae Jelity ,aY) 135 (Peroxidase

WSy o4l 25 quinoneoimine ox! GsiS S Peroxidasem ¥ 29 s
;3 Yol b e e
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Cholesterol Estrase .
Cholesterol Ester » Fatty Acids + Cholesterol

Cholesterol Oxidase

Cholesterol > Cholest—-4-en—3-one+H,0,

Peroxidase

2H,0, + Phenol + 4 — amino-antipyrine » Quinoneimine+4H,0

Jaal) 43y
standard L&l Jslaall ¢ sample dusll & lasl) i) GG alasin) o
S Jsasll s s ((blank) SN

Jadlaall Blank Sample Standard
Sample 10p
Standard 10p
Blank 10u
Reagent ( a) 1.0 ml 1.0 ml 1.0 ml

Gia ey (A g bl Jslaall g 4iall M reagenta = 1.0 ml ol Waasy
Bl 8 o Laamyy dsie 37 Aoy Sl aleall 4 3y 5 osaal G i lam Jilladl)
3xy @l g sils 510 o sall Jshll tie i punll Cililaall Slen Aan 53 Lg) dpealiaia!
S A 5 el pbar
Gl 53l g KU J g sl 5SH 5 55 Ol iy Cilibeaad)
Concentration Mg/dl = sample xn

standard

I
bl Jslaall 38 55 2 5200=N
diadll &a1 44 puall Lpaliaia) =Sample
. ookl J dlaall 43 pusal) dpalaia¥) = Standard
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triacylglycerol (TAG) 4Gl iy peanlSl) 58 5 pads 4-4-3

Fassati and )aa hal 138 5 daey 31 48 hally AE0EN Cilay jull 3S 53 0 o
daan (A 53 5 sall 40N Sy Kl Jy st e 48 Hhall 038 2aia3 3 (Principe, 1982
s oml O S ) Slay 1Y) e 20 3 5a g9 Al E3lelal) e dAudi SR (e Al
A eSe il b LS 5l

Lipase

Triglycerides + H,O——=—— Glycerol + Fattyacids

Glycerol+ ATP—Serekizse _, Glycerol - 3- phosphate+ ADP

e me P Dihydroxyacetone
phosphate

Glycerol-3-phosphate+ O, H,0,

Peroxidase

2H,0, + Parachlorophenol + 4 - aminoantipy rine——————Quinonea min e + 4H,0

Janl) 43y ks
standard (~Ldll Jdaall ¢ sample 4wl oo LEa) canlil G aladdul &
AU Jsasll a5 (blank &8

Jallaall Blank Sample Standard
Sample 10u
Standard 10p
Blank 10u
Working 1.0 ml 1.0 ml 1.0 ml
reagent

Jslaall s 4l N Working reagent Jdeall dslas (e Jo 1 cancal Loy
37 @JJ.I ‘SBLAS‘ eLA;“ L; é:\\ﬁ.l 5 Bl Cimang g \J..)A d.\nAAJ‘ G g zﬁg\} Ls..w\.ﬁj\

a5 505 o 50 Ul o peml) il e Al gy FpealctiaV) 8 o5 ¢ & s
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+ 40U sl (385 45NN G saall 3 5 il s Silleaad)
Triglyceride concentration = _sample xn
standard
o=l slaall 58 55 98 5200 = N: o
. draall dal 40 il dpaliaiall =Sample
- o=l Jslaall 45 sl dualaia¥) = Standard
HDL-C 43Us! Adlal) 4uis g sl o gad) 38 55 85 5-4-3

A 1Y) 48 il HDL cholesteroladisll adle 4y o jll a gl 3 55 a8 o
Eoainy) Bl ey e 49kl o3 adixiy (Bursten ,1970) dd k! g
s il Jalae ddlialy @l a5 aall Jucan (83352 5alls VLDL 5 LDL 5 (R slSl))
& lial) Ciaia g Aalanll 238 (e LY 22y 5 Sliall Jeas I Precipitating reagent
e g 3 05 il Adee an U Joladl o) Lo (5 3Sall )kl Slea
sa2ll (10 Reagent A sl aladialy 4 J s sied oI (5 gie el Sy 3 s HDL
Js i Sl (5 e a5 dualsll
: Laa (i sha HDL cholesterol os sivwe i 8 Jeall 48 )k (el sdaal) 44 4k

G -1

Jslae e Jo 0.5 Glaals @lliy (350) el ) pmadl 55hall o3 Crendiud
dan A 53l d g s 7 g pdll dae 30 Ja 0.5 ) Reagentl < il
4382 /5553 3000 Aoy 3183 10 52al (5 3S yall 3kl Sleas (A pada sy o ¢ A jal) 5 ) ja
HDL cholesterol 4xS i -2

(iS¢ il Jglaall ¢ Rl A LR ol A3 e Janll o

Jdlall Blank Sample Standard

o B Jslaa n0.5
sample

Standard u0.5

Blank n0.5

Working 2.0 ml 2.0 ml 2.0 ml
reagent
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A lua s ey oDle) 5 S A3 Jdlaall ) Reagent A (e Je 2.0 <anal laday

o) 52 paliaiaV) | Wadays (553 37 5, a Aan Ll sleall b (33835 sadd oS 3

Siae 5ili 510 sall Sl die i guall Gilalad Slea

: ) o 5380 e HDL cholesterol S 5 clua o3 jbibuad)
S.HDL-Concentration = sample xC.STD x2

standard

SR
50 mg/dl iy sl Jslaall 408 =C.STD
Precipitating reagent s sl Jale aa z el cadill Jale = (2)

(LDL) 48U ks o) A g pall 2 gl 58 55 oS 6-4-3

aladiuly Libua LDL-Cholesterol4dUisll dilal 5 dyisi 5 jall o salll 38 i s &
: * (Friedewald et al ,1972) (Friedewald equation) 4lalxs
LDL=TC - (HDL + TAG/ 5)

(VLDL) 1 AHESH ik o) G gl p sl 358 5 ol 7-4-3

Friedwald et ) J8 (s 48 ua sall dalrall Jlo dlaic YU VLDL 3 55 ol o
VLDL = TAG/5 (al ., 1972
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A9 garsl) g gadl) -4
Glutathione (GSH)pdll Juaa (& (150 5l8l) 58 5 il 2-4-3
(e daidl Moron <edlS A5, Hha aladinly aall Jiae (B 0 50 SN 58 5 a8 o
(Moron etal ., 1979) J&
dadiiocall Jallaall
solution sulfosalicylic acid <llsdbu bl ads Jolas -1
obidl eldl e il 100 A clluals dludl sl (e a8 4 AL sy
REN i | BELENY
solution phosphate buffer <ilaw séll (5 jla Jslaa -2
oY) Lumys (0.08 M NaHPOg)s (0.6 M KHoPOL) 7 seasy
8 e s Hagl)
Moron s se <ilS Jslae -3
Bl e ae 0.00396 4L Jdse e 010 S)h ey
ahiall J daall e ille 100 # 5-5 dithio bis 2- nitro benzoic acid (DTNB)
Al 8 CaslSl Jaisy
Jenl) 43, 4k
Sulfosalicylic asls Jslaa g ol Jian 0 il 5 S0 (150)ssie pan z 30 - 1
%4 S b acid

(382 5 3201 2883/ 3553 2000 Ao (5 38 el 3kl Slea aladiily il )l Jiad -2
ol e illle 4.5 Ll Caal g e SR o gl () ) ) e i 5 Sile 150 s -3
B 5 sad el g ¢Jge e 0.1 Moron
5412 asal) Jshll die Jgall Culall Slea aladinly Jslaall Lualiaial) ol 5 4
Ay Alslaal alaiuls adll Jama 8 (0 55 KD 5 55 s
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Absorbance = (Use /50 5080a) Ol s 3 5
Eox L

Eo =13600 M -1 CM -1
L =light path (Cm)
. el Jas 2 Malondialdehyde (MDA) uigllaigliall 3 5 pa&s 3

Thiobarbituric acid (TBA ) &l stin )b o8l adls Jeld 44 jlha Cuadial
sl Jia 3 Malondialdehyde (MDA) el dlall 38 55 (gl A& jlall o8 covs
e oll) ading 3 dlasll 03gd | i o) slse day s R BauS) dglaal il il il
(TBA) g ezl sllall (s Je Ll
.( Buege& Aust, 1978)

Lariiaal) Jillaal
(TBA- solution) & sl )b sl J slas -1
S Al gl (e sille 100 (A TBA ) 33k (e a2 0.6 3L pasy
e die Jslaall 138 sy s (aadll e Q) aladiuls Y 52 0.05

Trichloro Acetic Acid (TCA-solution) LSl A3 Il (ads Jdaa -2
83le (e a217.5 4L pmany 9%617.5 J oV 38 Al ¢ 38y Jslaall 12 joany
(e pe 70 4L sy %70 AU 385l hiall sl (e yille 100 2 TCA
ALY el AaDBl & Laday g ¢ ladal) clall (e yille 100 (8 Lgsd 3oLl

Jarl) 43, 4k
OS54 TCA Jslae (e de 1 4l liay s aall Joaan (e i 5 S9 150 35 -1
% 17.5
e sle (& i) Cuastis lans = g el A TBA Jslae (e sille 1 aliay
A88:]5 3.l
el s % 70 5S5% TCA Jstae e sille 1 Ll Calimy g Gliall 255 -2
A8y 20 82al Ay 5he 37 Ax
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(8 5 Bl 5 4383/ ) 53 2000 de sy 5 38 sall 2kl Hlea aladindy )l Jiady -3
sl Cldadl) Slea alatiuly e il 532 (a sall Jshall dic dualiaie¥ 6 -4
A5y o) s MDA (5 sie sy
e 53 532 e Al dpslisil
Absorbance X D = (L,/d s ) gl gllall 35S 53
L xEo
s oAl
L = light path (cm).
Eo = extinction coefficient 1.56 x 10° mol™ cm™
6.7 = 0.15/
1 ml vol.used in Relf = —asasll Jalas

Nitric Oxide — abwsSgl el i) ag 38l a8 5 pafd -

el il Akl s

i sy diall ANO i aai o3 -

S Ayl By e Jeli aladiuly ¢ i) Jaill miie ((NO2) il s -
.(Green et al (12)) Green

Jiss Jslaa s (H3PO4 5% 4) %1 aedililes (e viv Jagls ddlia) sl jlataly -
aladiuly yie il 546 ie dpabaiel) Gl a5 il 1 %0.1 ol A Gl
16 _tsal) llibaall 2l ((=NO2) Cy fill 05 Alb 2ay o5 5 gacall Calall (e
NaNO2 alaaiuly o 5lis) a3 ol aie J3A 5a <NO
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il ga gl 58 8 Ll 6-3
Akl do aldeWh Geep IS ALl (Kits) Jddaall sae aladiul &
alaiuh JEnzyme-Linked Immunosorbent Assay( ELISA48 5 aall dpcliall
< shall cy jal s Laidl SWIY) Axiom Minireader ¢ s ¢« ELISA Reader Jlea
1Y 5 ol sae JSI A8 gall il gladd) e alaie Y ¢ sapa IS ekl

