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Al ozl agas sy sl ey HBSAQG (oadand) ssivadll 3535 (452 Glayal) Josa
& Aliad) il 5la ANtiHBS adaudl acsiuall dadaudl cilalld AntiHBC

Ll Lpaliadl e 48l L) aalg 205 adizy, (Window period) saslall 35
oSl Aigial) Slagailly HBSAG  adadl acsiua) o gpaill Aliadl ciliasaill
Ol (g () Dot 2l lgilly Bl L) (a0 e ugpadll Lo e

. (Raimondo et al.,2008)

Ml e el la) o Al il (@) ha sl 2SI Gl ey

Onsly (sa Al Joall Loy alladl ool pen & Gyanall (KL 2a) 525 acianall

600,000 5 4iaje lal sle 3505 (@) oy il 2SN Qlgilly (ulian Gadld

iz, (Colin et al.2006) 280 gUaym 58 28 el (abal oy 2 S C5ey

sexual siall Gyl e el Jiiyg Dkl aal) Culatiag yglal) aal) ddalugy (g ydl

& ol QL) sl Gl e allim) (Sae Gl Layyy cbada) ales o lE 8

il cobiadl Gaddll bl il e Sl gaadl (el B s LS el

Dental  liaL Jaall dags 4§ (Tattooing adsl) dam 4l ) calidyl cadlal)

S el 8« J8) prenatal &) Gok o Child birth yaall adsll Jiyy WS works

Sllee PA o Ll TsaniS) aall aliie (10 6% Luiice Laayy) dais of (33950 2

. (Niederhanser et al., 2011) »al Js

P @l Al di Gllee PA e Jsiiall ()daed 2SI Qleall ot (il

o Jstial) ()daas AU gl Alay) Jam i iy Sld aé o dpalall dag)¥) 2giall

oandl Adlu Ao sl Gadll aall eptiar @l Gady JSd aall JB Sllee Pla

558 i Lad) Jsail) 558 oL 8 L aall peae HBSAQ adawdl auaivad) (e (gl

saiadll e alSlly LaY) o osaall el G ) Window Period sl

M) daw syl A&l el LD s Akl Jaball ol e HBSAQG oadaud)
Occult HBV Infection (OBI) Ll alay) e Pl

. (Candotti et al.,2009)
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Juyl @yl gt o alaeVl(q) e il gyl 2l el Jay
Gub et Dkl ailiide o) 5l wal) Gob ge ¢ () s 28 el g s ALY
Nl s sVl s o cpial)l I Bliadd) QY1 Getlee sl AS Ll Ll
«(Allian,2009) duall LDl dgas cadd Al SV (any (8 2 (faye (e 2041
peia (paa ia die LA ( HCV) pugondl)l aS) Qe Gubiaddl oiajall iy
Jas . (Brechot et al.,2010) (@) e A8 2l Qlall Lladd Jle L)
oo @) pandl cpdl 0536 Al GalasY) El 8 Gl bs s of (Say ala
G (z) b 2% Qlgll ugyal colala 4w cidgll g HBSAQ sl i)
Agsa) a1 3l Gl 8 s el L) ey caugiall sl ass dilie
bl (oaye b laa Axdie (@) daad AU Glgl) (g by Al ALY) laml say
Cali agal (pdll 8 Lasad « Cryptogenic liver disease “caelall dl)sll axl
Lot Zaalil)l Jodll (b S IS aal) eiie O Adal) ALaY) Bl o oSy (3
iy dhyaall Bhlidl cabide & Gluhall e paall dpjall Jeall & Sl 500 8
el Lald g alall 2SI (abals () daas 2SI lgily Aaad) Blal) G Bl 25as
Lai Sl Gleilly i) BLY) of s o(z) daed ol A QLENL gubadl)
2 Dpale 288 A8 AU el oy 3 2 i slaily il ey Ly (<)
Al glaje skl opghd dele (@) ha Al Akl Glalh dlay)
( Ramezan et al.,2011)
Aim of Study Al e ciagl) 2.1
33 (@) B gl Akl gl Joa clibianlly Sisally Gluhall 85 anal |
el A8l gl e CalSl Auhall cde SlA s Aladlae 8 luaats el
Byaldl Jelis 48 aladinly s ddsblae 3 elanal) pall epiia g ol (Q) b
. (PCR) Juluial
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bl galpil 2
Literature review
oarl)l iy i 1.2
Al Clgls clggle Capanll a3 Al alyeY1 aadl (e hepatitis 2SI gl asy
Inflammation  of .Sl LoA Ll in llacan s Lails Taaly Linye G
ad s of oSeall (rad gslal) () 8 Ll T)s0 Caaly 280 5S04 hepatocytes
Primary ¢ Opand ) Sl L) s Al g pail) ol L ugyd o
JS b 2 Sl gl sy 2SN LA 8 & ulin llg Lepatotropic  viruses
AN DA (50 auadl LA 8 il ¢4 Secondary Lepatotropic viruses: il
Human (-8l LA adiae (g pad Jhe 38l e B)5mn 2SI lgdl) i
Primary <lugé Joii«(Schiff and Eugene, 2004) Cytamegalovirus
(G) (E ,).(D),(C), (B), (A) faws oSl il 5,8 Ao Leptotropic Viruses
sda it Transfusion  .(Chu et al.,2004) transmitted virus (TTV)
LSl Lgtipalyals Ll gy Ledlin) (§yday aliats LaSedaliae dpug il Jilse () Slas pdll
ALy Baad G Ly 0 S 3 a8l QLY \hlas) disy il
LSl Jae oSl bl cannd Sl pal) () Al ddlise Jalse el
Jo—asls asaudl A et & dlaS Jalse g il bilally el y)ladlly
-(Jawetz et al., 2004)
Hepatitis A virus (HAV) A haad asl olgil) ug 8 2.2
b Sy aly (Hepatovirus sis Picornaviridae abile ) (sl 2ga
@osil) paelall galal cade e g ¥ clcosahedra xSe hligy 27nm ki,
el Slugpuil) oda acti 7.5KD Jsn ailijse ana chappdll 3jie i S RNA
& Adle o)Ll duas feco oral Db Cushill Gl e (g padl) Jiin A seally 3)hall;
A8 Qs HAV Gpmpdiaie lia) sy ¥y cCuae e 2 ¢ 4alill dlladl
il Al Qlall Vs (0 %T73.2 e Jssae sas ¢ Infectious hepatitis saxsll
A cilS Lage(Hasan et al.,2008)  dysiey e 3 elawad) (alaisl) o dlal)
(Hasan et al.,2007) (21.5%) 4sixs dae (A aladl ooy i) Al Gl caye
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Hepatitis E virus (HEV)  : E kai as!) algill (ugy8.3.2

elally Eglall aladall vy (gl Jain. Caliciviridae aile ) (el ain
Gigand ¢ UadY) Juad 8 o)Ll gy Aualill Joall (8 Als IS Gy Sl sl
il (1) b 20 Gl upd e o Gugpdl) e Alle deja ) 2 liag ALY
Saddl (o a3y Clilgpall Gk oo oyl dlldial 5 (ajall Sl 4ie Al 4o jn 4SS
G Gy Oy IS (el s Al )lallS clilpall (aa 4 Gl ¢
S Aailaay cual dulyy L35 . (Hasan et al.,2003)delsall e luall o dlle il
IgMaze sl Glaall dus aagd Ly dlall 2l Qlaly galbas (e 163 e
oLyl Jase S Ly o(Hasan et al.,2007) (30.1%) E e 2SI Clgill (g 5l
slaa¥) Gallil) Gy B bt a8l Gl Gugyil 196G Lesill caall Ladl
. (Hasan et al.,2007) %18.,\s
Hepatitis D virus (HDV) :D lai o) Qlgil) (ug b 1.3.2,

() bai 2SN gl gyl HBSAQ akandl i) (e il Lalaa (a5 sl
slhe ) daaliaV daflll Glugydll e ey HDV Gugyudll elazy Jamy (53l
SSRNA 2jia daypd acai &)l salall 35-37NM gyl 43a ana . HBSAQ coat
Dlan 3538 ()50 Le ale sopaalsall ulus gag 4uis HBSAQ e adle 1.7KD ansy
.(Zacharakis et al.,2007)a5(21-90) (s 4l
Hepatitis G virus (HGV )  : G ki 2l Qlgil) (ugpé .2.3.2

Wle e gola sl 60 ki Spherical s S (el A K4
axsy SSRNA sl g58 oo Ll golal 55 pasla e ssay Envelope
S e Al e Mad Ldia Jiiy o (Saay cailaiiay a2l Gyl e Jiy ¢ 9.4Kb
Glug il Aiy Aojlie L) laagie ad opli) ) dsall WL Jakal

. (Schgal&Sharma, 2002)

Hepatitis C Virus(HCV) : C laad 0l Gilgdl) ug 8 .3.3.2

it e OO By iegil B0 oykd iy halasy 558 HCV (s
Sl ugpll e @lifgn j2 Whes e lls Host membrane ezl
adlysll salall 5 Nucleocapsid awalS il sally laas Alls Glycoprotein (E1-E2)
Ble ) agy @ 10Kbdshy Ladll salal Cinge RNA g55 (e ugpill
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gsml (2-26)Jara; glisd Az HCV Ailias 358, Hepaci virus i Flaviviridae
. (Kew etal., 2004) )
Hepatitis B virus (HBV) : B lai a8l qlgill (ug b 4.3.2
Hepadnavirida sl clug il dile ) (@) b 28 Qlell gy i
I gl gy @S a8y Ally Orthohepadnavirues : e geas ) adis Al
Gl sally las 3pea DNA s . Avianhepadnavirues sl ie sesallg(w) das
(dsSDNA)Ly,E das03 DNA s e 3)le compact genome ik gzias
iaiadly sy HBSAQ (eu alaw aiaive calia g pilldouble— stranded
LVl (ugyill caelaaty . HBCAQ lll s s Al nucleocapsid 4540
Jisi canadl RNA polymerase Il adabug (ug sl DNA Flasin) e uSal)
G A ) el F Lt il s L calits absuladl ) 308 RNA 4y
) 4501883 ale Lilall & ailatiag o) Gub oo By J5Y Gugdll JE) ud &
Berenguer and ) Gl abias e (%15) ol gl el 3 gl AW
Aam gl Lalall Cpall 3 agiall e el dla) edlad 13 (Wright,2002
20 il Cuaally 2l Gl e JEial) Gug ) Sua S ehiall aal) Zl a3
alall s ()daat 2SN el aay Lagh ale 31T (53l serum hepatitis e <l
Denall b dasaidl adl zila b (gl Ak aiclens Dane allall (aii<11970
42nm,22nm,200nm ki @y Glia o ble S g )
. (Wang et al.,2004)
Structure of Viruses D ouguedl) sy 1.4.3.2.
ihlae ol Ain cysall Aaiadly DA ey liee LSH (gl elli
g St JIKE) A gyl | Lipoprotein dauas caligisn (e 4358e dulua Cladsay
lld gl dias 200nm Jshe filamentousdsill 4hac22nm ey spherical
(1-2) K& maase WS 42nm hdy hlal) sgls GBle e (ggial
.(Lavanchy,2004)
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Hepeatitis B Particle Types

Pre SI Domain
Pre S2 Domain
— S Domain

HBc
, Genome
_ “ 7 Polymerase
TLY T
e £1~0. - "‘1‘
oy

a-y SHCLI98 '
v i SR Secreted Sphere
Hepatitis B Virion | :
(aka DanePartidel 5 " ;
Secreted Filament

() had 2l gl ug il LN QY Ga(1-2 ) Js
(Schiff and Eugene , 2004 )

Genomes :oali)gal)2.4.3.2
@il JSus Jaydl) Zasaie DNA Lpa e calliie dasda e agndll 2050 2L
Over Reading s hall dasie 3]y adad ap) (Ao (ugpill A5l salad) ggiaty (Blas
Jolsll Adhsll salall sl Agug b Do daad 4l Cleslea e (5525 gene
Clijsall anage  48% C ausilult G oSl 4S5 sanslSy (3020-3320)
G L gyl Giel 3 sl aal polymerase  cuss ol (s 32 3.2KDbp
(2-2) JSAlL maage WS (2ulS5IS0) Aygqll Aladadl) jskai A (ud) (s sed DA
.(Ganem and Prince, 2004)
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(<) dad 28l lgal) (g i) 9 Sy Jabadia (2-2) J8i
(Ganem and Prince, 2004).

Viral proteins s gl cilisig 1u11.5.3.2
Surface protein p pdad) (9 2.1.5.3.2

proteins small = &ysca culisigye cladig p U ) pdasd) Cladig p o

large (LHBs) 3)u<ll cilisig s middle (MHBS)  ddawsia cilisigye (SHBS)

Le L) Aulat W) e ddlid cilagay Ll paall i oo LS Lgasea . proteins

V) el 30 cpule las IS Juaadic g al) il oy S S Bl aadiadg

e AN Al ead) 3,88 G Le cilag IS s ((PreS1) eai S ol Aty

mse LS (S) e Cagll saks AEN ol 505 G Le ladisK8) Julus s (Pre S2)
. ( Mast et al.,2004) (3-2) =
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RealTime HBY

preS2 g preSl adlgas S ¢ G bhia (3-2) Jei
(Scuderi, 2003).

Core Protein :oll) oi90.2.5.3.2

Al Gl (22KDa) aaa b aaly gy (s ddus 180 o 2w Calls
Glell gty Appdall L) DA JamY) e S aae z e Gt el Alled
.(Lin and Kirchner, 2004) (4-2) J<& gae WS aadill Pla XK () s 21
HBe protein b etDad) g 0.3.5.3.2

(Scuderi, 2003) a3l s S ilsh HBeAQG 2SI clgill Gugpuil L)) asivue

X Protein X g .4.5.3.2.
il e avall z)la X iy derse sl el 154 e X s allyy
.(Berenquer and Wright,2002)

: Polymerase .5.5.3.2.

&b dlad 50 a1 ((93KDa) s> s (s o5 ontimglly S g2l G n oo B)ke
. (Seeger and Mason,2000). 40! il g yall dlile il ga Cae Ll
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ENVELOPE
N

HBV clidsn O (4-2) Jsa
(Scuderi, 2003).

