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L) 8 garall (ia pall )l aSal agdl daaly HlI il aladinl o
B(HBV) 2SI il (g yd ASualin e 3S 5 Ua (s da g yadl)
A syl 31 e Gelidl el sty 50
( HBV) z3adl &l 3 jaass B b =3 gaill anad JOA (g
Cua alall (g ganll A ) dgilial z3lai a2 &5 (5 gaally Gulaal) e ¢y sl
A S 13 Le laanaad d laga |y 50 Aaeliall cllain) canli ol (i yidall (e
A e JS0y 2820l Capial A3 Je ual o) (5 gaadl 4l )
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dnaa alCie Jiad (Hepatitis)  ousomdll 2SI Ll Gag by (5 gaall

A Gl aga sy pady sl 4 Wl (Neumann et al., 1998)
Caa g addill HLA) okt e 1975 ( Hepatitis) (sl
CilS QY e el ) @S (B)  (A) eesondll 2SI Qilgdll e ) A
(B) g5 ool 2SI Qlally (A) g ool 2SI Ll
.(Purcell,1994)

Glatia g plll Gy sk oo sale (Hepatitis) oes sl 2SI Gleall (o pild Jany
os sl JaEn) Gl GuindlS dmia e Al Gob Gk oo Jiiy M a0l
Lty e e i LeiSly @lld LI Loy A0 LU Aladl Y1 e 53V 50 e

A5l dzadl iy o 5SS

Lass 50 & Ao siall (Hepatitis ) (osomdll 2SI Gledll Alias & 538 o)
Gld g Jae e Cadd i e Legae g8 (Hepatitis ) oesnll S Ll
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LagdS 5l Sl Uy o) sl cadi () Caldaal) diles (8 ) sty (g Lguana
Al pa cliel o e g .(Purcell, 1994 )
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. (Blood Transfusion ) | J& &¥la A 1 dasy Leblle 5 AY)
5453 (A die IS (Organ Trans Plantation )
1992 ale i gyl 2SN il ALaY)

(a9l 28l Glgally dbal) 3ae 4-1

- AU sl o g a8l CAUAL o g ydl) AT L dLaY
Lo e iy ) il (i L Ll (A) (sl 2801 s
VA ) Axaiay 43 Lo V) 8e g gl i 28 (B) (guns_l) 2SI il
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Al (e JS cun o) 4S5 ASH LA Cay (B) 2SN gl s
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Thimme et ) La e gy 5} s saad) &30 o S 131 Le paad] oo e lial

ool Jaall adgad iy el il (ymgad () .(al., 2003
. Lengd b baeLusall Al )l - 3ail aladind & ¢ (HBV)

Gl 5520 5 Ay pdall Aeliall (i (g 8 Jie A gl CLLAY) ClSaaling
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oagoall dlaall = 3lall Jedill ¥ aleall Jaaaty Gl Sl ja Bae Ciedd
L Be iy (g yadl) E\l’t\ ‘f EM\ L &J\ a) (\) GS}Q.'J\

(1—-¢)P1 (Pl
(1-wkK (KVT) , Z Alelyy (5 932l

sl Coa gl dpulia il culS

(HBV-DNA) (s Je (=ilii (3)



Lalall clilyll Eq.(1) sl s axall 23 sall a5 il (4)
Lo el

gl ety (Al (el e (o el Baradl) Bl pad 3 N

. (Ribeiro et al., 2002)

Jadii bl e ae )l Je Lasll BIAN IS ol 3kl sda e aa) Y

e Bl LAY 13 Alad) Gl LAY axe e Blial) Jull 5 o) sl

le) @iy Janas Cinan Adlaal) z3lalll o3 ol (e il e | A duliadl

Aol Alaiu¥) (8 5 A 068y Ol i 5 Aliaddl LA (e

Galy &) Sl dlbadl LA #3le aae 44l Jadl, (Lewin et al., 2001)
Payne ) 4adall Al meia A, zlall a4 g il GLSdiall B 50