Dehydroepiandrosterone (DHEA-S)<U ga ¢l 58 5 al#1-6-3
Ay @l shall ¢ Ll ( DHEA-S) 05t S 5 el &

oanidll 3ac aa 335 3l wells il (e cosllaall sasll il

and el Jhaall cilive 5 Zpnld@ll Jlaadl o IS e i 508 10 ddlai2

5 hadl

Boin IS I Ll ) ga s el Al o 1Y) RIS e i 5 S50 8Ll

Ani-Dhea-S antibody-reagent sbcae) awall i8S (e jid 5 K50 dilzi4g

o8 IS

5shall o3 8 o all JLS) agall (o s 318210 32l z 3all o3 a5

& 254 2l 3 ) a da )2y 438 Baal g Jall (a6

DN UL ISLEP R SRR PN IS

bl slally il pe &G iall cilug -8

38 JS L TMB 83k e Jid 5 ,S0 100 dibal @8- 9

88330 saal 48 jall ) s da ) da 5 deall Al gall e 10

Bt I8 Gl Jslae e il 5 Se5 0 d8lialy daey 3Y) el il Cala o511

JA2450 nn >4l Johll Jde Elisa Reader e e dpabaial) 31 3 -12

o Adaniial) Aslaal) e dldie YU bl Cuws g @Y Jslae ddlaaly 3318310
bl il

34



Materials and Methods Ja iy sl &gt

Estimation of Estrogen hormone ¢ua saad) (ga8 385 (i 2-6-3

Aaldll asdll sae Saead ey N il shall elal ans 1Y) Gsaa S5 Qi
DB O3l
db i) e slbe (A Jadl ) () ga e Aaldl) daledll Strips (bl dda il -
Il Y] ey dalas dagiiay sllaza jis 10 (00 0S5 3 0l
Ose A Jsay Al Liled (S A S0 dalall (8 dledus TIPS -
L ual Jgal i)
Dhtall eldl (e Jo 3 Adlaaly pas (A J a1 () g e Al 3okl Jolaa -
LG8 10 320 AS i
2laaiudl ala sa s Estradiol dilution —esasl) Jslase -
82 10 33al & ji g latall lall (e ale 2 Ailaly yma (53l Estradiol calibrator -
il a3 5 _laal) il 5 a8l Ranai )l Claglaal) o (s siad dald dllay -
48 e gl yha e A Gl Dlea (A aa i oda 5 J sl S (50 0 58 5 palad)
Sl g gl S sy

Lalall (andl) sae jagad aay AN il phall gl Cpa g Y] Gsas S (el o

2 Ol

A gl Jaall il e

el 2 pamddl g8 A M/ Al pms 1 -

e 5 aand) Jsle s ol Jslaa s e Ao (K1 anl 5 Gobgill A, aladind 2
Sl paaddl Sl 8 lgaias

e Lo Aalall paall 85 jlanally bl Jslaall s Jiaall due (0 o 100 s -3

Strip osball Jay

g 8 5 el Al o Jleadl nany s Slanlls Aalal) i sladl ¢ -4

AL8) 45

A aa) 53 jal Lellantindl (Y Leia paldill g Slead) (e 3da )Y &) ja0u) - 5
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Estimation of Progesterone hormone ¢ysies g sll Gga b 38 5 (uld -
83 Jleaiuly (Aufrere, 1976) 4kl By (s i sl G508 S5 (uld A
Do 0sSE Al g caws Monobind A8 (e 8 eaall Jasdl
. (96 wells) microtiter plate szl -1
(0,0.3,2.0,5.0, 15, 30, 60 ) 3:S_slls (vials 7 ) bl Jslaall -2
.Estradiol Biotin Reagent -3
.Enzyme Conjugate o\ y8Y) a3 -4
.Substrate Solution -5
. Stop Solution Jelaill ey Jslss -6
. Wash Solution Jual) Jslss -7
Jeall 43y 5k 1 Y )
Y Al dall sl Jlaall (e 508 5 IS e il 5 S0 25 lay — ]
dagiall (e
Agdiall pdall Al jall ad deadll Clise (e il 5 Sile 25 ddlal ) Al
.l mea I Estradiol Enzyme Reagent s 5 Sile 50 <albay — 2
3l 30-20 sl S asieall & 23 -3
. Al e I Estradiol Biotin Reagent i 5 Sile 50 <ilbay -4
A 30-20 st S dngiuall o a3 5
L4885 60 saal 48 ) 3 ) s As jo (B (paniy ekt -6
a5 S 350 <l e 3-2 Juaad) J slaay Anpiiall Juas -7
. Al mea I Substrate Solution Ui 5 Sile 100 sl -8
L4882 20 52al 4d 2l 5 ) a da )3 A (s -
Stop Solution &Y Jslas e il 5 S0 50 Adlaly can 5V Jeliill by -10
i JS
.36 20-15 &
e 58 450 a gall J sl xie Microtiter well reader e dpabaia¥) ) & -11
OD 43 guall A8USH g ) ) gaal) o ol J slaall 380 55 (0 483l o i — 12
ol inial) Jias A8Mal) 03 5 sabiall sl e
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Histological preparationsisawdl) < juaaill § -3
x5 % 1058 i Olbeysill sl 3 ol seadl (po Lellaaiind my Al 3 il Bk o
Lo 9670 58S 5 A5V Jsasll @l je b2 Cilug g Gl sdl) e jatial 4l 48
(Presnell and (& 4 seasall a5kl o Toldie] cllaadl e Al Lgle <y al
.Schreibman, 1997)

Dehydration and Clearing Gag Allg Sy 1-8-3

Joasll cpe Apacliat 3€0 55 Aludis 8 23l ety G135 zeansill (o slall Comas o3
Zaill gy laany 3S 55 JS 8 el 5245 (%100 ¢ %90 %80 «%70) LY
B (uad 32l Gyl Sl 8 Lgraia
Infiltration Gy il 2-8-3

o e bl e dgla U L Zalal) clds 3y 53 dilee e LY 2myg
Aoy bl 5 i pall g yeaiall (a°60-57 Jleail 4x )0 (52) Paraffin wax ol
I gaie gadll iy clldg 27 G043 a dayn SleS Gob Jah dele Caal sad 111
@a‘;;@)ua;\@uag\dg@ﬂg@umda&\ ol Alee bl laal g
e e Lygla oAl 8 N 5 A0 5 e Ji a3 sas) 5 Aol saal Laayl ¢ ) Jala il )
L saa) 5 de L s oyl Ll
Embedding bl 3-8-3

QI A aadll iy ellyy Clill zila e dygla aadll 0 Qll 8 Jae
O Cliad i Clatil jiaal) 8 ) s A ja (8 O iy zladll L G ek dals A5l

Leaahadi i 5 s calaia 5 Ul
Sectioning k!l 4-8-3

v s Filaill adasil Rotary Microtome sadl 1okl Slea aladial
O 2 Ak dnla ) @l o pdliall Al s &5 ¢ 050 W 5 on b 2l
Laaey adaldall i 8 lanal (piady 4380 Baal o7 4545 ) s dAa pd Ale ples (8 g

237 5~ 4 )n caail Hot Plate 4dls dagiia e <K 5
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staining and Mounting Jaaadll g Auail) 5-8-3

g -OleSilad dana aldiuly dpill abldl aea Csua
o paldill (Gi8s 5 saal (bl 3l (8 =8N Cma g 3 Hemotoxyline-Eosin stain
%70 %80 %90 %100 ) LV JsaSl (pe A 3 380 55 Aludusy &) ya oS gl
B8 (5) 53l (S slasel) Baas Cihna laday 385 IS (G 3l ( 5) 83l (%50
Laaay culai g 4885 3aal (V) Aray Girua A 0l 3aal (g lad) Ll Cilue SBaal
JS A i 33a 5(%100 %90 %80 %70 ) Y Jsasll (e dpreliai dlidi )
IS (8 Ontila yar bl L g &3 (38 5 ol 4 Cia g pAY) Sl lae L S
Gyl elae il DBX aladinly Jeentl dlee Ledle < jal lasay (3563 5 5 la e

(el Gandll s ala (oS cile L 8 5add Caadl Aidlu daiea e S

Immunohistochemistry (IHC) 4 tiall daud¥) slias 445 3-6
2 JLERY) fava
Ll O e dva pad ) Aluall saa g dlacal Rngd Gulad Ao HLAY) Taw aiay
Ll ¥ o4 Suae Estrogen Receptor Jie LAY # shau e 83 ga 9o Aiiae Clacaiiny
Avidin 3ole Ll U Alle dua sad o3 Biotin o sidl A s sa 4 5l dlacal aladiily
Peroxidase s b Sual ddas yall
) Al alaliall 4 WAL dasi el Avidin- Biotin-Complex aéaall o5& sy
Lo A5l w53 N substrate dse i) 858l Al e 31 Llidll jelas
.DAB
JLEAY) Bae Gl 9Sa3-7-1
Primary antibody 4ds¥) Jas¥) Jslas - 1
Secondary antibody 4 5l A=yl Jslas - 2
Peroxidase solution S s yull a3 53 J slaa - 3
DAB 4ua Jsas -4
(b el e ity jmay ) DAB disa (503 - 5
((BSA) il dadll (e sall 0 5%) power block buffer - 6
Water buffer ekl (5,127
Blocking Solution  3aasS s sl ay 3 Ladiall Jsladll -8
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PBS (oalall il (5 jly Jslae - 9
Retrival solution Antigen <lasivall jledain J das- 10

Assay Procedure Jad 43y ) 2-7-3
ISkl 18 ASL,E ceas Aelidl Al Aglel dG L) cagd)