(<) doad 28 Glgal) (gl 4y 5y ) g dpilassl) el 53 6.3.2,

Y (PH2.4) Gaclalls DU aayai dind e () Jaad 28 gl (ag 28
Clele 10 33 o B0 iex 32y 4ids 53al 2 98 Ball dmyas vie Al el 6 (e
Al o 4y v 45,8 g pdll Sy | sy i) 43,8 alaats M
Sl 4y gy (38 3 saal asagaall 2K e 0.25%0 ) Acay axy ahaatyg
2l 5 hally ilales e IS, ((Ai2 20 53l o 121) saagell iyl Ciad LY
S J5aS e B0% ) dmyes sie Ll Hlay) o 43,08 Sy (dela 53d 5 160)
. (Hollinger and Liang, 2001) 58 3.l 6511 3)la dayd die
¢ A 15 8l (2'15-) it aane IS O 2 aillad duin (o oyl ol
Dl jedaall 5 Jsasll caliall ) all daslia) da LAl Cagphll Jdaaty sl o ST
Gab e Jiih (gl el jall ol sall s 45 sLall iYL 0 316 (Saall (g 13 (182 § B2l L)
5ol m A 3 Alisha s il (s AV Ji)gaadl gl (3 (gl el (S5 parental oisd)
. (Wright,2002) & ) sl da s (aliaily i) 5 58 2a 35 5 el 6 slati sadd 54a 2l

Virus Replication tougdl il .1.6.3.2
ool Jaays (Aglal) Cadla 88l siall Olaally alail ) Adabs gy gyl Ja o
passive Ll L) Gyl oo 3lall () gl Gl et A Jala caladl) e
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<45 Micro tubular dependent transport agal ) Gk e o diffusion
gl i) Aklugy aseloat &y o e eyl A3h sald)l s Ay sl
. (Berenquer and Wright,2002) _.<lsl)

) LB Lhasy emny a0y A€l LA B (an Jual gyl B pdd (iamy
Jazys RNA polymerase 1l capaall apil dlalug sy sdlly MRNA dclua
gy Jéays Cugodll DNA () Loyyill W 4y ofis ) delia 8 MRNA
o5l DNA Cansall Loyl LGS adimgy lladl baypadll axdy ¢ uSlall fenlill oY)
iclial oS 238 DNA (5)dwslall dylgill (o Adisie dagdhe 522 20 a50myy
Ay g yil) B Lusias) iy Lol A6 Ld Aiia S mag Lo g Comsall Loyl
Ol ails X i s ey Loy llly D) ) aay Lad a3 aBbgiledl )
ol paly aril Bl i 3 Al gl & ol A 2 DNA polymerase
a Jlal 2y elaaill el sy DNA (57)iualal) Ll o sgall S5 )
GO iy Al Slea ) AN Baa D) AN ) ayges 81 () gl
(5-2) S mumse WS WA (e a3y o) Jis (Surface, L, and M) @lia i )
-(Juergen et al.,2007)

PM cchNA /
B
(1) DNA _____ (2) RNA pol II
Virion "repaw transcription

[ PgRNA
(3) Reverse cap U\ U PA
ranscrlptlon
RC- DNA {MB 5 /
|
e

/
-
~-

(@) et 2l Qlell Gugyd A 5y50 o hbis 1(5-2) JS4
( De Feo et al.,2005)
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ougudll JE §,0h.4.2
Gub oot Bl ailiiie o) Sl sl Gub e i Daald Gl D Gugpdl) Jiy
e s ol sal) ) Aladl QY Gt lge )l A8, dpuial) duladl)
BN aa ol cmiad) ) Lladl) BY) Gk oo 1.4.2.

Al Al oY) (S5 Lavie Jaall e 5i5e Janll DA (g pdlly b a3
Lnse V) 06 Latie N (50 80-90% sany iall dilia) 8 (4S5 5)gdadlly dieall
0S5t HBSAQ e «aisll ola 13gdy 10-20% 4ibias Joaall 8 gyl Ly aalsil
il Amge il 6 Jaall e V) el Liadl Py Jalsall clea) die 4l
e deyall culS 1370% 5 ALl de all culS 13100% 43l gl A s 32Ys) Cuaa Jakal)
plasma- derived or recombinant vaccings _us il sz -l Al gl e
e JUY) S dmpe <Y1 80 active immunization Alld delie ey 3l
clega D gl Gualadl jeilly SN ISV el e 33 aaal) JLalY 1 L3
Oyl 33U HBI-Hepatitis B immunoglobulins e liall <l g gl<l ¢ Uac)
(CDC,2005). agiba) b <&l 5f dLadl
: Aglal) Aslitia aa) gf adll gusha 0 2.4.2

dagig) Al Glatie aladiul A JB Adee Gobooe Gessll JE S
() bei gl A<l Qlll (0 10%  lsnd Cladd)d 2yl ooy &slall ) Jleatin
A LS e Accidentaldsca e daphy Joy oS Qlgll aall Ja Gk e Jay
. (Ranger etal.,2002) i) cabie s daball cillead) oL a0l

D e gl A8 Apudial) dujlaal) gk 0£.3.4.2

sy Lysly oyl Jso (8 eyl JEY Guit)ll ) 038 JEY) Ayl aed
einll Bl dam gyl 13 LU spha ST 4(15-24) Gn eVl
-(WHO,CSR,2005)
Epidemiology Al 4.4.2.

oAl Al dla) e LD agls haye ISy ayall Galala allall Joa Ul
S sl i ) san Lee plaie gy ) padic Gugpdll Jeah agie aS aud
Ot 26490000 sas Lisin ileay 38 ale ol 5o baangd Lysl sl ol
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A e s A el Gabiars Gapall iy 26122000 asall Galkls )
O allad) U alide 8 capal ) clul)all ¢y 385 138 .(Raimondo et al.,2010)
G sl gyl afl Gl eV e %25-20 Sy (o) e I il
s (15-54) sers cpadllly Gandld) sl Gaoat ililial) abaae oy Gl Lealia,

. (Guha etal.,2004) llll %5 e J8 dieje Llial() daad 280 Clgill g 58
cigligall bl gsiall Jilall) Jie @AY auall Jilsadl 5 adll (& gl 2
1000 e 1 0385 oF ) @AY auad) Jilpas & Gugll S5 e a2l o o lell
Glall g Llay) Gaas | (Simmonds andPeuthere,2002) .ol & o385
e bl hlie (& allal) oS e %45 Gl Yepllad) eladl aaa b (@) baas 2
%43 5 oabaudl tmivadll (andl Cuulay) 85K Allall QS (e 8% 5 diadal) LD
Onse Sl (5%0(7-2) Alsas LDl s sie Ll 3halie (& G slimy allall (S (g
Lomidie Hlam) 3hlie 8 gsdm Allall 0w e % 125 abudl i) (asil

. (Wang et al,2004) HBSAQ (asdl Guage Gl (e %2 sas Blay b
Ll bl s (Ll M) daed syl 2SI QLN ALYl g
Csin b 093eY) Casss ool Tanall in (bl (38 Gising cOpally ¢ as)
JukY) S JulbY) a Llad Gaps Y paladyl dihidl eda 8)1S
L a8l leally BlaYh duase daiis Ggpeday Gl QIS (e %70 3 50m 5 il

. (CDC,2000; WHO,CSR,2005) (<)
das o Leday Gmpall Al Al paatl Sl e aal) cual Ghall Ay
dcgana & Bhall o Llay) o2y %4-2 4 slaaY) (el Gu gl Jlla
A Al Cuzddil el e sl galiyy Grdadl daing Jasgidl Glagll @ly Jall
. (Omer & Al-Salmani,2005) %2 ¢ Ji
9.9- (s HBSAQ dawst of Jaadly duppall Jall st A Ja gV (3580 J0 alaas
Glhalls 3hall 3 Wl %27-17 (0 agd dpnsill Josi Jlogually Glasadl lac Lad % 1.5
4.3- 5n HBSAQ s o (e Slmd (%4-3 o Ll ala Lo o 2S5 58l sial)
At Al epiad Ll W ocouolme¥l W dws e %34
Agualal) Adadlas 8 cupal duly 5« (Omer & Al- Salmani, 2005) %3.9-2
o HBSAG Ladll L) ol (2001) gl BaaY Cua slanal) adll opiie o
Vs Gl e ST A g el 35 ALl dagis %L S slanal) Gue il
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HBSAQ o <l Cua ) ey Wodadl esy deall cldidl g
sl dadll pmye oo Ghall by 4 oGyl ) cluhall 45%27.5
%3.4-2.2 HBSAg ladl Lyl dws  of  Haemodialysis
. (Mahmood et al.,2001;Abbas,2002;Majeed,2002)

& %875 Jarayy( ) Jaei 2SN gl (g iy LLaYL Jlad) L) 5palls
dise Sl D5 4 Haemodialysis (sl Jusll Glasg 3 ¢ sleny Gl (il sall
i 85 «((Mahmood ,2005) dlayl byl (e b eb oSl aags slazy 3
OSAl s %1.59 HBSAQ Lim) Jaes Baa¥ aally cueyiall e dule oyseay iyl
Haemodialysis el dastll  ocape  (3%20 dwdyy Gl e e
L WHO Zdldl dsall dabaie calas a8 oy e sdle s (AL-Hilli,2001)
Ty (%4.3) cul Y Guaphll Gudlhall G G Gasadl Gelalall Jas 2000
8yslaall Glalll pepdall S & HBSAQ il Lelanal) sl eyiial %(9.3-2)
cilS 3 ) 85 ((CDC,2005) %1.5 HBSAQ dws il cysSll Jia (el
obd b «(Al- Maini,2000) s e &byly 583 ow %9.15 %10.4 A
On %155 %26 ) Al clias 3 Ll 8 Wiy o( Poland,2004) %1.7
HBSAQ 4 dallel) dasall dakie cila, (Kang,2001) sl e caliyly sS3)
. ( WHO,2000) %55 A5 %4 Lo A
(@) daad A8l gl (g b ALl blaly) . 1.4.4.2.

Subtypes of HBV

cosl) a5 (adw, ayw, adr and ayr) us il ddeas gl Ayl 2ag
G liall L) o aaind sae gl (N Gugpudl) Catial Adbide Ldhaa Ghlia (e
aiall G J8 e Bl Glfgl ) GlassSenll an 4 ALl el
die daaY) Jolal s o Al “a” determinant clpacsind) sasdl ¢ sl
1 delia any £ 15Y) aal LLaY) 13gly £ 16Y) JS B Axili o3a a3y HBV dilay!
.(Nakano et al., 2001 ) AY! ¢l

spas lighs EDB (e el Gugpll )l ) )OS 8 S (i

&V S om 355al122 aisall & Arginine(R) s Lysine (K) i) saslal
(1) W) Y 22160 ise (b (R) SH(K) siae¥) aslall 55 32 Ll () S (d)
lgls sub determine(W1-w4) assall caas N auiiyy of Sa (W) of ) dalayl
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(@) dhic & Clamiedl 3y o dieVL Gl Aild dbas gl Qg
. (Chen et al.,2010)

Genotypes Adadl g6 .1.1.4.4.2,

gosd) 4 Adlidas 3233a (AB,CDEF,G)uupmll i gyl da aapy
AL Yy egpil) agiad 3gpell Sy A ) LAY I aag Ahral)
& gl (H) sl gl ) ALyl (Berenquer and Wright,2005) Precore
Glell Gipan 8 Jise dale dyual) £1591,(2002) Arauz-Ruiz allll g8 e 4l
el il Anti-HBe Lladll c¥saty 2le Lol dpa s sl ae () Jaad aal) 2l
&b oand Aliad) Nl 50% o Cuae adeloniy eyl 385 lady L)
g5 Ala¥ls B uall gaill Alal) 06y (Dl 10 jee J8) 50l Al galal) Alay
oo SV eVl B uad) g5l sibas 30 cpuall 212 520 J8 leeY) canai AD
C il gl alay 40
. (Lindh et al.,2000;Chu et al.,2004;Duong et al.,2004)

Non-replicative jlSill axe jsh JA (@) bai A8 aS) Qledll Guaay

Obali DA Juasys AntiHBe ) HBeAg ladl Jsai 2 b 3 phase
(skls DNAS HBSAG (0 S s moay daiilly Lagpd Gelaill (g
S A (@) b ash Gl &6 . (Hwang et al.,2002;Allain et al.,2005)
=) @l hlie & Dlaml Jils E 5 AD Lal) #1550 dladl bl 3 ils
3 dhaa ans dnall ¢ 180 . (Chu and Lee, 2010) B,C dusll & 15YL Llad
Fo bl e 8 i Eglid (3 5uC B Wl cxiglly Lyl <Ll 8 AD slsis
& pelie @ oSls maly e perays GH Lial) ¢ 1) )l Caging oy (b sl
(Allain et al.,2003) L)l asins K pal Jans

(Al- -: Sub genotypes asall ¢ 15Y) cias ) dyal) )1 andn of S
<ibias B,C dpall 151 i 5 (F1-F4)c (D1-D4)c (C1-C5)¢ (B1-B5). A3)
& a5t B3,B4 Law alidlly (uall (8 B2 5 (LW Ghagivn Ble lpadl leayyss &
& C2 copally LysSeollll (8 wils 05 CL Ll gail cans Lalealiadlly Linasi sl
oY) I & Chdgldy) dalaidll 8 C3 adlaiys bl (338 Gasiae (puall

Jsans mnse LS dlaall ajsill 8 CB (ube iy AD (g Lo Lol ellia LIy
. (Zahn et al.,2008) (1-2)
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Genotype

Associated

subtypes

subtypesidadll £15335 genotypes Assall £ 153 ¢ A8Mall:(1-2)J san
(Arauz-Ruiz etal.,2002).

