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Baa g s aa Lo Ual) Llaia) (s giasa (A Al 2

il | dlalil] donslid) dilanitd] St (§ dunil 30
0 Juao § il i wigdilly

oyl | Sl e
as Lucal u.uJAAS’
e g dles

Ll glal) A4S / Jily daals

: 4w Y|
sl 3 gl i e g elaal pd e e il o3a il @
e TgA |, IgM , IgG dpeliall cilid sn Sl Gl sl Gla s dinn @
e peii e G HCV (= 05 p )=l 5 IS HBV (o sal L sine
B ohud) de gana
[gG “aina oo liall Gl s olSI (5 gl Al jall oha il &yl Can o
Anti-HCV (2 s (e pall g ALl B (o gl 2SI QLS (i yal
8okl de sana 45 )lae Lo pade (5 gine gL ) 2 g 53 sharull de sana g
Jisars t=67.3, p<0.05, t=15.7, p<0.05, t=72.5, p<0.05
e 127.54238.5, 2164.9+303.3, 1139+218.9, 2203.6+446.9
IgM oo liall (gl g slSI (5 ginsal Al jall o2 il < ygal LS, ) 5l
Anti-HCV (o= 05 (30 =all 5 3ladl B (gmss 5 il 28l lgill) (in
EM\@WHMJEAL;FM&@J\L;)JMEM\&W}
(s e 12295, p<0.05, t=9.20, p<0.05, t=28.3, p<0.05
13.1£20.33, 225.8+30.60, 131.8423.52, 240.2446.39 Jrza s
2SI gl (a yal TgA (oo liall al g IS (5 51 a Ll N gl e
OLS 288 5yl de sana s ANti-HCV (s 05 0o 3l 5 Jall B (5 il
t=35.4, 3 hudlic senas Ll G bsale 5 sine gL ) el
Jinars V33 e p<0.05, 1=5.6, p<0.05, t=38.6, p<0.05
sl Sl 218.9+431.45, 449.2472.58, 249 4+44, 461.1467.8
o) anll LAY KD ol 8 5 gine palidil 35 5 aall (asad ST e
Sael ekl LaS 3 skl e sane poe agii i (52 (i yall apen
<8 5,8 Basophils, Neutrophil, Monocytes, Lymphocyte LAl
Bkl de sana s (o yall G 45 sina



Baa g s aa Lo Ual) Llaia) (s giasa (A Al 2

Sl ad| B et 1§ il |
elL,J\ JJ.@.IH"&)M\QL&})J&MUACJBLskmmﬂ‘u@\w}):ﬁw
Rafael R., 1996; ) JLiiV) 8 dc yu g doclaial g dusia S (e ds Wl
#5280 5 B laad (g il a5 ) shad Sad (Shapero et.al., 1995
o pmall LedDA g2 AL sl Ailian 3538 axy V) Lagual o) ) 54h 2o (JC L
Al Ji cillae 8 doass o quuﬁa%\_:aw O elld e Szad | laa Ladls
e el e LeglS O s iad) () Y1 (a5 i) Juai¥) (83 )k (e