Kumar& Rudbeck (2009) J# e Llualdi ciaay Al (Dako-Denmark)
SV

Ussine o) s el 050 ) oy (THC) A lial) AtV o Las€ A5 ¢yl J -
Aclu72 e 2 3 Y Baay (Calley 58 %/10) a3kl Cuilally
LAY el il e o)yl s -
e Jsasll Rotary microtome lsall &) piall jlea aladiuly ciliml) ashaiy o) -
e g Sl 54 ey dpas )y
0o A0S dpa adalie o Jsaall 0 50 50 a da )3 50 (il alaay il il Cmia s -
ldall
la=y 5 Positive charge Slides 4ssie daala ) w3 e foail) adaliall culas -
(Y sall 48 2113 ) s A oy il O
aad ldie Al JY 4385 60 32l 2 60 30 Aa )3 53 gl oAl N gl Al s -
By e saal X-ylene cpbil ) (8 Ciaa g ladey ¢l )
80 JS (A Gl (e (ils je o 580 5 e il B (8 @A Cania s aasy -
.Deparafinization (geddl (e 25 L 413Y)
.(Rehydration ) stall datadial -
90 JsaS ¢ 3aa) (3llae JsaS) LEY) J skl (e A1 55 580 0 =l 8l o a5 -
(3aa)5 4382 Liay) 9470 JsaS ¢ L 28810/ 80 -%
Phosphate buffered saline(PBS) sl (aalall Jslaally ol jill cilise ey -
A58 024l 3 e JS ) ye GO Hlasall clall Lelae aay 318y e Bl
:(Antigen retrieval) saiwal) jlgdiiu), z
Jslas o sgla el 3 Gy o alall zud il 1) aladinly =il all i
G (uad B3 Gl (A Gy ((PH:7.0 ) Sodium citrate daival) salaiul
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GO (sl Jslaally cilue acaiiaall sale) Jslae 2 50 azy g ddaw 5ie 5,0 s Ay
a8 oandl) adaddl Jsa 3500 any o3 Barrier pen xasdll o aladiily g Caaag
itie il ol A5Y 48Rl 55 s Ao die 438y 2 saal Caadl S iy Al )l
saaal) Ailaiall pena Cadl SN Lo Aailall
.(Peroxidase block ) a¥ @& .2
a3V Ble Jslae e i 5 )SHle 100 el il 5 ala ) sle 5 (8 0l )l Cmaa g -1
A8 2l 3 ) s da Ha 4383 20 5] Peroxidase block reagent(RTU)
Al Lgle Canan g5 (382 (aad 52a) (PBS) caladll J slaay 4l 5 4 il yll il 2
— FLEX RTU or diluted concentrated Primary antibody 4 s¥) siladl)
el Jladlly AU 5l lee 235 A8y 20 32y A 5,8k 100 S 5%
il 3l ) aladiuly Chdia 5 (338D ued 33a) Liayl 5 (PBS) s
Gl aal Jdae gl mays Al sledl (g A) 5 e Whdel Qi -3
anally Loy s3) Lyl 4383 20 saals i 5 i 100 S 54 (Biotinlated link)
ol lue Waday 4883 15 334l 5 37 5)) ya da yn Aalall A Cama gy A5V aliadll
i g Filil) ) KU A Y 5 e JS b 3 e sl {5l alal) Jlaalls (4 ye
dslae ga i 5 S 100 Lo Canialy cala 3 el gl (8 0l dll Covia s aaey -4
3,00a da o die Civas g by lSe (B a5 ( Streptaviden -peroxidase)
330 (PBS ) sl ald) Jstaalls dunll abaliall cidu 1580 4383 15 3ad 437
s g (38 (ued
LSl Aall Udara 5 sl aaiall (S DAB (yske Uslae (g <l ued ddlial 23 .5
A8 15 saal 4 2l 5 )l ja da jo die allae (S 8 da i) Cuas
Dbl eladly dala Sl il ,dll Clue -6
Gy el 3ad Hemotoxyline RTU oaluS sibaedl & jee 5 ) Jal) s 7
a5 Sk 100 S s
Cyey hidl el 5 A1 B ey ahidl alall Jgladlly jhiall cladl clue &5 -8
JS & 3 324l (% 100- %95- %70 - %50) 4uaclaill 4 sl 3S) 1 e Al
C S
Distrene- (DPX ) (e ook () 3 ,kd Gl g 48 jall o) s & Caail &S 5 -9
Leand (el Jull & gl A Covre slip Asp il sUaiy culae 5 plasticizer-xylen
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Slid Examination gl sl gass

Lo liall AoV s laasSl) alay (aitie J (e i) 48 el Uy jeae il pdll Cuand
S A Intensity 4GS e lalade) sl celiall bl i) m3l85 ansl &
e Jas ) Positive Score 4ulayY) LAY 4ws s Distribution g3
=3 «moderate Jxiza =2 « weak —wxia =1 « non Y =0) 3- 0 (= ebida
i LA 4 el Al W e b dac iall WIAT 4, gial) 4l o &5 ¢(Strong s 58
A5 dapall ALY Clais s (1100 X) a3 38 Cnd J s e A Jeldill el
Gaaie) Cua Microscopic Fields 4gae Jsis e (A Jas ol b 51 Jelail)
LAAT SN axell o 4 g dapall A sall LIAY (e 45 giall 4l
g5 (P e aladinly Ll alaliall sl o (Anall bl 5 dnall A oall)
Canon ¢ s Digital Camera 43, | xS 35 3« Olympus light microscope
_ds)) idle

Microphotography g sg¢all xs<aill 9-3

Olympus light &5 s seae  ahdiuds Laaill abliall j gl o

A8l e Olympus g s Digital Camera 4xd)) | ,w\Sh 55 3 microscope

statistical analysis (~bas¥) Judaill 10-3
Cliall 8 3l s asalaall Ll Al ) (SAS, 2012) Shas¥) gebisll Jasial

Daly il giall G G8ll iyl y (CRD ) Jalsll ) sdall sl (385 4 g a4l
(LSD) s sixe 5 8l
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Result gl & A Juadl)

Result il — 4

2 AY) i) dilal) Au) jall G

TC (mg/dl) Jysius o<l 385 Jana A& &l paili]-1-4
Jlia (5 siasn a3 (5 sina £ 3sm s ) (1-4) Jsaadl 8 Al 200 1 s

Ualeall(G2) 4l de ganall 8 adll Joce (& J s i sSI) 38 55 Jaze 8 (P < 0.05)
Gl Sua el e gl AW 500 2 2D (e a2 100/p8 1.5 Jsied SIL
(G1) 5 hsd) de sane ae 455l ¢ (83.78) by 4 il (e ald o 32y 5 (73.96)
de gaze (A P < 0.05 st (alidil s (49.28) Aol (e ambad G day Caly Al
gl o dny5 ¢ 2 2l e ld B35 2e3 (38.54) il Cus (G4) 0ol ol
e ganall Cp Jalaiy dual) 8l A il s QS Gua, (43.50) <l 4 oal e
o Oyl KU (5 gima alids) dllia OIS cpn 3 3landl de pane a4l Aldbadl)

Al e gonbasl o 22y sl 8L e 4 )le G3

AL i) ¥ U Juas b Cholesterol Jssiwd sl 58 5 Jara(1-4) Jsaad

I Malzall Jaza @,_.,L“,\ PR Ay bl A axy :;.:,_,A)j\ S)ﬂ\
S.E £+ Mean
i Malaall
45.86+ 1.29 | 49.28+1.29 42.44+0.32 G1
C C D 8 s
78.87+1.77 83.78+1.00 73.96+1.05 G2
A A B Js_iead SIL dlalaa
59.47+4.28 72.27+0.13 46.68+0.92 G3
B B C & Jg il S Alalas
Osad)
41.02+1.22 43.50+1.23 38.54+1.45 G4
D D E Ldd ) ga yells Alalaa
62.21+3.80 50.40+3.22 daia 3l 5yl Jana
A B
Jalal) A 3l 5 yaal) S lalaal) LSD
2.9433 1.4716 2.0812

(P < 0.05) Juisl (5 siue caai « SE £Average
L sine CAHAT Y dgiliia o) AS jidia Cig ya Jand il il siall
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Result gl & A Juadl)

(mg/dl) TG 4 ¢ saal) 38 5 Jara b e piili2-1-4

135 el il Y1 01 (o 3 AN (5580 3 5 Jama b (P < 0.05) Jucial
el G 2x35 (42.40) @bl B 3y e il Cum (G2) b Ui S
A 33 (e (33.42) (21.51) iy 31 (GL) 5 lasedl e seadll g &3l (119.15)
de gana e Lisiae lidd &l (G3) Ae genall 5 il e daill e sl Cing
Joay ol (5 gira palidd) Dsa g lan 5 (G4)  Oseel) slhae) de sana e Liayl 53 jlasul)
Cre aemlasd A aay 5 ¢ Ay il (e aulad 2330 229 (35,66) (G3) sl Cus 4y sinall 2 )
O gl 836 2y Sl Cus (G4) Oseell slae) de gana A5 (72.02) Cal 45 il

(38.28) il ) s 2y 5 (19.34) Ayl

AL Gl Y &) Jaa (ATG SN ¢y gaall 58 5 Jara B < i) (2-4) J gl

S bzl Jaxa @"’L“‘“ il ey &l DS 2y Z\:,M)j\ 3)3;]\
S.E + Means
S alzall
27.46+ 2.29 33.42+2.43 21.51+0.28 Gl
C E F 3 sl
80.77+12.80 119.15+0.73 42.40+0.67 G2
A A C Js_iead sSIL dlalaa
53.84+6.08 72.02+0.66 35.66+1.02 G3
B B DE & Jg il SIL Alalas
O8]
28.81+3.21 38.28+1.14 19.34+0.66 G4
C D F Laid ) g yelly Alalas
65.72+7.88 29.73+2.23 daia 3 5 yiall Jana
A B
Jalail) dia Hl) 5 _ydl) O lalall LSD
3.2644 1.6332 2.3082

(P <0.05) Jwisl (s sie a3 ¢« SE + Average
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Result gl & A Juadl)

Juaa (& HDL 425l dle 45855 pall pgadd) 58 5 Jana (8 ) 2203-1-4
(mg/dl) a

& (P < 0.05) Judial (5 siuse a5 gima (aldddl 25a 5 (3-4) Jsaall LDl
45,3l G3 5 G2 e sana (0 S & HDL A5 dle iyl o saall 38 5 Jona
L 50 205 (15.18) Ll (e ) A3 2y Cly Cun G 5 ksl e gane pe
G G4 Aesendl Ll gl e (14.01) (14.62) 5 (12.01) doadl) (e gl

sl e (22.18) 5 (20.46) peiYane ity
I ) S (b AR Al g sl o sail) 385 Jima O (3-4) s

. Aadud)
S alaall Jaza aovl) A 2ay aaled B a1 A4 ) 3yl
S.E + Mean
i laladll
22.31+0.28 21.84+0.45 22.78+ 0.22 Gl
A AB A 3 sl
13.59+0.60 | 12.01+0.58 D 15.18+0.12 G2
B C Iyl S dldlas
14.31+0.40 14.01+0.48 14.62+0.68 G3
B C C & Jg il ST Alalas
O
21.32+0.53 22.18+0.62 20.46+0.74 G4
A A B L ) sa yell Alalas
17.51+ 1.06 18.26+0.82 daia 3l 5 yall Jana
A A
Jal il Ly ) 5 yadll 5 bl LSD
1.5315 0.7657 1.0829

(P <0.05) Jwial (s siue <uni « SE + Average
L sine CaliAS Y dgiliia 5l AS ik Ciga Jaad il cillan gidll
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Result gt

& Juadll

LDL A4Sl duadiia 4uisi g pll o gaidd) 308 5 Jara b il piil) 4-1-4

(mg/dl)

(P<0.05) Jucial (5 sinsa and (5 gima g li ) 3 5m 5 ) (4-4)J 20 o ) o

Tia el Ul piad 4 pama b (DL ) RS Rkl 5 duis ) (0l 385 Jna
Cun (GB) b lisils (47.94) 5 (50.51) il () (G2) sl KU e o131
&y yixall an (I a5 (51 (e gl a5 23306 22 (10 (43.85) 5 (24.9) il
Ciliss o1 L (G2) g 43 (13.64) 5 (15.43) il Cum (GA) (o8 (5 sine palinil 5
o Tl (e ) Can s 330 3a (10 (20.26) 5 (15.50) i ) ((GL) ¢ Lisine

