FRi22FE 9 A

Table 3. BRI AOFERELNE

1. HBIG® HB 7 7 F |2 & 5 HBs FEflOMER.
2. BT usEOFHRS.
3. lfii# HBV DNA O EHREIC L 2 RHREA.

HB 7 7 F ¥ ® & T HBs Yt ffi D HEFF 437 fE 1S
LoTnd, BRMICERT Fo/EoFliks %
T, ZTOHHAB Y 7 F >~ T HBs Puibfli & #H
ToHHEELH .

BT a7 EDOFBS1E de novo B BIF &
DFBFIEHTHHLEZLNTWE. £/, F
BERAWERA B RBOETH L Z L bENR
TWEHTHE. LiL, EfissE< de novo B
R RO FHICRBREISA 2\ T L R KDORME
HTohb. 5% BERTIu/EOFHESL—
AL T 2 - DI RS R EBEIL . £0q
T, de novo BEIFAERELRTWEEEZ IS
R L, BRAMNSREsMLSESZ LF
RICEELZZ OIS,

De novo BEIF#MHEE L CEHMICMF D
HBV DNA z#lE£L, HBV OFEIEREIA SN
BACTHET7 a7 ErRS5 35 HESRESR
Twa, ZOFEDEILR - 725 Hu 590
BETHS. 61T de novo FABE = 310K
LR EIEHALT 2 T HBY
DNA M THRELZ Y, ThhS5FRETI10
%I HBs UEP BEEILL, S SICHRETI18
BRI ALT EAX LR L THFRAFERT A L %
HoMz Lz ZToLHic, i HBV DNA A
Lo TRLHEERIET S E TOHMIE+
FEVWOT, MF HBV DNA &% EfMiICRE
L, BifE® 100 28U - TBEgE7 oy
ErBE5TLFHRERELX LA ShISHL,
Liu 5¥3B®R7 a2 FHNICARE A
PEBAOmMTRENTIELZVAEREREL TS,

HAT® de novo B BFRICHT A M RITEAE
HEHEOHEZFHLICEDOR TS, BERE
KEOHENHFZZPLE LTES R [HRIER
fill - RSB EIC X Y BET 5 BETFLAS RS A
FS4v] GEATRADEH TS Y. ZoxH
A 34 yOELiZMF HBY DNA % REH

@
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il - LRk TR RCEL 12 A, B8R
HEL, HBV OFBENA LN RE A THEET
FurEERS5TA2HETHE. 2, OWNEK
ZHiIME 2k — P TREES ARV HEETRO
WAREEZPLE LS V—T R ETITbRTE
Y, mMHP HBV DNA ZE=%—F5HE0OFR
IR IND0H 5.
BhYIC

P, BEFROBHEEMLIZOWTHENL. E
BOBRIZL DRV, SHLF LVREHES
bR EENAR SN, EHICIhDORMEMHE
A3 2BE&3HzseTHIsn5. BREFEERE
AL T3 BT F OREDHE S L2ZiE D
¢, BRTETS LRIy, TOREELRL
Tk, 58S 5% b EES L HRRIES
DETHE.
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3T <& { ®#% Recommendation & L7:.

aVEVHADBRELRD, TEFYAVRLLRE
LTI, FEFAFIA OBERRREY AT
PRUAE: LolViNa-rk ADPAN

1. BEFFH 1R (HBV) B OE KA
BREBOFRTIET ¥ ¥ AMERRL Lo lBtkE!
BLVOT, BEOIEFVALNVHEEINIZY
TIHDHEORFREL TH A, 2009 ££12 Hepatology T
BRIFAMFBEINTED, CZIZBRBRIZEST A
IEF VR VANTEIER XN TW0T, 2HE
TiRohi vk, Zo5EOERILT oML Th
2. Levell BERENR L LBRERNLZ 5~ FF3E
T, ladEF v ) 7TONENEDHBLI D, 1b i hdE
VDIt 5D, Level 2a IZERBE Toak— b
%8, 2bixaFs— MfROPTOr—R -2y bu—
VRS, 2c iy —R - 3 ¥ bO—AETRETH 5. Level
SITERIRECHEMEL 5.

