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2a5LE) Ay ) LYY s3a) 58 (HCMV) () LIAT aiiadl) (gl

Jiars elacall ol 8 slall (530 Ay 4nd Bla) Conay jallad) slad) nen 3
AR (saal i) s

adcmall Laplill IgM 5 196 e lial) acall Ll aat ) Aol 338 Cags

Aldly pualid) pabian) ) 585 (s5ie paaty (oo dddlae 8 e ludll ool LA

e I Asmaly (ee shal 350, e My dlkilae b duhall o3 el
I ALY L alail) gy il Hnyal 3obally , JLY)y lll adall Jgil
b N 2015 acis (e syl (PIA 3yl de geaeS Glaphl) oLl (e due 160
2016

21l o cDlal sluall degana ¢ ualae 3o N Auhll Ao gena and
azis (@l (50 Wl bl Jeall @3 oLl desanas , die 110 iy
e e 160 33 & Gl Aue 130 aumiy UG @3 oLl de sanas , die 110
30-15) 0 L wrme e Gan Slimll o238 y8als, Byl de ganaS Cilprgdall ¢ Ll
i (

Sed) Lol haziuls CMV 419G, 1M Geliddl cacall c)lidl cual
gy b Aalal Al 53a 3 (ELISA) apiVU Laiyall e lial

adimall Gag il IgM ¢ 196 Aelial) cacall Ll Jane o) il el

s sl e %6.92 5 %96.15 Ly cllalanl) 3 Jalsall o lual) sl UAL
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sle %2.72 5 %67.27 dwsy zlsil e cldall sluall saly « P < 0.05 (gsine
Clad Lpall el Joal 3 oLl Wl ¢ P> 0.05 (gsine (38 3535 e gn sl
Ao gane po pgilie die P < 0.05 (gsine (35 sl e %6.36 5 %95.45 s
LNl e %2.5 ,%68.8 L syl de sane Cilas a3yl

= lall aall Ln gl Auhall a8 il KU g oanall (e die 88 lia)
Jiaal) Aaglie aladinly deaddl 3 (IL6 , 1L10) oabaas) cd) s5ime (bl 19G
L) (ELISA) sVl Laiisal) elidl)

20 ais Il Jo cladl sludll degana, aoalae day)) (M lgapad
Ly e 20 aaiy Wall daphall Jalsad) cloall de gana ¢ %22.73 dpyy due
de sanag ¢ %31.82 Ly de 28 aaiy Glhliwy) b oludll de gana ¢« %22.73
Y2273 Ay A 20 aaly ¢laal! 33kl

slatll Joae & (IL-6) mld) aaliapnVl ol (ssiase g L)) bl el
GlbEY) @l slull il 585 o8 Cua CMV-IGGE elidl aall edllall
@bl daall @l sl « P < 0.001 Jle s5ime Bya5 pg/ml (7.89+£23.23)
OLdall sluill | P < 0.001 (s5ine (38 25n5 &o Pg/MI (6.77215.4) dains Lalls
)lae, P> 0.05 Lsine (3 3525 a2 ge pg/ml (4.25212.5) ssivars zlo3l) e
-pg/ml (5.66£10.27) ¢laa¥) 3yl de sans pa

sl gal (IL-10) yaladl oaloaw) cdl 35 aliasl bl el
Glalay) al clall sal bline iy s CMV-IQG elidl aall edllall
Gl sladll ol X P < 0.003 Jle (s5iee 358 2535 e pg/ml (2.01£5.00)
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Antigen Presenting Cells

Central Nervous System

Cytotoxic T cell

Cytomegalic inclusion disease

Cluster of Differentiation 14

C-reactive protein

Dense body

Early Phase

Epstein-Barr virus

Glycoprotein B

Glycoprotein H

Human Cytomegalovirus HCMV

Human Immunodeficiency Syndrome HIV/AIDS

Immediate Early Phase IEP

Immunoglobulin(G) 190G

Immunoglobulin(M) IgM

Interferons

Interferons Gamma

Interleukins

Interleukin -10




Interleukin- 6

Karposis Sarcoma herpes virus

Kilo Dalton

Major Histocompatibility Complex

Mikroliter

Natural Killer Cells

Non-Infectious enveloped particles

Pattern Recognition Receptors

Phosphoprotien 65

Recurrent Spontaneous Miscarriage

Solid Organ Transplant

The Late Phase

T helper 1

T helper 2

Tumor Necrosis Factor

Tumor Necrosis Factor Alpha

Varicella —Zoster virus
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Lall cluglé o0 Cytomegalovirus (CMV) WAL aaiadl (g plall any
ol Dlugpléd Alile A an Ally Herpesvirus-5 (uelall g5l Gy caia DNA
(2015, sa5enll) .ol Lgias bl (e el (5] sl Ly Liiily A g yaal

cabe¥l daaly e Ay Cad bl JSG WIE g pldll gy Lal) ek
& iy, amall 8 Jality gl o<1y Subclinical Inapparent Infection
.Reactivation ddauini alay o) JI Latent LS _sny daua¥ly clact) alids
(2010 ,. 503l 2ana)

Ul Sleall 3el€ e adial Apmpall aheV) jselss lal) sad o
Luapall Gabe¥l ek Aipeas e ALY S LWy Guladll
Jays Immunocompetent Persons Lelis el Lalad®U Asymptomatic
<y Immunocompromised patients e bl okl oaje i (ag ldll dpcal sl
Buss Cpashoall JULY) (o S (8 )Ll daass Gugsaldll 13g) pladll oyl 5l (ld
e 8 Al Legal) A5l liayad) o gl 138 Jan e lall Sl iy
ool Ng ladl sba 2 8 sphd A el
.(Laufer-Perl et al., 2012 ; Pandey et al., 2014)

Ol Alla Jalall Y1 55 Lavie g il Vs BliaY) 3yshd Sl Gl

ol il LA Aol (b Bl e pril (g I I Anna lgiia ) aliss
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Lasiall I Juaadl

gy Jikall Cise sl Jaadl (e 3)S0e Jalye 8 Miscarriage cpadl (i ) a5 8 Lae

CEal LlaY) calias S ¢ %40-30 guall VWY e A@s) Jaee oy 52350
%60 ilay) JSi 3, daaall L& Lamall Ciglas o liaVly salaBY) (py sisd)
Wiy dpsiall Wl lgse Al ol 4 %1005 desiiadl Glald) 4 Ly
(Griffithet et al., 2015). L

aall; %85 5o 1gG aall Ll Jaes o) cluhall e aal) Colil 3hall 4
Il Ao bl clall 8 Wi, (Albaiet, 2014) Glagaal) sludll n %10 1gM
-(Al-azzawi, 2012). %9.9 IgM s & %58 58 196 aall jLasl Jaea o

Lile S ol Byia duidiy p Sligia (e 5l 4 (Cytokines) duslall s al)
lgaany A5l Lpal) ae by, Lelia 13y e diny Loe Ladl avall (e 2ie Jlsil
du Gl ALaYL LeaS GlaVl Gas 8y, sl ) Lehlds angh elow (sl
adaddally 40lall dpelidl laan) adawl Intercellular Signals WAl o chLay)

-

(Vazques-Lombar et al., 2010). e
WA (e Ao gena 0o mih oS g e Ble s (IL-10) aban) ol
Lie sy A Lelia WA 5 B cells 4l aslaadll LAl T cells astl) 4 slaall
Aalag bl o a5y ) ALYl Gl alas g8 Immuno suppressive elis
cliSladl s iy ,Antigen presenting cell (APC) (aaidd dasiall LD
Dby ol adaiiy Cytotoxic T cells (CTL) delud) astill LAY daydiis ,duleily)

.(Kotiranta-ainamo, 2006 ) .B cell 4Ll 4, 5laalll L)
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e DU Allgal) a0 LGl UL G sl 8 il salusall sag

ol Jea z Y Bt 5 Gl saliaal L2y

Ll WAl , Monocytes susgll WAl (e &y (IL-6) pcalcany) )
Bl ddl A il bl sy, Macrophages
Acute Phase Response

Gleldy 4 Logas WiSye D oan WS saamie Ciillagy Sliay (oS gy sy
5 Alaliall Lo liall Laia) st b 45)8 ) A8l , lalls gomal) i Capad)
-(Jones, 2005) dasiall de il

sVl gy (A epatll aledl Golary, Jeall dadl (8 aly S0 e

.(Prins et al., 2012) Tolerance pregnancy Jeall Jeai e Sliad dapiall jshaiy

CalaaS Auhall 038 Cheana b dladlae b eluall o (paldl) 138 L) LpaaY,
—:40Y)

eluill (e Aie (g2l WDIAN adiadll uplall 19G,IgM e liall aall il apaas L]

& Laysas (IL10, 1L6) Lblally (abidl mbian¥) ) 35 (ggie maat L2

e iall Llaiay)
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Cytomegalovirus(CMV) AN adilaall (ug pldll oo 43a, )l 330-1-2

1881 ale do3smy M 8)LaY) 5 Lapail) g plall o LNAN admall g lal)
A< akalis A Inclusion body Juwai) alual asag s (o3 Ribbert alladl Jé e
al agsls , Congenital anomaly 4ala cilasisy (plbass Bas (paslee Jlilal Ciial
1904 = 4 Kiolemenglau , Jesionek 1 & dyy) o Ja ¢ )l (e |y
, Kidney I, Lungs i)l 4 Protozoan <liladl dglie WA caay (o)
Center Sy 4ys5s alual L) o lgdag 2y . el 8 jaall (1 iy cuiad liver sy
(1-2) 88 5 LS 5l WDIAT Jala daals Al dalas nuclear body

3aal) A LAY b8 Jie Laa Cua, Gaule Ribbert Alldl <) 1907 ale 44
Ji e sl o328 Cillgig  Slik 30 Jual (e Jlikal dxs ) ,Parotid Gland uasal
i) Jeal ld DAY 038 (558 5,58 ¢ Lalall (e ol 155 1920 ale 88 . cpal sldde
O Cliglaall sigd (Say ¥ Y, (wlilany) 4Ly e 4a3b ) Protezoan Origin
(Hanshow et al,. 1985; Ho, 2008) aaall 13¢x 25 Placenta dasiall jus

Sar Cytomegalia WAl aas o)) ~58) e Jg) Talbert (< 1921 e 85
o Smith and Vellios o JS ekl 1950 ale s . usyls dale ) gm0 0
laal  Jlasyl WA gape W a0 Gasd 8 (gl
ol i o 1950 ale (3ll) a8 Cytomegalic inclusion disease (CID)
Aadall LAY dals Jlad¥) alual (pe 4 aald gl Smith and Vellios
WAl 2 5V eadl Gus pldll ek & e 1953xe Minder cald) (K ¥,

e Gluia dsa Baa¥ 3 (Minder, 1953) CID 2 clas cue Jalal Sl
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Jals Gl asms e 2SB 1agrs Ly 05,6100 iy alsuladl & 5l 515l Jala
s Weller 5 1956 ole J aa5dys Smith and Rowe (S« a8y dubadll LA
Joise JSE (o pldl) DL Jje e 1957 ale b
@il WAL adiadll g il mllaias o3y Weller =58 1960 sl iy
JubY) Js (e €y 2y HCMV 1l Jye 5, Human Cytomegalovirus(HCMV)
ool (S A ud Vg .Generalized Disease asle (bl (e (gsilay (Al

-(Ho, 2008 Fetus cuall aulal e JgY) ‘JM\ }s LAl adadll

o

inclusion body Juwid¥) alual 3589 g0 CMVa 4wy pldl) 4l (1-2) J8&
.((Jones, 2010 ) 315l Jala
Herpesviridae () (sl Aile-2-2
Gaalyal Apaal Ll g ld Ao sana i ) 5)uSl Jilgall (he ALlal) 638 aa3
O 5 Laled iy deghll 80 la A0l o M b

.(Mettenteter et al., 2008)



aball yalpial S Sl

(e s Al audy Herpesviruses awls cayss abladl sda o) Cagpmall (0
Lalall Lla¥) dapls ) W) i (Creeping) <asis Sea Herpeton auslisll )
oS i ANl gl wren @i draly dpus e Alal s LY, cl@ayl ) )
& Alilall Gl plé ases o) Pathogenicity Luzalye) 5 Laglgn calids Ll je Jildia
-(Brown and William, 2011) 4:ls¥) la¥) aay Jilall 3 daails 3y 5y

danll LAY e zeay (Linear DNA  Aaal) Lall) Al sald) o) adiag
AN, g yma pe V) aad el GV e 2l ) e, Episome gl JRall
(e 3548 2y Reactivation i) salel e )5l <l lgda sy cilug plal) anen il
Liacall Lie sac Jalse dagiy ellyy 466l ) daalll GalweY) L Latency ¢y
L) ) @ AY) ALl o Ealsall sl aphall cilayal Ll g Geadl) dndl ) il
(Wang, 2013) e lidl Jaydil dyual)

Cae bl ) iy ¥ (Ul aladly zlaall (gyon ug iy Jasad) D) (g 1l o)
sl al) (a5l Gmeal) (3 Sl Plany Legd) (30 pel) o Al 553 o8 3
LAY adaall Guspld o) e, 4de 43l g & ey (Messenger RNA)
AN Sl i) (e AL lalae) olaiy (Epstein—Barr virus) L ol g plds
e e 130 e SAS) algh Lo leAY) 3 ol A sania WA cual o) &Y
skl bl i clilpal) (e ddlidg lelsi) caal Al herpes guel) cilug plé
G el lug i e g el dnld Jie s clisally bl caalgill, llewy!
(1-2)  dsl & L& ol dme Dl Ly lepd S