S sl
Sl Juan (A(LDLYABSY ducadiia 4335 g o) o gadll 38 5 Jama C (4-4) Jgaal)
adud) ca Ly
S alaall Jaza g b 3.:\.1.4).“ 3 )ﬂ\
S.E £ Means
i lalaall
17.88+1.09 | 20.26+ 1.56 15.50+ 0.29 G1
C D E 8 sl
49.22+0.97 | 47.94+0.94 50.51+ 1.06 G2
A AB A Js_iead 1L dlalas
34.39+ 3.23 | 43.85+0.68 24.9+ 1.37 G3
B B C Osaoed) ga J ] SIL Alalas
14.54+1.48 13.64+1.46| 15.43+2.71 G4
D E E L () ga el dlalaa
31.42 +£3.42 | 26.59+ 3.37 daia 30 5 yial) Jara
A B
Jalal) i ) 5 yadll E aladll LSD
4.1286 2.0643 2.9194

(P <0.05) Juisl (s e a3« SE & Average
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Result gl & A Juadl)

(VLDL) 1 48GS) dak) g 4ii g ul) 2 gauddl 308 5 Jara & i piil) 5-1-4
(mg/dl) all Juaa (s
Jans (8 (P < 0.05) Jlcial (5 sinnn a3 g sina gLl 3535 ) (5-4) sand) 2 BasD

Cega ol QY G deae 3 (VLDL) AU Ak g Ayl asadl) S5
O Ay s B 58 asa g Lan sl ¢ aaalaall 3L e 45 )all G2 de senall 3 J g il SU)
5(8.31 ) Lagiane il Cun (mad) Laguimns e i Jidl) sic( GB) 5 (G2) wiic saal
5 sl e (14.40) 5 (23.83) s ¢ A paall cpe o &3 3ax 53 e (7.13)
al Jae 3 VLDL Jne b 5 kel e pame ge 2L A jadll e gl Caus 20
5 (GA) 5 anl (e ) oy BN 33 e s e ((7.08) (4.30) il S

a3l e alad s 5 B30 22y (7.66) 5 (3.86) med¥are caly )

Juaa 2 (VLDL) ABUSY dika) g i g jl) o ganill 38 5 Jira (2 il i) (5-4) Jga
RS P IRAR]

O alzeall Jaza bgl.u\ s @._\L\.n\ A8 2y 2,:\_\,4)3\ EJE‘
S.E + Means
i lalaall
5.69+0.47 7.08+0.21 4.30+ 0.05 Gl
C E F 3 gl
16.07+16.07 | 23.83+0.14 8.31+ 0.14 G2
A A C Js_ead sSIL Alalaa
10.76+1.21 14.40+0.13 7.131£0.20 G3
B B E e Jg il SIL Alalas
Ol
5.76+0.64 7.6610.22 3.86+0.13 G4
C D F Ladé () ga jells Alalrs
10.59+1.55 5.90+0.42 daia 3l 3yl Jana
A B
Jalal) e ) 3 yiall 3 laladl) LSD
0.4647 0.2323 0.3286

(P < 0.05) Jwial (s siue a3 « SE 4 Average
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Result gl & A Juadl)

Jas & (GSH) Glutathione ¢s:8U oS! 38 5 Jara A ) ,3i06-1-4
. (mmol/l) al)

Juial (5 gl Gl (5 sine (Rl 3 a5 (N (6-4) sl (8 daal Sl bl @ L
e sana ae 4 el (G2) Adlaall de gana 8 5 KN 3 53 Jaea 3 (P < 0.05)
Galy 4 il (e aalad G a5 (20.96) by Cus auld AW 2y G 8kl
Calia) LS5 aulil 4w 223 G3 5 G2 O dasine (3308 35a 5 B o) s G3¢(17.60)
3855 b (P< 0.05) Jcial (5 sin a5 sina plii ) dllin OIS Ly «GL G Lsine
e Caly Sl (el S xa G ga el sllae) de gena) G3 Ae sena A (GSH)
- eebal L e 43 6e (34.35) il o pal (e gl s 3ass (19.92) gl 1830
G g 83 2y (30 (20.42) 5 (22.64) Caly Al G4 (B A gire (35 8 252 g LDl Wl

G e Bt e gl

A3l il ) &) Jaaa A GSH sl sl 8l Gy (6-4) Jsasd)

SO lalaall Jana bl A day sl 4330 2ny a3 yall
S.E £+ Mea
Ol
24.16+0.83 | 1.06 +24.14 24.18+1.42 Gl
B B B
19.28+1.12 17.60+1.34 20.96+1.57 G2
D D C
27.14+2.41 | 34.35+0.19 19.92+0.29 G3
A A CD
21.53+0.52 20.42+0.52 22.64+ 0.57 G4
C CD BC
24,13+ 1.51 21.93+£ 0.63 4ia )l 5yl Jane
A B
Jalal) dia H) 5 _ydl) O lalall LSD
2.915 1.4575 2.0612

(P < 0.05) Jial (s sivse <3 « SE + Average
 Lsine CalinS Y dgiliia 5 S jidia (s a Jaad il cillan iall
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Result gt

& Juadll

(MDA) Malondialdehyde lgailaigllall 38 5 Jana A & il 7-1-4

(Mmol/l) sl Jaa 2

Jana & (P < 0.05) Jlaial (5 sise x5 &y 5ina 3303 2535 ) (7-4) ool G

Ly Cun G20 siand S Aldlaal) il Y1 Il el 3 (MDA) sl sl 3 5
sl Ao (19.28) Caly 4 el (e pnbil G 22y (a5 (18.11) Conly anlsl 436 2my
Gl Al G3 Ae ganall & (P < 0.05) sl (5 sise i dy gina (358 292 g daa ol LS
ae 2o el il e 3y il e abad G 5 A3 2 (0 (10.85) (12.22) LY axa
e el s B35 3ax (pe (12.52) 5 (12.13) il ) G4 W ¢ 5kl e pana

C s e Al
AR il Y U Jeaa A (MDA) gt ilal) 318 5 Jana (s (7-4) Jgaad)
) Jaea T O i RO T P W | 1
S.E £ Mea
bl
14.1940.53 | 15.66+0.36 12.72+0.25 G1
B B C 3 k)
18.69 +0.33 19.28+ 0.37 18.11+ 0.43 G2
A A A J gl sSIL Alalas
11.54+0.44 | 10.85% 0.53 12.22+ 0.59 G3
C D C e Jg il 1L Alalas
G308
12.33+0.29 | 12.52+0.34 12.13+ 0.49 G4
C C C L ) e yell Alalaa
14.58+ 0.76 13.79+ 0.61 dia 3 33l Jaxa
A B
Jalal) Ay ) 5 yadll O L) LSD
1.2604 0.6302 0.8912

(P <0.05) Jlial (s siwe <3 ¢ SE £ Average
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Result gl & A Juadl)

adll Juaa A Nitric oxide wbes s el Al ay 38 3.8 5 Jaea 506 8-1-4

(g/mmol)

Juaial (5 glue il (5 sine W)l 25a s (8-4) doaall 8 L) Al jall il caiy
(G4)5 (GB) e sanall (3 adll e (& Wl g) &l il 331 Jame 3855 4 (P < 0.05)
Cas x5, A padl e gl A6 2mpe sl e (22.72) 5 (18.06) pei¥are cialy Cu
( Gl) skl de sana aa a3 lie M sill Je (155.80) 5 ( 30.67) Sl 4 jad (e alal
gl o a5 ¢ Al (e gulad 3336 2ay (1 15.22) il )5 (G2) Al e sanall
. (12.76) waly 3y a1l (4

AR i) Y &l Juan (A (NO ) S ) €y 831 o 530 Jara Bl (i (8--4) Jg>

bzl Jaxse @"’L“‘“ i day anbaa) A8 amy Z\:,M)j\ 3)3;]\
S.E + Mea
I Maladll
26.59+0.87 29.14+0.24 24.05+0.38 Gl
B B C 3 ol
13.99+0.86 12.76+1.03 15.22+1.22 G2
D F E Il SIL Alalea
24.36+2.12 30.67+ 0.49 18.06+0.51 G3
C B D & Jg il sSIL Alalas
058
39.26+5.54 55.80+1.21 22.72+0.61 G4
A A C L () 9o yell Aalaa
32.09+ 3.54 20.01+0.88 daia 3l 3yl Joma
B A
Jalal) daie ) B yiall I Malaall LSD
2.3101 1.1551 1.6335

(P <0.05) Jwial (s sie st ¢ SE £ Average

Lgine CaliaS Y Agiliia 5) ASjide iy ya Jand il cillas gial)
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Result gt

& Juadll

. (mg/ml) a¥) Juas 2 DHEA,S G3a8 38 5 Jira A @i 3319-1-4
(P < 0.05) Jaial (5 sive Coni (5 sina gl ) 3 ga 5 M 9-4)d saa) 8 gl & Ll
Ae sana ga 43 )84 (G4) 5 (GB) Asaal) guslas (8 DHEA,S 3o 8 38 5 Jara b
e bl B33 any M5l e (34.46) 5 (28.50) pei¥ane Zily Cum (G1) 3okl
Lagd s oo S e (54.94)5 (35.06) il mubd Biw aay Ll ¢ &yl
(23.75) pei¥ane Culy U G4,G3 g 4ijlie G2 Ao senall 3 (gsina (alidd

ATl e gl i 32 00 SIS e (25.02)

AR 1Y) S Juas A DHEA,S 58 5 Jara 5l G (9-4) s

Ol Jone | bl A 2y gl 6 2 | e 3)) 5 yidll
S.E + Mea
2y APOA
23.89+1.40 | 24.78+1.50 23.00+ 2.48 G1
C CD D 3 yhaaull
24.38+0.51 | 25.02+0.50 23.75+0.86 G2
C CD CD Jy_yiead SSIL Alalaa
31.78+1.77 | 35.06 +2.86 28.50+0.70 G3
B B C e Jg il 1L Alalas
O8]
44.69+3.71 | 54.92+ 0.59 34.46+3.09 G4
A A B Léd () 5a yells Alalaa
34.94 +2.91 27.43+1.41 daia 3l 3yl Jana
A B
Jalal) 2_).3.&)']\ s):\él\ O Malaall LSD
5.3986 2.6993 3.8174

(P <0.05) Juisl (5 siwe <an3 ¢« SE + Average
Lgine CaliAT Y Agiliiia 5) 48 jidia Cig ya Jand il il sidll
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Result gt

& Juadll

duas A Estrogen (E2) s ssis) 585 Jira (B & p3i10-1-4

. (Mmg/ml)adl

ALbaal) aadlas 4 Estrogen (E2) s sis¥) 3855 Jaa (& (P < 0.05)Jkial
- Jsoid SI0 Aldladll de ganas 3okl de sane pe 43adl (G4) 5 (G3) sl