.(Shafritz D et.al., 1992) » s 2 Lagd 32

M Sl Aclidll (adi s b e g s2e SL 2SI Clgl) (a5 18 amy
Gl (el (e %0 ) (Williams M., 1999) Hu¥) (i ye v
O Jshal 35l agaal QL) ey i) el duils ciliclian (s s Ll Jelad
Ota s (Cirrhosis) S il ) i sall ) shaty 85 Uia jo o YRRt
Gsnman agia %0 ol JukY) & (Satish,M. et.al 1986;) & gall 5 ¢ A1)
ST QUL (555 el (5 stanal e 5 Ak 3o 5 sy impall elela
sl g Alall aie Saall (s LGN (e g 5l 13 badl A o
.(; Scott et.al 1989; ) 4l sliacall ~Lall)
Lo alladl (5 ghse (Ao lad] sala VYo o C daad 28U Qi) (a5 5 vy
G %oAS O LS sl Ve lv v sl I g g s ga il 220 2y
4 3a 3 g a mall (g slala C 2SI gl G g il | gia jaS oAl (aa all
.(Pawlotsky J.M., 1995)
Ha Al a5 cladl AN WA & C 5B 2SI Qi) g 8 Sig
ol 538 a0 ) 933 138 g ) AT pualie (oS5 (A el Lgta 28 it 5
SIS o aall WA ) 303800 ol sl 5 (pmn o) Dbyl 08 g 2l Jaia o sua
Adhie (8 wild (S5 (e 95 LaDlll (o je et ALl Ll jad aalaall
o a8y aall 85 35 )She Clilery Cig pre 85 Gl siall ) (355
J A i) il e & d
.(Lamballeris X et.al., 1996; Dienstage E, et.al 1980)
e S0 aa JLhiaY) aulas e dpeliall K i e ) LS
a0 sl Cuay GAS | (Karhol, H. et.al 1995) (e s iy 4la
suilie yue 3 gemr 3ia SV 1 e adand o A g pudll AilaY) O Cus (5 Sl
A 513 2l s ST 2k O e
Osallaall syl s e Wl (Mazaoleini et.al, 1994) Autoantibodies




