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Hbe HREGH f"%i» HBV DNA& 5 log copies/meLit
RER ALTZ311U/8 Hbe yigpat: s# HBVDNAE 4 log copies/mebLt
KB ZE R

# HBVDONAE 3iog copies/

V%i-j,,,qg@pies/me <7 log copies/me

g O IFN B#iRS  (24~4838) O IFN RHIRS  (24~4838)
® Entecavir ® Entecavir

_ § O Sequential EE(Entecavir | IFN EESEE) O #ZBE=

— ehiFEEY ® Entecavir

Eﬁﬁﬁ’?ﬁﬁ

RS TS ARBRICIE F2 L EOETHUCIEBINS Entecavir
(FR20FE BEHBE BRBIU CRIFROA L ABRASINT 3AROERILICET BRI

B4 35mklt BEMBMFNOAREHIRS 1Y

Hbe Bkt _#» HBVDNAE 5 log copies/moblE
BB ALTZ311U/8 Hbe $URRaH =% HBVDNA® 4 log copies/meLLE
P2 # HBVDNAE 3log copies/

27 log copies/me <7 log topies/mig

‘;HBe}‘EE |
eiEEY

i Entecavir ® Entecavir
| ® Sequential % (Entecavir ; IFNEBSEL) © IFN R8RS

(FRE20EE EBEHBE BRABLUC B0 L ARSI T AEOEELIC AT SRR

integration SBICHESNS 47, B genotype S-TEICEEL TV 5. BEASORTE
® Immune tolerance #lZ. L\Hkdd HBe FEEMEEEMY IC HBe il - MAEORIEICNZ T HBV-DNA 89 genotype

Fv UPOREET. HBV BEILER T HBV-DNA E0OEHRL) DAL CTEED DEANTHD. F/r core promoter z

BHTOH D, BEORBERDCOFHEEFEILERE-3% 8. pre-core ERACDREDZEICERTH . INSIEE

IEFTRIEEMTHD. 15 REBE CIOLOEBEIEET S, REBINEND. INOSDA AT —A—ITHIR . BRI L
® Immune clearance 3. HBV (TR T 3 BEDREGEN D FHERUC DT DNE S BEDIREER LI U, ARS8 AR

RCOBUVEFRDEC DTS D. MEICED HBV mnim THLENEBTHD,

RO ICHBRSN. HBV BIEEENME R L. HBV-DNA 23R

DD, 15~ 3B@IB ELB~15%THBe EOIV/\— SMERNICHT DR
Y3VHRECD. HBe MEBMDIEEERE 5D T EHBL —ROEECPREPOIRFEZNREOIF. BEL e

@ Low clearance #8i%/zld integration #88l&. 94 ILAD 1AL DEEIDI=IC core promoter ZR. pre-core TR
BREDIZ SNBTRDILEMEL CL\ DI THD. HBe HED DEEFEREY genotype ZATT 2T EITERTH D, =it
BUERPZERD A AICKDEESMFRDRET SN, —) RERDBIICHEWNT, ZOEAIN B BEMARNEDD, HBV £+
NICIRRNBEEHFEEIND. BIL. —~BOBETIE HBs IR U7 D SO ERE O BRI S IC T2 TEMB L, ERI
HUER U T HBs DB & DD, HBs FIEDE/KMEE DERTHS, MEZMICIF HBC FE® 1eM-HBC HilEDHiG
[T 1% THD. BOSELLDR, USUEEEDERERSE o2,

UL, HBY F+ U7 DBRBBIEZET. WEDEETS
B0, FEECHERAAICEDBOE TR TH D, FEEA i
DRI Immune clearance DT ENEDBERIC LD H
ETND. T, BEFRORBEOR/IHMO— DG RBIC 2 SE B EMBMETADRBERIZ. HBV EEOEENEIIE - 20
BERECIILETHD. FAETRICED T EBENTIZEL, CHOFREDUETHD. BAENEAHUTT DEEELTIZ.
INSOEBICWVOEDIEFHESTIMNE TS HBV-DNA Dpgtfdb, ALT EB{E, HBe tOIv/(—3 =
o TWEWDY, & HBV-DNA 8B LU genotype HBEET DRUFBRBOUEIETOSND,