Aadl (e gl a5 T30 2

Aadld) Gl Y &) Juaa A Estrogen (E2)css s isd) il Gum (10-4) Jgaad)

Elladl) Jaee aonl) A 2ay aaled B a1 A4 ) 3yl
S.E + Mea
i laladll
80.45+1.12 79.78+1.53 81.11+1.76 G1
BC C C 3 ylaaull
77.60+2.72 | 72.00+0.0943 83.20+4.10 G2
C C C i SIL Alalaa
89.11+3.77 09.46+99.46 78.76+1.85 G3
B B C e Jg il SIL Alalas
Ol
103.87+8.97 | 122.44+13.76 85.31+0.56 G4
A A BC Laéd ) ga el Alalas
93.42+5.52 82.09+1.24 doia 3l 5 yiall Jama
B B
Jalail) Aie ) 5 il - el LSD
15.227 7.6134 10.767

(P <0.05) Jwisl (5 siue <an3 ¢« SE + Average
Lsine (Al Y Ag it 5l AS jidia Cog o Jaad Al e sial)
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Result gt

& Juadll

Juas & Progesterone i gl S 8 Jara b o paill]11-1-4

. (Mg/ml)aal

G gae il (ggime Wl dsay ) (11-4)dsa)) (B daal ) galill @ Ll

(G4) 5 ( G3) Aabadl Ao sana (b (5 pin s ) 385 Jana & (P < 0.05)Jcial
Ll ¢ sl e (99.46) 5 (78.76) pei¥one il 5 bl de sane a5 jaall
oaladil agag Ba gy A il e aabed A3 2y e (81.11) @il 3kl de gens

goalad) 3L e i )l8e G2 3 (P < 0.05) Jucial (5 siase a5 gina

Gl Juas & Progesterone Ossias sl Gsa 585 Jara (11-4) s

AL iy
S bzl Jaxa @"’L“‘“ s ey &l DS 2y Z\:,M)j\ 3)3;]\
S.E + Mea
i laladll
2.04 +0.44 2.17 +0.77 1.92 +0.52 Gl
A AB AB 3 ylaaull
0.57+0.15 0.27+0.01 0.88 + 0.25 G2
B C BC Iyl S dldlas
2.01+0.71 3.36+1.15 0.65+0.16 G3
A A BC & gl SIL Alalas
Ol
1.81 +0.52 3.36 +0.36 0.33+ 0.05 G4
A A C Laéd ) ga el Alalas
2.27 £ 0.43 0.94+ 0.19 daia 3l 5yl Jana
A B
Jaladl) daia ) B yiall S lalaall LSD
1.5874 0.7937 1.1224

(P <0.05) Jwisal (5 sie <an3 ¢« SE + Average
Lyina (Al Y dgilitia 5) S jidia Ciga Jaad il il ial)
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Result gt &l Juadl

s dadl) &) pasl) 2-1-4

) ) g Ao G gaugdly Ja el S 6138 80 1-2-1-4

(2-1) 3osmall Wl 3kl Ao sana (B Gl (galie) ahaa (1-1) 3 5mall 2 Baa3
B sads ) 50 02100 /e 1.5 Jis it S ol3a] (5 gl g yatll 5 e Laadl
LAl ~ L) g oy saall o8Iy g dgiaall Jasudll ) gl s ¢ Adalall Atdad) ksl axe ¢ ald
Jiai (3-1) 3sall Lol 5kl de gena ge 43 lae L8 I LDAD ) gelay ¢ Aulealy)
bl Ll sy Lo ek Cun sl ma e ¢ sasel) g sl SIS
LAY e BB dae jgedag ¢ Aviaall LA Jul8 oS 5 ¢ Al Alad) aUaS) axe
T Led Leday LSl s o T (5 gael) il Jiad ((4-1) psmally | s )
8 Al y Gl s Aaadle ade s (rhl) o) ) L) ol pal cili

ik 48 il gy Gl Y Gl (A ) Gyl sl pdala (1-1) af 39
Al g (/1) Al Alagd) aUS) Lgd seda ¢ 3 sl Ae ganeal Al (il L)
(1) A JAY AR (1)) (Ao sl
(H&E 20X)

Ol ) i dad i gy il ¥ &) (g Ol ] e adala (1-1) ) 850
(V1) ol sl AINAY g (/1) Agtalal) Adtayd) aUSTH) Lgud 4 B jlasaad) Ao gasnal Ao pbal
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Result gt &l Juadl

(1) dan il Aad) g
(H&E 40X)

il giadl A ganal ARl cull Y LI B pg) Ol sl e adala (2-1) By 5500
Lilayl) AU ate Lgd g8 o )3l (10 42100 /a8 1.5 = Jobend s e ja A
() aguall) Aaal) Ja gidd) 5 5gda g (2 5md ageeall) Adial)

(H&E 200X)

il gaall de gageal Al cuil Y)Y G A L) i pdll e adalla (2-1) ad 3 gua
pgeeall) 98 aS) 55 Lgb jgdh (o131 e a2 100 /pd 1.5 = J g fead 58y o s (A
(B pgadh) foamy cell 4use 1 LAY ) ggda g (paaY)

(H&E 40X)
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Result gl &l Juadl

e Al AL Gl Y Gl A ganal ) Gl sl s pdala (3-1) a8 g
T5a9 Wb s phS/ o 2 ga gl pa 8138 (10 22100 /p 1.5 = g el <l
(S ageadl) 4368 1 LAY (o Sl 23c ) 983 5 (2dY) ageuall) aldaal) oA
(H&E 20X)

Cilil gaad) de gagal ARl Guil Y1 L) 8 pga) Gl ol adala (3-1) pdy 3 9
Wb g cpdS/ o 2 o 19 sgd) e 8130 (e 02100 /p 1.5 = Jg sl s8Iy o (A
(DA ageeall) Asia Al) USIAL Ju8B aS) 535 (3 gus) ageeadl) Ataal) AoUal) AT aie g
(H&E 40X)
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Result gt &l Juadl

il o) Ao ganal AR i) ) &L (2 ) QLAY g gaa (4-1) b, 850

el ) QB el Gl pdl) ik 7 gua g cphS /o8 2 = sl o A

(S5 agad) ) (V] ina) ageeall) gl (B dauial g & s Aaadla s g (o2l
(H&E 20X)

Gl gal) A ganal AL Gl ) SUI (B o) Gl e pdala (4-1) 48 B ga

Edl) () A Ll Gl pdll i 7 gula g (pdS /o8 2 = 30l o a (A

(S5 agad) ) (V] ina) ageeall) gl (B dauial g < s Aaadla a9 (o2l
(H&E 40X)

LS g Ao ¢ gauglly Js el sl £138 AL 2.2-1-4
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Result gt &l Juadl

@bl 28w Jid Al (5-1) Bl 3okl de sane 3 seall (e Baa3ly
bl a i Led Jaadl s 28 g e Jy il SU slie 5l (1-6) 30 salls
w05y guall el 45 e AtV UWOAN L5 51 o538 5l ay ol il g ¢y g
Bady G s s s elia) A ped) il gl A pene 8 AS) mes Jid5 (2-6)
¢ S all a )l Qs g ¢ aal 5 0 Sy ¢ Ay Dl jalal gl dyias OBlay s se
¢l A0 (B i (5 L Dl (7-1 ) sl Ll ¢ Adgi¥) LAY Lt
e HU LA ) seda g ¢ 4 seall Cliluall as g ¢ ¢ s 3S pall 2 ol Jea i Glaial
sl Jos sl Z L 5 ¢ S all sl s cadd lial Lgad Jaadly (8-1) 5y seall

e g Aadll) Gl ) ) 8 3 jlasd) e gana b Sl gl A gh adala (5-1) ad 3 gua
35l 1l Jea elad JO8 A e (H) sl LAY g ((C.V) g Suall a gl
(H&E 10X 20X)

L T o -

: v-!'.,{",’n
0"~

> -; -

o 55 Aadld) il ) ) Bl s gana A 2l gl A gk adala (5-1) ad ) 3 9
38l 29l Joa elad I8 A e (H) 42l LA 5 ((C.V) s 3Sual 29
(H&E 40X)
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Result gl &l Juadl

e Al AL Gl Y EU de gana b A gl A gk adalla (1-6) b)) B gua
haa gl g gL ) 5 Ay o) Jalas g L ) Lo gl coI3RD) (e a2 100/p8 1.5 = g g8
(LAY ageall) (538 all &5l a5 (3 5m) Cpagenad)
(H&E 20X)

e Al AL Gl YY) EU) ds gaa A Al gl gk adala (1-6) ady 5 9
(B3N pgeeall) Al LAY (S Lgd g3 (213800 e a2100/p81.5 = I e 5SIL
(A5 pgeead) ) 4 garl) ilailuall au g g () ageall) sl Jlal) aUST) axe

(H&E 40X)
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Result gt

e Al Gl Y G de gana A 28 gl (e pdala (2-6) a8 gea
LA sl g A g (29l aguall) dpadi LGS ) o)) (e 02100/p8 1.5 = g sl 581
() ageeadl) Anlgily) LOAY 3l # LS ) g (uadY) aguall)

(H&E 20X)

\
0 CM‘ q’l

(‘} " -‘.“f ’&
3

, ’

b A

il ";‘ A,
Ag N

90
/

o A AL Gl Y U Ao gana (B 2l gl (A gh adiba (2-6) o) B9
(Ve pgeadl) LS Jlad) QST a2 o1 380) (10 p2100/p8 1.5 = sl 5l
(Ol A 53 3 9 agall) AR (i (Lan) ageall) Cilailnad) (i) g pu gl g

(H&E 40X)
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Result gl

(s S0y 5 () AR 31 ) (B 30 g 5 el (7-1) g 5590
JAN B Ay (ST Lgd jda (adS/ 82 (G ga sl aa 1B e a2100/pE1.5 =
L9l T gy (Al aguall) (oS all &) ol) QIS a2 5 (9] Cipaguuall) asadl)
(s pal) (A S (el ) 5 36

(H&E 20X)

AR T
-y o

" J
RS

e 2 Al Al Gl Y ) b 2 ! (A sk adala (7-1) a5 8500
Kuffer ) WA sek coaS/ a2 ¢ ga ¢l g 18 (e 28100/ 1.5 = J g sinand s8I
(23Y) agdl) (Cell

(H&E 40X)
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Result gl &l Juadl

.,,\‘
'to"» o
A rnnts
'is ’ 3
"I‘1ﬁ~k°

\“

Gt "m." e \ R
%

5
. ’y >,
‘ o\ n*

« !
; i R

AN t "n)t xQ

e Al AL Gl Y G de gaa B S adl (A gk adala (8-1) ad 3
(A ageall) (5 3Ssal) d gl Jn il LA ) Lgd gl ¢ 38/ a2 i () ga sl
(H&E 20X)

‘P'\F. ?'H

i

e Al AL il Y &) e gana (B A il A gh adalla (8-1) pd 3 gea
il LA ) g (Agml) ageall) (5 3S pall 2ol IS g sgdh ¢ aRS/ a22 JaB ¢y ga gty
() aguall) (¢3S sall 39l I s
(H&E 40X)
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Result gl &l Juadl