23 G3B Ja® ap.eiieeneseeseenesensesseaenenens A Ul At (5 giann (8 Al o

O A Aol agla 5 Lae Ae Liall et w) age 8 0 S5 4 1L o) sally
.HBV SHCV (o 5l

:HBV < bt 2l Qlgdll (g 1
S i 5 sl JS
@llls Electron  Microscope —is xS gl il ja caiy
Li2a prws e 3 e HBV (ms-8 ) Immune Fluorescence (=Ll
Nucleocapsid <l 4dadae 418l g 7 93 3o Dy Jalae jiae il 42 4
Ockenga J et al., )4l z 52 3all DNA (5553 adlall Javas Al
o5 8l (ol dmtinally 4l LBy G g gl ad (80 e gl Aalindl) (1997
JoA Hepatocytes 28I LA 31 45 dhad 5 elay vaaiiall 13a s HBCAgE
alall Al yall 8T 5800 Mg Al i) dlasal s HBV (e 83kad) 4LaY)
il Ll (Rogers A. et al., 2003) oY) sels (a8 _nad 5 538 aay g
18 5, . HBSAZ el (oadaud) sty cand o5 il el (e 39 5all
(e A ehie JINADE 53 aatil)
Fiay 58 5 O sy o ym g Jlaaglls 42 o kel 0S5, Sarun @
- 0ol Ala¥) Say s g3 g dndh g pdll
Siaglh 22 okl e s @
200-50 omz s sualshs yuesls 22 o ki Tubular o258l ases o
. e il
(Herk, et al 2000; kibbyT et al., 1999; woodruff B. et al, 2001
— 4l LG HBV o8 Al il Sl Jasi 5y Jal acaiie (and i o3 38
M\MWM\HJA\EM\ 1la deag s HBeAg
4.\.;4\)40‘2“ b_)dﬂ\.} 43.\.1‘5 4a8de 4} b;\s.i_g oJ\A‘} Alxd ML.AY\ u\ L.A‘c dm HBsAg
O e Jay 1348 (Anti-HBe Ag) acaiusall 138 szl g g Lal (u g il
Bradley _lasi¥l iy as il Caolimil) dla yo g ddassy Cinpal ALY
. D.etal, 1988)
: HBV 2 Jaai 28l gl (g il LSl shall g cacliaill ) ola
Gebiail ) gl g5 sl (n)shy HBV Sl bl Gug b e
William ) . onils ye ey ) gl JS5 LSl shally ot S ) lalllal
(M., 1999; Gonsalves, 1993
: Replication Phase —ielaill sk Js¥) skl
Immune s=liall Jeanilly A jall 38 i ; First Stage sY) 4la )
Al alad (4-2) s st Aliaall 3538 5 ualldl 2ie tolerance
e U< (g il oLl yaians Alsyall o3 i, 53 5l o ALl
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: Second Stage 4Gl Ala )
Gia A s 18 5 Ao liall AaiuV) Gueady ) ooy Als jall 028
Ala el oda 8 AN 5 5Ll Aaill Cytoking LS sl # Ly LA
LAl sae o LS Jraall 2 dargy B Sl Glgil) s il DNA Ll (s i
Al alloda Acute HBV dbadl (g padll 281 Gl bl 3
(ol (g il Sl gl () bl Lal | sl (£-7) () g (8 paiss
i Al ) elliy Linge il g Vo (e ST (3 i LeliChronic HBV.
. cirrhosis 2l
: Integrative phase LeSill ) ghall 0 SEl | shal)
gl 15 AN Gila pally Jiaiy
:third stage 23l s 4l
&= (Viral Replication) s -l cieliai dlesy 4l jall o2a fas
s jallods 5. Anti-HBeAg Wwalaal el HBeAg e daivall oliial
Gl s ¢ HBSAE 2SI Glgll G s sl oadasd) aaivaal) als () siliaa) By
A0Sl AJATT A ) o) salal) ‘;“. Sgene Jalas ‘_A;\ 3 g2 Sl ‘_g
:fourth stage 4= )l s )l
Lﬁ j(HBsAg) B 1Sl gl g paldaa o) chlaiaiigll al i @.1;3
Anti-HBSAg oaboudl diainall saliaal) slual) ) seda fan dla yall oda A
Shishido, ). crs_8ll A5 )5l 3alall eléid) 3 Anti-HBe _seds a3 <l
.(Wetal., 1999
: HBV @ laad a5 5l ansll gl (s g il dpeLial) (ial e
gl 8 e el g salall VAN DA A<l LA Cali ol il all K53
Ao Ul Aatu¥) 3 5l daii s Aelidd) arsy iy HBV (oo s sl 250)
“ ol Alal) die AyLalsl) 5 4 180
LAl Lo 5 Caa ¢ Al ja) () S ) 90 Al dpe Ll dplaisY!
4 sl MHCT o>l 331 6il) 2éaay Cytotoxic Tcells awbud) 43Ul ddall
Al s (o 3 g gall s HBCAG 1S gl Gy sl (Al diianall e
A O ga oy ladie LA el ) il Waa o 5S35 Al g hepatocytes 4usl)
Gl gl da il o2 apoptosis ( programmed  cell  death) g -l
William M., 1999; Chisar Fand ) perforin ¢nos8 45 cytokines
O 2358 Lo 33 8 2l gl s g 58 Cilaaiioss Wl (Fiaccadori., 1997
223l HBV (58 Glagiy Jaxi 5 Wase Macrophage 3480 ae 3001 J8
Helper T cells CD4 sacbusall 4501 UAT 2185 s MHCIT (ool 341 53l
G 5l ataall Gl ja dae ol o AL 5 S gl 2L ala j A dags



Baa g s aa Lo Ual) Llaia) (s giasa (A Al 2

Chisari ) .o# 80 Caeliai Jiy 5 A0Sl LA~ sadass e MHCT (ol
Humoral immune ikl debdilai W) o lal (FV, 1997
Lr\ﬂ\ Aateall dlaal d.cls.a (SRR —a i) O ;JA ERTWY L@_\\A response
4_9\_\4@&_1_93;&\ dd}_\wmﬁ\bbw\ C}L\.w‘;r—adpyd\ il catall
. (Sallberg M.and Maruyama, 2000) (Autoimmunization) 413
: Clinical Manifestations of HBV 4l 4, 5 ) jaladl)
- Acute HBV alall B ool gl gy
il iy Alall il Ui e (5 Bale alall an gyl 2SI gl
Clla¥) e (%1-0.1) (& ok SV 5a %0 Ga SIS A e paladll
(Stroffolini T. et al, 1989; Bonanni P et al 1990) e }d\ FR(EN] LA\
33ladll eL.uAY\ %) Lﬂ\.c 5 sima g u.uJJ_\sﬂ HBeAg "e et w\j HBsAg
(Stroffolini T et al, 1993) Il saivall [gM
COLEE ¢ en oo alal) Al gl Aladl dadiiall (ol e V) (e
phara s nbaall (i jall (30 %75 (& Doek S Gl 5 dpgld) (k¢
oLl Sleal) LSS Allail s iy il (e Lol ¢ 5y il (ol
.(Dardanoni L. et al, 1988)