(Penkert, 2011 ; 2015 ,s25esl))
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Herpesviridae Mal) dbile Cayias —3-2
laldie) Ablall cad aselae & I Herpesvirus Mall culug plé caias

; Burke and Heldwen, ) J k oba) 8 WSy, (1-2) doandl 4 LS S5l e

2015

—:(Wang, 2013

Alphaherpesvirinae L) g g Alall cani-]
Betaherpesvirinae Ly £ 5 ABlall s -2

Gammaherpesvirinae  lS g g alilall cai =3

0S8 Replicative Cycle celill )0 b W g dblall cnd i
Llal Lasiy Lysis il 4dall juedi cudle saley ,Aclu] 8-12 ali Luws dagym
38 Jlag .ailadl (o auls 52 Ll Sensory Ganglia dsall sdall & dulS
Herpes simplex ,Herpes simplex virus 1 lawadl Mall (g plé s dc ganll
Varicella ~ —Zostervirus  (VZV) il GBlall g plds  virus_2
-(Kramer, 2013)

Y e 06K 3 b e lail) 8)00 edany jadl, Ui pgb Alilall Cad (s 8
Jala & Cytomegalia dlbadd) sl aaa 38 Slug plall o2 st Cun delu 24
Gy Al Aol & L)) de in VILIO 4aspls Sag N VIVO sl auall
Walls Secretory Gland Hl#¥) s 4 4wlS dlal sale desanall o2 il pla
ool s de ganall s3] ALY (a5 Kidney 44Ny Lymphoreticular Cell sl

-Human Herpes virus 6&7 (HHV6 & 7) s Cytomegalovirus LAl ai. gl



palal) il S Juail)

Aslaalll LOAN 5l gal) LDIAT) 8 Lgde Ly Lgnsen aaiid Lol 53 Alal) cns Ll

B- Lymphocyte asbll dylaalll LAY ) any L (acads Al Lymphoblastiod

4K Llal by plall 28 L sales T-Lymphocyte bl 4laadll WAl

Clugpl Akl o3 e Qe Cilliadll (e Bem el golialll muall

Karposis Sarcoma herpes virus (KSHV-8) s Epstein—Barr virus (EBV)
.(Roth, 2011)

(Penkert, 2011) cupgd) o pl Ciiuas (1-2) Jga

Family Virus  Productive (Lytic) Replication

« HSV-1 Epithelialand Kerationcyte Neuron
HSV-2  Epithelialand Kerationcyte Neuron
VIV Epithelial Kerationcyte, T cell, Sebocyte. Monocyte, ~ Neuron

Endothelial, Langerhans andPBMC
p HCMV  Macrophage, Dendritic, Smooth Muscle, Epithelialand  CD34+HSC,
Fibroblast Monocyte
HHV-6  Teell ~ BWP
HHV-7  Teell - N Tl

'y EBV  Beell andEpithelial Beell
KSHV  Lymphocyte B cell

Structure of Cytomegalovirus WAl aiiaall (g il cusi-4-2
Gl LS &y 3 Acgenall o3 b g il LS e Gagldl] 138 ey

d S oY) Gasdia (i) (958 paela o g nldl) 138 ggiay, 230NM JalKU

(o
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aag¥) amie Clay Llsy 240 Kbp Lys 4eas (Ds DNA) Lpjall il
Shuda ye Glifign (w5 Sligpn Dle s Capsid ddadlall ewy Icosahedric
Al sy 162 4 shn 110nm o)ké  non-Phospharylated  Protein
dassall e S5 (ge5ill (anlall aae Capsid syl <Dl JSi .Capsomeres
50Nm laykd daday Capsid ddsssall calaiy .105nm laykd Nucleocapsid 4 sll
Q) syl e Phospharylated Protein sjawse clifigp e 438
Envelope Jb ew ddall Al as Gy Gy nldll Llsys , Tegument or matrix
i) auis Glycoprotein 48 Gl (e 4Se Gy p ashu e el
Target cell casgl) Al DUy (g pldl) Jasiy Laie g3 culiniy < Jaad SPikes
(CMV) WAl aiiadh pldll (S5 jeday ) (2-2) JSG) 4 mage WS

.(Gibson, 2008 ; Brown and Newcomb, 2011 ; Tomtishen, 2013)

Nucleocapsid

Tegument
Genome

Membrane




aball yalpial S Sl

Replication Cytomegalovirus WAL adidaall (g pldl) Ali-5- 2
The virus Entry in to the cell LAl ) Gugnldll Jsda-1-5-2

dhauls Initial Infection 4yl dlal culaaY Al mlasy (s pldl) Jagiy
Receptors «Susiwadl (0 yiSI 4l aslg Viral Envelope Glycoprotein oo Jelaill
, fuse (laerie 4dall cLie s VIMION G5 pldl) raad dagiad) AN mhas e jalall
gl Gph e Wl Bl s I Qg pldll Jsan ddee BLEY) Al oy &
oo Al gl B8 JAy s A Fibroblasts il =k xe Direct Fusion il
, abiaall Sliggy yam g (Endothetial Cell) Endocytic ol Gy
Slall Jaxm & oy Jilad) A o ) capsid and tegument protein Wl
Dl saldll bVl Camgg s Adlysll salall maal 5) Uncoat &asyy Nucleus
-(Tomtishen, 2013 ; Jawetz et al., 2013) Nucleus )5l Jala (DNA)
Cytomegalovirus Replication cycle WAL adulaall (g pldl) cie Lt 5y 9a-2-5-2

EDE A Js sl Jaly ey ylall (DNA) dihsll sald) Caelisi dlee lag
Z) Aad Aol 70 (e S8 D) dele 18 i (e Caeliail) 558 Joha (il Jalye
-(Kalejta, 2008) (5@l (3o saaall 45,30
Immediate Early Phase (IEP) Gsdll Saal) jghall 1-2-5-2

Aajall o2 8 o Cus L Ciagll A8 Bylal e oficlu dey Gaaay okl 13
S sl I G A5 e il pta
Early Phase (EP) oSeal) jghall —2-2-5-2

g;@i‘hd 4l U"’})ﬁ.m‘ lal Ll e dels 4-2 J9R A=y b\.ua.\]\ dalae dhaay
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a2y skl 1 DA .(Mocarskies and pass, 2007) dels 48-24 )5 e 22
&l alig lls DNA polymerase Jie (s plall Lo Caelaail 4y paall cilagys)
@lisigll (s Phosphorprotien 65 (PP65) 65—3kudall cilisigyll Jie llal
el oy i)y Lealutind &5 48Dl 50l e %75 0 sl 138 dulghyy 4S5l
.(Beltran and Cristea, 2015) (s
The Late Phase (LP) Al ekl -3-2-5-2
Aal) Ciga iy Coagll A dla) (e del 48-24 aay skl 13 oy
ysal) i plly 38550 CDAU LKAl A€l il deasi Sy skl aa Play
%90 ol shall 138 dilgiys, oaylall Gl Lalall £l cilis gyl el 4alal)
& atbsiladl yie mpull e A Lealuiial oy g lall Genomes 45l saldl (g
-(Hetzenecker, 2014) (ulaill g3a) N Aala (e Joiy 5 laadd) WA ~das
JInfection Virus aasall clug uldll a5, dbaall WAL (e saaa 430 2)A% aaat
s » Non-Infection eneveloped particles (NIEPS) Zaxall e Dlall chial;
Capside daisall (o samall s uldll (5S4 Cua .Dense body (Db) 4aiS)) aluay!
Envelope espll Jadll cadally Tegument <y g pldll asia o (g5a
Dl dblas de,ldll Capside daisall o gsad arall ye il ¢hal Wl Lipid
Viral Gus plall Gl dlalas daee 52 )i o (Db) 2aSH alaaV) cos 3, 60
Tegument Protien <l calisig p cpe oslad J<50 Adalal LSl <5 Enveloped
45<) alaa¥) ol .DNA 1) il saladl 5 Capside idsisall 3386 ()35 PP65

40a1l Membran Fusion sLiall el daulsy olsadl 5l olual) WA Jaxi (Db)

=
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dudall lifigyll Oy casilad) () Slidgsll e Wisine aali (505 lae a2l
3 Tegument &l cbiSal wl¥) el s phosphoprotien 65 (PP65)
s Llal ZY (g9 el PPB5.s , virun 3 4l 25 o0 %15 s <
Jinle PP65 1 528l DL 3 43 culuhall cidl s, gamall Gugpldll Glia s
on ssalls spmill i) gpesll 58 PPB5 o) ) Gyl gl Sy
A1 delid) Llaiu) dgalse Xy ,CMV 5 Gla¥) Pla Jilall duclial dlain)
OSay il cilyall coyelal Ladaptive immunity 4aiall 4clialy INnate immunity
Lt o) Ll e il PPB5 zlaw o dgnpall dmivaall Cangindi 3aliaa alual sk
Alaal) ax @l (3-2) JSall b mmge WS g ulil) sl 500 bl dlsyall ks
ool dladl Sl ZEl kil k< WU Db dags))

-(Becke et al.,.2010 ; Reyda et al., 2015 ; Krdmmelbein et al., .2016)

o€
]
L
.
-
T
\ N
L\
O {
Vieal Genorme
Repiication
Nucleus
~penc
T0F Aamad) 215Y) AN csSsse i AasSh alay)

@m:\._ﬁl“\_’jlaéulaw O 3_*;)&:,-&;‘ IE= a_}-)}ins GO -;a‘..'a_._;S}‘)_a

T Al s S SS gt

2 AN 2 giaad Jay o2 A5US 3550 gl salad DE= 5 _Saall Ala ol <ulidi gy yadlS
L= 3_alal &la adl ilass g all

.(Beltran and Cristea, 2015 ) (CMV) (ugnldll cae bl 5,50 (3-2) Js
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Auaal) WA Gug ! o Jeldili-6-2

Sle Sisy 4l HCMV (il WIAN aiad) (g il $haadll (ailadll (caal
WAl & ¢ canadll A1 Metabolism Sl Jially abill Gulss (e 2aall
e 5l A HCMV Il ¢ g il 1S5 s Al LAY Permissive J) dukl)
bl salell Caelowy Caligy Aall 5y Al o i Al Cliggyull i aan
esidl) DNA Gieli e 45yl dlladll Ala))l e ailsy 431 Y)Y, 4030 (DNA)
-(Hwang et al., 2009)

L )l ) amd g lil) Cie L 050 (g (IE) dyysill 5)Saall Alsyal)
Ofiay &S5 A IS b o HCMV o) dasadl @yl s ,HCMV 1 dglidal)
sl Cailla gl paass dliadd) 402l 8 (OUajull xS0 (551801 (4655 ,40)) protein (P53)
e ) ) L GalaY) g b Al Cielal oy el e 4l ) dilayl
coldll Giig s ols transforming csslall osadll e Agsae Geplall daall Glaidl
dae Sl Jeldill Byl e P53 il Jladl) Flanad) e iy o (S [E-86
455 DA e P53 (g0 Jasis 52 1EB4 Gyl 5,80al) Al pall (81 iy pl) (30
sall e e HCMV 3 L6 W .(Kwon et al., 2013)0dssl 138 pe Sindl
L A sl Jde &y 43 Transforming Growth Factor B(TGF-B)d sssl
Cielisi e Dy il 1 o) LS AA) e el i gn L, Dl
3l L AN g pldll Slisig g Je (gAY ALY ey - (Arai et al., 2012) (el

Js) sa5 Protein (PUL38) (g s, (ugnlill IS mllal Capadl 408 juas e

comall Gigall Gl a3 Cua, ALY 2y Early Phase 3Sudl Aapadl DA s
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Caclial Jeul aalaiill ihlse Blayg , g pnldll sai Jewns Abadll WAL apoptosis
.(Terhune et al., 2007) (50l
Latency virus gl o gas =72
Cile) b Alld Lelie Llain) Ga )l cag CMV = 40V 4laY) ey
,slall e iy Laily Canmall U8 (pa (g alall JB 23 Y 3 Loyl g pldl) Cae Lo
ol e syl e pldll el ¢ Latency (sl el lag Wi J8Y) e
Al 4laall WY oS Y Jalls , 4 4alall Antigen Modulation cacail
a8 ALVl ¢ g pnlall Lladdl WA Bas e T-cell (Cytotoxic) daludl
Jo¥) Canall i) Gl Nae Glasiie o dglie clifign aiai e
& )l (g I sas e Major Histocompatibility Complex (MHC1)
LAY Jal Wl il aibles e dam¥l oSan ol Jull Aal
ol sl salcae gy il A dlaYL o« (Wills et al., 2015)
el Cle e A€ ALY (PR (g il Lladll 4081 Anti apptotic Protien
i A Agame Gug s Ad Z U (e g plall syl Lytic llaill ciluall )
wldle a5 Cluster of Differentiation (CD34,CD33,CD14) 4 i<
Laald) WA, Monocyte suadl WAL delial WA ~aw Je markers

-(Manicklal, 2013) (4-2) Jsil & LS Macrophage
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Latent infection