Gl g e ¢ gagdl g Jg e o< ¢138 LG 3-2-1-4

Jis i sSI a2 5l (10-1) 3 sl 5 (9-1 )3 shased) de pana s ) guall 8 LDy
LA & a5 Lgnd Tan Dy G Q) s e 613301 30 22100 /a2 1.5 J adll 325k oo
Dl A @l ¢ Ay geall dae V) Gl = g g ¢ J g 8D Balal o yig ¢ 58 )l
LAD L) L aadly (1101 ) 5 peal) Lele dsinal) UAN cas iy (55l ele )
(12-1) 5.5 3ol 5 . Aplill Almall LA 8 il 35 ¢ A Ayin Cilaan g ¢ AV
) LD 8 ol g DT (L L) L oSty i) Al ot Jicd

ie gana :\ﬂl,d“,ilb‘i\&w:\s‘gayé‘,\m\@uﬂ@ﬁ ahia (9-1) ad, 5 e
3 _hasudl
(H&E 20X)
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Result gl &l Juadl

() HI) 1Y) 01 A g (b i) gl (g ibe (10-1) 4 850
Zs8 0 UDAN 7 gy ¢ Lgsh g pIB) (a pRS100 /a3 15 = Js e S0 i 2
(DY) aguall) g il oS Balay Gae i g (2 9Y) ageaall)

(H&E 20X)

| . AT A .‘;“ \_'Y.', .
L“.‘, .’)A'.‘, : 1\ ’.‘i‘-lﬁ 8 v,
Ko ,‘." L A NN
1 ‘v‘l p‘.-'.'_.«

il gaald) de gaseal 43Il il Y1 ) B Bl gandl o o adala (10-1) ad 39
slo oll jlan 8 il it Lgud 4eda o180 (e a8100 /a8 1.5 = J gt s8I i o Al
(2AY) ageadl) Liiaal) LAY o g (5 gal)

(H&E 40X)
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Result gl &l Juadl

(A AR il Y U As gana (B QBN (audl e paa (11-1) p) 89
b gk aaS/ 282 (a8l e #1810 a2 100 /a8 1.5 = Josied s8I o
(25 ageall) Algril) LMAY #LES )

(H&E 20X)

Al ) gal) A ganal il ¥ G (8 Gulil) a0 adala (11-1) ad)3 )5
Wb sda paS/ 622 (gasd) ga #13 5a a2100 /a8 1.5 = Jgfmad s8I o s
(VhaY) aguall) LDIAN 8 Ciuli 39 g pa (adY) ageall) 4883 4ia0 Cilaani g
(H&E 40X)
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Result gl &l Juadl

2 '.. :‘ \{K‘\\ . ‘\.\.“
N \ N\ A \}:

N

.
N S
\\ 3
N 5\

Sl gaald) Ao panal Aadl) il ¥ &) (8 QU gl (b o adalla (12-1) B 890
sl e (Al
piS/ pb2 Lok
(H&E 40X)
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Result gl & A Juadl)

S O g ) Jilieal |HC Sliall !l (Adlassl) jpuadll 4-2-1-4
Immunohistochemistry of estrogen receptor- <l dlac
Alpha(ER&)on Cardial muscle cell (Myocardia cyte)
Jitiesal (aadl) el pail) to QIR Alae o g fud ol) 50

. O gAY

Adle il clas Al positive score autaa¥! WAL duw 5 josatll U o) Jaadl
e sie Lgod gl A0S CulS i) G e £ 5lie G2 e senal) b Aipn culS 5 | Ly
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Result gl &l Juadl

Cd gAY Jiliual |HC (ol Abassl) juatl) cp o adala (13-1) ) 3 g0a
Uno gia et yedan 5 lascdl Ao ganal
(10 X)

O i) Jiiual [HC (S Uiall (AlaasSl) panil) (ol pdala (14-1) aB, 5,500
Unugia §_punt jedas 3 sl de ganal
(40 X)
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Gl [HC (oamall S liall ilaasll paanil (oo oaped adaa (15-1) a3 30
W T a5 J g sl oS1) Ao ganal i g 5
(10 X)

Jifial [HC (ol (o liall (dbrassll pusil) Gy s adila (16-1) o) 5,50
a5l J g i 5<1) Ao ganal Caa g i)
(40 X)
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Result gl &l Juadl

3S/a82 = sasgtl sl ga J g sl 581 As gannal s pdalla (17-1) a8 5900
s gl Cn g siea¥) Jiinal |HC ol o lial ibasl) il (s DHEA
(10 X) Wie

paS/a82 o (1 3a gl Al pa J g il o1l A anal e adia (18-1) a3 500
Tt 55 G g i) Jilianal [HC (ol o Ual) (AlaasSl pail) ¢t DHEA
(40 X) W
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Result gl &l Juadl

1id DHEA aS/pf2 = Gsasgll gadl) 4 ganal i adala (19-1) pd, 850
Lo Tt 5l G g i) Jifial [HC (ol (S Uiall (ilsasSl) yal) 0y
(10 X)

Lid DHEA a2S/a82 = O3l 2l de ganal A ahalla (20 -1) ad) 390
Glle Tyt gl (g i) Jiinal |HC (oamadll olial) ibaasSl) sl (pu
(40 X)
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Discussion 48Ul -5

Ol Slea s Qlil) dliae sl s alladl (8 ALA () ja¥) e Gl i) alia 2ay
Gl ) seda ¢ 3 ppraall g Aass giall 3 Sl Cpl HaI) O jas aduialy jaali Cua ¢ B8N Sleal)
J# (e 0X- LDL-C <y ja o5 ¢« LDL-C i 5 5l 3208 () 3 g2y AL 3l aliaill
Buail¥l 5 dyse I LA 0 o5 5 dianll il dall Jeld ) g3 Lea ¢ daaldl LA
G gl 0 5K5 G iy 31l Aala) LAY B (e 481 a5 (5 el ele ) o
Ale ) Y s e Maad ¢ sludadl bl LAY 1SS 5 s sall Jalse g
221.5 Jyiud S (g gadll a3l o) | ((R0SS,1993 ) 58 4ndl 3ol 44 sauaall
sl ek o Alicia (5 gedl ele gl Al Amaa 3 Cigan ) (go) gl Ca saal g
L) DAY ALy osaal) o) yis Agaall lagall Hselas  Adalall dilad) Nl
et al ,2000; Yamakoshi e G 1 (12 -1) Bosa agse )l LA H5edasg
(Yip 2000;
( Amran et al, 2009;

g8 Y (e gl anslill alea) I Adaall () al Aidad (s3Y) dgan Can 3 gay g
(H202)um soued) 2S s 5m Hodn Jie Alladl) (W) 50 e 2l 381 5 (8
sl s hydroxyl radicle (OH) JwSsoumedl Ls3a5 < Hydrogen peroxide
Dol daglie o danai¥) 5,08 e 3 55 SleSa s Superoxidanion radical S )
O G (Halliwell, 1997 ) Aaus¥) 3 | ey Wl i Las Lgia Galadll 5 ,a
Aladll S V) o153 Jand G caliaill il ghat b age 50 4l gauslill algaV)
) 605 A sIa des Bpala L5 OX-LDL 4aiie | DL-C 4l o sall 3080 e ROS
ol claill dleal sl FUsall das 5 3 adl sl e 5 S CliS L)
.(Bryketal., 2017)
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bl e parasteron s sl Jss @il e dles dllall Al all il iy
>l el JLasSll Haeill 5 dpaill g 4 ge pell @l padll e sl gl il

CAadldl sl )Y &L A a3kl parasteron oseosa s

asaddl g J g e <l 38 5 Jana Ao ¢ ga gl s Jg e Sl 8lET1-1-5
48Ut dida) g g dulle diy gyl

6 siusa a5 gina gLl 3 g odle ) Jsland) g (e LS Adlall A ) il < ekl
psadlly TG 483 psaally TC Jsyid Sl 38 5 Jara (8 (P < 0.05) Jwial
(alési) 5 VLDL-C las 48U Aakal 5 4455 5l o gl 5 | DL-C 43S 4kl 5 dyii 5
AU e g5l asnil) 585 Jas (P < 0.05) Jial (5 sivse Cani (5 sina
G2 Ae sanall Lo gy ¢)3all (10 22100 / a2 1.5 Jgyiend U (5 gadl) o yaill 2y HDL-C
. (Das and Ingole,2023) (i 13 5
Gl ) jels Lbal) Hlady 4B ¢y gaall s Jig el KU (e Andi pall il ginaal) Jagi 53
) Avaall alea¥l 3al ) (M s sl SI e o1l o Cua 4 geall 4 5V 5
3aly 3l o2 5 ¢ Jg el oSU (e Sl (5 gima (G B0 o Sluad A (8 dpiaal) aleaY)
& LDLVLDL,TG oo JS gléi)) s LDL-C cidliins Zlla 3 I3 ) (5235
o) e ¢ AHESY Rkl i) asall s Ui s 3 gl oY) o) LS adll Jeae
Lipid o)l 0))s8 ddee & JIA] 45 dpaV) Glleadl (8 daat ) jlaial
Hydroxyle-3-methylglutary ~ 3 4dlad a3 ) 5279 138 s homeostasis
Gl il J dblhaal s I gam g -Co-enzyeme A(HMG-CoA)
dezy 53l Lipoprotein Lipase =) 4dlzé L i 5 Cholesterol ester Js il 51
LDL- <lsive a5 « (Kong et al.,2022) Free fatty acids 4w 33b) e
& Anaall Gl ) aeadl Aubual) &y geall Ao W) o) o A 3aa) sl respecters
Ae dla ol Jaa gl Al 3 by ¢ Juadl 3 LDL-C 4w glii )l ) 525 Lea Lo 30U
Gl Y e Al ja (8 bl clial ld) ) seda 5 A5 Calay yandSl) J g il I (g
Al el 8 a3l e liaS] € wend o) Baa o) J g yiad S olie Cylae ] A
poadill Gl Lledll e Jaad Cus ol gill dpala) LIAN ~LE3 ) UL 4y genl) de
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Aagsl el i dgle gl elualall COlaadl LA (8 iS5 ¢ foamy cell L] 45 Sl
.(Frank and Fogelman, 1989) —l<ill

S e Anle A Legin 2l Jas (& HDL-C OS5 s 5iwe o) Jo8ll ¢Sy
dana¥) e alty by uSall Jg il S Jas (4 g2 ) LDL o) Sus LDL-C
yang ) HDL-C < s ol A 255 LDL-C (3 830l (& ey a1 I ddasadll
. (etal., 2019