F %7 O%:EIZ, ALT fi, HBe $U/f, HBV DNA
B, FllshaaEkErs, ChiERACHMTEE
LAEEETH 2P, Tablel iz h o0l R7.
I, ThboomBlizgsncEtTscistmon
T 5. GUEBEN T, BV BEILERTH S ALT
HERERET HEBFRCOIEEIrREOREIIET 5.
BEHCREL:EES REEANEIBEN~EEK
AT THRLDO,

HBe HUERB OB IF 2T, HBV HiRICB<EE
OREFISHFR ) FRIFESI LS. HBe HURRN:
DEBEFLESERICREL LFEE~NETT 20, £-<
D BETIE HBe HifbNtoa v —Y g v LIS
FrY 7LV RBHIEF YA LNVOEN
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Table 1 HBV ¥x YU 708 (XH4 L hHE)

- e gy
e LEs DNA HBeAg HBsAg cccDNA

REREFH - 8-11 + + +
BYERT & BE 6-10 + + +
HBeAg &M Rt

BHHE L 38 - + +
HBeAg Btk EH)

FEEEEX ) TH - <4 - +

gL

-+

HBV DNA : log copies/ml

(Level 1b, 2a) 454 & HBe HIEME LR 2 BHT 2 &,
ERTI6% %2R0 HBe HiEO DIy N—U 3
VEBEETARTELTIE, 8 (Level 1b)®, ALT
fli (Levellb), FEOAMEE (Level 1b)7Y, #Eix
FH (Level 20) PP EFRJE I LTS,

HBe UEEMIC 22 &, RUTTFHIRENEEZDL
nTwik L, BE S FRAEWHEIRE
SHEELFEHO—2 L LTHEIN TS, 2O HBe
PLEREHEMSF £, HBe UE AN o N—
¥ a ¥ LT HBV DNA EHMETH T BYIF £
BETa5ae, BRI vV T L7248
FEOBRELIEZ25E68H 52, s LTI,
HBV DNA E i3S EOHFE TEE) L (38 log copies/
ml), BRI L WIFk 2RI THEmIH 5592, T,
Z OfF 43 HBe PURSEEEAEBRKRICE Y B SR,
RS R FE~NET LT nEHE Sh TR 55,

FRELBETZRFRISERESh TS, BE
EFLLTiZ, B (Levella), B (Levella), FF
BEHD (Level22), REEDH Y (Level 2¢) 72 LA
ELARTWEDY 9w VARFELTE, T HBV
DNA & (Level I BEETH A, ZThid 358E~40
BULETORTEEZ Z2LENH LYW, 204, HBe
HEEELELRETHS Pre-C, CPEE (Level 22), &
{2F8, ALT{E (Levellb) 2 EFHMESN T,
BERNTL LT, CREFRYANVA, DEFEYAV
A, EMEEREYA WAL EOEHEBEYE (Level 22),
LB (Level2c), 775 b+ ¥ (Level 2¢) % &8
EXNTWAES  Zoff, BLE, #HRHE ol
ELRBEEhTWws, BEBET7rusEh Eo, HEC
X BB BB 599,

Consensus statement 1:

- BIEFSSER T2, HBe iR DHEX LW LR

IN—=Ta I, B DBEIFSIZIERET 5.
Ll, DA NABFTHICETLEW, FRFEE
BT 2 ENTIRRIZHEN AR L, FREDBRE
PRENDTHENBETDHS (Level Ib).

i F v V) 7HI TR HBV I 2B EORIES
EAMIZ2 ), HBV OMBERERNICGET 35, Co#
2, FREEFLLTFRBEIBEVOTTFRIIRNE
EZHNTWAMEDO i, AREETZEEED
REMENC L b BRFAOFERANKGNEI LIS
5O THRABRBRILETH L.

JEESHX v ) TR EA L% — BTt HBs fiUR
PEEMEALL, EELE 2299 2oL, FRids

CFFEBELENEZIRTVE. LIL, BEEPHF
TZE 0 HBs PUEE LB CIX RSB IS T 2 I EAUE
TH A9, %7, HBs HBUZEMEAL LT H RO
P2 cccDNA OFT HBV 23571 5 0T, HBV 3%
SIzHBRI N EICEE SR

Consensus statement 2:

2.1. BfroisiETid, HBV #52icigd sl kit
WETHS (Level 2a).

22, JEBREF vV 7, BEHO PHRIZRIFTHS.