: Chronic HBV (< 3l B 2SI ALl g i
gl (oada ) v atiall 3 g s g0 e el (g il A S LAl jaaty
(%10-5) Ay sy Eoa He Bl A (e HASY Juaadll A HBsAg el
Brook M. et al., ) Gas cpasdsal 239%90 ¢« Juaba¥) 8 %30 ¢ cpalll)

(1989

:(HCV) C Laiasll Clgill (g 1

RNA L b dlliay Lipid envelope asaill ddlaall Sl g pdll (e 2ay
(Sakugawa et i 5L 60-50 el Mlw S 525 10,000 Lu S (5 90 3 8
.al., 2001)

Epidemiology of HCV 2SI il (g 58 Al
i Cocallall 8 da il JSULa aal e C Jaaian S gl (a5 b 2y
dai Of Clglany) i (Smith D. et al., 1997) 1988 e 4aapi
3.9 <l o Lf‘ 18% <wil& 4K, yaY) saaiall iy gl ‘_,’_°. HCV 4 jLam)
(Goldstein 4 4ba) 55 2.7 s HCV b o silbeas Gl (e () ol

.and Willam, 2002)
Ja Alileal () gazm ey udll alREY) G il HCV A Ll ds e
O S L) A J8 5 dpeliall SN (m 50 (2 (10%) 5 8 ailesal) o2l



1% <l Gom Jaall 3538 A Ciall ) Alcad) 2V (e ddanally Galalall
) 535 ially 4y 521 w2iiise (10 (50-80)% .(Frangeul L et al. , 1992)
13) ala 33 ALay) 3 s (Ruiz J et al., 1992) HCV db Alall ) gia y2e
.(Choo Q. et al, 1989) (HIV) cliall jsall (g by Abal) an cuial 33

:Clinical Manifestation of HCV 4l 4, 5 yull jaladl

:Acute hepatitis Sl C e 2SI gl g b ]

ol eV aal (e s, 4 e 58S Siad La 1ol slall cas s ) 2SN gl
O Llle (5 e (anali alad) C daad 5l 2SI gl 4 ) CilaBlall
b ol oy iy Ll 5 5 caminotransferase il yi sine¥) Cila )
.(Brettler D.B., 1990) Gl (1o Llall el dgal)

6000-5000 — L ji (3 3Lall € (s sl 1S gl Cagan Jna 2y
(Kasper CK, 1993) dra 3 gl el g8l yi haid lgia 16.6% o) shsin Ul
b e Aaddiial) A oY) s alall C sl gl Vs adina Gl
( Nosocomial expossure) siivall (ye Lladl i il 5 2 )l
(Liang T. et al., 1991)

ol e A s eadd e cp ALY JlEE Ja e o a g2 8
(Nagamin T et al., Gsin 10% J-si Tas 4dle intravenous Drug uses
o5 Al C e gl 281 Qi (biad) e (50-90)% 0)5.1996)
.(Abuaf N. et al, 1993) dsllaall Clie die dia jall A

:Chronic Hepatitis (<)) C laad 2SI Qlgill g yd

2SI el Epaa el ST (e el C o syl 2 Gl 2y
deliall Gla il 8o Sl s i ¢(Cirrhosis) 2—S a3 A ia all
Mo sy (pbaadll 4 (30-70)% of 235 385 (McHutchison J.G., 1998)
Sl gl G g iy (il ad 2SI gl Clde Liaay A jall ilid ll 5 S1)
.(Lashner B. et al., 1988; Hayllar K. et al., 1991) HCV

e s dbayl J& 8 LAY a0yl 3ok e 33 Alall 4y 50Y) aladiiad
aiy (Chretein , 1992) 4s 40 e b jacl J85 (il pala s ooy H3SY)
eall Cis HCV sl e 3all Al Jana o N Alberti, 1982) sl
JGRYI 8 55% ol o 75% <ls