Virus Incubation oyl Ll 2.4.4.2,
b Jsels 08 (game pall ()55 -5:(180-30 ) (e gl ilias 8538 )5
&Y 4lsad Ay WOrse With age seall e (ajell adii adings sl 522y Al
36l .1.2% e S) Sl Ay % (10-5) Chronic hepatitis 4l 4l
3alall (ayall culjid dlb Laea (cangedl w5 INsidious often Ualie o6& aleY)

s Gabel gsn 08 5 el Lede dla 4 e Dlad il
.(Duong et al.,2004)

Clinical manifestation A ) GaleY) 1.2.4.4.2
salall LLaYRAaY) VWl ) easi(e) Lt oSl el gy ALY
sala Lla) skl aie daldy dumye gahel o5 sala Ll (Acute infection)
cilly (Jsailly Bhall days i)y gl o Jie ddlide daage pabel lgalas
daidl  AlaYl(Alao et al,,2009) sl e Al Glayng ol
L Wle iy Juadlly sl dae gy cpeiall 28l Glgill taaiy (Chronic infection)
-(Sawke et al.,2010) < Glayus paiii A olaiy
s e S350 Jead) 8 HBSAQ abaudl sl dsa s diade Lla) o
ajal LLaY) ks @nit-HBC (IgM) sy alandl sl dsag 5 el
(1- oo eV oo opladl JUkY) (e %(25-50) Jlsmd ¢ penll Cidlaaly Cabia,
Onleadl A1 anys (il 8 %(10-6) Anjlia agal Aokl Blayl sk dub)
A Gl i g Aiagall AN el kil jlad aad gl diaje dla)
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ovbadll JubYls wmll e %25 of N cluhall colal s Al WA ol g
a5 Oialal) (3 %15 danins el il ol AU WA Glaje sk iy (gl
ajall Gahel) mmi illy diayall BLaY) 323 e 23 Leyy Canimall Adlaia (5580 Jalse
.(Parslow et al.,2001) Sl ¢1a (e Dlzad 1A deliall (yaliy 550 Jadl) Jie
Gl B ae gabel gsn 05 8 AL Cplalally cpiagall sl
o LYl iade 0sisSs B ) A desal Al i) Gme g Sl ALT ey
ool Galalall b oSl il ) Alls) sk o8 LSl LA (lajas 2SI il pa
505 aail dage 2SU dejd axig ALT Jae c gpnill ddalugy 2S0) Jalis ddjea 2y
. (Raimondo et al.,2010). 2SN ol andidi g I dpa yall )
Pathogenicity of virus t gl sl 3.4.4.2,
Ay Liajall €l il Gt ) s () Tawd AU gl gy ay
+la¥) ale duh aag, <Hepatocellular Carcinoma (HCC) asll LA olajud
(Gervain et al., 2001) HBX (sl (pa il aay HCC ladd und) Ssal)
al G agm cundly LY 8 Lee el oS3 8 2kl Glaj A (58 L sales,
W) g i) e o) Gyl o2 8 Ll 15 anly EStrogen s Y|
AL 138 el daldls paiiy Lasise g5 2SI WA Glaju & 4ie ey (ER Alfa)
el Legie s cpliina) o) Jaagly (ER beta) Uiy oo cpng il a1 Jitind
ol adiil A ddlide Gk ) a5 L Neoplastic liver s as duajall 2K
slhcls HBV & HCV (s iy AlaY) sie dilide Gavaye il ) Lase sl amss
. (Yu etal.,2003) a5l calisa )<
(MGN) Zladl Cagpall csdl sa() lawd aSlh Qlgdll Lugid amyg
Membrano iwsll ¢lie il 4L 51 Membranous Glomerulo Nephritis
IgA Nephropathy (IgAN) 4 proliferative Glomerulo Nephritis (MPGN)
) ) a5t () haa AU Gl Gug iy bl pe Aifie S5 GabeY) 2y
(@) et 2l Glel o Tl QS L opgnd) 8 bl ST ey L ity <)
Ishizaka Al 1aaYs <Atherosclerosis cuball clai ok b lage s el
carotoid arterio sclerosis oyl calaiy cbadl @Y1 Gn 4 aagi diclang
B-cell non- Hodgkin’s 4ss e Dizmd ¢ Gajall pugpudll 2SN Gl Gubiadll
2 Adlle BCNHL 4 axig (gl cplalall 3)3Y) 8 2lass lymphoma (BCNHL)
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oo Al a5 138 (Kim et al., 2002 )12.6% Aswiss gyl Calalal) a)3Y)
ls aall A Immune complex (I1C) duelio latas (536<8 ) () daed 21 gl
leias dibida Giabal () (535 Lan KU (B 05K e g dilide diclia cBlels ) (505
(Dhaai ol 28 el o Bl agall ad 13gly Al delie plaal 05 L
.(De Mitri et al., 2010)
P () daad 48l Gilgaly Ll ) padiall 4.4.4.2,
Serological profile of HBV infection.
specific markers ialall Gldeall e CaiSll () s 2SI bl gy iy
sapdl duae [ Antibodies  ( Ab)alazmYl o/ 5 (Ag) Antigencilaciuall]
Ay @bkl Jleiuly il 24 (Hollinger and Lind,2001)
sl byl elal) el dulbeg) BaY) Lak 1.4.4.4.2.
Enzyme-liked Immunosorbent Assay (ELISA)
Bl A aed 3o Aol Clacaivaly Clazall e CadSl AgEl sda Jaxid
bar 2l gl g pdy ALY) e Sl sl padtill ey ddlSe e A
ool Sl L) HLEy) paaal ihrall ol cilulal 2Dl Lgals Sl (o)

HBV antigens and antibodies in the blood

Infectious Immune
| HBV DNA
' _l anti-HBlc Total
l Symptomg .
anti-HBs
| =
anti-HBe
Time
fecti
e After 6 to 12 months
Zweeksio 3 approximately
months PP >20 years

3—6 months
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(Ganem & Prince, 2004 ). adl & HBV cakiuag ) (s (6-2) Js

HBSAg  Abulibiue e cisl) 2.4.4.4.2,
el sl Chronic sl Acute salall dlay) e AN
Gosty Balall LLadd (ol ae anll(10-1) Pla diad) 3 HBSAgaiwll

(Siki et al.,2005) (6-2)J<all e LS HBV
L) (e silaty ol el 8 5el(6-4) 2y aiSU QB e HBSAQ mua
St 13¢8 5e8(6) e SSY deadll 3 HBSAQ elis Alla () daad a1 Gilgally
e s e sS4l ALyl &, Chronic infection daeje ) byl Joas
larisal) QLY (0 222l HBSAQ (e @il (Saigeugydll DNA 2925 (0 a2)l
ELISA 1uNIs Radio Immuno Assays(RIA) dxiall 4eldl Glagdll Ji
( Lok, 2001)
HBe Ag P lallaaiual) ¢ idsl) 3.4.4.4.2,

oo @il ey el (2-3) Pl Jiliy HBSAQ acaise 22y auiosall el
JEY )y LD Al (g puil) AL acied) 13 Cayays HBV (g puill @ o)
Oalelell N oyl (a5 vertical transmission Jakll V) (e sasee IS
HBeAg 155 basiyn . (LOK,2001) (gl il te ddles daaall Kyl 8
Slad) Jsaill N dss HBeAG (asé gme deadll & HBV-DNA s ae
sala Llial Cpbadll oapall 58 5y5ay ANtiHBE salacsl 1) HBeAQ il
caay Lin el (6-4) P anti-HBSAD adaud) acxiwdl slaal (<5 of )
ge Waiye 058 HBEAQ asascioiadl mydl 3 1alie HBeAg Ll Jsall
Active liver disease  Aladl 2SU (abaly deaddl & HBV-DNA s
a5 13 gy HBEAQ Las Jsai agal Jeasy (pdll oyl . (Fang et al.,2009)
Soah digan ) el 8 Gl ase HBV —DNA yaas bttty ol Gialyel ag
oo Ably Gligie a5ay ol HBEAG zUl aie o dlgpudl ddkidl & Caigll 5)0s
2alsie @ dminal)l Clacac Yl smge 058 B L)) LY gl (o) Shkl
Favorable =yl uall Lally Convalescence dales e Jy saalgy Gl 8
.(Manesis and Hadjiyannis,2001) alay! ;e aulul(8-6) 2 prognosis
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HBCAg Pl il e aisl) 44442,

Bladl a9 WA 8 L ase Wil Jeadl elal i) 1y
(Lok,2001) .d:lias dadlaS any Wy k)l dcjally aie (g5ail) (Say5 Hepatocytes
—iad ) dhae (8 (gl Slacal e (iU Aeadiivua) 4pynaall ilasadll L
D (@) el sl Qg (g d QU IgM A gill il 5.4.2
ey BLaY) an el AN claall Jsl 4 gyl salall LlaY) e ALY sy
ool QL IgM de il caial) e gaill and, 5o 8l(6) an iday ei(5-2) D
bl aival claa) Gy Lo PDIA Laliy 4 Gsise S salall LlaY) paddy
P clazall @igig antiHBs ahull il dndandl ol Heeds s HBSAQ
. (Hollinger and Liang,2001) . gl (ilei) dagi 4l dlay)
() daad 2l Gilgal) (g pd Al 1gG 4epdl) cilaall (1.5.4.2
Balall bl (e AV sas Ll (San (ug il Blial) 3538 Joka dilias Adle anyy
hall gl Ldiy ALYl e bl el BA el Ll
.(Havey et al.,2007)
AntiHBs Ahull saiua claa 2.5.4.2
Llay) Lo AVa f Immunity to HBV (eg sl dae lid) Llaiay) e 2V saals
shall a0 o Buy LaY) e el (6-3) Pla selun malll Ao
.(Heo et al.,2003)
tol bl () ot Al algall g puty Abia) (e ST ddlin) hlia gad i
Seadeaciall §paldll JoliS (aad 5.2

Polymerase Chain Reaction(PCR)

OS] Gagiie (gsmll (aslall disma dikia JESL maws Al AN £l L&
aya PCR  aims . (Kaneko et al.,2000) DeoxyriboNucleic Acid (DNA)
Symad Aiia gag (Primer) se)@l (ol e Al e 3yra Axdad sacliay Ll
DNA:x3 o (S PCR 4ss (temple) ) asas Judedll dagjan 2jia Jasyd (e
ool alad) ZMally Aalal) dalld) e (JV1 ALY DS S ag il
. (Gerlich et al.,2010; Rodrigues et al.,2001)
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& el rma (B VIreMa gyl skl (e phals siae dgag e ISy ) (Sas
Hybridization 4u& aladiu) vie Ly Active liver diseasedledl) o<l Glgil) oa e
die () bt 2SI Clgll gy ALaY) a5 (A ade PCR e je Al
Gty ol aia Gl s &5 ¢ (liver transplantation) A<l Ju @bl
~b=s. (Rodrigues et al.,2001;Siki et al.,2005) (pajally aladl 2SI Gletll s
liquid dus Ll Je cijsh HBV-DNA Cielaail 3pilally duluall cilagadll
adl opdial (ugyill s aaay of PCR aais. (Siki et al.,2005) hybridization
4 e Alens Cldle Osebsy ol
. (El Chaar et al.,2010;L0k,2002)
Dot blot, Liquid Hybridization ¢lie Al Gy el LG e g
1aa.Southern blot Northern blot, Signal Amplification Branched DNA
WA & Gl days Alaye ddped Sl Lal) dejal ehaly gmill e Dl
Biochemical sl apdill dhlug ()l 2SI Gl Gug b addy as])
Direct jilull Cpmgpulidl (and geciy o g (I gpina) ap@ll ol Cailla )
Alkaline _=s3dx  Alanine aminotransferase(ALT) ==&  bilirubin
Odeoyll asd , Aspartateamino transferase(AST) u=sé ¢ phosphatase(ALP)

ua;é} celﬂ Jalsl) Jajb «Globulin U:“‘“}m\ uaaﬂj « Albumin U:“‘J-‘j\ ua:& c&ﬁ\
. (Hollinger and liang,2002) Erythrocyte sedimentation Rate(ESR)

s () bl AR g pdl) A8l Qe 15,2
Occult HBV Infection (OBI)

el duae (8 () Iaed 2SI Ll g 58 Ud 3 g 5 il 3] 2SI gl (e
U IgM e il laallagn s (s sl ey HBSAQ (oabsdl amiusall 3525 050
a8l 3,8 84l adl @ saill 2 s AntiHBS dadaud) cilaall ol g sl
OBl <~ 5« Recovery period ¢l 3 5 b 303 6l (Window  period)
Gl pala B (Jaadd) B oasa g pie gl oasa ) 2SI 8 Gug il Lid aga s sa: Loa
58 s5all Gla il HBSAQ (oadand) amisdll (e (g paill and 8 Adls Aa s ) ghasy
(200 1U/MI e 1) lan 3L Jaal) b g il Lia daaS 0S5 Cuny (14Y)) Wila

. (Raimondo et al.,2008)
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M sl aa Lial 35 Ly 588 20020 Ji() bt A8 Al gl Ala) & e
23 % ey, cdubuad) 40 jall g dliaall Cilia gad g Gl ) gall mdiial Glia gadl) & Jias
0 (PCRELISA) il smill dppal) dpbial) e () aai ) 20 gl & 50a
G el Al (@) Jaad 2Kl gl Ll gaw e o« DNA s HBSAQ o= JS
. (Anbazhagan et al .,2010) o<l
pxdl da il olee JAUA e Jsadl (@) it 2 Sl ol gl Aay) ) has
Gla gaidll o J& 20y 1970 ple 23 Transfusion-transmitted HBV infection
<l e (Hennig et al.,2002) HBSAQ uasd agd (s e (il sl (e yiial daiall
Sse pall Ja5 cillee A e Jsiiall (@) Jaad 280 gl Alal) il Zliadl) (5 )kl
Al il e ¢t il jle HBSAG sanil il Gy Jaxt 3l adll Cllise s
Adlul cliall aa - (Allain,2004) o) aeliwal Post transfusion HBV dpzaldll
oadi agaal (pall ia yall b la e g0 4dad) AlaY) Jail jaae () SSHBSAQ (=adl
24l pasi s Gl Anti-HBCIgM 4alll claall e (goaill pand aadiey elic
Anti- (IgM,1gG) 4l bl a3, (Brechot et al.,2001)g sl cilas g e A
Lty () et 2SI Clgilly A jall g Balall Yl Al 8 adSl dage 43le HBC
Slaall (S shall (saal paail g el e 5 ul8 25 AntiHBCIgG adll il
ialall 3,3 JMa | HBsAg , Anti-HBsAb b s 8 45 o Anti-HBC 4l
ANti-HBSAD 2253 Sy Y ¢33 dia jall L) i yall 8 5e salall Alayl 15 3l
(=) et 28N Clgilly coaal 28 (i i (6] B ALY 2 aS Anti-HBC L8 1ael s
. (Levicnik et al.,2008)
ol o gea ) Jala T3 a sa (i ag ) L8 OB Abad apdl g2l e
LS gn o sl o 5 im0l LAY (655 a0 T2 3 5 s sl By 5
. [HBV-Covalently Closed Circular DNA (HBV-cccDNA)] 4oasl
. (Chen etal.,2010)
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OBI False OBI