UL122-123 CLT : :
CD34+ myeloid UL111A Sense Seid i aongs % Carriage of viral genome

progenitor cell monocyte UL1 44 Repression of IE transcription

* Restricted gene expression
. . H——_J % Latency-associated

USZS transcripts expressed
LUNA UL138 * No infectious virus
production
Differentiation
dependent
reactivation
Q Lytic infection
=) % Expression of major |E genes
o =) em g = ¥  Extensive t I
wViy - e 4 » Extensive tempora
(‘. P e . i X1 i 2 = i expression of viral genes
= - » ¢= % Viral DNA replication
' ) - &= * Virus production

macrophage  dendritic cell
J g CMV alay 4bdadl) dlajaly ddalsl dajall o @A) (4-2) Js&
.(Wills etal., 2015)
Epidemiology dLilgh-8-2
Sle B3smse 5, allall eladl maen g Ailagia il il e gl 13gn L)
Osiaaall DAL Glidy Laddl Ll o) ¢ Game auge go SR G s
& L %60 Jaray dng 568, dpaall Al Almdl)l iy lay colaially galaY)
Sapa) (o Apalill (lalil) 8 %100 5 ASp5Y) sasiall sl , Lyl L) dasiiall lald)
Ol 8 ALY Juasd o oSay ( POOlE et al., 2014) L lyily 2l
o) oS CMVA Zdlal)l Lla¥ly ¢ cpallilly Jala¥ly , Neonate sa¥sll Juasy, Fetus
ofd PlA Ll Ll sale) w5l Maternal Primary 230 21 Aba¥l oo s
b oY) Gilise 8 %2.4-0.2 on ol CMV 3 4alall 4y Ll 5 Jeal)

Casinaal) 3 mualaall 3 Altina ()5S5 Ly, Jalsall (e %60-50 s Faiial) Jsall
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Cpsiadl @y Gl oa %85 s I Anldl , oallall e laaYls ol
(Malm, 2007 ; Ouedraogo et al., 2012) ;pisiall e lia¥ly galaidy)
Gl g gl LT Jaea—1-8-2

Cina CMV I il Jass s (Albaiati, 2014) dlaxy 3 4l Capal
%10 sa IgM ) Caim Jame aay s 8, 0liagad) c Ll 0y %85 5o 19G
Sl Ay 8y (ELISA) sV L Laiiyall solidl el dglie A alads uly
e CMV ) L) Jase o) 2a (Al=shimmery, 2011) Galll J8 e 4l gal)
A ol )Sid) Balauy) cld s Lall 52 %16 563 IgM Ciia Wl %59.2 52 19G
Jba) Jase o) (Tuama, 2015) angd dgpalill 8 cappal dulpy 45 Ly (ELISA)
2231 %10 se8 IgM Ciall Lol Julsall s Ll 13 %97 54 196G iia CMV )
CMV Lasl Jase o) (Ahmed, 2013) ) aasd QoL dladlase 8 Ll L (ELISA) 4
b5 -(ELISA) s alasialy (mleaVl idla 6 cludll ey %70.5 54 196 Ciiaa
%91.2 54 1gG wiall CMV Liil Jasa () 2a5 (Hassan et al., 2014) &S S
Jeall 3 e lall 3 W, %3.8 58 IgM 3 S s 8 ) Sl Tl ) cld o Ll (o
il by (ELISA) i alaainl %4.5 5algM 5 %93.8 54 IgG (lSé syl
2 CMV il Jass o)) ang alasy dbadlas 8 (Alazzawi, 2012) 3 J8 (e Cupal
L 2035l %9.9 568 IgM )l e L) 196 ciiall %36 58 #1530 b 6 Ll
= (Al-dabbagh, 2010) 3 J8 (je Jagall & 4udys Cuysal cpa 4 L(ELISA)

325l % 10 58 1gM Giiea G il LS Jana o) aasd 22l Cpaepiiall alasy]

-39

o \u\ \ ) ‘)1 Lﬁa 4 Lalaa e &j (ELISA) 3——-—-—-——,—,\-19-’

()
L P
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106G wia CMV ) Ll Jass o) (Al-Khafaji and Al-zubaidi, 2010)
b5 ((ELISA) asii a1asiuls %15 cuilss IgM g L) ciliagaall Ll 3 %100
Jaxe 2248 (Khudir and Molan, 2012) Jé (e (S ddailas 8 Cujal ga) dulyo
Ciia (S a8 Y15 Sl slaa) o %97.4 54 196G Cia CMV L)
AL- 2ay Laa)) (g3l Ly 3y L(ELISA) 4 alaaiuly %1.6 ) 435ue IgM
ks [gM cavia Ll %100 58 1gG cava CMV Ll Jaxe o) 2014 ple jurani
s+ (AL-jurani, 2014) (ELISA) du& slasiuly Julsall e Ludll ¢y %0.0
sl oy CMV Lil Jass o) (Hama and Albdurahan, 2013) aa aslelud)
aaziuly Jsl e IgM | 19G e JS1%9.2 , %90 58 Sl Llaw) <l Jalgal)
-(ELISA) aus
alladly aal) gl b ug il L) Jaea—2-8-2

A il Jass o) (Yeroh et al,. 2014) Salll sy 8 o)l Sy ek
e elaall o)Ll Jase (ua 8 %94.8 52 196G iva Julgall cLodll 50y CMV
&t Wl (ELISA) apVL byl e lial jied) dulie 46 olaaiul %100 Jalsal
ciia CMV 11 L) Jase o) (Saraswathy et al,. 2008) Ciald) aagd Linlle
(ELISA) i 2aainly Jabsall el oy %7.2 548 IgM Ciim Lol %84 5algG
JLas) Jase of (Umeh et al,. 2015) sl aay Benue state, Nigeria iy
Jalsall eluill 50 %3.5 54 58 IgM G Wl .%93.3 58 IgG  Caiia (g plall
Ealll sy o) 8 Gpal sl Ay 8 (ELISA) A s Ul

s Jualsall cliall (10 196G cana CMV L) Jass o) (Bagheri et al,.2012)

=
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Gialdl ang Gagadl 85 (ELISA) i ahasiuly %2.5 s IgM Ciina Lol %72.1
19G Cia Julsall ¢ Ll s CMV Ll Jase o) (Hamdan et al., 2011)
(ELISA) i alasiuly %2.5 5¢d IgM L) Jaee a2 %72.2 8

CMV L) Jasa () (Abusetta et al .,2013) aas Ll 4 (g3a) A A
S 1gM 519G o USE %24, %75.1 sa | Saal W) @l Jalsal) sluall oy
Oauls 3 cunl Al Al 4y (ELISA)  dsm alaanuly sl
IgM s & %96.6 s 1gGY i) Jae olSé (Neirukh et al .,2013)
-(ELISA) du alaasiily Jalgall el 5 %11.5 8
pathogenesis of virus Gyl ) al-9-2

adiadl s pldll asas Histopathologic studies el cluhall cad
Aplalll 2l Gl 8 Ly WAl elae¥) e ddhie glal 40 DAL
Adrenal 4,,h<l 30y, Pancreas sbySalls , Kidney 4.4<lls , Salivary gland
laidly , Ear 0¥, Eye cpalls , Liver aSly , Lung cssylls , gland
oalidls , Heart ldly , Gastrointestinal tract el 3lealls , Plancenta
Brain  glally , Vessals aeg¥ly , Blood ,als , Skin aslly , Ovaries
.(Pass, 2002)

e ousdll BB 4 duahaV) ae L Al QL degall pailaddl o
(e 48 Lea e liall Dleall (o cgpelly Bilall Gileliy pa Jalailly Bilall 48 audasy

.(Johansson et al., 2014) Cucad) Jals (el JS&s Ay 5 Aysla 3aal o 1a)

()
s P
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o Central Nervaus System (CNS) (g8l anll Sleal) bl xie
,Neurons sl WA clld 4 Lo WAL (e ddlid lelg) caay o) (Sar ugnldl)
, Choroid Plexus 4iial 3pacally , Epenyma dwaxll &lay ,Glia d@all,
@235 Ay Vascular Endothelium 4y seall dae 31 &lays , Menings ¢ Leall Llaus
.Vascular Endothelial cell WAl de ) alay Lla¥ dain Hleall Ay Cona
Jems Les White Blood cell slaapdl aall il S Lleal e g ldll 5508 ) ALYl
.(Pass, 2002) anadll Jals g plall Ll
Slo @i Gup il Oaladl (aladY) 8 sl samy WIAN (e bphan das ol
WAl I iy saall WA haw Laiey , latent CMV 2wlS G plé dlal
SV JEy Al ALY e ladiy WAL adimdll (g plall Glb daw) 3 Lyeall
(Cohen, 2014 ; Wills, 2015) 4la¥) Glaa¥ avall Zaii) (e 322 ¢ 153l

Active infection dldll 4l o Jalaall UNAN aiiaall (g ldll 5508 ¢
eliadl alaill J8 e ade sladll o0 Gedll (e Al lidl el Canadll
eJilall dae Ll i) ae Jalaiil saaatie cilbadif s 4SO s immune System
wall Bl sae ddaul Antigen Presentation scaivall s 3l (el odag
4L=YU Natural killer cell dppdal)l 4BEN LAY Joe Layiig , Sl J5¥) Cavall
LT ddaulsy Capcadl cilelas Wi e 3l Ll o6& @l s CMV gl )
Complement— mediated aciall Liluy Jidais APOPLOSIS ae Jalsill Jia (53

e 53l ae Chemokines Skl Ciall Gl a piss e 3yal) 4 X ]ysis
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sl Jendl Monocytes slgll sasg WAL, Neutrophils daadl WAL s
.(Christidou et al., 2007) _usnll
Normal Host Pathogensis (k) Ciuaall Lpl)ayi-1-9-2

abe) Osv sale oo belia guaphll ooyl 4 HCMV 14,y Ll ¢
ball Clamy ol dglie (mbel edin VWY ae s o gl Ll
, Fever as aa, )b (i) Luyld 4 3l Mononucleosis-like Syndrome
dlaalll el Pliely , Hepatomegaly 2SIl aai; , Myalgia e A
.( Laufer—Perl et al., 2012) Lymphadenopathy

Agladll sl Plels , Tonsillopharyngitis aselidls oyl sl o
le gl JAY) aleV) (e 4, Splenomegaly Jislall sais, Lymphadenopathy
Al o LM (5 AV 550Ul cilie loaall (e ¢l il g 43l HCMV Llal
Ulcerative sl o4 gl clglly, Arthritis Jwaledl Cleills , Arthralgia JLeade
Llaudh clglly , Hepatitis oIl lgills , Pneumonitis sl «le¥ly , Colitis
Myocarditis sl Adiac lell ,Aseptic Meningitis
-(Crough and Khanna, 2009)
S hal) sl e g dpalay-2-9- 2

el (8 Aagall ALY A il (Rbal) e sa LOAL adiadll (g lal)
il e liall jsall (e Lagad s IMMunocompromis e biall cuslly Guladl)
slacy) &)y iy Human Immunodeficiency Synedrome (HIV/AIDS)

A.cbdgll Jane alyyy palye¥) (e LS 8 ety Lae Transplant Recipents dalal)

()
L2 P
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%40 s HIV (ax & CMV  lsl Jdawe o) Gl aplild
.(Momin et al., 2011 ; Pandey et al., 2014 )
e K & Reactive Ll sale) o) Primary infection adsY) Llay) ¢
SYI JSLad) (5ol piaye (88 Ao liall e (alisil s dagiy a5 gl (e
Esophagitis sl clelly |Retinitis 4l Gl o CMV 2 dalaid) e gl
fladl Ll Jadn clieloae Caaile 1ol Colitis ol bl
, Hepatitis <l Glgills Neuropathy asll Pells Brain Inflammation
.(Yeroh et al., 2015) Pneumonitis 53l <Ly
2 (CMV) LAl aaadl (g nlall LY Direct  effects jaluldl il

il cudl g8 Solid Organ  Transplant (SOT) Zaball eliac¥) &) by

(SOT) el —all el aeWlgyya vl adglly I eVl eiVa adl
. (Ramanan and Razonable, 2013)
bl (A LOAD adiadl) (uplall AapDie e la, B Liabyal (g lal) sy
Ipgda¥) Jahel 4k CMV 4adie o) Cus .Tissue Invasive gl 53
all BLS atiy, Maliase clegs Fever sy s 8 Al Flu-like illness
b —wid ¢ iyl Thrombocytopenia 4sedll clasicall jaiis Leucopenia gzl
DAl alias 8 Tissue—Invasive diseases gl 53 palyl Wi, 2SI clal
Gl gy sax B CMV o Ll s o) dsadl cylily cggyiall guaall

.(Kotton et al., 2013) L&l e 8 %35-%9 Qldlls 5 %75-%35

=
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spaladl e BV Gl LA Ll CMV el 3ald) el sl daleayy
Laily mpmail) 5503 Byl Lol b poyiall sumally Aals ) dule i€l ¢lo CMV
) Ay ld lals Fungal @wlphdll , Bactrial 450 Alay) Hhalis sal) ae daiif
Aall gaall by elacVl &) 29, Diabest Mellitus oSl ¢y s 4lal
-(Srinivasan,2014 ; Hecking, 2013) Acute rejection
Congenitial Infection doidal) LLa-3-9-2

