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o3 Al 1S Ll Glaadl vieyillia / ol e 5 Sia (250, 150, 100)
oabiaiby sl e 457542.8 , 33.4542.8 , 27.28+4.5 Jrx HBV
e t=7.88, p<0.05, t= 6.67, p<0.05, t=7.66, p<0.05 L sake (s sinn
Anti- 5080 2SN Qlgdll ia je e 3 el de ganay Guliaddl o ()5
oalediby Ml e 422429 | 32.25+3, 28.16 + 3.8 Ja2a HCV
S5l e = 8.40, p<0.05. t=8.46, p<0.05 , t= 7.33, p<0.05 s sixe
3okl e gana g Gabadl) o

ALl nbiadd) dae luall SN i el Gdalll J gail) At s o5 LS
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sl 28l Qlgl) (aim ye aie CilS G il /6l 58 5 80 200 S S
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bl de gana g ubadd) G =42, p<0.05 s siee o=laiL 5 18.6+2.4
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e LagdlS o Ca cppiad) () Y (e g i) JLaiVT (53 yha (g 5l &
.(Shafritz D et.al., 1992) ol (s ae Legd 532 2ie A LaY)

il e liall (ali (s b (e s se SIS 2SI Clgl) gy 2ay
O o pall (e %90 i) g (Williams M., 1999) 301 (e cu (53
O sl 3,580 agaad LV i ) Lal At cilie Lian ) g5 Ll e il
M s (Cirrhosis) 280 <ol ) (i sall sty 385 Lia o ey s el A
O agia %40 U JukY) A (Satish,M. et.al 1986;) & gall 5 caxll
STt JUY (585 allal) (o siasal e 5 At ja s sy m yoall cplels
sl g ALl aie Seall Gy LN (e g il g Aol duia e
(Scott; et.al 1989;) 4 sLzaall ~Lall)

Al (g gia e lad] Gsala VY C o 2SI gl s g b ey
G %A O LaS Glaail Ve e v oLl 13 L sine (8 g Cpll dae iy Ly 5
4ie e B sy a all () slala C Sl gl (g yadl ) aim 23 (pd) (ia all
.(Pawlotsky J.M., 1995)
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. Dienstage E, et.al 1980)
=20 Ol iy MBSy (KarhoLH. et.al 1995) Croms s badl
B ilie s 5 sear il SV ) o adaad a8 A 5 pudll Al () Cas 5 S
.(Mazaoleini et.al, 1994) Autoantibodies 513 slaal (95 3a sk oo
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(Ockenga J et al., 1997) dsuludl = 53 301l DNA (55530 (aslally layas
HBCAg (528l (ol aiaivaally 4l )y (o5 sl o (o800 5 sl aiaiunal)
saladl LLa¥) I Hepatocytes 2SI LA 31 g3 8 Jadd jeday aatiall s
Byl 3 )38 ay g Balall Ala pall AT See A g8 Sl diatiiall Slaal g HBV (0
e 35 sall minall Ll (Rogers A. et al., 2003) o=lseY) sl
ool Jay o8 5 G0 a8 g e gilig2 6yl S (59 S arun @
(o3l L) Sy s g At
e 9l 22 5 ylad s pren @
200-50 U= z sl b adshy yhesili22 5 y ki Tubular (202 prus @
el
(Herk, et al 2000; kibbyT et al., 1999; woodruff B. et al, 2001
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bl datiall plalall s jall (8 et 138 3 9a 5 O s HBeAg —
da) ja¥) 3 asll 48 g A8e 4l eelly g Bala 5 Allad Ll () e Ja HBsAg
O e Jay 1368 (Anti-HBe Ag) asaiusall 138 dlaial 3 5o g Lal g il
Bradley D. _laai¥l iy (s yuill Caeliail) dla ya g dapsy Cinnal 4laY)
.etal, 1988)

: HBV o basd 53S0 Ol g i) oS3l ghally sl gbo
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(M., 1999; Gonsalves, 1993
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dls jall oda Acute HBV abadl g il 2SI Glgdll ulbiaall 4

il (g pal) 2SI Ll (& salaaal) Ll galssl (£-1) s (5 i

i Ul ) llay Liage Ol g Vv e ST (3 30 Lgild Chronic HBV.
. cirrhosis 28I

: Integrative phase Jwsill jghll : SGJI gl
Al 15 AN il ey Jiay
: Third Stage &t 4> 1