HDTEP. core promoter BEU pre-core TR S HGSEE . BEERSLUTIE AVI=TIOVETIVFAEEEDH

ICESUTWD T EPTEICESHCHE>TETLD B, BREED SN A IV AKIT KB, CCTIE#OHsxE
XD,

2

‘ DOEICHIT DiamOEEt
HBV =+ U 7 I(CS(T D E2HT BERBED BEBKU CRFKD AL ARREICHTD
HBV #+ U7 DERBBE. BROSSICOVADEIBR ABROERLIC N D EENFHEIE (RREEE © MIR)) ThE
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BRI K2

| EDICAL
. TREND

BEUFFROIRREE

DHA RSA VHMERSN. RESTIE. BRE3. B4DT
EHBETNTVD. BEETIIERBBTHROEL L.
drug free CERERAGARDE SNBTREEDH D5, B
FECOPHIMBT FOIBRERST DT EREESINT
WiELe DT FHA RS U Tld, 35t E 35 8=
BCATENTLDONEMTH D, THDS, 35 BRBT
(& HBe MRS MODER T 3B P F O I BBIRSRET.
5—7 T OVERBBN G S ERICRET DAEENE—BIRE
o THD. HBe HRRMHTIFRSNICHEZICELERS
ZROTEBBRREE > TS,

—75. 35 mLETE. HBe MEBIETE Y 1L ABODER
TIFRHIC HBe FIRDBRIHED BN &S, ¥B7 0
TEEYA VYT T OVDORBEEIMEEIN TV, S
A JLABDEVSO® HBe FIEIRMA TOME T 0 Y8
DE—BRET O TNS,

BBAYT A VEF—TIOVPHLULERT OB

- BAILED., DREICBT 2 BEAEEAT BT DE
EZZ 5N,

AVy—7Jxz0OYV

AVE=TTOVERD AW RAEBOIHES TREBRE(ER
EHEE>THD, BEBERRICHULTEE O SEREN
TWa. LKL, DEBICBVNTIEFORSEBILERE 6 n B
BRDEETHBD. 1 /5— 7 TOVHHENEDLTODE.
BE, ALT 5B, HBV-DNAEIE. 7/ 54 T7BOEHTHD.
L@ckDHﬁWJbV@TTD??&&%ML<LAF{§U’C(KEE’#%>
NEBETHD.

EERFETRET LG T - A5 —TzOVOBFHHED
MENECETHD T - AF—T OV a-2a ZELER
RERIEALEEEBIMTON G V) 8), HBe MIERH - BEW
BICHBULWTRT - A v —~Tx 0 a-2a 58
PSZTIVBERELRD HBe tOOV/\—Ys
ZEAD HBV-DNA OgtE(EER, ALT EBL=D
BRTH el EDRETN . BIC. HBs IE
DEE UIEFSRH SN, 2T - 45—
TJr0vae-2aBS5ETH o, MDA E
HRUBWIEDS., SBEBGSND2ERTAE
THd. BB SZTTIVEDHBICLDIES
THRIFERS SNED o,

i il lu o)
@>=T7V

SZTIUE. HBYV DU EEBEEBETD
C & & chain terminator & LT HBV-DNA @
BREEZITSCETHI HBY (FBEREBT .
SEISFEIEED HBV 2D cccDNA (CIE3hER e

B DANABEGRD SR2(THRT D T S TEE0,
"o T. SEDVVBBOEEEIAILZADHERTIIEL, 91
WWADETEINGHIE RO T D .

SRTIVOEHEES (1 £LR) ORENRiE. HBe g
RHERIT HBV-DNA BEMEEDYM 40 ~ 70%. HBe HEISH(L
W17 ~33%. HBe OO/ I—Ya v 16 ~ 1 8%ICER
H5N. HBe FIREM B TH HBV-DNA DEE{LH 65 ~
87%ICERHOND. FHEBMEDNELRDSNDH. BT
BRSRIERIC HBY OBEIEY HBe HEDEHE. FROER
ZRH. FTRRCEDIENODDIOEBIUETH D,

RAERS (1 ML) OREDRE. HBe REEAICST
% HBe fIROEOIV /-3 VR 1 £ 17 ~ 22%. 2
ET27 ~ 19%. 3ET 33~ 40%ICBHSN. HBe HilRRg
MR CORBEIRERETHD. UH L. WS 1IL20LEs
BFT1TFTIO~32%. 2ET31 ~56%. 37T 10~
78R EMETNTSD. HITAER HBV-DNA BHS UGS,
BERBAMREIC HBV-DNA P OPEEHE (HBVcrAg) Hiumd
DNTRD UIRLVES). HBe MRS FEIIEAIT & CHEBEAE,
MHED A WABNHRT 2SI TYVRERTE HBV-DNA #
BN 3. LK viral breakthrough HER$HSN. %< O
AITCRBH»RENTHRDBMY % (breakthrough
hepatitis). O breakthrough hepatitis [C[Z 7 FHREILD
BEDHERIND.