JEy dags ag, saad 0sS Lay sV s JUlY) g ol Al
S AT e s cpiall I Allan) dasyg ¢ Transplacental il e CMV
Jeall DA A0V L) 2ny anll Jals L) Jlial oy ¢ 46 dlal ) dlal
sl s aey ek % 1o 43)lie %40-%30 »

e abel Lo 0 WA Gl Alal (e %50-%15 s ol
bl s, Intrauterine Growth restriction guiadl g aaas @l 3 Ly 33Y5l)
g clias , Hepatosplenomegaly Julklly aS) d.las , Microcephaly
i , Chorioretinitis 4<ually daiadl Gleilly , Jaundice onlls , Petechiae
AUla sl &aas %30-20 dass, anemia LAl & , Thrombocytopenia Glsiiall
os=adll 5l Disseminated intravascular Zsedl Zaeg¥) Jaly aall Lalan ohe slag
Osx (A %90-85 JuldU dalall 4Lyl alass ()5 Hepatic Dysfunction sl
pand) G Jie Gliclae M 5shi agie %15-5 Ly oS5, sVl die ()l

,Visual impairment =il <eeay, Sensorineural Hearing LOSS uasll uall



&‘J‘d‘ oaladial ‘f'ﬁm Ladl)

(5-2) Uil i daumse WS Delay Psychomotor Development skl & s,
.(yinon et al., 2010 ; Adler, 2015)
33 sall g cpiall Ly ol il 5yl e a et L) 50 )
LY gla Congenital J—all 3,8 L) 8 cpiall (lcay Lad ind ¢ (gl dlly
O A8 s S3 Perinatal 3a¥s aie LY Chra s Laesad 31 s S
@355 Y ad B Basasdl da oY) Gl 2 s LS « Postnatal sa¥s ) 2 sy s
3l Ll 19G ¥l oda 0¥, cpiall Giaay 08 30 Calill agaat 8 508 e
Lol o adll g pldll e Ly S ppialdl N A i) e sl e
iy g Uterine Glandular epithelium as, Uiyl 522l & CMV
ogla e dagyf Wz Capillary Endothelial — cell 4l LAY
ol Fc-Receptor a2y CMV Il (s nld o) & Cytotrophoblasts

(Manicklal at el, 2013 ; Adler and Nigro, 2013) daiall ye JdU
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Congenital CMY infection:
0.2-2.4% of all live births

Women of middle to high Women of low
socioeconomic state socioeconomic state

N\ /

50-60% 40-50% 15-30% 710-85%
Immune state Non-immune state Immune state

Maternal primary
infection: 1-4%
*Fetal infection from ' Fetal infection from

maternal reactivation Fetal infection: maternal reactivation
or reinfection: 1-3% 30-40% or reinfection: 1-3%

AT g

Symptomatic infants at birth: 10% Asymptomatic infants at birth: 90%

/N |

Mortality: Long-term sequelae: Long-term Sequelae:
20-30% 50-30% 10-15%

dilida Jale A LAY adiaall upldll AERY cilagddl) (5-2) J<&

(Kim, 2010)

Mode of Transmission of virus oug el JEL) 30-10-2
Horizantial Transmission AN JEy-1-10-2
Saliva lalli-1-1-10-2

OSa Cun Nl aay QDU gl JUEY Gt Gl sa) lalll
3ms Bud) A e Al ) ALYL, JULY) bl S JE o e il

& HT0 A deay o) (S JULY) Ale) SHe B Al Jaeae o, JULY) Ale,

(o
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Lad LY DA e Jiy o) oS WS L 3-1 gn anslee) zoli gl Jlakay)
.(Bennett et al., 2015)
Sexual Transmission (udal) JEEY-2-1-10-2
Jis sale (Slg an)ll G (8 Gy goiall Bilull (0 IS (G g pldl) 18 2ag
Gyl (585 O el (o Ay (ad ) adll Bopka o Jlal) lin ()5S cuiad) JadY)
(i Cuinll ) 33LAN Apial) B o) cluball Caiagl, Gugulall JEY as
asally s S8 Jlai) ) duball cylals, Llall Glal gl ] oS
.(Studemeister, 2011) LAY adadll (g plall JERY  3)skiall Jalsall aal ()58 38
Blood Transfusion adll J&§ gk oo JEIY-3-1-10-2
WA (an b Wl iy o) oSa DA adiadll g pldl) of caluball cad)
acdi LAY o385 MonoCyt &lsill a5 LAY, Macrophage asesldl WAL Jia aall
dasadl Jeadl o3 caldl ad e el JEE ) Saps ¢ pegpldl SIS
Jsadl 53 aliwall Jogiall aall anay Jaiiy 4La¥1 laa ()5, Seropositive donor
%50 & CMV 1 4la¥l Jlaal daws )5 .Seronagative recipient L)
-(Salvoni et al., 2014)
Organ Transplantation slacy) £,5-4-1-10-2
Jil lesas eV JSI (g sanly & sl g3 dlee o) Gl Canial
pals ¢ aliwall paddll (G plill Jaladl caalsll (addl)l e WAL adizadll (g lall
O CSay, AN gy Adae oA (g plall JUE) (& S jlad JSI AN g3l Gilblee

e P Jayl dusy Lae Primary-Infection 4y alal @) Jde canas

=
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b pha dale iy CMV 1 Jullys Reactivation Laisll salel ) Graft
Requido-Moura,  2015)Wall aaadll  ugpldll  asas s AU

.(Solidoro et al., 2014 ;

Vertical Transmission gl JEiY-2-10-2
Transplacental dapdiall A Jlasy-1-2-10-2

Jeall Vs e %35 Ay ciall (I WY e WIAN aiimall (pag lall Jiiy
L JSy ¢ Aaplial) Gpb oo JEY) Jamas ¢ 23U A0V LD dain diaad Al
SV deall 58 2Lyl ae dany, deall e Jo¥) GBI ALaY) st Lexie , %20
daall e CB B DA %75

s Gl Al LLAY) ol e, pabel gsn daladl BY) dlal ()5S
daaly 0S5 lly cadl Laabe) i 3 DU 3 Akl Llall, 2Y) dlaY J5Y) il
o) Sars « Congenitial infection 48kl g2l Gldle L) e poall aglsall al
Reactivation ledauis wels , dad Llal 2sag Ala & Guiall WY e Liay) Jaiy
Jeall 358 e iy ) (A Ldan Sa ol bl dclidl Coma
.(pass et al., 2009 ; Leurez-Ville et al., 2013)
Intrapartum Transmission Bsll o WE-2-2-10-2

3y Il waps 5V DA e gall Y1 g0 CMV I Ul caasy
JElY) (e %500 syl @olal 3 Vagina il sl Cervix as)ll gie 4 (g0l

ol iy ,CMV-Positive - Gllas Cilgal G lsaly 5ol aa (ug ,lally Culiadl)
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sl sl e ayepe eWl 40 Jidl 30 ssmgdl clihid
.(Pass et al., 2009 ; Roxby et al., 2014)
Breast Milk Al qula—3-2-10-2
WAL adad) agplill JEY dlall Gylll e & Laghll dela))
Jone glily Gaspldll LA oo Lo adiy il 2eSal) Clasinall 3 Lagead,
Glladl slall V) Culs 8 sale WAL adiadl (ugyplall 5y ¢ Al delia)l
& S my wnlad 8-4 o il 8 gigyd aliy sV ey IV Eaadl (e ol
sladll (3o %9740 Jamey V) s e Gugldll Qoo 3 5 Gl amy Sl (il
.(Pass and Anderson, 2014) CMV . cililadl)

Immune Response doe Ll AlaiuNi-11-2
Innate Immune Response SN ) Adaliall Le el AlaiaNi-1-11-2
ool elial o Copnty Ciga Jalad) Gl LAY adadl) (g uldl) J5a0 e

i o2y Al aliall e lial) Dlatu¥) hlasey LSS0l (o apaall Jmid 21y
J(IFN) 0o i) e d¥) g5ills - Inflammatory  Cytokines Al culis gl
oo Lo Jolal denls aat ) Sliyiall Costimulatory alyidall jueanl) andais saly)s
<l g Adaptive Immune aasiall deliall i) jdas g ducalype¥) Juliig (g lall
Aty Jilall ey, LA adiaall (g ylal) aca Jo¥) g laal) sl dlialial) de i) aed
La  Rosa and  Diamond,  2012) (s nlall salcaall dagy Wl yulasil)

.(Isaacson et al., 2008 ; Gibson et al., 2007
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Clia e 438 DA e S el HUaill J8 e el Jalall (i€
sl bl COEe em Ay Immune  Sensor Al jlediu)
Toll Like Receptor (TLRs) ¢ls , Pattern Recognition Receptors (PRR)
st (bl Dlawe (e gly 2 oo @S )y (PRR) blail (e ciia sag
WA st ey A0 elid) Uil dlain) bdsi of WS, (ugplally Lyl
Wall; Phagocytes 4waldl WMall, Antigen—Presenting cell (paidU dcasdl)
NK ) s saylyie dade ala) el .Natural Killer cells (NK) 4kl abisl
(e daadl A LSl PR e, CMV 2 Canaddl Gleliy 4 Leulag Lulad 150 (25
Llad) 4030 e pald) cloadl)l 8 Alld &8 M ¢ GLaY) DA sliaeYs siea]
Gluall e lhbgae Bl DA e, Cytotoxicity bl dealall dauls
Bl o) (Ka Perforing ol dua Llad) L) =ha e Granzymes, Perforins
Oioll Jaall ay¥l sag) Granzymes sml mewn lee 4lal) clie 8 Slobie
, ApOptosis WAL masall cisall disaag Ll Jals A (Protolytic Enzymes
Leidl DAY e MHCL JgV) Caiall sl Gilaill Siae il e adas,
Malignant cell dytayudl LAl (g uldll Coe Lot Q& ) 0% L ,APC i
.(Orange. 2008 ; Vivier et al,. 2011 ; Berrien—Elliott et al., 2015)
Humoral immune responses dghatlal) delial) AlaiaN) 2-11-2
Ala¥) aalid Cua 4y Apelie Alaiul 38, HCMV 1 4ds¥) lay) o
P65 Gl 5 Lay, Guplall (e ddlide ehal¥ clifignll o pael) o oyl saliaall

el LS clingydl  , Tegument Q& clisgn e ppl50




aball yalia Y Sl

G dpin Al ala, pll Ky, glycoprotein B (gB) , glycoprotein H (gH)
Jsaal) g5 palaiV) alaes i, [E 1 opSudll alajall chlisigy Jie & luiind) dlee
slad (1 glycoprotein B (gB) 1 lggas 33lias alual clliey CMV 1 daa gl
alilee Gpb oo W Gaagl) AL bl aiay gyl a8 Laga Do aliadl)
<elainl 5 Complment activation acall Jaisy 4adass 51 Neutralization
3alae alual) mif claal) Galdd¥) 8 Ldaeald) WA Lais, Opsonization
3 2y =ikl [9G W, aulad Bl pains 415Y) BlaY) P IgM g2 anti-CMV
-(Lachmann, 2013) sball (sa0 jaion s alul
Cell-Mediated Immune responses Al e liall Alaiuy) 3-11-2
Adlely Gug bl OsaS (e Byl 45 5 A Al Ao liall Al Y|
CD8 aslll Aslalll LAY asea (5w %10 o) Soa . pnlcaall 3,81 8050 <

d=la 2ae s as HCMV @lisisy 3 o (0-Say hadll a1l 4 Tcell CD4 s

USSR NS W PP - PR\ - WA S 0L S
.(Hanley and Bollard, 2014)

Bacl el 45l A olaadll LAY js glad s 4wy 8 52 B

O ) 10 aay Lielic sla a1 als 5Y) 8 CMV ; daadidl CD4 Teell

Lol Al Ayslaalll LSRN Hy ol agy 14 2 ay Lgadiys . a5l il DNA 2555

.(Lachmann, 2013) (6-2) JS&ll & WS .CMV 1 dacaiidl CD8Teell
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Lyseinfected cels

[nduce IFN-f release flelease TNT-a , IFNY,
via release of TNF-a, GMLSF

Lymphotoxin af

Release |IFN-y

Lyseinfected cells

.
i

b : JReleaw: TNF-t, IFN-Y, IL-2,
: | GM-CSF

P Support COB+ T cell pessite

o~ J .
~ Lyse infected cells
Prevent dissementation o ¥
Target gB, others, to prevent cell attachment and Maintain CMV-spfede
penetration antibody production

(Hanley and Bollard, 2014) WAL aduaal) (ug il Lelial) Lt (6-2) Jsi

Cytokines Agglal) g all —12-2

30 =27 Kd g &ipall Labslh s, dxidisp bva lia oo Hle g

Al aladl WAl Jie degie delie DA JB (e Adlidae glel e )

dmplll  ablEl WAL, Macrophage  dweldl  WWAN , T-Lymphocyte

Wally Schwan Cells ()ss WA Jie delie e WA a5, Natural Killer Cells
-(Chen et al., 2012) Fibroblast 4.l

el 1) oot Lae oDl awall (ayad aie Jlaadl il S Jeady
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Intercellular Signal LA o cahLay) Jo ) 48LeaYU LegaS jlalV) e
o el Lgil 3 Lajlshal asen 8 A Laydally 4y glall 4 e liall Aylat ) oy Lol
P2 Migration s,—aglls Differentiation Ll Proliferation iL_<s
-(Vazques—Lombar et al., 2013) el jleall