HBV DNA levels
< 200 IU/ml

Infection with

Seropositive S gene

escape mutants

HEV DNA levels
BsAg lost Primary occult comparable to

after AH overt infection

(o =

HBsAg lost Progressive antibody
during CH disappearance

False OBlihlills OBl —HBYV iy b (7-2) 8
(Raimondo et al.,2008)

35 5) Seropositive-OBI¢ () 4sall Lla) & jue a8 Slaall Gl e Ll
sANtiHBC 2525 2)  Seronegitive-OBI( AntiHBs 255 sl &= AntiHBC
O AL e il amy Jiadl) 3 il HBSAQ zaa: Seropositive 4la . ( AntiHBs
(7-2) ISy (e LaS A Sl L) (e B2e i 2my sl Bl Aiay)
ol aaly Ly 505 2685 alacaY) (8 Seronegitive 4l & Wi, (Shire et al.,2007)
CYLa A, G el Ay die Al Cladll adsd (ANtiHBC,AntiHBs) <l o
Adlise ) gl 3 2aas Al ) 4 lie <l star (el Jeas (2 HBV-DNAS dina
G (False OBI)Libla 3xy 138 e a2 e GLWHBSAG  pasd s Llias daal 55
HBsAg zlul dl sa S s - (Escape mutants)iz, <l yiky HBV bl
(7-2). JSd eaim s LaS 1300 e il il (amy Alals g e oSl (S Jsae
(Gupta and Singh,2006)
(<) Bad (AR 08 Qlgally Lbal) ) g2 AN @l 2 5.2
IS Galaaall o YL Adas ye Lgie EOC OB ) (62355 iy il oo i i
-: (Allain,2004) e
ozl aadl gadll (e de jall dda el s A HBSAQ S (e s oall s ]
. AntiHBe Js~3 & s1h s Non-replicative phase ilSall aae
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HBSAQ ainai 4 Jiss ol Jalasi (Escape mutants) 4o &l yéh Gisas 2
Gl e Al @l jaall JISe ddliaall dloaall Clia s Jlaxindy sasaas (S
338 il yila 5% il 081 g Balizmall sl i e i Al g adl)
umal Ladl, Mg sl mudlas o35 HBSAQ (oaband) il 4 gl 4 53 30
HBSAQ Aladl Clia gadll (jLé dpada W) agilaiaiie <l ikl sda Jia a5 yiia
. (Kirk et al.,2004) o3 3aead olal e i el g dalla <3
crandl HDV (s 8 Jalas Wivaae HBV wielaal 8 (s yal cllug yd Jalas 3
L AT g b Jainall g o(ailill)
o5l iy Lai Balall syl (ge | silad 0l Galii) 8 aass 5,01 40N 4
A ey AY s G S0 a0 Al 8 Lt
Mutations : @ikl 1,252
ey gl Cae Ll e JAIG () daad 2SI gl a5 il < jalall &g
=50 DNA 22a0 Ladie Jla ol e c dliaall collaill 8 HBSAQ oadad) st
s oRflll 1 (i @l jilabae dsa s e @lld Jy HBSAQ 2525 s
Juasi Cua pre core(pe) <l Jd dikia b s il Cacliad aa Alilxie & jilaY gf
Jeasi Ly sl (Classical 1896 stop code) aSusdSU i il 5 j0d 3 <l jakall s
[Basic core bl Qll Jiid QAU goanall dihie 3ol skl
RNA 48)a gl lavie lay 3 promoter(BCP)pseudo TATA box region]
Uasads AV ae oisilll S (a i (Chemin and Trepo ,2005) &Yl
=il Anti-HBe s go Jasi 5 pC1896 5k (Y (esoaill el e Loyl
4aS [alitl e dasi ja g8 (BCP) 3,4 ae Jal GlliS s HBV-DNA 43S 1yl
. (Pang et al.,2004) HBV-DNA
A shall lisiy 835 pre-S1 & yide pre-s region adhie o4 Jass & yada LG
O () (e 8 Adlate Cada oy 5l a5l 550 sy pre-S1 Fluin Cle Al A
La g1 adl (Morsica ,2009)HBsAQ Ll (e Jass (e s il Cieloat e igy Sl
51 (58-95) @ 5o 2ic 331 51 (9-15) ads 5 pre-S1 8 sasl 5 5asislSi 3 jika 3 ga 5 ol
Q4 (@) bt Al A gl Aba) s 8 Sy (53 pre-S2\pre-S14 <sda
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RS SN RCUER, WON [P+ N - PV V| U 7S WO R S N S ¢
. (Chaudhuri et al.,2004)
(S) O e 25 sall (@) 2maiine Adhaie 8 A V) (aleal) gl il G
i1(2) aiosal Aanl 1 o) AN L) 3 jédat J pems 2ie ¢ (Weinberger et al.,2000)
La Juad ade 5 (epitop) aaivall Claaaall dy a3 Ao iy s (aa 124-147) 2
(Cysteines) (il a8 sl Caadl Juany (53l kil Ly dalall Glaall ddlu
. (Said et al.,2009) < vzivall e 508l axe Ao figy a3 (a9 145 ad g dic
r AR gl A Gilgdl) el ) ga g AN @Y 2,252,
@54l Mea Y age OBI Galbaaall (aim sall (8 (@) Jaed 281 Qi) g b (lad) Hlad
e Ly ) Caaall oLl lead) Aol gy aad) el (o g g (a5 il oo Lial
el gty (laaall (o jall die Aladl o3 LaaBl g0 daa (e el sk () (53505
Cllend | seaad pdll Gl SV lAS syl e e s (HIV) ol di€all de il
(e piSadl elie Tl cladle §53aly 5 (planll g la s o S5 casll) Jio sline Y1 Ji
s = liall Jlgall Calanza) o Jasi s 8 ) 85 4 sl pliae DU asal) (j2ad ) a2
Dot JbelY) ) g Al LY aal e s (@) daad AT Sl Gl ledal o
S5 Al (Cytotoxic) Sls 58 bl Jal g2y Caiaall delia Sleal (colie L ]
(Allain et al.,2005) 2SI ) pal ) (53535 (5 i) e liad
Al Lo ailda g abad] e (Cytotoxic) sobiall dlad¥) ol se Jand 2
B-cell i—elidldi WSl o185 T-celli—e Ll
(Kleinman et al.,2003)

2 () Bl AR 2l Glgall g b dilyg 35,2,
Epidemiology Occult HBV

axy g O ae I allal) Joa i () daad (oangpail) A€l gl 4l sy

Al jaal) Glaliall 8 () el 2SI Ll g by Dl alall LYY Sy
oot Al JUl 3k e adiad A6al) 4LaY) 450 5, (Raimondo et al.,2007)
Gllal) 823 5 Gl 5B e J8 881 JESY 5 52 seal) JEEY() Jaa 281 gl
sl iall o Guiad) el gy JLEEY) ()5S gedginall o155V e Slaie YU 4 3l
Al e eladll s g o iyl Alle shaliall 8 jlausall g5 oaallll 8 el jaddly
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=aall A5 ((Allian,2004) Aselsll Gliadl 2 sa 5 Leie Gzl (o aad (i ye e
Albadl e HLiil agie (nxe Cia die Laa ol (7 Jaad o g ail) 2SI Qs (aliadl)
LBaany ald K4 ¢(Raimondo et al.,2007) (<) daad 2l gl e 5 yads A8a1)
dainaal) paadl a5 58 Ml (ala Y Ll 8 (@) Jaed 2SI Gl g 8
ol pasa ddlaie (8 (7) daed 2SI gl (s gl Galalas S8 ) iy s HBSAQ (oadland)
s ) i) Gl gl W 8 s e YA ey da gl
Aadll ya () Jaad 280 gl daall L) lasl say | (Torbenson et al.,2002)
La sadc Cryptogenic liver disease Gumalall 41 ) sl AU (il oy azm el b Tas
Jsall (8 5 JSh aall oo prie (g Adall L) Claa o 38 (58 Cali agaal () &
<sléy, (Raimondo et al.,2007) 4w adl Jsall (8 gandl s 5ol ¢ 5S5 Laiy dall)
G sadall (el S s Ll 5 4080 jaal) Bhaliad) 8 Ja gale IS5 OBl
Nuclic sl paslall and 5 Lidi ) aadiveal) andll g 58 ) COEAY) 138 e g0 ¢
Ol palasY) 8(2.4-0.1) OBl 4l daws <l Lsas 5 ¢ acid test (NAT)
.(Hollinger et al.,2010) HBsAQ bl axivdl jasdl
5 ALl LSy pal s Lyl 8 ol Anti-HBC (ASI Alll colaall Sl Jasa ()
il Al dais (9 ety (Al pall e e G ANti-HBC pasdl o sall LGS Jane
3aaiall il Wl o 88.4% o aiall i Sladll 80.56% &—L HBSAQ
«415.03% ¢ (Henning et al .,2002) 1.4% Lslli 45 «(Kleinmans,2000)
= J8 5« (O'Brien et al.,2007) 1€ -41.13% 5 « (Zervou et al 2001) oL sl
4.85% cpdllay) anll e i 45 ¢(Henning et al.,2002) | s 2 2%
Sl iyl 3hlie 8 Anti-HBC geasdl a5l Jazs, (Paola et al.,2007)
Ome 222l 70% ) 20% Ozl b 0L (@) et 2SI gl (s g s AV
O 7)o S Anti-HBC Jare 8 calide il a5 0 ) (8 Cusald ) il )
SUSl £8518.9% el 4 Law (Jafrzadeh et al.,2008) 8% . 5.18%
3¢ (Duygu et al.,2007) LS 5 4 20% 5 17.28% (Mohammad et al.,2010)
. (Allain et al.,2003) Lle .47.6%
OS A all Joadl a8 ANtiHBC (IgM) aadl s sl i) Jaas
Olee 420.5% ¢« (Ankra-Badu et al.,2001) 42 gull 4 jal) ASledll 8 17.4%
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s ¢ (ElI-Zayadi et al.,2008) 11.54% =« 45 (Geraldine et al.,2006)
I il A gall Aall lé ety e 5 Me, (Ramia et al.,2005) 3.7% ol
Ol dde 5 aally e il e S (8 () Jaed 2SI Qg (g 58 L (e (5 98a0
Loai 2l gl Alaly (addiall L) Gl Shliall (9% (7.7 N 0) on sl S
gl gy L aal 55 0l (Lle Jie HBV Lbal ) iy (shalie b Leiue (<)
2523 OB &asi (3 i) o3a¢ 12.7% Y 31235 AntiHBC (IgM) (<) daai 2
o AAS g Aalinall Glalill 8 () Jaas 2SI gl LaYl iyl g il ) L
el A 5 pal) Ol e 5 a5 Aloal) CdS) Alaaiall Ay ) i) Al

. (Amitis et al.,2010) (=4l
Jalll (A culS aall o il (@) Jaad 2SI gl daall L) il dp
<5 (WHO,2004) 0.3% omall 45 (Almeida-Netoc et al.,2001) 0.1%
s« (Allain et al.,2003) 12.7% Ule 44 (Sato et al.,2001) 1.1% o
(Abdel-Rahman et 1.25% 4n sl S5 (LiL et al.,2008) 0.11% o) s\
54% ol 45« (El-Zayadi et al.,2008) 1.26% swas 45 al.,2002)
Cavial Cona A8k o) Ao giall Glalil (e 223 ) (landd &5 (Ramia et al.,2005 )
s i) Aglle 3hlidl 85 ((WHO ,2011) 3.4% <oilS Lsallall daal) 4 alaia
&8 %( 24-4) Gp e o) 55 Ail) CilS PCR A0 aladiuly 5 il Ba (e (il NS
oW s (LIL et al.,2008) o) 5 s «(Mohammad et al .,2010) 2l o J<
5% Lidl e 45 (Allain et al.,2004 ) W jws (Sato et al.,2001)

. (Zahn et al.,2008)

(<) i (—BA gl A<l il yad 35 452,

Diagnosis of occult HBV infection
Alalil) Lpabiaa) e () Jaed 2SI gl (g by Al ALaY) (i adiag

e iy Jaall i 3 ilul )l alieac HBV-DNA (anis HBSAQ sani (i
gl ) ALY e A3 Adle 5 45 (555 50 st HBV-DNA and e
Sl ALy Al L dlaS paddt iy ANtiHBC(IgM)  paad L) laai 2 1)
Gl pala B 8y slime Yl g ill 5 caaill 5 ¢ pall YL 8 Seropositive OBI

. (Raimondo et al.,2008)  (s=lie Ly ciladle ¢ 52a
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plaaiul (o 3ady g ua o AllAde ALl anl) 840 g il adl pas L OBl ey
ax&l (Real time) sl (Nested) osbud e sativall dala 5 dulle dnubun I3 Cla gad
Ghliadl alindd yald (3l (Oligonucleotide) Al Ay 5 55 ac) 88 233t s PCR
(Genotype shared) )—S JS—f b sine s 4 LalSia g u g p—ill 4yl
. (Raimondo et al.,2008)