323 C (ool 1S gl e ) AliaY) i Lina CilS ale JSiu g
ols (Martini E et al., 1988) ibaa¥) ¢ 585 o3 (e i (10-20) ¢l 2ns
it Al ) (i jall g 3 (e el C 280 ey culiaa) (10 (15-40)%
2SI GUa s & gasell i pall 2385 (5375 38 5 Cirrhosis 28

s S i 1) (Cirrhosis ) cA...uJ\ | (G2 Lladdad) oda e§m Aic
2SI gl Gl gyl ey Lilali o2 s aad i LAl Gany O 315 2 3ke

Baa g s aa Lo Ual) Llaia) (s giasa (A Al 2



Baa g s aa Lo Ual) Llaia) (s giasa (A Al 2

il (i Ay b sy Caai Al g S0t Lo 5 ST o (e all
e uaedll
Glasiall 4 5 gala il g Jualiall gla gl 1Y) 128 Gl el aal (g
s (lag 285 S Cldl ) (g jad A s g Al g Gand) aall Gl S5 4 sanl
O Saing AT Gl el s (e e o el 5 Aia e Al (il se ) (o (aia el

4 I3l 4 clidl Ll o Ll wl O3 <
. (Edward L.and Kramitt , 1998) (Auto immune disease)
idendl (3 5k 5 3l sl

L;\.ﬂ\ Jad)
Al

B e s sl S0 Ll (plme ala ) (1) ciled s 40 Ao ganall
. el

i sl 2SI Ll il ala 31 (1) ilesd : dayl ) de ganall
Anti HCV olels

rlial) xen

Aala ol laia) Cualai 388 4y jenll 2l g uinll i Tl all 2 3ai g 585
A oiadl 5 Ay ) il slaall 5 il g o sinll g o) e (g 9tad  ia jall
:\_ASS\ ‘;m‘)d'é‘)ulu\ 6L.A»}.\A&\ ua.u‘}” M\edﬁéwfwﬂﬁju@\
(e.ﬁd.AS)&-\A.u}a.l L;)SJ\wﬂo)@\}e\J}Y\wﬂonumM\

MSM} J\_u;\‘u}u\ksﬂ@ay}wukmu&uywﬁ\
‘LASM‘)I_.LIA\"\_.I}..LI\ ) J8 A8/ 3 553 5004 o ooty Juaall Juad 5 (3lall
oaadll gt paldie JS Joa dlashdl Cfia e 0 20 Ay ada
saa) 55 e Al yall b Aadiiusall gl 8 b sl JS g lindl ot g ysdl)
s sall il LA 30

23 gal)

A 3l daall ]

Hepanostika HBsAg Microelisa System:

;e i Teknika Organon 48 & (e 35 3e



Lad i dlas aa

Coated strips

8-well strips

Enzyme Tracer

1 viaLL, 0.7ml

Negative control

1 vialL, 1.3ml

Positive control

1 vial,, 1.2ml

Tracer diluent

1 vialL, 30ml

Washer buffer 1 vialL, 40ml
Chromogen 1 viaLL, 9ml
Substrate 1 viaLL, 9ml

Anti-HCV Enzyme Immuno Assay Kit
;= s> Teknika Organon 48 s (e 29

Coated strips

24 8-well
strips

Enzyme Tracer

1 viaLL, 0.7ml

Negative
control

1 viaLL, 1.3ml

Positive control

1 viaLL, 1.2ml

Tracer diluent

1 viaLs, 14ml

Washer buffer 2 viaLs, 30ml
Chromogen 2 vial.s, 40ml
Substrate 2 vials, 9ml
Blocking 1 viaLL, 30ml
reagent