LBL, COBGBREIZLZ->Td BEREOBGHERE
BEUOHEEORER T ETELR O TEMN 8
BEEIBETHS (Level 1b, 2a).

B BIfFomiEkibit, EEIHES v T HS0F/E
HAk L, BIfER], +7%b b HBV OBE&EED & 0B/
LA H 2D, T, HABATHER LT 220 H
5%, BELRENHEE) BRICL LD OPRIEN
HrhoTWwa. Bz, 1Y 70ERIFLED
BiEMH L ABICEEL TV 2. EEHD S O/EE
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BAFBAES D ¥ Y A 2000 | B BFRODE & b

1t T3 5 De novo FFROFERITRIEIHOBE TR
h, ThFFWELSEI )L, AFRIIERESD
AL, RHIZBEALT 5 L FEERIIED TRV,
oD, MorOENLEIESLETH DY,
Consensus statement 3:

31, REBEMENCE D, FFEEEF vV 7 R EE
76 BEFFRDOFFIGHALIEZ 3 2 L5 5 (Level
2a).

32, BRI, BSEHEDERIER RS & o
7= (Level 2a).

33 BEFROFBEIELIZERENL L L DERLHIE
ZEETS (Level2a).

Recommendation 1:

BRI 4D #TIit, HBe JilEDH LWL O 2
RT3 VIEPE, DA NVABD TR LEBTFE, &
NEICH FFROEMLEBBHECIBRDIFRL T
3 (Level 1b).

Recommendation 2:

B RHHEDGEAREIFEHRF vV 7 2 EE
Wiz a2 Ths. 2L, COREILESTD,
FSHELE & O REICH 33 AR5 T3 (Level
Ib).

Recommendation 3:
RIEWENZPES FER LR ER LR ET AL
38, FHoIDMNEFLETHZ (Level 2a).

2. HBVE=TRILRERE - T
HBV &{zTE (Genotype)

HBVIZ ABEDL JHITO I oDHEETFE (Geno-
type11& C OHE) /S h, WIRNEREMNFET
3. Thbb, Genotype A IZFKKR! (HBV/Ae) &7
Ty 7790 HE (HBV/A2) KH5E SR, Genotype
By 7V 7H (HBV/Ba), HA®E (HBV/Bj) IZHH
(subgenotype) HE X Tw2*®, Genotype C(HBV/
ORER7YVTRSML, DIMI—nv/s, T7
MAYFIZLEBATZ)AIZGH LTS, ZLT,
Genotype F, HIZEHFRERIIHAL, GRIATEOL
ZAILK, F—avrs, AEdoFHEIN, D Geno-
type & OEBEAEBRIGTH S, R, FVOERFIZ
v Genotype ] RNV AT EMECHLBEAAL D7
BEXhiz 29 LA-REBITICL D, HBV Genotype

4] : 245

DOHBHFHFH S L2 Y, HBV OBEERCER
PEKRT B LML & o7z BT TIZ, Genotype
L ABRNERRES(CHMESRTEY, Zo&E
FRSEOFEHESHSPICERTNEEO0
B TR OFEBE L 7 OBRR

B, BEBRERHMEFRITIZIZRATESE 2o
THy, EFTAIC L2 HBV HRBEH TEEICRD
L7, ULALLde, B 22—V HB I I F ¥
BEHENLTWRVLHIEICEWT BHaEFRE
THRguEL LTl Th Y, EREHEOMEMR,
HOSBINELEELTWALEZ OGNS, BRE
WwIZ kit BRARRRICBY 2BEFHOSHIZEL
Tit, R BRERFERBREIIBWTIE, SH02%
Kif) LAFELLZVE SRTWARETE A (HBV/
A) OHEFBEWI EFAREINRTWEY P, Orito
51k, 2ESMZLRBE LTV, 1982 F5 5 2005
£33 TIRBITTERTH - = 485 B TR 1T o 729,
HBV/A, B, C n&l&IZFhFN 19%, 12%, 68% T,
B #EMFRBREICH<XHBV/A 0FEF w4/
PNcET B L EECOEMIZE VB o TA,
iz, MW T HBV/A El&» %<, BERE LT
BABMEROBEORM, HEEDL L OREEY
OEAARBEAIN o TwAZEREZ HhA. LHS
iKkal, EECOEMEESL LY, BEEKED
B BIZMRF I B B 2006~2008 4T D HBV/A OF
B T72% LBLANEZRRE RS TWAEY, 20 HBV/
AIZE 2EHMFLOEEEL LT, bYFEICEFET
2 HBV/B, CICH~RT, HFEOREIZERW A, BEEAL
HroiREBRLETITEESIBVEVIREND
no~5 HRENCBWT, HBV/A FSEET 2 Z LA
BXhTWw3. EB, Matsuura b3, 2005~2006 i2&
B 16 fEdc it AafsE <, B BMATEEEH 1271 flics
Iy 2 HBV BIEFHOFRAERTo7/2& 5, HBV/A
7% 2000~2001 SE D FEEF & A~ 2 £ L (35%),
BIETRGHN 2 512, bHFE D22 T HBV/A HiZ
FTOIERFEL, APRECIDEELTWEIL
DR S A,
HBY genotype & fREEER