&= (Viral Replication) sl caeliai 4 e dda yall o2 las
s jall o2a 85 Anti-HBeAg Walaal ) seb s HBeAg e vl cliidl
Gl s (HBsAg Sl lgil) (a5 il (oadand) sl ala ) slbaall 2y
A0Sl AJATT A ) o) salal) ‘;“. Sgene Jalas ‘_A;\ 3 g2 Sl ‘_g
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.(Wetal., 1999
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L) dasi 5 Coa ol ja¥1 (81508050 4y glal) dpe Lial) 4l
4l MHCT oa—ll 331 5l 2éaay Cytotoxic Teells dabuad) Al daall)
) s (o 3 g gall s HBCAG 1S bl s il (ll) aiaindl) Lo
AN & ga oy lanie LAY el ) jile o 585 Al g hepatocytes 4asl)
<l gl Wl Ada il 62 apoptosis ( programmed  cell  death) g _—l)
William M., 1999; Chisar Fand ) perforin 24 5 cytokines
O 23558 Lo O (8 2 gl (a g e ilamins Wl (Fiaccadori., 1997
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Helper T cells CD4 sae Luall 45Ul LAY an8i g MHCIT (oaeill (341 51l
G0l el il axe 3 ULy S gl 2Ll ol 3 Sllil A
Chisari ) .oss_mdll Caeliai Ji o 0l LAY # sadass e MHCT sl
Humoral immune 4kl i eliadl Lai V) j0 Ll (FV,, 1997
o Lr_\ﬂ\ Liatuall dlaal Jeld cuw alill e e da cud Lgild response
delia Ggan Al s lae 2SI LR A e ) & sl AeBa g sall ilaiaiidl)

. (Sallberg M.and Maruyama, 2000) (Autoimmunization) 413

: Clinical Manifestations of HBV 4lo3 a4 yud! Ul

: Acute HBV 2l B Jaai 48 gl (ug i

Pl a5 Al s L g () 5% 8l alall s pill 3 &) gl
Clla¥l e (%1-0.1) & Dshins SV Ga % (o S) G 4ia paladll
.(Stroffolini T. et al, 1989; Bonanni P et al, 1990) 4 !l 101 1)
ool dmiedll Ui g Jromadl 5K Bal) (e Sall gl ) ey 8
salicaall slua¥) (e Llle (5 siusa s (s il HBeAg "e" vl s HBSAg
(Stroffolini T et al, 1993) ol saivall [gM

(Ofie et (o Alall S Gl Abiadl daasiall il ye V) e
adara s cplbadl oia jall (36 %75 (A D peds Cua U ) g g Sl )i ¢ s
o= el Slgad) LOA Ailed) daciis G g pll (e Labal (4 5dly Gaallll (ladl)
.(Dardanoni L. et al, 1988)
: Chronic HBV (3l B 280 Glgil) (g b o

ool (adaall il 3 g g (e Sl o g il S gl Sy
(%10-5) dpiy Dangy G el A e HISY Jiadll (A HBsAg gl
Brook M. et al., ) Uas cpaglgall 89490 «Jela¥l 89430 «uallill
(1989
:(HCV) C b 18l Gilgil) (g

by, & ellig s Lipid envelope ass—alh ddlaall il g jdll (3 2y
S il 3 60-50 s—bady Al 5318 65 10,000 L 8 s =2 2 32 RNA
.(Sakugawa et al., 2001)
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Gaally A 50 e2iiis (4 (50-80)% .(Frangeul L et al. , 1992) 1%
Llay¥lssha (Ruiz J et al., 1992) HCV b badl )y o | 5555
(Choo Q. et al, (HIV) =liall sall (u gyt Bolial) aa aial 3513 2la 3
.1989)

: Clinical Manifestation of HCV 4,lodJ 4 1 sl Ul

:Acute hepatitis 3 C Jaad 180 Qg (g b

aal ras A e 3 aLS 3000 La ool alall g il 2 I il gl
6 simsa (pana®i alall C Jaad oan g jil) A&l QLY 4y 5y ) ledlall 5 Lial e YY)
s g i g LB o caminotransferase _xssd) 5 sda) Clay 3 (e \—ﬂh‘—
.(Brettler D.B., 1990) (sl (3 Llall el dgall Al

6000-5000 = Lui i (2 Il C s sl 281 leil) S gan Jlaa 38y
(Kasper CK, 1993) 4 e Ul el Leddl 5l leie 16.6% O 56 s Alla
GBab e Aeddiiall 4 509 ) 5 sad alall C Sl gl cVla adies Gl
Liang ) (Nosocomial expossure) (sidiuall (3o 4badll G il 5f 2 5 5l
(T.etal., 1991

sl e A ) eddie cpo Aal) JLEE) Jame o) o g 2
(Nagamin T et al., Gsix 10% Joad Tas 4lle intravenous Drug uses
A ki Al C (gl 2SI ALl ubaddl (10 (50-90)% 1) 5.1996)
.(Abuaf N. et al, 1993) dallrall Cle 2ic 43 ) A
:Chronic Hepatitis ¢»jall C Jaad 281 Gilgal) (g5 @