a,&u.d\ 5\.3143“‘:{\ 6 Sha g.sn Zuubé

Anan A ) 2aell D

t dandl 3,k

Jeainls HBSAE (<) 28 Sl Gus pmdl (oadasdl dativndll ad S5
‘BLISA 4 3V daclial) doulaal) 4y yla

aa5Y) s pen o pdsad S e Ja s S 100 Al o )
3_hadl lae Microelisa strips

3.8 A Positive control ¢« des Sk (100) by

58 A negative control (= Jes Sk (100) by

(Y oy dda p5Y1 ddaii i Y

Aclusad g 237 day pani Al Y



Baa g s aa Lo lial) laiu) (s siun (& Al )

(51 Jlerinaly 5 Sle 3 5Y) Jusad) Slens e ol Qi g eladd) 13y 6
Jas Caeny g Juall

YL dales Ao 55 2laal ] Conjugate ) (e JesSile (100) <iliay 0
3okl gzl (a8 s JS & [anti-HBS-HRP

:conjugate ) juias

No.of strips 1 1
i 3y o 1 2 4 6 8 0 2

Conjugate | 1
diluent (ML) I 2 4 6 8 0 2

Conjugate
. 12 16
concentration 20 40 80 0 0 200 240
(ML)

AcluBad 337 dAa Ho (paand
Jas Caiad g Soila 5308 Jusad) Slga Aol 53 O pe ao )yl Jusiy LY
3 ksl (e JS A substrate 3 S )l 83l (e Ja g Sl (100) <ilay A

3kl
:substrate 3 xS )l saldl juiaas
No.of strips
i ,aY) 2xe 1 2 4 6 8 10 12
Substrate
solution (ML) 1 2 4 6 8 10 12
Chromogen
. 20 40 80 120 160 200 240
concentration

Al Cai Baal g 237 Aa Hh (et 4

J< (1M H2S04) el Sl (el e das Sile (100) il ) »

3 jia
35Ul (Anti-HCV) C 280 gl a s il 3aliaal) plua¥) a3

'ELISA e 53Y) daeLial) Augliall 45, Hha

10 + 3.4 JS A Diluent de Muesters (= J= 585 200 4dbaal o5 )
Jeaall e das Sile

(de 580 200) <l ¢ Positive contrl ¢ (J= s S8k 200) Lical o5 Y
B8 4 leie JS Negative control ¢
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237 Aa a5 AdS delusad (umad

d\.aﬂ.m\_.aj L;S:\:LUSJS{\ Coaad) Ol &l ya @_)\ d...uﬁ_g &AM\ clUazll d\_):m ©
J< & Conjugate ) (» Jas Sila (100) il Taua Caday g Jual) 5l
B ohuul) g 23kl (a3 s

; Aelusad 5 037 Ay (s 1

Jaus Caiaty Sl 53 W) Justll lea Aalis g &l pe )l Jusiy Y

il e IS & substrate 325 salall e dw s )Sile (100) Gy A
3okl

Aclu Ciaisaaly 37 Aialall b i

B8 JS (1M H2S04) <lit 8l ada e das S3ke (100) by Y

Single Radioactive J)_QJAS\ GC—L’-_JJ‘ Gc\__:.d\ JL..SA.LI‘).” UA..AS
:Immunodiffution assay

& sima a3 i) ela a3l el iall L EY) A&yl Chaddi wl L))
DLl a3 C4,C3 aciall s TgA, IgM, IgG dneLiall il g 4IS1)
.Mancini test (siwie

e Aae il 8 anll ain g o daee Ay s 1) pal) e G VY
AT il e Ay gla

MQ\MAM\QJH})L&MJ@QLALA&LU;M\W Y
£20- 50~ da

12-1 (e Al yall BLRY) yiéa 8 Juaddl ciliie eyl g SiaS auay ) €
aall Jadl s Sodium Azide (= 0.15% <Agaros 3 (e 45l
Monospecific Anti-serum gasaiilalal