TITIVE REEFEZICEDENRDBD. FFRAA
DIET ST EBRBINTND D 10), TTICRIALE
P CERNSMRI D DNNGSROBNEETH DN, BoD
ST RS ADIRABICS S TV VERS TR &IC LD,
P ITZVEYTO ROV E VBT S OB iRt E = =
TNFRE[ LESEDTENRBEINTNG,




&7 TRkl

FPFEREWE, PTFZvO7PFOITHEIN. S=2T7I0&
DOXIWMHENE L, HBY BEMRDOHHOT. DTV UMk
1T 2ERZERIEBL breakthrough hepatitis DiEE
EEUTREBRELDDD. B5% 24 BTHBYVZ2log 5 4
log ETFTE ALT DUEDRYD. MUAIWZHREDLERIE
HBThdH, BLEDT, BilD 3me/d2 ZBAEWNDBICH
AT DMERDD. BHEREE UTEBESHREI SN, mEIV
PFIUNLRTDEMNTIE. REEBEHET DIHENDD.

BHOBRE TR, PFREILOEBTOEBNEWEDRE
TNTWLD 1D 12, BRI, HBe MEBEAICHITS HBe i1
It EIF | £T 12%, 2FET29%. 3ET 43%EED
TWd. PEFRENICHTDIWED A it A181. rt
N236) BR|ETNTVDD, ZORRBEISITIVED
FE<. 1ETQ%, 2ET 2%, 3ET 7%, 45T 18%EiK
HTNTVD 13, DHETIFERRSERTTABTNTLEL
B ABRHETROLDEVERERITOERNSTRICES SR
HDNB.

@I VFhEL

TIYFALIMESI Py XOLUFY ROFFOIT. in
Vitro DEBRTIES I TV UP P FHRE L& DL HBY 1B
MEHEREE L. ST TYVEEDALAICHHENRGDS 14,
BESTIIRE T O BEDE—RIRETH . Fic. HBV
v UTHEOSMEBBOEEGY. HHAS GFICUYFIT
J) PRFOA REIEERT 2 HBV Fv U POEATIE IV T
A ILOIESTHERS TH Do

s TEERRE TR, #BB7FDIFAEMND HBe HIE
B CBUT. 48380 HBY DNA MR, ALT EB(LE
BEUHBe OOV~ Y3VERG, IVTALNL05mg R
SBTENFN69%. 68%. 21%T. STV 100mg
BSBOFNEN 38%, B0%. 18%ICHULTBRIFT. BB
BERERHED o7z 19, Ffe. HBe ERMEHTH HBV
DNA RetE{EsR, ALT ES{LERR. TYFAE 0.5me DiRS
BT 91%. 78%E. STV 100meBS5ED 73%.

71%ICEUTRIFTH /2 18, BIC. 96 BREOEMHMDR
TNTWB 17, ToFAEE. STV VESHTHE. 1.0me
BEBTRENCMOIVAERZELTW 18 19, &z,
in vitro [CBWT I FAE UG T FIREJVIE HBV [CBRhER
BodEMETNTHD 20), EROENTHEENGD.

T ACLEED AV AHIRRE, B FOI57e8E
TlE 98 BT 1%LUTEEBHTEETHDID, ST T IR
TlF2FET 9%, 3ET 17%E ERTH 1821022, 557
UUMMZERIC T1846., rtS202). rtM250V OLYFNHO
EENMDDE. STV EIVTFAEIOIEME EHDC
EDBETNZ 23 24), foT. STTIUMMEI TS
HOBENS LT AEIVOERIFRENT. 7T REILEER
TREEEZ HND.

oA, HAART 2T o TULVELY HBV/HIV SEREE)IC
BVT., TUTFALESICED HIVtES A LA (M184V)
PMHRUCEOBEDEENCENS. TUTFAEE HBV/
HIV SERSEICIIHERSN T 25),

OTED 1 IL A DRE
BEBEFIOJEBESTROEBELDT &G iYL
ADHIRTH D, MDA ADOHIREER. BEOHBY
DNAE, AEDOIRRR. BEB7 LI 8EE. 870
TDHDA AR, genetic barrier KEICFETND, N
FTCWETNTVLOREFOMEHIREZR 1 [IRY 25,
A )L ADEER U breakthrough hepatitis ZR2ZUTWLS
EH TR AF 1 —BEERETRET. COBESTYMHESE
BU. METOT77A)VDRGDEREBRINETH D,

BEbDIZ

B HFFROMAIE. genotype PELGFERZERFUDHETD
DANAENERSFRECOBRENRCEESHELDIHE, &
TICHERFTHD, T, FLLIBREEDRCEERINTS
D. BREFKOBZEL. SBRORTLELTDEEZIOSND. 5
BORFOMBREDWBRREICEE UTOWBENRS D,

£®1 BHRUAIVAROMMEHIRSE

BT FOIFERE

SETIUMESHI
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