Clinical impact rs ol LA 552

) Capaall L e Uiall L) ) Adalas o (as 5 yedll JaLT SLa&Y) 5 gy A 1) 48
o5l Cae Ll SLad W) e Alal oae Jla (of (e Laga Ty 50 ol o Jaindl 4
2 M (Al g i) Sl il ) ghal ) Glld (sa5 5 ¢ e Lay ) adl el
(Fulminant) ise o s—Ss gl a8 il a (5 S Gl o e
3 Glaallsda Laads (Paola et al.,2007; Chemin and Trepo,2005)
et A il al oy o 2 Blal) () J 5L el aled) il ot aia )
Lielia slinan OBl 4lba cplalall (ala i) a5V ddda b clidl jleall
(Lalazar et al.,2007) =l Jleall cue ca (o g jdll cacliail jlela) JaaSl by )
ol i s OBl 0 il 29 5 ity A1 jaal) Glaliall caline & <l jall e il )
Jams L)y OB o z 55 ¢(z) Lt 20 VL Cpbaall (i jall dals 5 3alal) Al
Ll vy 8l 40050 ) 1) 2 ial el ae OB ol ) (8 «lld e Sad 5 ¢l Catli
. (Schiittler et al.,2002) 2SI (U ju skl 5 ) shad Jale 5 2SI Cals

(e 9l ) gl uda gl dpiiSal) 9 450 Ao Liall Alaiad) (1.5.5.2.
(@) 2ad
Natural Killer dpydall ABEH LA Jie delie LA, & 5 (5 sn game 2S)
(Rehermann,2003) (Kupffer) bt sS WA o dpealy LA Aalad aislaa 5 (NK)
Jrax i L luaall LAY 4 o585 Y1 g liall Jas (a2l G 5 i) Al die
Jand A3 ilie A g b Claliaa ) AdlaYle Wi U (IFN) O sy bl e
LS seSll 5 (Cytokines) <l silod) i b ) san (Al Al LAl dap i e

. Chemokines
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L)t Capmall cilelay b aga |y 52 A€l 4y glal) dpelial) laiul) Cali
e CD8T 5 CDAT Jis Leilalaa 5 40l LAY Jaat Cua () Jaad 2SI Ll (a5 5ty
sl caelimi oy & 5l Tumer Necrosis Facter (TNF) s o8 Y L)
. (Maini et al.,2000) Sl il
: diwdaall Jala HBV \HCV (g Jolii 2.55.2,
() e 28 gl (o ) (5 g Gl sl s il ) any i
o il sda 15 ¢ (Chenetal.,2003) (<) daad 280 Glgill g jd Cae il ad gy
@ HBV,HCV 0 sl i pseall Jeliil) g i ol s daall el jall i & S5
. (Mina, 2010) Huh7 cells culture 453l ¢ )
Lyie il 4l (z) s 2 Glgdll w58 0L (Jardi et al.,2001) Al aa
Aial Jiall Lla¥l Gulbiaall (ala 53 (@) Jaad 2SI gl a gy Crelial e (558
Gladle 5 ala 2 gl Gl yel agaal Uiy ye 35 4l ja aicleaa sAlberti - alladl s al s
Jaxe O 2a 5 el oY 58 o (aall AL gla Laliially g dial Jie ddadi Al 2525 Sle
paa 5l() Jaad LSl gl (5 s mlsaall (aim pall (8 Al Al LS A all ALY
Cpaall 8l gl jdad (L 13 (e a8 ) (o, s sl () daad 2SI gl g o
HCV Ut salall Alay) <L A ala 3 Subfulminant Cuead) 423\ Fulminant
Sl plad e 2y 35 Al Jall Aal) () Jaad 28I Clgill G g A5a all LLaY)
HDV (s 4l Jiall da¥) i Lae 58] Jamay s 280 (Gl o5 280 il o)
. (Liaw et al.,2004)
() b Sl Qg (g sy Ada el Ala¥) (o Ada) Jial) 4L 3,552
(<) aad 281 gl g ! 48R Al g
3_Sl Al L s (7)() et 2SI Ll g iy Akl Yiall AgLiall) jnd
A8 yidia (3da 3 ga s o AlaY) Gaatgeallall Jga 2SI (al el LY
Gl HBV,HCV (s 5 ) 48 jidiall )| s s pdl) JLEBY 4L
. (Yuen et al.,2010) &~
HBV Sl Ll ia je (88 ¢ 485 ra e Al Jiall AbaYly aia sall A
s () aa s e all(@) e 2SI Gl (i el A () 2a g (e )
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9% O le g5 () e sl 341 5l () e Sl iy iyl
AS il Llall e b1 B8 5 (Sagnelli et al.,2002) 30%
adlad dad 2y 5508 (e g bala A8 (al el () a8 Bl oda o () 25
(Gutierrez et al.,2011) el Jidll Jaza (e 2 5 Sl g 0l (Ua

nlban (ia e (e 4l A 54 (2000) «Selea s Cacciola allall 2a g
O () et 2SI gl a5 s A8l a5 (e el () daed 2SI gl a5 5o
el () Bt 20 Clgilly a5 sy el (m sl (0 (el agd (520 il Jans
2 203 (e 4t 3 (2007) 4ielea s Mrani aliall s al adi eVl e 5 ¢ Lad
Al adl (s 9w %23 2 8 () bwd 2SI ALl cpubaall i J8l) aa
(<) Bed 2SI Ll g b
Ot gkt yhd o (@) Jaad 4l Gilgrily 483 dglaY) 8l 455.2,
: (a3l HCV  Glalad) i jal) (B 2Y)

2SI Ll A8all LaY) 5 2SIl sy (g Bl 2 ga g e Jai cledle i
328 Lgia Ak jutte LT a5 5 (3 sk (e 02 5m s S A Aaiall a9l (e g () aad
zUs el S UIAT DNA e bl ¥ (e 84 (@) Joed 2SI Ll (a8
Al gl (g il daall ALaY) a5 A Transforming proteins 4 saie cilisi s
(7) bt 2l gl (maim e (8 28 o s 30l 38 shad e () b

. (Pollicino et al.,2004)

Gaall () daed 1Sl Clgilly (i pall (e e sanal Bae 81 5e (8 53 iy
and Lty il HBV-DNA | HBSAQ (b 055 sl () Jaas 2 2 gl
Al Caliy A83e aguad e 3l HOV  mapall 0 1saa s (a0 Anti-HBc IgM
. (Sav ;2010 ) HCC _skil ks Jale )58 Anti-HBC ) cilaall

ol Al Alaia) agedd CulS 5 an ga ANE-HBC  Gand agaal (il oaayall
Cla gad o) yaf ot HCC sk Jali ) agaad o s Interferon(IFN) ¢ s YL
Lot 2SI gl 3 50 Jadi e (508 (il agaal (adl (40) e 28 Gl e oS
2SI Gl sy L) Jama O i b () daad 28l Clel) g s 480 ALY 5 (27)

Lol G50 (7) et 1SN Qlgilly (i ya (40) Lain %59 4wt Cazly Eua las e
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(Matsuoka et al.,2008; Tamori et %36 <l 3 (@) b 2SI Algilly
al.,2009).

Clgll o s 5 tlgie Sl Gl jos ) shaily ) seda (B i Aage s Alline Jal 5o i
330 ey 5 20 Cali Al e 3 (TUNL 800 ST ALT st il 5 ¢ () dnad i) )
osmd S gl el ) AlsYL | (Gupta and Singh ,2010)  (IFN)zS-
2SI e e skt (8 50 Ll agade JS jedatW Al las ALAN(C) o 2SI gl
Al Al ()l 7 i il S ol L gae ¢ Wiks HBSAQ and ()5S (il aa yall
Gleills Gabiaddl (i jall (& 0S| pdai A0SA) (e 2y 3 () Jaed 28 il
(Utsumi et al.,2011 ) e ll(z) Laad 21

dal Jial) Alay) 43ily9 5.5.5.2
Epidemiology of HBV\HCV co-infection

Siade cpidbaay) S Jle s (5 siase Cilais e JLEEY) dal 5 Lial Jial) LlaY)
Gl (o e (2 %20-10 Lagas Abal) Cialy ass siall adl Bhalia s Ll (35 gin
waadl Gl a yall (14(2-10%) .(Gaeta et al.,2003) e ! () e 2Kl
Gl aaall Ba e g s dlle ALY 4w HBSAQ u=—=ds Anti-HCV
oW 3 a1l am je B¢ (42.5%) 4ty Injection Drug  Users(IDU)
J& = A5 (Reddy et al.,2005)¢(3.7%) Ly s &by Hemdialysis
Ol (sl (s gall (i je s (Aroldi et al.,2005)¢(8%) Al cilS slacl!
oAl o mge 5 (66%) oS g, SdlAy LdlE el
il Jiall Lladl s 508 jhalldus of iy 138, (Irshed et al.,2002)  (10%)
i gl SLST 33y dal) iall dp s 40lis Al o(7) () et 2SN Algill g il
. (Urbani et al.,2010)
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Janll (3 gl g 31 gal) 3
Materials and Methods

Materials

Asall 1.3

145 pdall eila biecall 9 5 3¢aY1.1.1.3

(1:3) Jsaadl 8 Gave LaS Al jall ol b caleniiaal ) 4 jriaiall il jlisall 5 5 3¢ )
o) ) (b Alaaional) 4 pidal) il Jhiacall 9 3 3281 (1:3) Joa

W e Lida g Axiaal) 48 Hdd) g idal) cila Hiwal) g 5 5gaY)
(W) Eppendorf <l Microfuge e s S e 2k Jlea
(Wl Hittich centrifugecs Sl 2kl Slea
(Wldl) Thermaks Incubator 4wzl
(La9) Helmar (7 20-) Deepfreeze
(Sl e (25-) Freezer

(ukb) Hitachi
(USA) Biotek
(Willi) Eppendrof
(oL Optima

(oL Optima

(Lillf) Labinco

( UK) Stuart scientific

(Wkdi) Sartorius

(USA) Biosan

(Lildli) Satorius

(USA) Biosan

(USA) Barnstead international
(Ceall) Mmk

(W) Eppendorf

ELISAI Y 4 shaia
(Thermocycler) PCR Jle>
el el il e
Gel electrophoresis apparatus
UV Transilluminator

Hot plate stirrer 3 jall dsscall
Vortex zls N e

ol Ol e

e ales

PH meter axaalall Alall ulis
(3323l ol Sl

(Oven) J2LeS o8

S 63 5 Clala

Eppendorf Tubes < sai) el
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(VL) Sony
(Wlall) Termaks

el

Chemicals

p Asibassl) 39l 2.1.3

L (2:3) s o conne LS A2l (DA caeniiad 31 Liball o) sl

Al Al A dadiial) Axiliasst) 3) gall (2:3) Joan

LQ;UA.'\A}M K \:\.S‘).uﬂ\

el I,

(+i¢!') Himedia Laboratories
(W) Riedel-De Haen
(2¢)) Thomas baker

(W) Scharlau

(W) Scharlau

(+i¢!') Himedia Laboratories
(+¢!') Himedia Laboratories

Tris (CsiSsula) (§sause
p 533 prall Al (9 saiia
EDTA Gsasa
NaOH a 522 soall 2S5 )08 (3 53use
Agaros s SY) (3 sawe
2 La s o sl Arsa (3 sana
HCL b5 s hued) (anla Jslaa

~2dg pidal) dpadidall aml) 3,13,

(3.3) Usan (8 Oaee LS Al all 8 Caeadiaal 3l 4y sl aaal)
Al ) & crardin Al 4y piidal) amd) (3:3)d 93

La e Liia g daiaall 4,4

2yt dum i) aaal)

(W) DRG

Oosll Al e il Gl e sai ELISA 1Y e

Anti-HBc IgM (ELISA)

(W) DRG | HBSAg &bl cilazmivad) (e s ail ELISAIY sae

(ELISA)

(W) DRG

bl Clacall e 5 _aal ELISAILY sae

Anti-HBsADb (ELISA)

(Wi=yl) Sacace

HBV 470\770 IC PCRéx

(W) Sacace

DNA-Sorb-B =4t 3ac
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Study groups Al pal) apalaa, 2.3

Ge ds¥) (2011 O)ads e JW1 88l A hay Aine Al A jal) <y
el e e e Lyl elaa¥) Gala 3D e doud pall izl 20120k
Ao aladiuly (s sl aall e diie an a8 Camc A gy (8 (et )l aall (B yame
il anll a5 5 70% J Y1 JsaSs and) dalaia agiad aay (50C) aaan 4Ssiudl
A8 ,al 55 pa Ampy i) S i a B ey afas cllat il el AKE LD LA
3000 rpm s 3S all akall leas Juaall Juad &5 canll Lalaid 238330 304 27(20-25)
¢ Al 5 dale aladinly 3agas HLaia) il ) J85 5 Jaaall 230 Lz (3185 5 304
L1555 583 Cpe el (171 Ao il LEAY) el al cpal 3(-5) saanally culaia
il lae aan Crianal ol yall s3ed dald b jlaiul Ciae ] 4 (60-19) O sendl 520 OIS
OSaall 5 Guindl 5 ¢ el Crtanal il glaall s3a ¢ Al jally (pal gadiall (o pilae S
:Eiladll gax (Sl 1.2.3

O zalaill Ciman a2l 1se 5 oAl L jall lanal GalAEY a0 73541186 aas

il il an g ) el ol %y A gy 3 oansi ] adl) Cipean Bl e il
oo i 3 JLas) Lle (g sl s alail) A gy d8iie 3 ddlall daall s
i 8 Gleainl s 23l aead eiad . Anti-HBsAb s HBsAg<Anti-HBcIgM
- Aaala (8 (5l alal) &S /il g il yiide  cusal Sy PCR
Methods : Jand) (31 )k 3.3
: Jllaall juaai1.3.3
(196) pssisuall 2S5 00 Jslae 1.1.3.3

(Cetinkurt andJurgen,2005). J& (e Cdea g ) 48y jlall loda Jglaall juan
Llic ylaiall cball (o 100 (2 o520 soall 2uS 5 508 (3 sniia (e pl p& 2al 5 g0
dleain) Gl 248 ) e s jn bads o (e g 14 ) pH2e selas
(1%) ustS g ougd) paala Jslaw 2.1.3.3

(Karpenko and orris,2001) J& (e Gda g (Al 48 jlall Wda Jslaall juas

daa BIA Ghiall sldl e ll99 A S pall el 5l 5 juel) panla e sidle] Canal
o Jlein¥) cpal 274 5 a s pu dis 51 ) pH Jae