Ll Agsldl KD pla ki o Cytokines I dwwd)ll dadagl o
Wil - Undifferentiation splaadl e WIAYN e Tcell Differentiation
, Th2 et sacluad) 4l 4slaadl WA, , Thl Sg¥) saclual 2360 4\
Interferouns <l é5¥ls , Interleukins (ILs) clSday) adaw ) ddleayl
. (Babon and Nicola, 2012) (INFs)
Interleukin—10 (IL10) Hilad) paland) gal) 1-12-2

el 4y My Jud pada 178 e 0sSh gSe Oy o Ble
, T cell 4t 4,edll WAl (4 deganse (10 i (Sabat et al., 2010) 18.5 Kd
icyidl WAL, ,Macrophage we=ldl WIAly; B cell aslll a,laadll Wl
e WY e aaally, Natural Killer cell aawlall abilall W ,Dendritic cell
il Lealll Wy, Trophoblast cell 4l 4., V) WAl Jie 4 lidll
Gllelly el leall adani & syse Gl iy Decidual Stromal cell
Gl Al cli€gnlall aiat i e pyall 4l Ly ¢ inflammation
dales , (INFy) W@ oo m¥), (IL2) oamban¥) ool Jie Pro inflammatory
dpeld) DAY Aauly s Al (IL3) sban) cudls , (TNFo) apsll il

-(Azarpira et al., 2010) T helperl Js¥ ¢l sac Lol LAY, Macrophages

=
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slaes g Immuno suppressive elie hie s 10 oaloan¥) ool
ol Aeid) WD) daky L e A ) WlaVL Ll
Ly, dulal) il alS)all o Lty , Antigen Present Cell (APC)
Aplaalll AN jlimly o6 adavis Cytotoxic T cell (CTL) delud) dgul Lol
-(Aboul enien et al., 2006) B cell a:u

dlie DU Algall 4y5lal) SLS)all ChLE G )1l (& o)) aaluall s
O ALl bl celaly ¢ mal dea Z Y Gt Al GlaDU saliad) ol )lay!
QlaBU gl e S deliddl V) Jead o admy Jeall 2l
Anti-inflammatory (TH2) iU sladl s Pro inflammatory (TH1)
@iy bl pe A3lie aall Jasdl 3 10 GSHEN) e Jle 5ime GLES) 2y
(Makhseed et al., 2001; Daher et al., 2003) cuull Jsgaall (g5ial) Lalawy)

Gs—inll Sl Gl ga¥) e Al s Al ) ga5y 4zl o
, Preterm  Birth 5,<w.ll 32¥,11, Recurrent ~ Spontaneous Miscarriage

; Walia et al., 2008) pre—eclampsia J—eall aa—uig

(Kamali-Sarvestani et al., 2006

Interleukin 6 (IL6) cadbed) abiany) o) 2-12-2

525 .20.5 Kd Gl 43) idng el (aela 184 e (5Se (580 (yiig p 8

(IL6-R) <lie X, lial¥) ddlide WIAN (0 i€ 3o e 8 4508 3k

=
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Aa Cuad) clelis 4 Lagos LiSpe 10 canly 5 doamie aillig biay IL6G
deliall Lgayliy Alaliall e liall A0t Gaiad b 45)d ) AleaVl L ALaYls (gsaal)
-(Jones, 2005) 4asial)

, Macrophage Zw=lll Ay, Monocyte sxasll WAL e [L= 6 &
Ll sas, QL) Huanl dyladial ) e Al 4lal) lSyall Jy) (e aals 58 Gl
WAl jla ladsy a3l WS, Acute Phase Response saladl dlajall alaial o)l
-(Mesquida, 2014) Cytotoxic T cell dalu 256 WA ) il

oshall ligigy 1L-6 Gy, gl bl 5l ALYl e V) Alsydl 8
gaalll WA lawsys , Macrophages Lisis , Acute—Phase Protein ol
@aban¥) Gl Gay Casn lal) (e paladll dlage 85 QL) alge I Jgeasll
Al GlSall bty of (S AIX, Neutrophil Jie WAL masuall el ) (1L-6)

-(Sohlberg, 2011) Chemokine <l gl o lisly iU Al sal)
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Materials and Methods Jard) @bk g 3lgall
Instruments and Materials Agally 33ga¥I-1-3
Instrument dasdiual) 53gayi-1-1-3
Adlal) Aual b Leadioea) 5532l Aaild (1-3) Jgan

daiaal) 4yl Laial) ey
Biokit Sa) Bioelisa washer Jusadl jlga
Biokit Si) Bioelisa reader 3¢ )3l jlga
Biokit (sSa 4] Printer sl
Concord (i 2 Refrigerator 4ad
Hettich Lilal) Centrifuge gjSxll Lkl lga
Thermaks Lilal) Incubator diglall
Laboratory Kits Ay pidal) aali-2-1-3

Agtlal) Al B Aasdioual) Apap i) Ay pidal) sandly Ladlh (2-3) Jgoa

dalaal) 484 Laial) 4,081 Baald)
Human skl CMV IgG ELISA Kit
Human skl CMV IgM ELISA Kit
Human R (IL-10) ELISA Kit
Human R (IL-6) ELISA Kit
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Equipments daaiiual) clgy-3-1-3

Adlal) Acal) B Aardicsal) gl Al (3-3) Jsia

daiaal) 4yl Laial) AP
Biobasic (sS4l Eppendorf tube rackeig sl qul) Jala
Bioki |aslid Micro pipette 48s Lala
Bioki )it pipette dials
Bioneer 58 Rack tube <l Jala
Casio okl Stop watch cudsi delu
Grenier Lalall Eppendrof tube i iy qulil
Labcco Leitall Test tubes JLad) quylil
Meheco (i plastic disposable syringes 5 ml 4 didas
Meheco s G Gb
Seweiehesschuell | La Filter papers gdis @by
Sony bl Camera |l
Sterillin S, ol Pipette tips
Methods Jard) ia—2-3
Location and time of collection Gyl 5d g adga—1-2-3

Akl ol Jgl) Adas it lgie bae Clyide 3 b Alkilas 8 Gl gl
oy g gy 8 Alal) Aaal) piday el Ayghey el duslall salal) 5 Jlalal

2016 Lalus 44lads 2015 alad Jslil e & Janll

=



Jeal) (3 ks sl EEY Juail
saball 5 gy Al and JUlY Iy ddluall cadeil) Jgid) ddie e gz ilall gen
cealadll dygiay oafiial Al
Collection of Samples cilial) aaa—2-2-3
slall e 110 Je claidl Cua ddlide cVlady clall e a0 die 510 Cues
Gy sl e 1305 aphll deall @b cludl L 1105 gzl e oDl
EE B2 (g byl degaaaS Cilarin) Glaphll oLl (e due 160 5 cllalawy)
, OSa) ¢ Guinll ¢ eal) Claglas e (il Bl caely LA ((30-15) on b
lge pa clblinY) 20—l |, anh dea, gl e OO sl diwl) g3
& ol cEly ) dadl pabeY sl Glie o Jpaall oyl e dplad
(NN
Gk oe sl G (e 5) e a3 3, syl aall s Bpb e Gliall s o3
26 el e (e sene (8 Qaiall and) aas a0 4S5O0 Ak (e aladdil
Ll pha Aayd 8 458 (30) @iy arll Lgd gy 31, sl daile sale e dsla
3000) Jarers @l (5) 324l (53Syall phall Slead) ddaudsy Jliaay) ciliad o, yianll
e il (8 50 5K (250) Apslaiie el () Juaall apaadis a5 (4883 [ 350

AN 5l (=20 T) sl Ay b ks

Immunological Tests doelal) efyliay)-3-3
Slall skl e Gisl (ELISA) ar¥l hagjal) olial) jaa jLail-1-3-3
WAL adulaall (g sdll IgM

.(Human , Germany) 4raniiill saall daiiall 48l cilaled cavny (andll (g5l

(]
Lo P
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Principle Test JLaay) jae-1-1-3-3
Ll e bl WAL paadl gyl IgM elidl sl B) LAl st
s ala el jia e (microtiter) 4yl dssiall goas(indirect ELISA)
paal)l Alajpe A At WA e A8 (CMV AQ) (gndll Clacaiie sUaza
due A 33535l (CMV-IgM-AD) (sl IgM ia saliadd) abua¥) Jeliyy A4V
g (il laall ol b il e iy (k) claasY) ) (myal
wglagyll daladl  aid o (anti-human  1gG) e dnall  cadds g
IgM Gina (e e liadl aal dudlially Jalsll e Rheumatoid Factor (RF)
el A (8 2l

s jpall (&L il s lgie palailly dadipall e GlSall Jue &y, uaall 4l
Qi IgM Giia el amll dilal gy guasll e Aglil
Liy s (Horse Radish Peroxidaes) Sl wﬁg anti-lgM conjugate
Aadgal Aol Cldine 06S5 iy Lae IgM s aliaal) aluaYL aoaill 4a5 e
i, oxRall e NI ARY Al Jusd) ddsge 22y (Typical immunocomplexes)
s i) Gl & ) ) sl Jeaia TMB/Substrate (slu) salall il
sl 1M Giia slimal) il 585 pe Ll calin ol 86 L Jelal) i
.(Revello et al,. 2005) (il due & LIAL adadl)

Reagents Preparation il dast-2--1-3-3

Aoy A sl 38 s, (25-15 C°) Al )l Ay I il Sl pes st

=

(8-2 C9)
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Sample Preparation Al daei-3-1-3-3
;s zias DIL-M Jslas e Ml 1 (D) 5 Sile 100 Ailaaly ellyy | dil) Caids
Gy Lo ddiaall duall (P Sy calaaia¥) i 5l 5 J8Y) e dssad) diml) (35
OsSs Jr addy Y (control) gplasadl Jslas . jlaa¥l Jd (8-2 CO) & delu 24
A2 Dals

Preparation of Wash Solution SJudd) Jglaa juaai-4-1-3-3
aaall diad jladdl clll e ml 1000 ) Jsladdl e MI 50 ZéLaly opmas
calasi) i (25-15 C) (8 as 60 3aal 433 (Sax.ml 1050 ) Sl

Test Procedure oLaay) e)al-5-1-3-3
: Step 1 Ag¥) aghadl)

Adludly doagall Bylasall Jaslsamy ddisall Juas¥) ) Gliall e jids Sl 100 Gl
(et o L AaaY ildy Ayl dadiall Jasty L ((035)S blank el Alsys djioas
4 dagoall Jues Aiad aihall Al S5 Wans (C025-17) & 48ds 30 saal dagiall
il g0k 350 alaiall 5 Caad) Jusll Jolaes syia JS e ey ellds il

: Step 2 Al o ghadl)

i dagiall Jlaad AL 2l syia JS) ol Jslae e il Sile 100 il 2y
e Wil Al o &5 e Agialie Aad (25-17) A 288y 30 52l st AaaY

: Step 3 A&l o gladl)

(]
L [
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324l dagiall fpaad Lbyia JS) pcand)l ulaY) salall Jolae e il <ol 100 ciliay
alls « Jslae e sids Sile 100 Gl , allae e 3 (25-17 C°) b 4ada 15
el ¢ lgil aey 4883 30 (gt A Jiesili 450 b Lpalaic) (ald 2 4l
Calculation of Control Values and J«aldl aallg 8 hasd) ad Glun—6-1-3-3
Cut-off
phadl oleall bl Gl S5, Cp 5By gal) 8 AW syl dpaliaiaV) o
) Asbaall iy (MNC) 2l

_ (B + (C1)
B 2

Hlasdl luall Tl Glaa 25 ,Dy 5By sl b G gall 8lasall dpaliaiay) o8

MNC

4y sleall Gy (MPC) el

(D1) + (E1)

MPC =
2

p 4] Aalaall g value Cut-off Jualdl) aall dad Clua S

Cut-off value COV = MNC + (0.2 x MPC)

Jeaall dpalaial] Gad ul€ 13 Liage dagill 585 ,COV Joaldll aal) G ¢ gum e
2l Al e B Jeaall dnalaia¥] dad <l 13 W, Jealdl) aall dad g5l ) LS
Al Al b Jealdl

Substrate Blank in well A1 < 0.150

aal oo cidsll (ELISA) api¥h bl el Jaa) daglia gil-2-3-3
WAL adiaall (uguill 19G e Lial

.(Human , Germany) dsaiall saall daiia) 4580 iladed Cuuny (asidll (550

(]
Lo P
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Principle test JLaay) jae-1-2-3-3
e B A8 e () WAL atad) il 190G eliall aall BV i) sty
Gl jshS jia e microtiter iplall daiall ssian , indirect ELISA 3 yilul)
Uaje ) 558 b Aifise A e 483l (CMV AQ) (sl Clacaionsy slhie aj
ougudll 19G Caua 3aladll ANENY Jlay Y Cpanl)
Clazivall o L1 (sylasdl) ¢laaall o) Ganall die 8535540 (CMV-1gG-Ab)
B e paldilly dafiye Hall QU Jue dy cuaall g Alall skl 4
a3l anti-1gG conjugate ¢sid) 19G Ailal iy Gumall (o Al Alayall 8. sl
OS5 i Las 196G Chia MoV aluaVl sl 4ay o Ly A jpans )
Ay Aol Juall da e 22 (typical immunocomplexes) dadsa dpelic Cilaize
osll Jsaiy . TMB/Substrate (slu¥! saldl 4ilzl &5y ,conjugate (il (e
o Ll caulin o) 2ES L Jelal) (g Jolae dilial aa Jaa¥) ool ) 5)3Y)

gapdl  dne 4 WAL aaadl gl 196 e adall 385
.(Revello et al,. 2005)