R 3l 83 sanalle 3IN) Akl s jall g5 (et al.,1994a

(Al LA (s s ¢35 Sl

(Payne et al., 1994b) .
LoD & g gl Jama 5 ddbisd) bl Bl oS | 2l UDA (e dalis
O 558 Abay dadle Ll e silsall W yud Al g Lliadl) 428
alie 7350 13 Vslu )l ol agd Gaw a8 Glly 1 4 YL |4 laill e



o2 Ly pall Baase Clily sl Aagi Jyghall (gadl e
(B)() S gl Al ol (1) sy a i

A8l rigal b caagd) 404 1-2
el ulall 138 5 saall 35,0 day (gl 3855 (8 Plaaa)

Agpdall Aclial et gy Al
(Perelson et al., 1996 ;Phillips,1996,Stafford et al.,2000)

ol el ol WS (5 ) () W) sl o anll el ol e
ool OsS Cua () IS (Sl ol Sl gl gty Baad) (5 saall B
Ol (o ) (50 (90%)
. (Chisari and Ferrari,1995;Guidotti and Chisari, 2006)
35 O Sar ¢ Lala |50 aali Beliall Blaiul) o s sl 18
Aalad) i adal A e Abadl LAY 2o LI Lelid) Alaiay)
Sl gll 5 gl Sl SET B, (cccDNA)  (DNA LY) oo Jind Laaliss
AN LA J8 )l e gl e A laall Aad) Jaad Al s AV Ay ) Sl
(Lymphocytes) .(T) dasialll LAY Aol g3 uwtd ) JSE Aliasl)
Thimme et (hepatocytes ) J3 dau) s daclidll LlaiuY) (HBV-CDS)
LAY Jlagial 5 (SN 2asil) e Sl 3508 8 (e Laimy 523 2% L (al,2003)
(Summers et al., 2003) .Aseliall 4laiuV) Lehiss Al L3RIl 408l
Uyl Uil g ol el 20 RSl e Jalial e aas gyl A 3Y1

- gl ST gl
isai b Al LAY IS e Shoad Felidll cillainY)
471)..3}.“3\ Q\.}\,}.ﬂ\ u.aA}S EJ.JJ#\ CJ\.AJ\ Y . ( )

2l b Aol At 0 (e il 5 Guadlll m el salall (5 gaell

Easalll ki 2-2

(T) Ll Lol e LOAN 6 4plSe cileans dused
c(12,12) Ulaw (usos (V) WA S 2SR e gllile
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(T ddagiadl LA mjéjg_aw\)gé‘)m\ O U e
. T max (r)JW\dm@A\@@uaﬁu&Lw

Gosll paeall diad & dds Al asll el el canay Ladie
oS8 el adlyg | (cccDNA) Glae g Al aaly e LA A g il
(Tuttleman et al.,1986) (cccDNA) (50) ) deay AL

¢ 32kl (g ga=ll Ehlas) ¢ BRSO Hlise Canan ;umﬁ\ <hasy

(I1)  (ccCDNA) (e 3aal 5 Aaust ae Gl Aliaall LAY (o (i iiad (o
Jaae A leaaliil 2L LA (1) . (I2)  (cccDNA)
ilel) 535, (3) 05 (1) (T) Jones i) e Ll 5y 5 (KTV )
LAD sae b G 5 (r]) Jones ssanll 2ok ) L LDAD) Jlass Y 3l
(12) & JEBY) 5 pas (ceccDNA) <l si Gasb e ) Aladl e
B Qi) AglSal & Llan 32 <y ¢ (2)
2888 ) (Sar (CCCDNA) (e 22 Fowd 2 WA, (12) (1)
- LAY ae plsud) dae ) JEsy) csUaal) Al

(r2) s Aleall o3l Jass giall Jardll ) (== 533 (cccDNA )

Go sl A ¢ Digaall b pia 4a B Ll (T) (I2)

to L Abaall e LOAN IS dliLee 48 phy IS lad) LAY | (pulad)

(e Bl dAdhy Alas saaly Al A L (1) Qs adn Ladie &l

L)) S5 a4 Y (cceDNA)  (cceDNA ) saalsadi 5 ¢ (cccDNA)