34 Jandl Gilylag algall: Al Joadl

Running buffer (TAE-buffer) .3.1.3.3
<53, (Maniatis et al.,1982) J8 (o« Ciduay Al 48 jlal lads Jglaall juaa
0.29 5 o 523 sl il (e Lal 2 0.41¢ (Tris-hydrochloride) G sswe i ol 2 6.3
sl 7.8 A pH dae s s calala phaiall ol e 5lle]1000 & EDTA 0 ol

cJlaxia¥) (pad a4 3 ) s A 50 die Jada o5 (e g (a0 seall 2S5 pa0) Bac Ul (e 08l
Ethidium bromide stain =~ & Ly a g3V ddua Js1aa 4.1.3.3

<33, (Maniatis et al.,1982) J& (e Cina g Al A4 ylal Ui Jglaall juas
die bada oF (e gl JalA o TAE-buffer (s sl 7.5 2 dapall §sna (0 pa2la 1.5
4
Agarose Gel : JsosY oM 5,1.3.3

J8eci ag WA gkl Gk jy,l SYISL A, as
e 150 (A 55 LS (8 gne e il e 3 53, (Brody and Kern,2004)
¢ 4100 452 2ic Hot Plate starrier ialudl dsdall alasinly b s TAE-buffer
A anall JaSy 5 58V () oy Lag o a saiV) dra I slae (e sl 5 5SHLL750 Canal 5
=8 " (45-50) 4 )2 2o 5 SV a3 3 0 a5 Ga el i (Ol 6l 421e 1.5)
- el s i Sleas Ania 8 Tl a3 a5l
(<) bl 28l Gilgal) (g b lalra a3 233
(<) B 28l Qg (g Qll [gM s 6l cladall ce g uatl) L88).1.2.3.3

ca Anti-HBCIgM Ge 53l (DRG,ELISA) drasiiill saall cradiil
cdamial 48 Al Cladas

Test principle : LAY e 2, 2.3.3
b s o i csiediAnti-HBC claall bl ) e JLaay) i adicl
dea (e ot i 3 5ol 3V Gada jaad Calall JJAIa hadl i pe duasd 3 jall Jusall
e 4 i yidall Antigen <l isall & ) Al
S oo lia Jaa (3 <3 Leiilia) 22y Horse Radish Peroxidase (HRP-conjugate)
oY Bl ) e 5S35 ) SSl s aa dil kb4 e (i)
Laaa se 3,5 0o et A sl ) (Tetra Methyl Benzinide TMB) substrate
(Sulfuric acid IN el Sl (adla) cad gl Jglae dilaly jia¥) sl ) sy
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|3V s L8 akl s sl Optical Density(OD) i slll AUl e , 3
e ok i 4y 5l 40N 503 L 450nm > 5= Js-b e ELISA Reader
 Jeadll i 52 5a 5l (Anti-HBCIgM) clacall 3 i
Test Procedure :Janl) 43y 0 3.2.3.3
Caa83 (4 59) L i 3 juiast o (o) Normal salin 4abu 2 1:1000 <lial) s ]
.(control 3_layull die
1005 4 (piaadall oy piall ) Al 3 sl Wl e i s )SGL]100 <ial 2
A Gfianadd) o jiadl ) s sall 3 lagd) Jslas e i 5 Sl
Cdgadall jasl) ) Diluted serum ddssal Jeadll e e il 5 K0e100 anal,3
A8 30 534 2737 5y A el (g (B el dalus gy Galall a4
Washing desad) J stae Jlasinly &l 35 Galall Juse ¢ (J oY) uanll 5538 olgiil a2y 5
. 322l e 3¢l solution
Gkl 8 sl JS ) (HRP-conjugate) ¢uiall Jslas (e sid s 5S3ke100 il 6
488330 52al 2'37 )l a AaHy Goball (pas 5 BuaY slae Aol g las (@odall et 7
Washing sl Jsdae Jlasionly & 505 Gohall Jose 5 Gual ollarll (1518
. Luala 3 adll 8 WS solution
Jslaa e yids S 505 Chromogen A Js-las e i s Sile50 Cayaal 9
L Bas JS ) saall a8 ¢l Chromogen B
plha (lSa (A 2°20-25) 483l 5l )a da yn 5 488315 Bael (Bl uas 10
il IS J(IN H2S04) ey Jslae (e id 5 5050 ddlaly Jeliil) sl 11
e 5450 (a0 Jsh e ) 000 Bl 3ol 3l lea ddalus sy dpaliaiall o 812
roh WSy daall 45y Hha b dia peaiall Alabaal) o Jualdl) aadl 3 il 03,13
Cut Off =NC . 4
Gllud) 3 jlasall J slaal dualiaio¥) 4ad Jre = NC
0.05 st o Jil 585 ) iy NC 4 @
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Interpretation of results : il padaia) 4.2.3.3
Lal ¢ (0.24) o 1) 5T dgsbise OD A ilS 13) daa g0 Jaal) daili Caxe
Al Juaa¥) daiid (0,24 ) (e JB) dagdll i< 1)
Anti-HBsAb 4kl sdivall clad (o 5 adll JLI41.4.3

sliadll slua) (re (5 a3 (DRG,ELISA) 1 3V dapiiill saall Craadin
Al 48l Gl caws Anti-HBsAD
Test Principle - ,LaaY) jase 1.4.3

g amand 3l ) dadl (8 a5 O ANti-HBS B3l ala ) dag 5
t A Aga e datiy3 g0 Galall sl aliall sl mdad) e did) colaaia
Horseradish  Peroxidase(HRP) syl i yiaall Antihuman sslocaall alal!
O 05—l 33 S Il s Tae A8l lhia e o A8l iy el ied fae (ps Kl
Jelayy 53 s UreaPeroxide L sl 2uS 5 5u 9 TetraMethylBenzinide (TMB)
LY J s Adlaly Jeliill Cali gy ¢ (3))) o5y o ldil) dais jedad S () ) 8al) 2
AW AR ) 5 aal) ol () oY) sl dsadis (IMOINLL el Sl iaals)
A0 ) AU 3ok ) ) W) (s 8 lea Adalu g sl aeal Optical Density (OD)
L Jradl BB2ga gl Anti-HBS Ab ge Lyl i
Test Procedure :daadl 485,02 4.3
il g Al Giteanadall (i peall I bl 8 plasdl Jglae (e i 5 SHB0 isal 1
A Gitaadall o el ) s sall 3 el Jslas e il 5 S50
CAasiall sl ) deaall die (e jid s JSIWB0 Capal, 2
il IS ) HRP-Conjugate Jstae (e il 5 S350 canal, 3
 Baal 5 delu 30al 2737 3,0 ya da o die Baball uias g BaaY ellaiy Gukall et 4
Jsdae Jlaxiny & pe5 bl Juse 5 3 elbaall Jo e (pumall 3 538 oLl 020 5
. aall xa j¢aallWashing Solution Jwal)
S A B oo sids Sie 505 A sl 331 sal) 33lal) J slaa e il 5 550 il 6
. Gelall s
A8 3l allae ()16 28801 5 33ad 2737 3 s da 0 die (Balall (pan 7
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S I (IN i S (maln) Gl Jslae a il S350 Adlaaly Jeliil) i .8
. sl
e 55U 450 o> 00 Jsb Sl Absorbance dsalaic¥) < 5.9
b LSy Jaall A 5l i gl Alaaall s Joalil 3al) da b 3, 10
Cutoff =N.c. 2.1
Interpretation of results : il padaiu) 3.4.3
O 31l 13 Wale 0,102 o S) sl A sbae OD <ilS 13 daa 5o Jlad) caae
Al care 45118 0,102
HBsAQ 4kl cladaial) ¢85 adll JLE81.5.3
Lalaudl Glamind) e s adl (DRG.ELISA) 1Y) dueap i) saal) Cradiin
Aadiall 48,4 Cladsd caus HBSAQ
Test Principle s LAY 12,153
aand ) yall Jradl) L Ciaa g ) i) Bl 5l & sas) 55 sha Lo LEAY) i
sy olie adra o <3 Horseradish peroxidase (HRP) a3l 0 jiaall daia¥) e
Tetra Methyl Benzinide (TMB) o 0s<iall 3 328 )l J plae AdLialy 4ie (oS
Ol (Al Wam e 5,3 0 e 3 Lasll ) Urea Peroxide Losll 1S 5 s
e L2yl ol 0 5l A4S 503 ) (LNl Sl el i 5il) J shaa ALl siua)
L Jeadll 83 5a gall adad) dmivedl 3 i

Test Procedure s Jaadl Ay )k 253
bt 5 Bl 83 g gall Haal)l JS ) (Juadll) z3laill e sl 5 Sila 100 “araal |1
. aY el

e 4 Gadall Jse @lld aay 253880 60 324l 2737 5)) pa da 3 dde 3okl (pan D
o) e Seaall Jusll Jplaas

séall N saall ae el (Diluted conjugate) dsise (e sl 5 Sile 100 “anal.3
LS Ol e 4 Just o5 (a9 4882 30 32al 2'37 ) s A o 2ie (pian g aball a
Ll jaal)

a3 e Gkl s Waay s sl aaead 358 51 Jslae e il s Sie 100 il 4
i8> 30 534 »(20-25) dalls ) s
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cdelall Glay (1IN H2S04) Glay) Jslas e sl 5 Sile 100 anal,5
Alalaall Cava Jealdl) aal) dad Clua 235 450NM (2 sall Jshall xie il & 3.6
cut off = NCX0.030

Molecular Detection of HBV 2 ol padldil) 6.3
DNA Extraction : DNA L) gadiiu) 1.6.3
Test Procedure : Jaadl 48,0 1.1.6.3

s it A S Internal  control Jsase e il s S w10 il ]
. DNA (=2a50Y 3 jeaall 44kill g 4e )Wl Eppendorf tubes

. <l Lysis solution Jslas e il 5 )S9300 <l 2

L D (Jaaall) 3kl (e i 5 5SHLe100 “anal 3

<4 (Lysis solution« Internal control¢ z3ill) (e dg dall (apl¥) Cuena s 4
Ja G ey 382 5 3l s ) e

L 82 5 80 65 5l s Aa i SleSH ol 8 i) Cias 5

@835 5041 Eppendorf  centrifuge ¢3-S all 2 -kl Jlea 8 canlil) Cinna 5.6
. (16000 rpm -12000 rpm ) 4e g

3aaa bl ) Gl 1 J8 5 il 1) e ) ) a7

gelasinl Ji e )l jles (8 s 4y sl 3aa1l 33 5 sall(Sorbent) sale s 34,8

el U e &gl s S Y Sorbentoe sid s 5Sik20 canal 9

5ol da i (3833 sad S i o ) 68 (10) 32l zla s (8 i) 510
) e OB ghadll) ol S 548 gl

. 5000 rpm de s s 43530 sal (5 S sall k1 Jlea (Al a5 11

il AA 5 sl I e il ) Jiad 12

s i) JS ) Washing solution-1 Jdesdl Jslas e il 5 54300 <anal 13
430 sl (s S el 2kl Jlea A laamy g (3383 3 32 (VoOrteX) e (2 Cma g
a1 35 =21 W 25158000 g Ae s

calis 5 i) JS Y Washing solution-2 desdl Jslase (e i 5 S9W500 “awal 14
Ao oy 5 43530 3l (5 38 pall 2yl Slea (A gy @18y Zadd la )l Slea )
LA B e b shaall sda ) S sl 1) 23 5 30 50 Jy 3T 8000 rpm
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e85 500 n dany GlA 5 aal o ) b slaall Aa it i) iivan]5

5l a Ay i s i1 S ) DNA-eluent o i s S350 il 16
Shen (B S s Gl e i) i AT paal) 5 55 OA 5 G5 5345 2765
O G el 3 4 20 Baal 2la )

12000 rpm  Ae e s 4881 saal s 5 3Sall 3kl Slea () canl) i 17

Baan il ) 3l J8 5 ol U e il s, 18

arioail) lee 8 dalaiiul cpal (a520-) Aau DNA (Ao s slall =il ) (535,19

. Amplification
Jraleaiall 3 palal) Jeldi il 2.6.3

)1 HAY) K A Ag}\; 1al) 32 21 Calant |
. (Sac ace Biotechnologies \HBV 470\770 I1C)
Test Principle s LAY 12.1.2.6.3

Zalaill jraa Ay cilplee SO e adiay HBVAT70\7701C 3aall jLaial fase
(Primer) s2b A HBV =lall DNA 5455l (adall axdiaic HBVADNA 4 slsll

DoY) 23l e dadiaiall m) gill paste (anadia

Test Procedure : Jaadl 48y 0 2 2.6.3
Amplification aduail) 3.2.6.3

322l 20 3 jgaall PCR-Mix-1 <) & jumn 1

. PCR-Mix-1 <l e 450l JS ) PCR-Mix-2 33 (e il s Sila10 Canal. 2
(DNA e sl mal )l Ygani ol jall z3laill G jid s Sile]10 Cinal,3
Negative —Aduudl syl ) 4 ol ) DNA-buffer o sids Sila10 carai 4

. control
Jon gl 3 haall 4 gl 1) s3a)l a3 3eaall HBV ReC C#+ (e il s_Siel10 il 5
G Janlly el pall oy Waie 5 Thermaocycler Jea () calis o3 i) cale 6
. (4:3) s
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PCR temperature cycling profile( 4:3) Js
temperature