Reagents Preparation ad|e<l) das)-2-2-3-3

2-1-3-3 jadl) b dauipal) Aplall by (o)) st

Sample Preparation dial) daet-3-2-3-3
3-1-3-3 pjall b daimsal) diplall ity Gligall jucast

Preparation of Wash Solution Judd) Jglaa Jas—4-2-3-3

(]
Lo P
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4-1-3-3 syl b daumgal) diplal) ity Justll Jolae Jee
Test Procedure oLaaN) ¢)al-5-2-3-3
5-1-3-3 8l 3 dauagal) dlylall uity CLERY) Cypal
Calculation of Control Values Jwaldll aally 8ol ad lua—-6-2-3-3
and Cut-off
phwdl oleall gl Glua &5 ,Cp 5 By Jgal) 3 &Ll sl dpaliaidy) 8
Ay abaall a5 (MNC) L

_ (B + (C1)
B 2

Bl leal) Lasgll (lua 23, Dy 5 Ep sl 8 Gassall 3plasdl dpaliaial) o

MNC

: 45y Asleall sy (MPC) dmsal)

(D1) + (E1)
2

MPC =
148y Aalaall é g value Cut-off Jaldl aall 4ad Clua 23

Cut-off value COV = MNC + (0.1 x MPC)

Apalaie) dad CulS 13 Lmge dagll Cul , COV Jualdll aall dad soun oy
o 8 Jeall dacaliaia¥) dad cal€ 13 W, Jualdll sl 3l gilos o) 5S) Juaall
Al dagill Gl Jalall )l A

Substrate Blank in well A1 < 0.150.

Serum Level of Cytokines o) Juaa A (IL-6 , IL10) s 5ia—3-3-3
ekt loal il LeS laagass &3 (IL-6 , 1L-10 ) oS53 Jame cilysiasa ()

(20)5 CMV ¢ clibadl dulsall cLuall (e (70)d (Sandwich ELISA test) 150!

()
Lo P
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(CUSABIO) 4S,i b desiadl asill sac 8 53))5)) Cilaglaill g daglis 3]0l

(1-3 ) S 3 Al LSRN t50laas

Antibody Sandwich ELISA method.

Antibody is
adsorbed to well.

9 Test antigen is added;
i if complimentary,
; antigen binds to antibody.

Enzyme-linked antibody

| sSpecific for test antigen then
binds to another antigen,
forming a sandwich.

] Enzyme’s substrate (o) is
| added, and reaction produces
| a visible color change (=).

. (Talaro, 2005) [3¥) sydads L) Jasa (1-3) Jsi&

Test principle LAY e fase—1-3-3-3
Cus(immuno assay) 4us cass sialall Glap¥) e 4 3 LaaY) 1 aadiey
il Al o&( IL-6) 5 (IL-10 ) omban¥) ol dacadiall sabiadd) slua¥)
lualls (standards solutions) dsulall Jdlaall Cucay S8y A8 3yleall
ala¥) Blgiily Ll Gas (IL-6 , IL-10) asamy sl 024 & (samples)

fuaadiall 33baal slua¥) by e Jext 3 (biotin) ol L) i sy, 33laal
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Blal &y Jusll ddee ay , iall L) xe (IL-6 , IL-10) mban¥) ol
es aall I (HRP ) api) aliay Wasss (HRP) sy Jayy e deny 3 (avidin)
GllSl B B dBle) )y ddadiye e Gse ) AU Juddl ddae chal
2y il I (substrate) (slu) saladl Gl (avidin — enzyme reagent )
&byl (IL-6 1L-10,) S luns urilly 4isl) catl) s Jallaall 538 Zdlizal
&5 (Sulfuric acid) Jelill g soladl dlaaly Sl jusil) Cilighy & sshad Jo
(Talaro, 2005) jiesils (450) ase Jsb o 5ol Sleay Aagull Ty 4l 2GS
Reagent preparation Judlaall juaai-2-3-3-3.
Sy 488 (30) e la3ilN) Jd (25-18 T) djll syl dayn Jiladd) S g
slelie ae daiad) 1580 Ciladad Caung gand JS Jlerind o1 Uydle Jilaall Copns
A e clygll) 43S DN 2y s Balallg bpaiod) el aladiulg 35ty Cigaa caiad
o il oLl aladinly Casanll (e dludi sty
Dl lea Jslaall aay LA (e [ Biotin — antibody  (1X) Jslaall jucass —1
cral Ol 280 @iy Joladll Cadas o5 cpa aladill) U cliial) il (53554l
.Biotin — antibody Diluent (. 990ul + Biotin-antibody
Sl Hyhll jleal Joladl pmg A e [ HRP-avidin (1X) Jslase jucass =2

O 10p1 22l elldy Jolaall Cagan o8 (g ag cliall ol aladi W) )

HRP — avidin Diluent ¢ 990ul + HRP — avidin

()
L P



Jaal) G5 ks Slgal G el

Leuld) sy crystals ) asas 2ie [ wash  Buffer (1x) dewall gg))s jpass =3
Gl a5 (e dala) dilsha) 8 sy Wash Buffer o 20ml Caganty Ll
500 ml ) gg))all BaS aaa Jead distilled water kil e lall o0 480ml 43)
& Standard solution s & / Standard Solution  wliéll Jelaall jumas —4
500 pg / ml S5 stock solution jyeas o5 ,alaaiu¥) Jé (63 pall ayhall jlea
I (e Gpan S diluent < 250 pl, Sample diluents 50p21 e ¢ s<all
250pI W cavslg standard (S7) ¢ 25001 2a) 54,k e Standard 6 )
O 250l e ki gyiad (SO) Ll (S1) A daai o) ) 13885 diluent ) ¢
(3-3) 5 (2-3)JY) & mease WS diluent

Jeally sl 3 4583 (15) 524 standard 3 &s datiall 480 ciladed uny =5

250y 250pul  250pl  250p1  250p!  250pl

Te | 87 | 6 | $5 | 4 | 3 [ s2 | st | so
poml | 500 | 250 | 125 | 625 | 312 | 156 | 78 | 0

(1L-6) dabiasl) () ouslil) Jglaall pdant Ayles (2-3) Jsi

(o



Jaad

| kg lsal G el

250p! 250p  250ul  250p1  250p1 250yl

N )
mf%%

|

AAN

Ju)

i

Tube | 7 56 85 $4 3 2 S1 SO

pgml | 800 400 200 100 50 25 125 0

(IL-10) dabian) Cl ouslil) Jglaall puant Ayles (3-3) Js

Assay procedure  Jasll 43y ,b-3-3-3-3

— ) Clglaall e Jaadl Aiyla (panas

el il Gl asion 23 e el Canias lisally Zanddl) Jla) jumad —1

Jenlly

dadaall ey L) daadd)l jiall b clially standard e 100 I capal -2

MM\JL@A@W\M@M\DM\&A@)@MM‘X@M&My

- odie b 3aaly 37C s Ay A

c e 90 eall e i) s i) -3



Jaal) G5 ks Slgal G Suail)

dasiall s A aall JS ) Biotin — antibody (1x) 3 e 100 Il sl -4
- saaly Aol 326l 37C 8yl Aa )y (A iaady ladas A8l &)y
C By S B Oitda Baalg e ED Aadiall e =5
dagdiall Alast ae il K HRP — avidin (1x) 3 e 100 pl vl -6
- Baaly Aol 3aaly 37C 3)ha dapn (8 dualally g gy 2aa 3l ooy
- Bpa IS (8 R By e el dadiall Clue =T
K A (Tetra Methyl Benzdine) (TMB ) (sla¥) saldl (10 90 pl - cisoal—8
lamy Jasatiy 438y (130 — 15 ) 32dy 37C gylm dnpy A dsgiall sty gl
e all e
Qslll ustid el IS ) (2m Sulfuric acid ) «adgll Jslaw (0 50 pl 2Lzl -9
) ) Y o
Do ) Gaed 3my Siagili (450) ase b o il Gpalaia sl 10

(4 -3) Js& & WS ((Talaro, 2005) - adsill Jglas dilzl



Jarl) 3ok ol Y Juadl)
0 Prepare reagents, samplas and standards as instructed

¢

@ Ada 100y standard or sample to each well. Incubate 2 hours at 37°C.

¢

@ Remove the liquid of each well, don't wash.

§

0 Add 100u! Biotin-antibody( x| 1o each well. Incubate ¥ hourat 37°C

V

@ Aspirate and wash 3 times

\

@ Add 100ul HRP-avidin (1x) to each well Incubate 1 hour at 37°C

v

0 Aspirate and wash Stimes

$

Add 90ul TMB Substrate to each well. Incubale 15-30 minutes at 37°C.
Protect from light.

.

@ Add 50ul Stop Solution to each well, Read at 450nm within § minutes.

. (IL-6 5 1L-10) ualian¥) ) Jas Ayl (4 -3) g
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Statistical analysis . Alas¥) Jdaiti-4-3
statistical ) duelia¥) aslall Adlas) Loall malip aladiuls Alas¥) Qilaill (g5l
Lapall Gy Gl Gl Lt 22 58, jlaa) 3 (package for social sciences
G\ wpe L) alasiuly A5l Cag Ay el dpusilly 22al) Aipay lghay o 2 Ll
@l CalaVly Janall alasiuly lhay 5 28 Lpadel) Zapall 3 cipaiall Zeally Ll
DU g Gfiesena o tetest Jlaal aladiuly cwlaall o D) Cudy Jaedll
Mgy B! Jelee Ul adiud ¢ Ofiesene eSS o d5a (L5 ANOVA

(Levesque, 2007)pumsie G Aldiaall 4Dkl (ulis
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Uil Juill

aaglally gl
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Results and Discussion
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Results and Discussion Addliallg miliiti—4
Al clie—-1-4

ol 5 JUilYls Al el Jsil) Afiae (e dub)l Glie Cimes
Slela e il oy Ae 350 il sl 510 caladiy cadaill Ayginy ddid dyalal)
sVl Lagpall el Feall dulie L) Gph ce IgM |, 19G el sl
slall 0 4e]60 a1 & Gy ¢ Aygiay 4 Al daall Hase 8 (ELISA)
Byl A geneS Glanhll

pans 239 2016 Lale 3y 2015 alad Jobl sy 850 Ayl 238 <y o)
Ly due 110 sy zlll o cOliall cluill degane pualas a)l o cilid)
%31.43 duiys die 110 sy Lyals aplall Jeall <3 o Ll) de sanas .%31.43
shaall desane W) .%37.14 duiys e 130 aaiy i) <y Jalgall de sanas
(1-4) 28y Jpaall b e LS %314 duniiss die 160 auais

Adlal) Laal) B daadiad) 3l dse) (I-1-4) e

% NO ) g4
%31.43 110 gl e e
%31.43 110 LALE (udll Jaad) il 5 Ll
%37.14 130 cilllia) @3 Jalgal)
%87.5 350 Sl (sl Egana
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Agtlal) Al B dasiicual) z3ladl 2ae) (- 1-4) Jsea

% NO Al g9
%68.6 350 S (paral) Eoara
%31.4 160 Bhsad) 40 a2
%100 510 g ilaill S £ ganall

Al clis! CMV-1gG slall ! jlasii-2-4
Lad) Aufall CMV-1gG s liall adall 4lally dngall c¥lal) (2-4) Jsan

1gG Negative 1gG Positive Total alall g5
% NO & % NO | 9% NO

P value

0.931NS | 3273 | 36 | 67.27 | 74 | 3143 110 LN s <Lid

0.034° | 455 | 5 9545 105 31.43 110 Jaad @l gl
: : : : Lol agal
0.047° | 385 | 5 96.15 | 125 37.14 130 i)

31.2 50 688 110 100 160 sl desana

W\ :tc}AM & :LDLSA.‘LI P <0.05 95).1&4 g)ﬁ REGY] =%
W\ ic gana &= )L P >0.05 (S P g).‘u aa Y =NS

sLdll 3 CMV-1gG J1 e liall aall Zus e o) Gl Zuyal) il el

Gsixe 3 s g %96.15 Ay, Al 125 caly 3 GLELY @l Jalsall
Gy Al 74 sl 3 gl e D) slall b ila) dua Jis P < 0.05
alh doeglall Jeall @l Ll Ll ¢ P> 0.05 (5500 (38 3529 p2e gn %67.27

()
EEy
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b LS .%68.8 sy Alla 110 ylasdl degene Clan (a3 k] de gane

el (2-4) Jsaal

L 8 0soals Yeroh cuald) Wl il duhall ae ddlgie 5l o2a Ciela
219G el aall L) Jae aasd delall clul) (e due 3631 2014 oo
(Yerohet al., 2014) .%94.8