Ula 34l 72 33l a4 Ao 5o 2Dl A Cimaa g5 Tanes SLLY) ctle] Vo
JgG A Aaclug48 51gM, IgA

5 Sl o Al Al 1 8 a5 laa s A (e GLBY 21580 5 )
oeball Aalal) 3 jlavall Aol g3 j8a IS Jsa

Jm?a&)&d\u&zw\ uaésj\ e Héﬁ)ad\ dJJAj\ dLA’_“\.m\ezdﬂ_g \V
Ban oo i) Jonah % 08 98 pllia o il AGls Hladl A LA S il A
.mg/dL
-2 ebanll aall AL S LA e Al JSTA g gall Aol Gl 48, )l
Differential Lenkocytes count (DLC)
Ayl doals 54 o) Ao 9040 gnie duand o) Yl eql\d,a};)kﬁ@zj: )

Ala e aw) 20 e g daala ) dag )l aalia & (capillary glass)

Baa g s aa Lo Ual) Llaia) (s giasa (A Al 2




Lad i dlas aa

a,'&l.'\.d\ dglaiay) 6 Sha g.sn Zuubé

Al s RlAl Sy jay aall 5 Hhad s &y (5 A dpala ) dag 5 Jleainly X

_:\;JJV~ °

o salls Canl aall Anse e gl Al A2l 1 Y
L8 B3l el Ay dag HAl) jee) €
ol (3B Gued LS iy DW kil bl dag 3l Jue) 0
sbian 403 Vo v awal 5 (Oil immersion) & W dwaally jasdl 1
sbanl LAY (e o8 JST A siall Al Ja g

Heaay)
Acute Chronic Antic Control
HBV HBV HCV
Group
S
N
0.
1 1082.0 oV ¢ YOAY YYA
2 1785.0 YeVYY YAYA A4 AaAYV Y
3 3079.6 YYEY D YeoV € YYA o
4 2276.2 YeYYY Yéyo ¥ Yeo €T
5 1946.2 AaAY Y YAYA A4 YeVY)Y
6 3079.6 YAAY . YAo. 0 Yovy e
me +¢¢71 9 +YYAQ +Y .7V ¥ +YYA 0
an YY.V T \RR T YyieQ ayYv. o
X* X* Yot X Y)Y X YAA

2SI Gl (im0 [gG mg/dl e bial) cpal g oK (5 giia s (1) Jsa
Bl de gana g o g )
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Acute Chronic Antic Control
oup HBV HBV HCV
S
NO
1 114 .4 TAR VYo 1 YYeN
2 200.7 Y14 .4 Y4y .4 AY »
3 338.5 YYyo q YYA 0 AR R
4 221.6 YYe € Yo.V v A
5 Yvo q YeAQ YAV 1 Ay )
6 ¥y YEY YOAY Yoy
me +¢1.74 +YY oY £V T +Y. VY
an Yéo X YYYA YYo A Yy
X? X* YYA X* Voo X* YA

20 il oam e 0o TgM mg/d] e biall (ol s oIS (5 sisa : (V) Jsan
3okl de gana g (g pudll




Lad i dlas aa

Lo lial) laiu) (s siun (& Al )

Acute Chronic Antic Control
oup HBV HBV HCV
S
NO
1 239.8 2129 229.0 YVY .
2 370.5 229.0 383.4 Yat o
3 647.0 479.1 647.0 o ¢
4 479.1 218.4 508.0 YYyAa
5 383.4 207.9 296.5 Yeo
6 647.0 239.8 e Yya..
me +1V.AT +£¢ 41 +VY oA +¥) ¢0
an £7Y ) Y9 ¢ $69.Y YYAQ
X° X°_ve) X*_Yo.A X* Yot

2SI gl e o Tg A mg/d] e lial) Gl s s (6 iasa : (Y) Jsaa
3okl Ao ganag (g il
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Acut HBV  Chronic  Anti-HCV Control
HBV
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