2 ) Epan Sland ST e el C Jaa o5 sl 2 gl asy
el Al la L) H 2 <) ULE_)_“: «(Cirrhosis) 2 <l cn_.ﬁ e all
Oa e Gmbadl (5 (30-70)% o) 2> 5 35 (McHutchison J.G., 1998)
LI gl gty (g sbae o 2SI Al Dlde Linay ddass jall ld 5l 5 2Sl)
.(Lashner B. et al., 1988; Hayllar K. et al., 1991) . HCV
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e Y1 i Y r 51 e e 3358 81 o
aiy (Chretein , 1992) 4 40 oo ab el Ji5 cpdl) (ala sy oy SiSYI
e HCV (sl 4 all BLaY) Jase of (NV(Alberti, 1982) i
LY 8 55% ¢l (4 75% ClS el

C o sl S gl i Sl Alal e Lima il ol (S
(Martini E et al., 1988) Hoal ¢ 528 3 (30 Lias (10-20) oo 2n 83
s el ag a2 (el C 28 il Galiadll (10 (15-40)% o 5
Sl e s Ssan () G all a0 (035 98 5 Cirrhosis 2SI pad

O3 @S 5513 (Cirrhosis ) gl A (5058 Leild Aladl 228 (885 Sic
2SI gl Gl g pmall (pay Llali o2a a5 ciYLal) paamy o 15 230
il (i Ay B ey Caaai AMall g S0 2 Lo g ST o (gl
e (uaadll

idiy gala mihy Joalidl glag) i algi) 18 Gl yel aal ay
28y AaS LI () (5 58 4 5 A5 (el padl il S5 4 seall Cilaiiall
ol ol s (e e (B0 Gl s Aia e Al () se) e iasall (am il
(Auto immune disease) 4512l deliall (il ol Laland ¢ 55 ol Jaing 5 A
. (Edward L.and Kramitt , 1998)
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ol s A (andl) Ahs Al e IS J ga ila slaall it 3ay 2220 A
Dbd) aaed g 3aa 98 e Al Hall 8 Aeddiuall (a gadll (8 23 gad JS g Liadl
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Hepanosti ka HBsAg Mi croelisa System:
;= s> Teknika Organon 48 s (e 29

Aalll Jgaill 4 gial) Al A

Coated strips 8-well strips

Enzyme Tracer 1 vialL, 0.7ml
Negative control 1 vialL, 1.3ml
Positive control 1 viaLL, 1.2ml
Tracer diluent 1 viaLL, 30ml
Washer buffer 1 vialL, 40ml
Chromogen 1 vial., 9ml

Substrate 1 vialL, 9ml

Blocking reagent 1 vialL, 30ml

s Aol saad)

Anti - HCV Enzyme | mmuno Assay Kit

Coated strips

24 8-well strips

Enzyme Tracer 1 vialL, 0.7ml
Negative control 1 vial,, 1.3ml
Positive control 1 vial, 1.2ml

Tracer diluent

1 viaLs, 14ml

Washer buffer 2 vialLs, 30ml
Chromogen 2 viaLs, 40ml
Substrate 2 viaLs, 9ml
Blocking reagent 1 vial., 30ml
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F b

'ELISA Aaey 53 e Ll Augliall 43, )k

Microelisa b i) jis gues S #3503 IS (e do s 5Sike 100 d8lal o5 )
3okl lae strips
B8 A Positive control ¢« de s Stk (100) <l
38 A negative control (< e Sk (100) <l

(B el Ak i) ddars 23 Y

Aclubaalga37 da jn (panish Y

L5l Jlaxialy s Sl 53 ¥ Jall Slgay ) e o)) s g oldasl) J) 3 8
Jaa a5 Jusll

YL dalaa de 53 2ozl ] Conjugate =) (e dwe s Sile (100) iy 0
& ksl 5 z3laill e 8 jia S 8 [anti-HBS-HRP

conjugate Ji uoss

ik ,3Y) 232 No. of strips 1) 2] 4] 6] 8| 10| 12
Conjugate diluent (ML) 1| 2| 4 6 8| 10| 12
(Cl\‘/’;ﬁ')“gate concentration | | 40| 80120 | 160 | 200 | 240

Aclu 33 5 237 Aa ju (piani 1
Jus Cabaty Siila s 5¥) Judl e Al o Sl pe gl dusiy LV