8381 2014 .o A ssals Hassan calll (80 4 duhal dsdlgie clliS,
2015 %94.2 s 1gG 2l sy Jare 5 lhlewy) @y elall (o 547 L
.(Hassan et al., 2014) %93.8 1gG 2zl 29a5 Jars OS5 gaudall Jaal) 3 oLl
slaill e due 31612012 sle Barah. 1 Lysw (8 Cupal (5)a) dul) pe dddlgia y
%74 s 196G adl Ll Jaee aag Agsadl deladl 8 LU
Abdel hamid &alll il & cyal by ae @il Y Ly (Barah, 2012)
% 33.3 s 1gG el szl jlam) Jdas o) g Can 2011 ale b (558l
(Abdel hamid et al., 2011)

2013 ale ossals Abusetta caldl Ll 4 cujal Auhy ae G &l Ly
%75.1 s iyl @y elall 8 196 adll Ll Jae ol leasg
-(Abusetta et al., 2013)

G ) ey 196wl Ll Jase G b culiiall CDEAY) 138 2 sny
aall seds o) 3AL Al sae U ag 5 gala@ly elaaVls G gl

lesad S el G b Jonl) U8 Lelpams 5 Aiaje ) da lial Lo J 19G

=
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e osall I Gy plill JE das aagll JAl ALY e dadll AElR) el il

-(AL-Jurani, 2014) sl Glal 4 cuilly depidll

e 3Vslls Jaall 2l ) Aabal) cllead) ol 3 ) Jal dslall syl o
lilally luhall e 32l (s (CMV) 3 Jaall il Jaes b3 Zailall (lu!
; Akinbami et al., 2011)cpejiial (e aall J& e Pl (CMV)D JlEs) e
.(Matos et al., 2009
Glial WAL adaal) (ugplll CMV-IgM sl sl jLasi-3-4
dy) Al

llal) Auall & CMV-1gM e lial) siall Ldladly dasal) c¥lal) (3-4)J 92

IgM Negative | 1gM Positiv Total v .
P value Al g5

% NO % NO % NO
0.923% [97.23 107 | 2.72| 3 [31.43 110 TN & <Shidd

. aal) Jaal) @3 g ludl)
0.022° 9364 103 636 7 3143 110 L
0.026° | 93.8 121 692 9 37.14 130 by

975 56 2.5 4 100 160 Blasaal) 45 gara

g)la;\ul\ ic jana &= )L P >0.05 (SR g)sa waY =NS
'é)k.unh :%.::}A;.A & ﬁujls,d\.a P < 00595}.\»&: g)ﬂ A gy =%

aall WIAY sl (g il LoV L el o) el Ll ilis <yl
BA 3,y ae %6.92 Goiyy <V 9 caly 3 cllalany) @y clall & IgM - el

ddyg dage OY 7 il Lals canhll Jdeall degene Wl ¢ P < 0.05 (gyine

=
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a3 gl o DA lual) e m b, P < 0.05 sine (s %6.36

L, sl desane o A3jlia P> 0.05 (goine (3% 5ay pie an %2.72 daiyy
(3-4) Jsaall 8 e WS %25 doniyy ¥ 4 cilaid pland) de sane

aall Gpasall ctl) )l o) (3-4) Jsaall & Al Gllal) bl sl
Olalany) Gld lually als anbll Jeall @ld slall Je geadd CMV IgM - e Lidl)
Gp ool salall Ll o) e Jy s, sl e %6.92 , %6.36
LI Sl i) Clall 45dile 135 BElY) Gigan 550 L) il oDle ! (yiie sendl)
(Regan and Jivraj, 2001 ; Regan et al., 2011) adsilly ailuall 4pUay il 4.SL)

Hama s Abdurahman s JS lalal ) duhall s 468l il sda Cela
3sa5 Jore dagh andal) Jeall il oLl (e 43120 12013 ale 3hall/Aslaldl b
-(Hama and Abdurahman, 2013) %6 sa IgM el szl

12008 ol Lyl & olally Jhgidl Caldl lahal ) dubll e Sl
%6.1 8 1gM elidl sl olisl Jae 2 G @y clad 230

.(Al-Mishhadani and Al-Janabi, 2008)

due 1253 (5,405 Saraswathy calll 2007 ale Wlle 3 ga) Aus iy
%7258 IgM el sl dpmse Jaee o) 2ny Gus el sladll (g

(Saraswathy et al., 2011)
ZIl e cdli oLl die 1861 by b cupal ) Al ae Lia) (383

(Khudir and Molan, 2014) % 1.6 2 IgM el szl i) Jaa o) 225

=
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Regan et al, 2011) adglly elwll dulayll 4Ll 4K jaas acy Iy

.(Regan and Jivraj, 2001 ;

aall Lyl CMV 1 IgM sl i) ase galias) cluball o388 LDl
Ala¥) am ) e L83 IgM e lid) azll o) digs D) @l ey .CMVA IgG
salall Galy Aigell Alagall 4 lad) 0 8 Ll M ne Sl
-(Babayo et al., 2014)

& Analal) Gldlal due 3164 Barab Galdl byew A Gyl duys e 365 Y5
(Barah, 2012) %25.5 s IgM e liall acall jLal Jaxa o)) 2a 8 byem

354 aea & Cus Madanial , Berpy gl 8 cujal duhy e 365 Y Layls
riie a5 %22.03 s IgM el sl jliss) Jase aagd Jalsal) eludll (e dae
b ab i)l adinall il Qo) (1 Cudl dgay a5 Al Al A e )l
Angdl cadl 4 oSl alaa)) L AlaYl Jde eldaly ol gl
.(Berry and Madan, 2012).

LB L i dalall e dalsall cluall 8 1gM e bl sl jlaml ()
3 (CMV) AT adcaall g plally 20 gV) LD Jeall 3 L) el il ¢ Lol
LVl clblas Jalall cladll (e %6.36 s deliall Canal dagi Jasial) sale
@A 5V Clgad Y1 (gsnall Cany AEAN LM 1S hlad Sllia Gl @lldyg 4451

-(Adler, 2015) <YW e % 40 lés Lad Cial) dlal ) (g5
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Ul cway CMV(IgG, IgM) Lsliall dacd duagall clisli-4-4

iyl
WAL i) g s cilibaally Dl sl jlae) ol adlall 2l b
(4-4) Jslaal) & rmse LS dgpaall il ovn deise 5 & 30-15 0w (CMV)
(5-4) 5

cldl Gy CMV-1gG elall aall 4dlally dasad elall (4-4) Jss

A pand)
4 pand) A4l ; .
P value daan Total | ) gss
30-26 25-21 20-15
8 27 38 IgG Positive
0.575 1S 61.54 @ 72.97 63.33 % 110 <Bldal)
' 5 10 22 IgGNegative gl
38.46  27.03 36.67 %
53 50 22 IgG Positive
0.989 5 96.36 @ 96.15 95.65 % 130 claliuy|
2 2 1 19G
3.64 3.85 4.35 %
29 48 28 IgG Positive AR
0,820 9355 = 96.00 @ 96.55 % 110 Jeal)
' 2 2 1 19G bl
LAl
6.45 4.00 3.45 %

P>0.05 Lf)m&)s awan Y =NS

=
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A yard) U ny CMV=-1gM e lial) sall Adlally dupgall NN 5-4 (502

g panl) A8Y)
P value e agll | NO Ala) g
30-26 @ 25-21 @ 20-15
1 1 1 IgM Positive
7.69 2.70 1.67 %
0.481N° 110 | zlsid o eddal
12 36 59 IgM Negative
9231 97.30 98.33 %
5 3 1 IgM Positive
9.09 5.77 4.35 % “Uald
0.689 NS 130 —
50 49 22 | IgM Negative
9091 94.23 95.65 %
2 1 4 IgM Positive
6.45 2.00 @ 13.79 % 03 o Lk
0.117M 179 | O @isld
29 49 25 | IgM Negative Loalh Al
93.55  98.00 86.21 %

P>0.05 gsixe 354 22 ¥ =NS

Se DA Ll 319G eliall aml sem o Aall Al 5 oyl
Appaall 2adlly .%63.33 sy Ala 38 il din 20-15 Apeall 2l 3 130
2l Ca al 5 .%72.97 Ay dlla 27 @il 3 du e cilaa A 25-21
Ssina (33 25 pes %61.54 Tz Vs 5 iy 3 lase 81 A 30-26 Aypeall
P> 0.05 & i jeall il

28 i 20-15 dppeel) Al i Ll el Jaall 3 eloll ol L
Ao e i 25721 Agyaed) 2l L) .%96.55 dnsisy Abeal dans o) ap Ala
o dulbal Fas J ClS a8 %96.00 sy Alls 48 319G e liadl acall dlle

P> 0.05 st 58 (1545 %93.55 Lsiys Alla 29 sy 3 30-26 dypenll Al

()
=
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Gped) RN & bl G o) cilan s @l @l sl g W

50 cilaad G 25-214 pad) 258 5, %96.36 dwans s 53 Caly 3 4al 30-26
3 i 20-15 Appenll 48 b Dlea) daast J8 Cilas (pim 5,%96.15 duwsiyg Ll
Jsaall (& (e LS P > 0.05 (550 (358 35n5 ple ae -%95.65 duiys dlla 22 caly
.(4-4)

Sle D) cLall CMV IgM e lid) amy Ll iy Al sala) L) Wl
%769 dausiys sasly Al izl 3 A 30-26 Agpendl A58l Aus ol e 28 g3
L Ji) s fpa 8 %2.70 Ay saaly Als A 25-21 dpeal) 468 culas Laid
%1.67 Lausing saals Alla Cialy 3 A 20-15 Aypenl) 43l b 4Ll

Alal A el cilan 38 Lpals aphall Jeall cld slaall o) ilial) <yl
Jadyy oV 4 caly 3 L 2015 dpenl A 3 WAL adiadl (g bl
Claws 1ya) 5.% ,%6.45 Gty illa Cilad L 30-26 G yeadl 28 W) %13.79
%2.00 dusisg sasly Alla izl 3 aae J) A 25-21  pandl 2a))

30-26 dyyenll 45l 5 lal 4 el cilan 38 Ualiny) i bl i Wl
Gl 3 L 25-21 dgpenll 46 Clans Gua 8,%9.09 Ay Vs 5 caly 3 A
3 A 20-15 Appead) 250 3 culS dylal A B8 Wl .%5.77 dlal Laing <Na 3
P>0.5 Ol padlaall o (gsima (38 3535 p2e ae %435 dawyy saals Alls il

(5-4) Jsaall i LS
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a8 09yals Yeroh calll lahal il duhall e ddl5ie il ods il

bl Jane g i) o ) L3 @A) anlall Jeal) <3 e lal) 00 die 33012014 Hle
(Yeroh etal., 2015 )%100 Zsuiys 43 19-15 Al 438l 4 CMV D)

214 12013 sle Jib & Ahmed Galdl sl 3l Luhall ae casilg SIS,
Lpendl Ll 8 CMV lil Jaee g lin) of I LS a8y, liagaa) oluall oo die
(Ahmed, 2013) 43u 25 (e S

O 2y due 340 12008 ale Jib (S Slagdally  Alall (6 )a) dulyy ae SIS
byl @l elall & el a3l ae 2y 196 azl Ll Jae

(Al-Mishhadani and Al-Janabi, 2008)

2015 alad Lpuas 8 gspals Umeh Ealdl sl Al duhall ae (33053 Yy
235l xa M2y CMVU il o) Jelily andall Jasl cld Jalsall sl (g die 371
25 e LSV dpeal AW & i dws el o) el M el
(Umeh et al., 2015)

12014 sle &S 4 5,8l Hassan Salll ha) Al duhall ae calids
1gG) e liall chlaall L) Jaea (aldds) aag 3 culhlany) cld e bl (e due 547
%95.6 dawiys A 19-15 dppeall 238 i Ll el (S Cam jeally 208l e, IgM
-(Hassan et al., 2014.) %87 dsuiyy jeally axsill aa Ll Jily

Jaall il e Ll 8 43 20-15 dppeall 280 s (CMV)I JLadl) iyl

iapa 5 U Ampdall G Lol Al gl ljlaal) ) (g3 38 lan adipe Lalls dagalal)
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S 3Ll Agle ) 3Shhas Apmadall deliayll Y ane G Al ) Aoyl , A ol

.(Oldland, et al., 2016)

& aaalsis (CMV)a gabiad) JEbY) clibal o) dalud) dadall dulyal) cis) 58
sl (Al clad)l JULY) (el Ll had 30l ae dadiy JUlYI duley Sy
(Akinbami, 2009).5u¥) & JLSI e aayl o) JUlY) eYsa

& a0 OSar Aggililly A1) Gapladd) 8 DU daay GBiisl) Jlatyl )
eiall Jua) I 48LaY L (CMV) WAL adad) (g ylaly 4la¥) il Jass
, Hassan et al., 2014 ) olimly ugnldll Ja 8 aalay Al gopbadl e
.(Staras et al.,2008 ; Studemeister, 2011

M35 (CMV)2 dla¥) dus o) bl <pelal 2 cllalany) cld oLl 8 Ll
196G, IgM (psiall Sy (25-30) oad) 228 4