3 AN ) saall 5 AEUSI Aidal 5 4i 5 ) o gaitdl 5 g i &I Jama & oalediY) Lol
i) sl 0l 038 5 (il (e qbasl Cans s A 2m) ) sael) slae ) day Al all LS yela)
S il S (DHEA) alaaiad o) I sl 3505 < (Qin et al .,2020) 4l )2 ase
418 Ay yie Oser s (DHEA ) Osor o) Cun | Js i sSI Gl sise e
O sidll s p @lly (& Ly 5 A) Cliga el dedie Glay Jamys 4 0SBl
Ols . Gl Jiiall e e ol 8 Al |l 500 cpn g i) Jeny Cua Gans il
oo oAl el Je s s YA e ol il Je 50 W DHEA <ksy
L 135 Al Jially Js el &I 3alas 3 A8 jLaall Sl 1Y) balds Jasd (G sk
J Jiw DHEA o 4laYL 13a, (Srinivasan et al .,2009 ) dl ) aql) <l Ll
Cl LAY i e 5 (5 sa ) GOV aS B sk e Js e S Gl gle e il e
. ( lgwebuike et al ., 2008) ¢ sl audaiiy ddlaiall

O <kl A (Hamilton et al ., 2017) 4ul s ae datia 4011 4l )l
Gl 5yl 5 Clina g 2l (A AN (S (5315 G s V) () 5a 0 Sl sise (A B30 3N
A e o O i) (e g 53) Dl Sl 5 05 e sial) Y (8 Lay ¢ anead) (8 4dais
doa gl gl Sllaall aadat 8 anls Hod aalig cpag ) Hgan RS 35S, yd o
4 gedll dae gV Q) Adds g albaall AAUCH AulatY) Aaiall Gy 8 Ly acall Zalidl)
o B3 Jans gill oy Ayiaall AausY) (8 ol JSG axuai ah g« (Tang et al., 2021)
Dl e sl Al Byl e Cpn g iuSl Ay sedll due Y15 Sl Al 51 e jaY)
G Aladll LAY 5 Al o) eludall Cliasll (e JS 3 Cpa s i) iy (5 g0l 6le )
Lo V) pugi Gangsind) elhe) e Gdda s daidall Gua g yinl) COlElee s o
ClSanlinn g ) (BlAT 5uat (G sl e B e @lld g cladll il g A il (gal 4 gl
Aiiall Glatiall Jie de DU aliias Jalse U] QUi 3 sk e IS el il sl
- Ol sy el Cpneti gpai¥) 5 Al i) (a5l 5 Aslall 30uSY) oy ) (16
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Lt Gyl oo eludal) @dlimall o 1 pilhe Undie 1580 can g i) @)Lty poad) b
DS s s Y] e p ey oy ) e Dliad o sandl S (3005 Jand g o gl sl (345
il Llal) am oyl A8l Caidy 5 o all anall 3 Agle sl clulall Claall DA
(A il g i Q) Al Jall sa LSl il caliad Vs daaad ) Caleall
a5k el m e asiin e O5Se Al (gseall sle sl Jlaa e cpn g i) il 8
o APl cslially dasi jall cilay 1Y) Ty 5 gaY) oLl ME yuad Jia dAyilie
onilly g ) Gsass e Lol Gemly (A SedSH asiall
(Barret et al., 1991 ) ual
Q1Y) &) (b g gllall g (0 g8 oISl S 5 Jama (b il il 2-1-5
G de sanall b sl I 58 5 Jaee B (5 gima mlit) dsm g i) oyl

S glil dagdaad s A GE ¢ Gl e Al ((G2) Jsid SIb e a
138 5 43 il e bl G a2y (e 50 gdl s s il S e sana ) G3 (A (sl K0
. (Jakob et al., 2023) = Gl

@ MDA algaisllall () saall 2S5y Sl sie ¢ 165 )] Al )all il Caaia o) Laiy
Olaniyan ) ge 3@l 138 G4 ¢ G1 ae 43l (Jyiud Slb e ja Al ) G2 Ae o
Oe gl D0 223 G4 ¢« B3 0 Ausime B8 asay Ladlh ol L ¢ et al., 2020)
(Abdelazeime et al ., 2020 ) 4ul o ae B8 138 5 2leai glall 38 53 Jara A 4y el

selie JalaS Jory Cum anall 8 40500 500SY) Clalias ab) dal () 55 0 2ey
. Glutathione a3 Jis 8208 5all GLS jall doas Al ) e A sl Slay BY) (10 222l
Calaazal ) sanslil) algadl A el il Y1 ) 8 (sl 5N ) (5 gina aladl]
oSl Mga¥) o dasi yall ) ¥ ) ol 30y 5 4 slad) 32083 Baliaall cile L)
ALK i Agiaall il g ) saS) 8500 (e b (2l Jlall) (5 st il L
oo il oSl Aea¥) Ala I iy 2l Jlall (5 sine gl ) Gl @llial ¢ dcaisill
el s caali Sl ¢ lall g Al dai) dals ¢ AV aaled AN 3 el sl oSS
ali 5 LAY Ak ) 80 s gall il shos gdll aidand 1 (5258 ¢ (ial V1 o ALY
e jall [l pa¥) ) sk g Sl 5 LAY JIa 4 aalid g daaY)
. (Ferrari etal ,1992)
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slall e W) e & Js o 5 ospall Baus) 38 5 (s she (A BN (s
ALY Aada) 5 Aiaal) i ¢l Bl @l sl 1 e Dzad Axlad)l LAY dals g
Jacob et al., ) sl e VI ) o B JL LA Qlall) Gl ¢ pds e Jaad Cua

( 2018

® MDA ¢ GSH _tilae (8 gaial 5 und 2535 (Al O 506! slae) 2ie Jaa o) Laiy
b sl alea¥) @l e Jiwai (A S 50 DHEA b Cus G4 « G3 gl
e i Al (A AlaYL 05t sl Jie Leidas sale ] s Laliil 4dee e Jin s LA
Naelitz and ) 3.8 saliaal) g laall il 84S jLial) col JLEY) & e 5 ) il
IS (3 Ly e all Gal 3] (g paal) (8 (520l Sga¥) s Cum ¢ Sharifi,2020)
058 SIS 58 55 Jama (& Gl paall A jall IS Jas gls | A sedl) A oY) gl al
&l ( Campbell et al ., 2020) du 0 40l < i) L 1y DHEA Oses il
L oal ¥ sl g ddall danall e o saall il b a )

b Sl el e Sin DHEA of 15 (Von et al ., 2008 ) Jual Ly
el S Y1 e o il sanslill lea¥) Gl sie 8 @l il MR e LAY
L 3L clilee (5 A lall L) ae el Cus (ROS)
Zl) a3 JMA e MDA sl SlaS 5 om gl paéa e DHEA 508 denys
(NO) a5l &, sl
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Nitric oxide s g) ehy Al a3l 38 5 Jana A @l pailI3-1-5
gt ads dasedl Ao Yl Aiday adaii 8 Ll 1550 el il sl Caly
i) Aaia i jad B ae b 8 oy il ST O g 32 ) eall (383 Gauad s ddae 5Y)
e Ay geall dpe oY) iy Aida g Gpuniy caall Jaria (it 3ok (e Ay sedll Ao 5V

. (Liu and Dillon,2004 ) as 385 138 5 cl pill alial Culag ) Jo£5

Osa el Cube) Al pualaall (8 3 38 5 Jane (8 Ay sine 33l ) 35y aa gl Cua
Cea G G2 Ae e okl de ane ae 48 aplud G 2 G4 ¢« G3
By pe i) A ) o3y o35S B gsie Galiad) Bl Cua Jg el SI
. (Ahmed et al ., 2018)

daa sl lileall (e el A L delie Jale sa 2luS ) el il a3 o) Sua
el AtV ¢ oamal) il ¢ 2 gl e V) e 58 I3 b Ly ¢ Ailia

Osaoel) slael 2 Nitric oxide S8 dame (8 (ssime glii)l aga g Jan ol Cua
e Ge G iea s nll s Cpms ) puiall Slise el glé8)) 2 DHEA pale S
Ulad) 2o 5 aaluy I NO  ys ) el il £l Gdad e B2 Jengy 4l
Ot — daag il de gandd ealudll cu Il sy Gua dgedl) L S0 A
O gl cailda g Jaaat 89 NO U Y Lty W jla Jiay 53 Nitosylation-cysteine
(Krol &Human, 2020 ) E2 e aainy M5 pilae G0

NO ) (he 3 3 Cam ) ) bl Seall paia yall  puall 861, ity DHEA
dazy Layl s G4 ¢ G3 de sanall A (sa el sllac) JBA (o Lan o1 e 138 5 Jucall b
Lima ) sl ER dsladl (s g i) () sa s S liue e il aalaii e DHEA
.(etal., 2010

Al e @381 1y G2 Jy i Sl elhae) de sann (8 NO pRlaas) (IS Laiy
@ JIs Ggas g Al A5l )yl I caldl 0525 (Srinivasan et al ., 2009)
o=l Y 2 panis Ay seal) Ao D aliill s Jpemn JOA (e A gell due 5Y) Adda
Alebaall 1Y 05 o i) i el s Y1 iy 8 aadl LA (Bl g 2 g
Dl G oAl asay ) LS LSl saall (e 808 eS8 el3al) (& J g i S
s A S A ally il il sl elal) ddiaall LSRN S5 (e il (5 5adl ele )
alal LIAD eall AL ) axdly (g3l (SUaadl ) el o diaall Gl i) sels
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AU addia el (5 g pall il gl Aldadd) st peadl) ) Slaalilly Alfiaiall o) 53l
apoptosis LAl s3gd e uall sl s Foamy cell 4, LDA & e 5auS 5l
. (Libby,2000)Fatty streak 4xiaall kgl o <3 A g2

DHEA, Estrogen, ) < ga gl 58S 5 Jaea & &l padili4-1-5
Qs y Jo el o8 50 (Progesterone

DHEA-S 0 385 e (8 (5 5ima glii)) 255 () ddlall il <l jLi) Cua
(Naelitz and Sharifi,2020) ze B8 138 5 anbul Cuw Baal g 228 [ a2 2 @ dlalaall 22y
o A BN b ge a5 s 3y SN i se p (A dualal) gl )Y ol (6
CYP 450 302085 a5 S sind) a3l e la pils JMA e Jeaall 8 DHEA <l s
a5 Pregnelone ¢se s () Jsind sSU ygad dglae ol e Y g 5 555 (53
.DHEA 050 Wi (a5 da g piiall b g jell paen prinail dega s shas

G AY) dpiall Gl ga jell ¢ Y LulSadl QIS DHEA-S el gléil gl & (e
By O gaedl paalae A Al Al pall adlas Le 1385 Oyt 5ol G s SN Lgias
Absiwe o Al L L“_’_“d\ (Tang et al ., 2021) 4w & Aaiil) pda Chagl)
Osooels e oa Al Gl Y aalae 8 Lsale <G il Jaadll B Cps g i)
ae G 13 5 Al ) adaa 8L ae &)l DHEA O5ep (0 p3S [ a2 2 @ Aliladll
.(Song et al ., 2010)

it saliaal) el il syl (Xiao et al ., 2021 ) J e <yl 3l Al yall ()
da gl aaa ol B gl ¢ Gl )il laal Aladl da je JIS) Ol 8 Casadial Cua () )
G gl Gl glase palias) I o ol dll (8 gspall canyiy Gul 8l lias
Oy oy ) baa gl Cus DHEA et aladiuly o gaall madle (puady dnledly)
Ualie (gl ciladle Jali g (sanslill slga) Jalss (DA (e 4 seall 4o oY) Dlday diyda
.(Nasu et al ., 2019 ) 4 yeall e §¥) daia (s’ S DHEA 484l e ¢ gl