5 sl JLay) Gyl e (1) WA 2o il Y Jull s B Al ol

. aelil ah Alad) LIAN alile e IS, 2 dlbad) e WIAN axe (K
(P2) (P1) &Vama 8 g pb Wl b AdA (UE) Jama 45l LA

(O s Il e () () S s

de ) e s siue lllia (g gl dga g 2o B ) daw il A
oAl Aadal) ddass) gy Adaliey ot 3 yi5el) LOATN CatDlu o) LOAT dnaiil)

(DE) (CD8+) (1) WAl i ae (5) G358 S, ()
Lold o4 dlal¥) die, dpatuall LIAL 0@l 3 ld Jae 8 5 (HBV)
LR Ll 5l mews WS Aladl WIAN ag 5 delial Llaiayl




C bl Al Gl s A el WS ¢ Akl B gl G (CD8H)
(Webster et al,2002b)

(F) Clumial) aawgis  Jondi 8 alil) cdy oo ¢ palil) 1 23 5a

daall LAY axe o ading | (T) sl 8 sl aous i) 5 3pliall Jagdiss

: O (b b gl Al 3A) aa (F — 1) sl 85 5i5all LDAY

Lo il dasiall LAY G 8l acaiisall aje 5 sl dadladd o 330
A A sl AaiiV) (e LSy a5 Lelamdi Callaall g3 & 5 (CD8+ T)

& JalS Sy dpatiadl 3R] 5 Bl cuniis LIS G e &l Al

5 sl LAY e diia 5l L MGl LA 28 ol
Ll s g UDIA) Gl s i LAY 038 o 58 Ledie Jadd

) Y alaall U (e 3alall (5 gaad) CiliSualig oS5 1S

T+11+12
¢ 4

d
d—='r(T+11)(1— )—K + pll11,

di1
Fiie KVT — (p1 + z)I1 — pl1E + p2I

dl2 ( T+11+412

— =rl2

+21—p2I2 — p 2E,
dt )Z P H

Tmax

dv
— = P1I1 + P2I2 — ¢V,
dt

dE
T s + a(ll(t — r))E(t — 1) — deE,

A g sl i) 3-2

(ALT) Sl i) 5 Jeaadl Cld¥) aal 5 (HBV) (55530 (faeadl bl cuilS
o e dans Jias e lgle Jpasdl o3 Al (2SN LIS Gge (e d83le)

(Webster . (HBV) daad) s ae dla lgiWL
et al ,2000,a)




L5, (a) (o) ot e L Vilaial 35 Flal) 8 G g i) & gaal

44y yhay (midly (HBV) . (HBV DNA ) (10)1
(1 S ) W)y el B s Lgie QI Y oy g ) hall 4008
(HBV 7 ) (1-6)
(Webster et al, 2000a,b) .
daleall Jaas

& Aoal Ala oy e g e Glaleall #3003 (e AV all) a2d0 ol

e e lA a3 K()  (PLP2 ,z,W,T, pl, p2,0 ) Ay A

el 5o sliad e S e s ) (Ciupe et al .,2006 ) .
el il AN 73 g Jumil e siall cilalaal)

L) gailiil) 4-2

ol a5 ¢ uda pall IS (8 gl Jaadl (&) shall AU G gasti Jad (e 2
(1) Slaleall 2y Jassy CaBlial elllia by sill Jumdy
o WA L abiadll LA 8 2l ) Jama o) (S Lae (a all (i (P2)
o Slug il 2U5 (1) (1) O JEBY) Jaxe Jau sie e 43LEE (puliadll
(I1) Caall 8 Llad) LAY (e S (1) Caall L8 Abad) LDIA])
(102-+81 / 0sot /AdA [ as)  (213-4157/ s/ Qs a )

LA & gena (30 (97% ) & ool 3500 (& Lbaall LA (e ¢ Jaw ie
Ja sl e LELY) | (CCCDNA) (e 3a3xa fusi Led dliaal) L3AD 4l ae 2Sl)
) (12) (1) el e JE) Jare 4l S QA1 Gy el sa
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¢ Loss (43-11) Lo siall (3 (555301 Gmanll Sy sise 38T (HBV)
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(Gilles feutren and Bach 1984) .2l 431 e 4Ly ide s
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