G omlinal iy el pUaill b st ae by Sl Dla¥) b Cus
Lahal) Ll oly, Agslaalll LA Lesdll aualaall 8 ciuat Slaaly dyleal) il
Aslaalll WA (e 308 s el (Ally 508 Al Aylatiad st s AN (CMV)]
Al DAl Bl aail) s )y, (CMVM dlle duasad (mps Al 450
wilhgl eliadl Gleall 38 e aally T cell WA da5a08 oyl A a5 Gyl
.(Taylor-Robinson and Chapman, 2015) 4Ll

bl 4gealll WA fl, Aada )l ailadll e delidl Asa08 §)
Lol sale) o sl b AU i alesy Ciasmdl & (CMV)]D daiadid)
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Zs) saadie aall LK) e eliall Al LA 8 sy Gegplill Cielimi oY

sl o)y WAL ety Julaat ) (535 L, (Polymorphonuclear leukocytes
Laaiidly Ladss Allaadl) Teell CD8 bl 450l LAY 1y gale oSI5 ) a5 conl
il I ean L Al LA Ak palss) . (CMV)

-(Pawelec, 2014) Immunosenescence

«way CMV(IgG,IgM) 4slia) claall cplalall duhall clie-5-4
oSl
oSl g CMV-1gM e lial) adall Lilulls uagall cyal (6-4) Jgia

IgM Negative | IgM Positive | TOTAL i .
P value OSed) g5

% NO % NO % NO

s | 951 193 493 | 10 | 58 | 203 i)l
0.662 .
939 138  6.12 @9 | 42 147 Adgall
350 zilaill <)) gganal

P>0.05 gsine 34 220 ¥ =NS

oSl Gung CMV - 1gG o lall aall Lllly dynsall el (7-4) Jgaa

IgG Negative IgG Positive TOTAL

P value OSead) g4
% NO % NO % NO
123 25| 87.68 178 58| 203 iy
0.144 NS
75 11 9252 136 42 147 Lad)

350 | gilaill L) gganal

P >0.05 gsine (38 22 ¥ =NS
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11gM ¢ 1gG el gpaall JLim) el o) el duball miln cjell

& Sl Je %6.12, %92.52 dains 9 « 136 caly 3 Al S 4 (CMV)
e Jall e %4.93, %87.68 Ay 10 ¢ 178 capll & ol Jama by cps
el (7-4) 5 (6-4) Jslaall & LS5 P> 0.05 (550 (38 2535 pac

Maiy b yepdl A Gl laha) Al il e A6 Caels duhal &5l o
Claall Sl dus o) o) and clalia) cld sludll (e due 180 12012 oo
OS Ljlie %58.8 Liall & cilbalin) cld olull sal Luyldll 19G 5 IgM A lidl)
.(Khalf et al., 2012) %41.2 )

Jame o)) 2a s Ul cld e ludl 432300 3 Ghall 3 cuyal dulp b Sl
Al b i) @l bl gal Galill 19G 5 IgM Leliall culaall Ll
< Bagheri &aldl as X . (Jasim et al., 2011) %49.0 <)l & W %51.0
Glazall Ll Jae o) aag cllbEW) iy Jeladl eladll e dune 240 3 o)
%3.4  Gylls %67.1  dwnd 8 Ll IgM dgG Al
O g Jus 3 Jalgall elaall e 92 1 i)y e QIS . (Bagheri et al., 2012)
%413l & 5 %58.6 dnadl & (il IgMs 196G de ball cilacall i) Jaes
-(AL-Jurani, 2014)

sl Jiae (e due 161 1 2012 le Aoy B (gohiall Cnlll xa CllXS
4l 4 Guplall IgM 190G e lidl clacall [l Jara o)) 2agd zlol e Oladll

(Al-azzawi, 2012) Jsl Je %6.25 ,%15.5<a)ls %93.75, %84.5

()
=N
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2008 ale L) & Slially Jhaeia) Gl hal Sl Zuhall ae GilsH Vs

Jalsall de sanas die 230 amiy Ualind) desane ¢ Giic gana ) davda die 340)
Gl iy %85.2 Ayl 319G aall L) Jaee dash die 110 sy dpaylal)
%2.8 iy %0.00 Al 4 IgM o sl el Jaas 2%93.7
(Al-Mishhadani and Al-Janabi, 2008)

S) L) 8 Gy ulall Ayl Ll A o) Alad) Auhall il il N
lamdlagns s Sl Lme S Kl Ol ) il S e e
el Al gsiee 8 0 0% le R Jaaly Gl sal,
-(AL-Jurani, 2014)

Serum Level of Cytokines Juaall & 4ygldd) il all (5 gia—6-4
Ll zili-1-6-4

e liall 2l Gungally Adal) 28 il JISH pganall (e die 88 lsd) 4
—tpalae ) o L 55 Jeaall 8 (IL6, 1L10) (s5ine bl 19G
%2273 Ay e 20 sy gl o DLl oLl —: 1) Ae gagnall
aniiyg Ao 20wy Wpalh el Jaal) s oLl o Ll —: 4560 4o ganal
%22.73
31.82 duiyy die 28 aaiy clblin) 3 o Luall —:ZAEN A ganal

%622.73 Gansiys L 20 amis syhasd) Clie —:Aaglyl 4o ganal
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Al aalaal Juaall (b (IL-6) ouabian) (all (g ginn (uli-2-6—4

Al Auhall aalas aa (1L-6) 4ijlea ( 8-4) Jyaa

P value 'L Total A g4
SD Mean % NO
0.075NS | 425 | 12,5 2273 20 gl e cBlial
001" 677 1540 2273 20 | ‘3:;‘:‘3 Pt
0.001™" | 7.89 | 2323 31.82 28 Cllalany)
5.66  10.27 2273 20 Blasal) A gana
88 g alaill LIS £ ganall

. P> 0.055020 (34 355 ¥ = NS
P <0001 1 Jlo s5ine 38 30 =***

Joae 3 (IL-6) oabasV) ol (ssie g liy) Alall Auhall il <kl
Gl elll o s el g8 Gus CMV-IGE eliadl acall eBlalall oLl
Jeall i3 clull , P < 0.001 Jle gsine a5 pg/ml 7.89 + 23.23 bl
sludll & e layl Jaly P < 0.001 (gsime s pg/ml 6.77£15.4 Ay 2l
Gsima (A 35 a2e 1 POIMI 4.252 12,5 (ssiars 73l e DL

L pg/ml 5.66 £ 10.27 syarill de sans po agiiylia vic dlldg . P > 0.05
(8-4) ) Jsaall A dina

Gsin 4 Lissauer calll lha) )zl ae ddlsie Cela duhall =5k ()

116 55 gl aag andal) Jaall 3 oLl A 1341 2010 ole Algaias
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slana¥l 3 yhal) de sane go 4360 P/MI 2.4£7.4 davsisy CMV JL cililead) oLl

& oAl Ailian Gald) ae SIS, L (Lissauer, 2012) pg/ml 6.9+2.7 s
slaall 3 1L-6 385 ¢ i)l angh cillliny) cld s lall (e due 561 2000 oo cpuall
<X . (Ailian et al, 2000) -slaa¥) slaudl e sans ae 43lae CMV 1L cliliadl)
Il Je bl e die 158 12010 ple Lilayy 4 gguals Turner Salll ae
slaall desene e Al CMV b clilad) cludll 3 IL-6 3S5 pli)) aas
-(Turner et al, 2014)

LY dami )l o cDlaal sluall 8 1L-6 ¢ il dalall el el a8,
O CSar pmal) sladl s 3 LIAT e el ol e lall LA (e de giie desana
COlaall WD ¢ Leadll DAY ¢ Leld) DA ol 4 Ly IL-6 g
.(Bennett et al., 2012)

LD dags CD8 T cell W slael 52l ae IL-6 ¢ iy Lls)) I dal)
(Turner et al, 2014). 3w 8l

GllEuy) i slall 8 IL-6 (ssiue & Bsale ol Alall Al 3 Laadl
das V) i odl) o (553l Tai i Cum (ially Taad ) Zpde V) dapdiall sy A
Y e a6 ) sas IL-6 L3 & ddajiall salll s IL-6 J dsendiall 4,301
oaleaa¥) N gam lae, TAITH2 (15 (B Gregad) Jsnabials Camg i) (y5ay08
Lol 05 e o lusill (530 Ay plal) LU g ydine IL-6 (ol Sl

.(Robinsona & Kileina , 2012 ; Gupta& Chia, 2015)
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- Adlal) dupal) asalaa aa (1L-10) 45580 (9-4) Joa

IL-10 Total
P value Al go
SD Mean % NO
0.561N | 434 | 1550 | 22.73 20 Zl3l o cdldal)

0.03° 304 | 656 2273 20 Wl ekl Jeall i sl
0.003” | 2.01 5.00 | 31.82 28 illaliy)
30.20  22.65 2273 20 sl Skl degana
88 Z3lall IS £ ganal

P>005L5}uu&§)sh}gy = NS
PSOOSQQ).\MQ)&A;ﬁ= *
PSO 01 gbgsﬁ"‘&hﬁ:**

Jsan b IL-10 bVl ) (ssiue (mlids) Al Luhall i s
albliwy) @l slall gal CMV-IgG elidl aall cdlalall oLl
Jaall @l sludll e dnlie P < 0.0037 Jle (s50e Gyias pg/ml 2.01+ 5.00
sluill & W) P < 0.037 (s5ie (pins PO/MI 3.04£6.56  doins Lyalla aylhal
P> (gsire (38 asas axe g pg/ml 4.34 + 15.50 (ssimars zls)ll o <Bliall
& Ae WS pg/ml 22.65430.20 syhsadl e sans pe aginlia vie elldg., 0.05
(9-4) Jsxll
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bl Jaslh 3 s Ll 8 IL-10 585 Galisil s due 13412010 ale algrioy
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60 12006 sle pae A (53l Aboul enien Ealdl e X, . (Lissauer, 2012)
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(Trazonkowski et al., 2003) ¢laa¥) 3yhaund) de sana pe 455l WAL adiiadl)
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s ay, Teell dgtl iadll WAl s dlely , 1L-10 Jie 45all clgal)
B35 Gopldl) ety e il S Eim 3 G il Lglantinny ) Aageall ilinil sy
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.(Feliciano et al., 2014) IL10 Ji (Th2 ) wleaU
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Abstract

The human cytomegalovirus (CMV) is one of the common viral
infection worldwide that causes a lifelong subclinical infection in healthy
adults and represent a major causes of congenital infections.

This study aimed to determine anti-CMV 1IgG , IgM antibodies
rates among women in Diyala province and determine the level of
concentration of IL6, IL10 and their role in immune response.This study
was carried out on 350 women attended to AL Battol Teaching Hospital
for maternity and Children in Baqubah-Diyala , and outpatient clinic in
Baqubah Teaching Hospital. In addition to 160 samples Naturalist women
as control group. During the period from September 2015 to February
2016.

The selected women were divided into many group including 130
samples from aborted women , 110 samples from normal pregnant
women and 110 samples from pre- marital women. The women age in the
study were ranged between 15-30 years.

Anti- CMV IgG and IgM antibodies were assayed by ELISA
technique using (ELISA - Human , Germany) at the Public Health
Laboratory Baqubah.

the results showed that the anti-CMV IgG , IgM antibodies rates
among pregnant women was (95.45%) and (6.36%) respectively which is
statistically significant P < 0.05 , and in aborted women was (96.15%),
(6.92%) respectively which is statistically significant P < 0.05 , pre-
marital women was (67.27%) and (2.72%) respectively but it was
statistically non- significant P > 0.05 , While the control group recorded

a rate of 68.8% , 2.5%, respectively.



88 samples was selected from the total number of samples in the
current study with anti-CMV IgG antibodies seropositivity, for
measurement of the level of (IL6 and IL10) in women and using the
ELISA technique also. The included 28 samples from aborted women and
20 samples from normal pregnant women and 20 samples from pre-
marital women in addition to 20 samples from women samples as control
group.

The results of interleukin-6 were high in women serum with CMV
infection, the concentration in aborted women was (23.23+7.89)pg/ml
which is statistically significant P < 0.001.

Also it was high in normal pregnant women was (15.4+ 6.77)pg/ml
which was statistically significant P < 0.03 , also it was high in pre-
marital women was (12.5+ 4.25)pg/ml but it was statistically non-
significant , when compared with the control group level (12.5+ 4.25)
pg/ml.

The results of interleukin -10 were reduced in women serum with
CMV infection , where the concentration in aborted women was
(5.00+2.01)pg/ml which was statistically significant P < 0.003, also it
was high in normal pregnant women was (3.04+ 6.56) pg/ml and was
statistically significant P < 0.001, also it was high in pre- marital
women (12.5+ 4.25) pg/ml but it was statistically non-significant , when
compared with the control group.

The study revealed a common higher serum antibody immune for
CMV 1gG in pregnant women and miscarriage in Diyala province. And
positive serum antibody immune CMV IgM of childbearing age. By the
results of the current study we found that positive antibody immune CMV
IgM For women with recurrent miscarriages and women with normal
pregnancy ostensibly was close and this shows the lack - importance of
the infection by CMV on recurrent Miscarriage. this was Confirmed by



Medicine predicate with evidence in the British Royal College for
Women and obstetrics.

The high level of Interleukin (IL-6) and the low level of Interleukin
(IL-10) in Carriers women Serum for antibody immune to the virus. And
that the imbalance in the concentration of Interleukin (IL-6, IL-10) may

lead to the events of Miscarriage in women pregnant.
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