ALl aelanall 3 (55 sem s ) ¢y sapp i) I Alall Al pal) s L3 LS
o Aagiill oda iads) 8 J g ] sSI) de sana 8 sl Ao ganay 43 lae DHEA 5« ell
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Oyt gl Gsep Ao gWY ol A @l A (Forman el al ., 2015)
Cun | el Shael Al il Y aslase A DHEA (s abal G oad il
L3l 835 O segll e B S ClaaS el () G sepedl il sl L)) (8 caall (5
.(Marya ., 2003 ) positive feedback mechanism s sl e ls i)
Histological changes 4wl < il 2-5

e Atle sl QN Gial jal s Gl aleal G ABe 25a s ) Bl il pal)
Ay A JIA Ggaal Gl Gl lia g & geall Ao g¥) 8 Dpaal) il ) DA
330 e Al bV s oml@l) aal) daca 3305 8 JY) candl & gedll A Y]
ol s I il I il ginne i) g (AU Gl 5 A el Ao O Apdaaall A sl
Ay sedll al BY) pend A DA 138 (3505 (e e IS Aabiiall AEEKI <l Aig gl
(s nSlll aea ) Esan (e 5 Len e g il sSI 38 55 &) ) bl pall i
4 gadl) de oY) B Al &l i) 1-2-5

b o sl s J s siend S (g sadll gy yaill At 4y geall Ao $3U Lpansll il ) Ll
Oxygenated blood il Aaus) ok o QBU (5 gaal) ueaill 0515l pae N (0
& (s (Tucker et al ., 2024 ) W8kl 5 Gl pdll (& Ganial J s N o255
Ol 3auS) o Jast (il 5 pall ) saadl ad s g5 (Al Ay geal) 45 3 (s Sigoa
< myocardial cell Anldl) Aliaall LA g (Mg eliiall adaas L g 40800 o Lial
. (Mote et al .,2010 ) el Jual 51} (i€ 5V (it
28l daadl) @ i) 2 -2-5

a2l anl ) gyl s Jos i sSI paalas (5 el pandl) il Ll
Ul s Sl a sl liialy aa LS5 Ay Cllay s sedny Aliale G s
Eshraghian and Alireza., 2014 ; ) as (3 13 5 2SI gl Jals anlealy) LA
e Ol OE) llee e 4 LSl clise a4 Jis dus | (Sakr et al ., 2015
gl ) gam Cusg ¢ 2SI LA (e U LOA ¢ 63 4y Hlasl) Baad) i g ja O8I SIS
S oAl s 2 Triglyceride (TG) SN ¢ saall il i 3345 (A J g il <)
O bl pall e paall @l HLl g gasIh Jaall Sl s il Ll Qs 3y 5k e 2all
Chhetry and Jialal et al ., )AS5E ¢ saall il giue & W) Canny J 5 yiund oS o5 )
¢ Apaall iyl A (8 Gl el dais duaall COlay sall pead Casy N5 (12024
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Gl yaladll aS) 5 Ledie Caany el 13 ¢ aSl diglay 3 Iy ol ) G @llid

. (Hallberg et al ., 1984). 2SIl LA Jala daal)
Zliils aSU (A S5l 3, ¥ ) Galal Jsa oslaalll CaiSill & gaad Ay L
sl LAl Gali I s Lee ¢ ol i) aloal st Jal sl A Anlgaly) LA
el 3 ) Blaliadl gad (o A A liall LA 5 4 glaalll LAY Cuda dhaay Ml

el i Baaly e IS J el S JlS Aag® eadl gl gall (m el
e liil) (panS V) £ aala ¢ soall sdall il I 53 DHEA Oses sthacl g
Led &l yurd ) seds Aol s AaiY) ali s 1)) Reactive oxygen species(ROS)
Lt damad il s g Al LAY AL )5 diaa il sad ) seda g (5 el lEEaY) Leia
.(Ferrari et al .,1992) Free radical 3~ sl

Al Al &l il 3-2-5

dgn s N QU il (5 5a el 5 J gl I pialae (8 (5 seaall Gandl) il @ )Ll
G yig g sl ele sl laa (8 Gl a4 geall Lo gY) Olialy  Alide < s
Onbadd) 2 Y QB e jedai 5 (Gillum, 1982 ) ae B8 1aa 5 dxanll LA
Gy Jady o (Say pal) (3835 Galiail s il dlae (ol Gldle ol Hall caliay
O S ¢ e Shad Al QY Aliae LA Jae ol gl Jay G ociulil) (3lalia
ol A ya (AT @Y lay Alal) & Wil J 5 sinad sS1) (g0 Qi pall iy gisall aalass
Gusev and Sarapultsev, ) <lall Jid 5 aall laaa g185 )5 AU GLdl a e Jia
(2023

ol 8 o yil) o815 ) (g5 Adlall ¢ saall g g i KU Ja jial) eleind) o ]
4ovall Al Jie il Adasi jo Clielias ) a5 Lays Gl ) laal s Les
lal) Aliae ali g Calill Jadi 08 Qlall Jd dyaal) Gl ppaall 5 lal) (L g dlall il il
a3 alddil G
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(ER ) ¢ 9 i) Jitiwal |HC 481 gilis 4-2-5
WA 4 (ER ) ceasiwd) dituad [HC 408 aladiuly 4dlall 4 jall =il o il
ao Al Lol DAy DHEA 0se06 groadll el (8 Ulle | et 430600 dlias)
S B gl AUST Llle |t & jedal Al 3 jhasd) de geana g Jg st sSI) de sana
AV ) s s i) Jatal @.u.ﬂ\ =l G:LwSS\ omadll 3 Lﬁ}.‘wd\ gl )Y Jaa
dlec DHEA Gset b sy Cun Gaa g i) OO0 1l )3 DHEA O 5e¢d 4Ll
cliida J Jsaill Gash e daadiall Lde V) Ol saaeiall ¢l LEY) DA (1
(Traish et al.,2011) cua s iV 5 Can 5 p13Y)

bl Ao LA A DHEA Ose062 @23 o) (Deroo et al., 2006) 25 Cua
(UM) 1.1 45 Ki SbaS <uli xa Estrogen- receptor (ER) crs s iw¥) SO,
Uil ge Gems i) Jiiisd e 458 DHEA dony Gan 5 e (UM 0.5)
adl & DHEA 0502 Clsivs () Gig ppall ey sl jiul) (e S 5l Alilas (5 suca
Al e Le 1385 Jgaal i)l ginen ad ) Jinall Japikil) FUS a3 4
Osa (e paS/pe 200 a il 2y DHEA-S e p S ghosay & 183 )¥1 A (e A0
Aladll gaelae 8 DHEA
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SUMMARY

Abstract The present study aimed to evaluate the histological
and immunopathological changes resulting from feeding
experimental animals on a high-cholesterol diet and then
treating them with the hormone (Dehydroepiendesteron)
(DHEA\) on induced atherosclerosis and to know its effect on the
heart, blood vessels and liver. The treatment period was Six
weeks, and (20) local adult female animals were used, aged
between (8-9) months in December and weighing (1500-2000)
grams. They were divided into four groups, (5/group) for a
period of six weeks. The first group (G1) was the control group
that was given water with the regular food, the second group
((G2 was given cholesterol 1.5) g/per 100 g of food) and the
third group (G3) was given cholesterol (1.5 g/per 100 g of food)
with the hormone (2 g/kg) and the fourth group was given the
hormone only (2 g/kg). ), and blood samples were taken at the
end of the experiment to study the biochemical parameters,
which included studying the concentration of total cholesterol
(TC), triglycerides (TG), high density lipoprotein (HDL), low
density lipoprotein (LDL), very low density lipoprotein
(VLDL), Malondialdehyde (MDA), glutathione (GSH), nitric
oxide (NO) enzyme concentration, Dehydroepiendesteron
(DHEA), estrogen (Estrogen) and progesterone (Progesterone)
hormones, and performing the IHC technique for the estrogen
receptor (ER) on cardiac muscle cells. The results of the current
study were as follows: -

There was a significant increase (p<0.05) in the concentration of
TC, TG, LDL, and VLDL, and a significant decrease in the
concentration of HDL and a significant increase (p<0.05) in the
concentration of (MDA) and a significant decrease in the
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concentration of GSH in the cholesterol-treated group G2
compared to the control group.

The study also showed that the use of cholesterol with the
hormone G3 led to a significant decrease (p<0.05) in the
concentration of TG, LDL, and VLDL, and an increase in the
concentration of HDL, compared to the G2 group, and a
significant increase (p<0.05) in the concentration of GSH, and a
significant decrease in the concentration of MDA compared to
the G2 group, and an increase in the concentration of estrogen,
progesterone, and a significant increase (p<0.05) in the
concentration of the nitric oxide enzyme rate in the G3 treatment
group compared to the control group. On the other hand, there
was a significant decrease (p<0.05) in the G2 treatment group
for For the control group.

While the G4 group that was dosed with the hormone only
showed a significant increase (p<0.05) in the concentration of
the hormone Dehydroepiendesteron (DHEA) in the G3
treatment group and the G4 hormone treatment group compared
to the control group.

The results of the current study in the tissue sections taken from
the aorta, liver and heart of the group of female rabbits treated
with cholesterol G2 showed the results of the artery, irregularity
of the inner lining, infiltration of inflammatory cells, tissue
congestion, accumulation of fat, and the appearance of fatty
threads. As for G3, a small accumulation of fat cells was
observed, and the inner elastic membrane of the artery was
clear, and no inflammation or congestion of the tissue was
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observed, and the artery wall was thicker, and the inner lining
was irregular. In the group G4, the artery layers were clear and
no clear tissue changes were observed closer to normal. In the
liver, expansion of the blood sinusoids, congestion around the
central vein, fatty degeneration, and the appearance of fat
droplets were observed, compared to the control group. As for
the group G3, slight congestion was observed around the central
vein, slight fatty degeneration within the tissue, expansion of the
blood sinusoids, and the appearance of Kuffer cells. As for the
group G4, slight congestion was observed around the central
vein. , compared to the control group.

In the heart of G2, blood vessel congestion, foam cells, and
cholesterol deposition were observed.

In the G3 group, slight infiltration of inflammatory cells and
slight fatty deposits with fibrosis were observed. As for G4,
slight infiltration of inflammatory cells and fibrosis were
observed, compared to the control group.

As for the results of immunohistochemical expression, they did
not show high expression of estrogen receptor in the cholesterol-
exposed groups G2 compared to the control groups, and a
significant increase appeared in the groups treated with
parasteron hormone (DHEA) G3 and G4 compared to the other

group
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