1 cycle

42 cycle

1 cycle

storage

: 39S 2Bt (b g Jin il Jas A8y sk 4.2.6.3
o Sl Jia i) Sl Aals sy PCR (00 Aalll 5 dediaiall DNA pdad il
Tray) caall Gils e Gua¥ Loy il axdiial 5 il JSs Sleal) auia 50%2 55 SV 2dla
(o e Bl B0 (A Cngdg 3 SY) e ae3 Al gl 8 (comb) dadiall g (
) 2 Al a5 3100 30~ 4a A Hot Plat Starrier sl isiall jlea e TAE
Lol 5 55 S G e g s p 02V ia (e il 5 SULT50 il o (a5 250- 45 Ax 2
DSV liat Laday Jadiall g GBS day 30 Jo 1L (Tray) oamall e o o s
OS Comy ol (He slall Sl sl A 5l e (s (AN Tray) gamall Jaig
daaiall jia 8z ilaill Ciipale )5 SV a3 (358 O yiagle auday Jslaall gL ) (5 sl
dagiia clni | 4383 45 saal Gl 8 80 xie L eI Haaall Sleall dia gy SV i L
1onalSIG Wy i s DNA o 3aliad (UV) dasiiall G35l 423y Slea ) 558V
Results Interpretation sl i 3.6.3
D9 0SY) aa J8 axy 55 )81 23 e DNA 2~ s die s e il Cire
Z3ailld 83 g 0 5 a3l SIS 3 Ll o ) saaliiad i) (3 5dl) 42390 Slea )
Al
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Statistical Analysis 1uaay) Judail) 4.6.3
¢ el 3\_1‘)“ @La;\ ;\lu.nj e\mh TN LAQ Gl 3ac @ ‘;\ M\J.ﬂ\ Y c_:tu d};
GA\ .‘J-.‘ e\ A .ul_.g k! NI 2\:\31 ‘A\\;“ <y A“; | |]

oAl 2 3ol <10 Jasll (Statistical Package for Social Science )SPSS
4 y2al Ch-Square test ¢\S a e Jlaial axinl | Y sl jal il il (s g ) il
Ay zabaill ol A8 2 gas 950 Caeddind 5 ( paxie IS (n dal il Ailias) (35 4l
0.05% e J3Y) (P valug) md . asinall gl o ge &3 8al ol 1S3l 48 sial) (sl
[(Sorlie, 1995) dul ,all b dariiuall dileany) ol LAY JSI Silas) G3l6 Culd caae
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AL 4 il 4
Results and Discussion
il 3ae B ) Lely ga aay A jall o2 Ui il ) Lol Juadl) 128 (m yainy
Lilas) Lellad 5 dyp sula
sda) Al de gana 1.4

all (o yumn 8 aall oo siie e Loall claia¥) e Lad 5186 doul yall cilas
= (%8.1)15 5 5 S0 (1= (%91.1)171 e Al Al Ao gana i <5 4 ghay A L )l
05SA Jlee Y ) Jass gial) IS 350 60 () 19 (e endl (520 7 5) 5 LY

e LS (%48.9)91 A (32.2) S Sl Y (plsnll s il 5| Ai( 32.49)
(1-4) Jsaall Jhay (Ao ddailas 8 408y 1) Shliall (40 (%51.1)95 5 4 sl (3lalidll
S aiall e Al all de ganal (gl Sl @5 53 (3-4) 5 (2-4) 5 (1-4) JEY

Al e sanall 5 dpeLain)

e Laia¥) i il s Al ) A samal 5 1SE g 58 1(1-4) Json

A 2 gasall g

Variables No. included %
Gender

Female 15 8.1

Male 171 91.9
Total 186 100.0
Age groups (years)

<30 68 36.6

30-39 80 43.0

40 + 38 20.4
Total 186 100.0
Residence

Urban 91 48.9

Rural 95 51.1
Total 186 100.0




ALy gl £ ) el

Female; 15;
8.1%

Male; 171;
91.9%

ciiad) o Al Al aosalanal (g IS a3 68l (1-4) Jsdd)

40+ years; <30 years;
38; 20.4% 68; 36.6%

30-39 years;
80; 43.0%

saad) :\Mb.ﬂ\ &Al@.d éJ\JSﬂ\ @jﬂ\ (2-4) Jséd)
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o Urban; 91;
Rural; 95; 48.9%
51.1%

Sl Can Al asalaal gl S a5 68l (3-4) Jedd)

) ) A gana (A A g pall) lalrall o) dpi 2.4

A 3 5aa (e %95 5 Lt s Anlaa¥) daed (4-4) J& 5 (2-4) saad) G
ol (e e (10 (%4.3)8 O (i A, Al jall sdgr Gl sadiall ey jal Al el L]
O Con gl T AE 353 a 5 () Jaed 2SI Qlgil) g pdl adawall vl Ganl sl o s
raiall e il claall Gabad) adl) oo e e (%1.9)17 GLS Lain 0(7.2-1.4)
O (%3.2)6 « b (pe Siad (5-13.2) Cpo gl SAE 350 a5 (g il ada )
A8 agaay s gl ol kil M dse sl e call dplag) il | pae | (e yiall
Ldaga g e i€ nad Jaluill s ol Jeles 3y L) 0(%5.7 - %0.7) o s gl 5
(%12 - %4.2) (= Gl S A 39 5 (e il (40 (%8.1)15 s G g il
Aliadl Clalzall Calisal Gaulagl | 5lS aadl e yiie (1 (%16.1)30 O ¢ saaS s
(%21.4 - %10.8) O D) 5 A8 3 5an 5 () Jaad 2SI gl (g 5l A0 5all



4> Asdlialy tal) @ bl Juadl)

A5 5 (ELISA) Al aladiioaly L g o) cilalaall dplan¥) L 3(2-4) Jsaa
Al de gaza A(PCR)

5 .
Viral marker No._ _ % 95/0 Confidence
positive interval (%)

Serum HBsA(g 8 4.3 (1.4-7.2)

Serum anti-HBs antibody | 17 9.1 (5-13.2)

Serum antiHBc IgM 6 3.2 (0.7-5.7)

Viral DNA (PCR) 15 8.1 (4.2-12)

Any positive marker 30 16.1 (10.8-21.4)

n =186

- - - - -
(7] (<] o N L (2] o
1 1 1 1 1 1 1

Relative frequency (%)

0 W
SerumHBs  Serum anti- Serum anti- Positive viral Any positive
Ag HBs Ab HBc Ab DNA (PCR)  viral marker

Al de gana (B A g ) Cilabaall dla) s (4-4)Jsid)
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gl (Adad) ddieiall Cpnlad) (o sial) gl A g ) ilalaall Lla¥) 4 3.4
(<) i 28 gl

Cleill G g il s 5 i) Cilaleall Ao} A (5-4) IS5 (3-4) Jsaall Jiay
G Y Al szl ge g adll asdl b aa Gae pall e il G (@) daad 20)
onbdl il e il il et 15LS e il (e (%9) 16 ol il
O el (10 (%3.4) 6 el as (3 0(%13.2-4.8) (sl AT 3 s g g il
0(%6.1— %0.7) O G sl 55 A58 3 gan 5 (gl All [gM e ill Slaall Al il
- 9%1.1) O S gl FAS S50 g (e el e (%3.9) 7 s aa g 28 G g il Ls L)
A gl labeall Calisal Aol ailii | gdae (2 (e yiiall g sana LS5 0(%6.7
(%17.2 - %T.6) G in sl 5 48 333805 (%12.4)22

abd) Laiaall Gabid) cpe piall oAl A g pdl) Cilalrall Aulay) 4o 1(3-4)Jd 9
(PCR) 4:iig (ELISA) 4 aladiady () daad 281 gl (gu gl

Viral marker No. positive | % ?r?toe/?valcg)zf)ldence
Serum anti-HBs antibody | 16 9.0 (4.8-13.2)

Serum anti-HBc IgM 6 3.4 (0.7-6.1)

Viral DNA (PCR) 7 3.9 (1.1-6.7)

Any positive marker 22 12.4 (7.6- 17.2)

n=178
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ALy gl £ ) el

14-
12_ 2 15 (]
SREH I
| R | P
g 8
g
'4; 6_ % R UL | ||| R (A || || | A
=
B ||| MM aa ..o |l
e 471
2_ PR N || i (RN ||| (U (| e (| (|| A
o 1 1 1 1

Serum anti-HBs Serum anti-HBc

Ab

occult HB

marker

Positive viral Any positive viral
DNA (PCR)-

) Laiall Gunbd) e el 5 dpa g ) Cilalrall Aylan) dsd (5-4)Jsdl
(<) daad 2l lgal) (g

() doad ) Glgil) g ! Al Ao o) Culaiall g o adand) Maiaal) Aol A 4.4
sl Qll [gM dss 5l ciladal) Jilda

2SI gl (s il ol el Al s (o A8} (4-4) Jsnl) el

O @ (5 3 ¢y ill ol [gM e sl il Qe 4l e ) il 5 () baas
remaall e i) il pualas¥) QS adand) vl Guda V1wl e e (e 5]
3355 35m s e e Ji Las cn il ol [gM e 5l claall Ll (S padasd
il LS 3 Lilaa) (5 sine

Jaad Al i) (gl Al e ol cilaiiall g gahud\ ddacall dulay) dsd :(4-4) Jo>
gl @l IgM A 5l cladal) Jila (@)

Positive viral | Sgrumanti-HBc IgM

marker Negative (n=180) Positive (n=6) P value
No. % No. %

Serum HBsAg 8 4.4 0.0 1[NS]

Serum  anti-HBs | 17 94 0.0 1[NS]

Ab
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bai 2l gl (g Qll [gM dus sl cladall 5 adaad) Aol dglag) A 5.4
L bl adiuall 4o 5l cladl i (@)

SN Ll gl adad) datiaal) Aplag) A (ay A8 (5-4) J sl
M\wwﬂ\u\;ﬁd\@mwjﬂ\uﬂlgl\/l 4_19}.\3\&_1\3_.\45\}(&_1).&.,@
UA},Pwd‘yq,al_“uha;jg;wus\}a};}emgsdgm &J\m&@s)ﬂ\
OS5 Gl Al IgM e sl lacall gl b (e (e iiall (g B b AT il
$ -xa (341 5 s S aladle g o g il sl il s aiiuall dae gill Cilacall Lula)
P a8 A1y Ll

Glgl) (g 8 ull [gM A sil) cilaiall g adaad) ddaiial) Al dsed 2(5-4) Jg>
bl diall 4o 5l ciladal) Jilha () Jaad 2

Positive viral Serum anti-HBs Ab —

marker Negative (n=169) | Positive (n=17) P value
No. % No. %

Serum HBsA(g 7 4.1 1 5.9 0.54[NS]

Serum anti-HBc | 6 3.6 0 0 1 [NS]

IgM

cadl g Sl g i) Guen () daad 28l Glgall (g s Ua oo idsl) 4 6.4

LS gl o g 5o ) e Y1 R (6-4) JSED 5 (6-4) sl b il el
il pelal cpuiall ety Lagd eally (Sl 5 Guiall Cauny ol e e (53 () daad
Jule o (51,082 (521 %7 Julie %20 sa LY (s (u g il Lis e il dps )
Al el (e a g ) sSAl al oo Laa ed 5 03,3 58 LY 52l Odd ratio 5 shall
A o)) Lol il @ pelal | (P= 0.1 ) Wiina 5S35 LY o Slan ) G oS
%6.3 J3lia % 9.9 ga 4 yzaall Blaliall (o gilady pdl) GalAE g il Bs e CaiKl)
Ghliall JSLw (5213 )y hall Jule of (5] At N 3haliall () g iy (pdll (el &Y (50
GO i Jis (s e s ety N laliall JSLa sl dgle 58 Laa el5 01,6 58 4 juasl
G el 28 ¢ Glac ) ady Lad L) (P=0.37 ) Lisine 0S5 ol (s sanal) G Slan)
25l 45 309-30 4 yend) Al 3% 8.8 IS (gl Lis e il s e o il
e % 7.9 5 %7.4 S N 4 40 e ST jeal) D) 533030 (g JB A el Al
. (P=0.95) L sina &y yaxll lidll (1 SlasY) 3 (S5 6l g 15l




49 Aalially ilall ¢ ) Jocadl

OSal) g i) Guany () daad 280 Glgal) g La (0 CRBSY Al 1(6-4) Jsa>

ol g
viral
Variables Total | DNA P value Odd 95% CI for
No. Positive ratio OR
No. (%)
Gender
Female 15 3(20.0) 0.1 [NS] 3.31 (0.82- 13.36)
Male 171 12 (7.0) Reference
Residence
Urban 91 9(9.9 0.37 [NS] |1.63 (0.56- 4.77)
Rural 95 6 (6.3) Reference
Age group (ys)
<30 68 5(7.4) 0.95[NS] | ** **
30-39 80 7 (8.8)
40 + 38 3(7.9)
20
= J
g ¥ |
s %7 |
s w1
£ 127
Z < ol | B
T | I
£ | \
g |
5 ]
= |

Ol g ) iy () Jaad 1Sl gl (g g Ui (e CESY Al 1(6-4) JS&)
) g
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Ao gy () dad Al gl (g il adad) Akiaal) e CAESY Ll Aadla 7.4
gl U aga g o Lsadi Sl

Gleill a5 il oadaid) aaiidll e CadSl) jlial dadla (7-4) Jsaall ey

adie o gl gyl Ba dga g e (o5 JudaS ) V) 400 Lgde (o pdSAl) (@) Jaad 2l

| sdaet o) Cpe el (10 (%3.9) 7 o gl < yelal 3 Judoiiall 3 yalil Jo i 4y

5 _alall Je i iy (g5l L 2 g sl i) ) 530S g il o) aucaionall 4l il

duatiall Al il | e (3 cpe 5-0al) (%100) 8 gpen o JHaall Jouduidl)

el Lee cdualuiall 5 yald) Jelds Casny (s g il Lo 3 g gl Cpanlan) Ll ) ilS0 adal)
. (P<0.001 ) Gl L 5 adasall dalivaall 2 g 5 G Lilian) (5 sine (38 35 352

O (¢ %46, 748 0Ll il Jaee of ) ¢ %53.3andll dpulua curly
Aflaae CulS 5 0%0 43S da sl il Jare Ol 51 ¢ % 100 anil) dpa jad il
%% 96.1 Alud) 4, 5.ill dasdll 5 94100 Anlag¥! 4y 5l 4aidll § 9696.2 (asdll

(@) daad 28l gl Gug ol Al sdial) o i) LS 3.,3&3.«4;(7-4) Jeaa
gl Ud 3ga g 08 o il Jalas

Serum Positiye viral DNA (I_D(_:R)