3 haaull (e IS 8 substrate 328 )l 8alall (e Jw g Sl (100) bay A

ikl

:substrate § ;s Ji 50Ul juass

4da »3¥) 232 No. of strips 1] 2| 4| 6] 8] 10] 12
Substrate solution (ML) 1 21 4 6 8| 10| 12
Chromogen 20| 40| 801|120 160|200 | 240
concentration
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Jeaall (e dag Sila
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B8 4 leie JS Negative control o«

) eUaally dda Y1 daxs Y

237 Aan s AldS de b Baal (pimnd €

Jlaninnly s Saila 53 6Y1 Jusrd) Slgas & ye o)l Jusi g Buad) el J 3y 0
JS & Conjugate 3 (o e s )Sike (100) oliay Tas aing g Juall (5l
Bkl g zalall (a8 s

Acludial g a37 da ju (i 1

Jas Caiad g Soile 5559 Jusad) Sl Aol 5 Ol pe oyl Juiy Y

il (e IS 4 substrate 328 )l 8alal) (e Jwa s )Sile (100) ilay A
Bkl 5

4.0\...»&4..4.11;&.&56374_1.;4&\@&4& A

5Jis IS (1M H2S04) i Sl Gadla (a JasSike (100) iy ) »

J Lymphocyte transformations sl Jg>ill s 651 pasdd!

G.ojj.uﬁﬁ w8 Sl o 0 T
(Virag, 1988) s/l jussd

Antibiotics solution 48ual) clabaal) Jslaa juass 29 f

1000000 ¢s_sh) Crlaiall (e 4 52 3as 5 () sale 43130 J slaall 138 juas
Gl pwal & 2 alyawU. injecton crystalline penciline
adaall jlaidl oLl (e 5ill100 & Streptomycin sulphate Gwesbe iy yicd)
1 6(20-) 30 s da pysaasal)l ddada g Jw] () A 3 jpia LB 8
Jlaziny)
:Hypotonic solution sisill (4l g J slaa ;G

= KCL asissli sl 2 ) 1S (a6l 522 85 4513k Jslaall 1o jaa
) Ll clall (e Je 500 () anall JeSs 5 Ja100
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O S — (rhall g5l 2 i) el
:L-glutamic acid <ile i<l (aals Jglaa juast ;B0

(o A1 00 (o8 clile K asla e ol 225 404 Jslaal) 128 s
2(20-) 3, An pa 3aanall L Jadés g Ju] () daw U A g gy shiall sl
Jleninl (sl
:Fixative solution<uiall J glaa juian’ slay

(e 2al gy ana 20 %99 Blhall il Jsasll s p gan 7 S udas
ol LIl s
s S50 gl ypaant sluald

=N b gl (8 sniin (pa pl 321,04 4130 o 3l e gl jaians
sla (e J2100 (A Aill 2 500 guall L5 )80 6l 420.2 g (RPMI-1640)
Agball clabiaal) J slas (e Jue] il a3 @l o1 (e LA plail) i
Jan o Al] 0 il vy el SIS Jglaa e Jal cmued) slae (e el
0.22 (ol A8 (53 e e po A Ja gl o i i a5 (FCS) S i
(dlerinl¥) pal a4 3 ) ja A )2 4Dl 8 hada  yige 5 SLe

o) i b
55l (Virag, 1988) 4 b o <oy al a8

il (8 ] aoas s Jel 0 A daina diaay (g5l pl) Cilise Cmss v/
Lithum heparin ¢nola a5l Sl aile o 4y gla dadan dnls )

Silicon tubes sl ¢ 5 il 3 aall e J 0.25 paa ong V0

(PAH) bl (50 J« 0.25 g oo ol sl e J0 2.5 (Ao 4y sl

200 3— st (ConA) 5 d—s/pl 2 5S40 2505 1505 100 3—S s

Je/pl e 5 Sk

Acls 72 3ad 237 da jy daalall 8 Curia g5 ¢ 5363 Y] s

Sl 3l Slea Jleainly LAY Cus 5 Acalall (e cadliV) i A

1835 504 42 /5 ) 53 3000 Ao s

Jolaall e ille 5 A yiall LAY Copal 5 dainn a5yl it 3l Jaal v/
50l day dialall Cuve &5 (38 0 i) G 5 gl i gl (al sl
A8835(0) 33l 237

ay U A8 /3533000 Ao st (5 3S pall 2ill Alee A3 amy iy pal v/
5 Ay Cufiall Chpnal Wy alaa ol 3l Jaal s Aialall (ge Leal A
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