HBs Ag Negative Positive Total P value
No. % No. % No. %

Negative | 171 96.1 7 3.9 178 100.0 |<

Positive |0 0.0 8 100.0 |8 100.0 |0.001

%453.3= andll dulia

% 46.7 = LA dnlul) il Jana
%100 = Lasdll ipa sind

% 0 = LA Aula¥) mill) Jana
% 96.2 = _asill 48,

25100 = 4ua gall 4 5auil) dagdl)

% 96.1 = ALl & i) dadl)

(<) i 28l gl gt Ul IgM doe 5il) cilaiall (e Cidsl) and Ladla 8.4
9 Al Ud aga g (8 (g5l Jalas

ool Al [gM e il laal) e CadSI s Aadla (8-4) Jsanll el

Al ae (o edSall (g il Uid 2 g g e Uyt SLls ddua o ) V) A Leie (o gl

Al il ) sdaed ) cpe sl (e (%50)9 Ol il i 3 Judiall 3 bl Jelis

Jeld oy (o g il Lid 3 g ol ) il | s aef G gl 1 IGM e i) vl
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izl dplag) 35 | ghael ) (e el (%100)6 g OIS G (8 cJusdusiall 5 el
B8y asa s Ao oy Laa ¢ g i) Lia 3 g ol Ll a5l Qll [gM e )
ol L a g g9 (g il Al [gM dqe gill cilaall dplag) (oo Wilas (5 5-ina
.(P<0.001)

O 20 %60 s dnll) Ll Jaza ) 6 ¢ %40 pandll Apulus Gy
48 QiS50 %0 AN Ay &l Jaze O g} € %100 pandll A pad CuilS
0%95 Adluall 4, i) dadll 594100 4an el 4505800 dadll 95 95,2 (andll

haad a8 Gilgal) (g d Qll IgM A sl cladal) (e RdSY (and dadua:(8-4) Jsa
oAl U 3ga g e Ligadi Sds dda gy ()

Serum Positive viral DNA (PCR)

Anti- Negative Positive Total

HBc  [No. |% No. |% No. | % P value
IgM

Negative | 171 95.0 9 5.0 180 100.0 |<
Positive |0 0.0 6 100.0 |6 100.0 |0.001

%40 = Lasdll il
%60 = NS dplud) AUl Jaza
%100 = Lasdll 4ua sad
%0 = L3S dpla¥) il Jasne
% 95.2 = paadll 48
% 95 = Allll 4 5auill dadll
gt ull [gM de sl il g Aadud) Laiuall e CdS) L) 4adla 9.4
(gl U 392 9 08 (55 JaS Laa () Jaad al) gl

e sl ol 5 oadad) acivdl (e CadSI s Aadla (9-4) Jsaall
O (555 Jaas ) 50V A Legie (i sulSall Las () Jaad 28l gl s 8 Al IgM
Le e ol bl & yelal 3 Jualuiall 5 jalil) Jolas 2585 aie Ca guiSall (pu g yudll i 3 g
e il claall g adaid) sl e JST Al dagm el (215 (%0.6) Jadé Tasl
e el e (%100) 14 018 diaally s ¢ (a5 il Ba 2 san ol Ll IS (a5 i) QWY IgM
oo 5=l Al [gM e il claall 5 oadad) dcaiisall (e JST Al il | gdac ()
deag e Aoy Lee ¢ Jradiiidll 3 palill Jelil Covny (o g 5dl) U 3 san gl il Loagl | 538
IgM e sill Claszall 5 adadl dcaiuall 3 s s s (P< 0.001) Wilias) (s sixa Gl 58
s 5=l Lad 2 g 59 51 Ay Lagie (o gdiSall Lo () Jaad Sl gl gy )
ealiciall 3 palal) Jelds 4380 ade (i o584
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ALy gl £ ) el

. % 6.7 A Al &Ll Jaxe o s) ¢ % 93.3 panil) Arula sy
Galiy % 0 AN Al il Jasa o 5) € %100 (anill dsa pnd CulS (pa
% 99.4 ALl 4,505 Aadll 5 96100 Aas gall 45058l Aadll 59 99.5 Lasdll 48

ol [gM de sill cilaiall § Akl Laiuall e Cdsl) L) 4adla:(9-4) Jsia
gl U aga g 8 (o5 Jlas la () daad Sl gl (a9 8

Serum Positive viral DNA (PCR)

HBsAg | Negative Positive Total

o No. % No. % No. % P value
Anti-

HBc

IgM

Negative | 171 99.4 1 0.6 172 100.0 |<
Positive |0 0.0 14 100.0 |14 100.0 |0.001

% 93.3 = Jaaill 4l

%6.7 = 1A Al ) ) Jans
%100 = (el dua pald

%40 = 1S a1 bl Joea

%995 = ua;sl‘ PER

%4100 = 4ua gall & 5anil) dasdl)
% 99.4 = ALl & i) ddl)

488 45¢ < g 80« 2065 58Y) ada o Ual aja Jiay (7-4)
1.DNAmarker ,2.Positive control,3.Negative control
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L) gl (gl adaad) adaioaall Lo o) claall (o LS LI Ladka 110.4

(on gl Ua 3ga g e Ligali 3l ddia gy () Jaad

ratuall e il il e CadSll Las) dadla (10-4) Jsaal) b il o
o Ui s ddm g 1 5001 A0 aie o piSal (@) daad 2SI gl (pu g il oaad)
(%7.7)13 il 5edas 3 Julusiall 5 bl S lis 4ty die o gi€all g dll U dgm g
Ol 1 5S adad) saitual e i) colanall Al 70l | ghae | udll adll e e (g
e 1o 88 (9411.8)2 old Jtially 5 Joaadusiall 5 5 alil) Jelis Conny (g yaill Lia a g ol
Al s ) shae ] G s il adaddl aaiiall e gill Clacall Cpala) | 9IS Gaa Cpe il
$sia Al i asagare o Jlay lea ¢ Jrabuciall 3 bl Jeléi Canay g padl) Bd 252 )
Lid g g5 e gail] oada ) diaiaall de gill cilaall sl (o (P= 0.63) ilas)
(o3l

CuilS 5. % 86.7 AN Al il Jans o) 5| 9613.3 anill dpubusa <l
A8y ilS s 9 8.8 Al Al i) Jama o 5l ¢ % 91,2 (anill dpia uad
992.3 Adlud) 4y 5aiil) Aall 59411.8 das gall Ayl Aall 594 84,9 andl)

gl Akl Ll e gil) cladll e ddsl) Lal) Ladla: (10-4) Jeaa
gl U 3ga g e Ligali 3l ddia gy () Jaad 28 Glgl

P value Positive viral DNA (PCR) Serum
Total Positive Negative anti-
% No. % No. % No. HBsAb
100.0 |169 7.7 13 92.3 156 Negative
0.63[NS] 100.0 |17 11.8 2 88.2 15 Positive

% 13.3 = Uaadll dnlia

% 86.7 = &S Aol il Jone
% 91.2 = il dua pad

% 8.8 = LIS Aula ) il Jone
% 84.9 = Jasill 48,

% 11.8 = dus sl Ay ) Aol

0 92.3 = Al A i) el

M!MWQ\H\M\JMiM!&M\JM\MJﬁa 114

L agag (s ‘swddﬂm(u)hﬂ.\aﬁ\uLQJ\uujﬂ‘_\JSMM de i) calaal)
gl

‘_ela_ul\ Liatwall e @3S LAl AsSlaa (11 4) JJM\L;S@L_LJ\)_@_E.\

e 2l ALl (g é Al [gM Ase i) laall 5 ada ) st dae il Cilaall
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cre i) e U ol bl oyl 3) g il Bn 2 s e T Sl A s bae ()
(sl L2 3 g gl Aplan) 2l | shany ol o3le | <l LAY (e 6V Al il | shae | ()
oSef il JLaa ) (e JS Al il | shae ] (pdl) e i) (e (%50)15 ol Jisall
Liloaa) (5 s—ima (3-8 3525 5 (o Jlagy s (g sl Lo 0 a o} Gl o) 5L S

ool B dga g9 Aaaiae il HLAAY) dulaal o (P<0.001)

Gl 5 0%0 43S bl il Jana o ) ¢ %100 pandll dulin Ciily

A8 iS50 % 8.8 Al Al il Jasa () ) ¢ 2%91.2 Uil dpia puad
%100 = bl 4y 55l Al 59450 Ao gall 4y il daidll 594 91,9 il

Lliall e gl Cilaiall g Adad) Sdiwal) e CES) L) dadlar(11-4) Jsi
Laga Sads s g3 L () Joad 28 gl g s ll [gM A i) cilaiall g adandd)

(s dll Ua aga g e
Positive viral DNA (PCR) Serum HBsAg
P value Total Positive Negative + anti-HBs Ab
% |No. |% No. | % No. |+ anti-HBc
IgM
100. | 156 | 0.0 0 100.0 | 156 | Negative
0
<0.001 100. | 30 50.0 15 |50.0 |15 Positive
0
%100 = sasill dpulisa
%0 = SN Lplual) il Jaes
0591.2 = asdll ipa gad
% 8.8 = 4iSl Al milial) Jasa
0491.9 = _asdll iy
%50 = 4 sall 4 5011l) dadll
04100 = Alluall 4, uiil) Lagdl)
Discussion : 428U 12 4,

sl Jars of ) eyl 3l ARl caluhall il ae Allall dud)al i
o e ) G Al culS aally Gueyiie (@) daed 20 lgl) (g il o
Ja=e W) ¢ (Hasan and Omer ,2006) (5.1%) »xl cjiie o Al ddadlaa

L2 532003 ale U8 adlly (e piia G () daa KU gl Gag il adaadl sl
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Gledll g sl sl i) Jae (K La(Hasan et al.,2006) (0.55%-1.6%)
2008 1 2003 (—a als—eS pr b Cuep e g () i 2

el Gk () 2pay cunl) (AR & ll(4.3%,5.5%,2.1%,3.8%,2.6%,2.7%)
el epiiad adaudl acmiudl e gyl (and ol JA) 51989 ale die il
oaliasl e 13 Jee 2003 Glaal J8 36l avall o5l (o5 g i)y 1995 ale
a8 Cphauld Y (4.3-3.4%)cpkuld 35 ((Al-Jebori et al.,2010) Llayl A
e (1 bl sl e (gl (and sl Jaaly 480l ddaugie (Bhlie Gea
( EL-Zayadi etal.,2008) 1988 .le 4 ol
Szl Jaxae of (A e lal Al Al cilal jall sl ae dilaldl dul ol Baiy
Gl AN Al e Aol Gl 2l cpe il (s (@) Jaad 2S Cleal) g il adaid)
(0.6) Lusilall 5¢(3.6%) 422 52—ulle(2.8) —se¢( 1.18%) y—aaec (0.3%) Sl 8
(Ankra-Badu et al.,2001;Geraldine et al. 2006; EL-Zayadi et al.,2008)

Slaall Jasa o ) coplal ol a8 cbuhal) il ae ddlall Al ) G
(3.79%) clid 8 o 3 LB A Blaa kS () s 20 Ll g il 3

40 92l ¢(20.5%) Qlee A& Sl Al Gl pall &l (e JB) cailS L (Ramiia,2005)
il ol el (o 5 S1 5, (10%) el 5¢(15.8%) LS i ¢(10.9%) same < 17.4%)
(1.4%) \ Sl RCAEN “ s 3l

. (Gutierrez-Garcia et al.,2011)

L Al Jars o () el al dald) bl il e Allall iyl (3

J3) S Laiae (8.79%6) Wilall (g s 1) I AliLas i€ (e 280 gl (s 5 58
(11.26%) &) 3= 5¢(21.09%) 2iglle(12.7%) Lile -3 cala s ) bl pall L5 oy s
25235 (Hennig et al.,2002; Bhattacharga et al.,2007; Zahn et al.,2008 )
Uiy Al Jamas IgM dcalll de i) claalle ada ) 3ominal) Jaes gL ) ilead
gl (A g Al sl ddas gie dskaie Ganta @) all ¢ 5 (M) daad 28 Gl g
5L din Gl jlas (e (s Lay OIS0 3aY) 5205 2003 il die 31 gl calial Al
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Lnall de il s Jlan) S5 s Al (e 0 gediianl Lo g M) 5 ¢ sandly
Jlas) 5 (a8 Cag by e AN (Lo dlallas b (e paddlda g o 5 mlill el
o) aaally sl e ) el ol 5 gl Y clleadl agii aia
¢ gl Gllee da aall (asdl paidall o siiaal) HaSIL 5 5 AN Akl il Sl
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Summary

The present study was coudueted in Baquba city for the period
from 1% .April 2012,In the Central Blood Bank in in Baquba .The aim
of the study was to determine the rate of occult hepatitis B virus
infection among Blood Donors, using the Polymerase Chain Reaction
(PCR).

The study include 186 apparently healthy unpaid blood donors
,171 were male and 15 were female. They were selected by Simple
random selection Blood samples were collected and a special
question Nair was constructed which were filled by short interview
.Sera were submitted for anti-HBc IgM, HBsAg, anti-HBsAb by
ELISA techniques in The Virology unit in Public Health Laboratory.
Beside that The DNA of Hepatitis B Virus was detected using PCR
techniques ,which was done in the Molecular Biology Laboratory in
the College of Veterinary Medicine —Diyala university .

.The results also showed that the HBV DNA detection rate was
shghtly higher among female computed to male ,but the difference
was statistically insignificant (p=0.1).

Similarly, the HBV DNA detection rate was higher insignificantly
(p=0.37)

These reside in urban areas companed to these reside in rural
areas .Regarding the ages, The results showed that the HBV DNA
detection rate was higher 8.8 % among the age group 30-39 ys

companed to the age groups of loss than 30 ys and was than 40ys



which were 7.4% and 7.9% respectively .The difference among the
age groups was statistically insignificant .

The results also showed that 3.9% of HBsAg negative blood
donors was positive for HBV DNA by PCR ,a significant association
between HBsAg& HBVDNA (p<0.001).

The results showed that 0.6% of HBsAg and anti —-HBc IgM
negative were positive for HBV DNA ,on the contrary ,all (100%) of
blood donors with positive HBsAg &anti-HBc IgM were positive for
HBY DNA with a significant association (p<0.001).
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