7ITIZBWT HBV BREITRORKOER L 2o
TWwa, 512, Hih, B FEELREY, B8
AIEFTHBD®, 7I7IBHREDIR— M
FeRFEMI—T IRAFFEIZ B VT, HBV DNA L&,
27 7uE— 4% —ER®, HBV Genotype C (%12 Ce/
C2) PR LAEAFThr LBmEINL T
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29 BRI, B4 VW AED Genotype C BE DY X2
BELBW. TYTBATHO2:— MIEEZRTAS
¥, 7 5 A J Tl Genotype F, B8 7 7 V) 7 "Gl Geno-
type Aa/Al BFHEICBE L Tw 2 L3 aENA LR
B9, —F, A4 V2B A EAFR T, Geno-
type Ae/A2RBGEE O BREBRIIR S RIFT, B|ALT
IEEALER U HBY DNA (b3, HBsAg (HEENE
BILEWS,
Consensus statement 4:

4-1. FHD B BRIt #TlE, Genotype A 298
LTW 3. Genotype A 1212, BEAL - LT 250
FEONBI, T A AR YHIETE 5 (Level
3).

4-2. B BRI 2P HIEIRTEF + V 7 TD Genotype
A FEERTH S (Level 3).

43. Genotype CIt B X ) PEIE N (Level 2a,
Grade B).

44. Genotype A i D X V) BB REF (Level 2a,
Grade B).

3. TR EREIREE

BREIFF#EY AL VA HBV)IEDNA T4 VATHY &
FOEEIBEERENH Y, RY X7 -VICKER
XLV EEFRI LP T BRI EEEE
F 1) 7HhLEERE BEFE> SFEE, FRE
BA o RBEAEL, ChbofBREICREIET,
BERFEELICYANAAFRECEELTW S,

B #F#nHARIZBWT, HBe HiEDE T I /38—
VavRFROHEBLL V) HTEETHS. HBV
DIEFEET 24 HBe MUREE DB A LIS, precore
EIHD 1896 BHOBENG A 5 A IXED 5 (G189%6A
ER) LK) MYTE T v hLEEIFYIRR
) HBe PUBENFBEES L Lo/ )% a7 FuE—
¥ —4E O A1762T/G1764A % £ T precore m-RNA
DEENET L HRe HENEAFERTTAZ LICLD
HBe Hithk~tua v )—Y g VA3 39~ HBe
PR MED & HBe HLiEHEICE D S &, M HBV-
DNA o G1896A Z&, A1762T/G1764A BB DD
BEMLO?, ZheBRY{ VAIRRERERZERFLF
FOERIZES LT EEND S (Level 2b).
Consensus statement 5:

HBe HiEDEEIZIZ, Va2 7PELa FIER
(GI896A) & 2 7 71 E— 5 —FR (A1762T/G1764A)
P LT3 (Level2b, GradeB).

51%5% (2010

SRR O BHELHIZ 1 G1896A E1k o F Uy EBRE,
Al1762T/G1764A EEN B b5, KBV 2 BIE
FRIZECHLOERNES LT LoENEL
HHND®  JF4E Genotype Bj & G1896A &1k F ¥
EENFEELZRFTHBLBEINTR2™ (Level 3).
~%, BREPSELTLAFERATFTCRZVERY
BEIRE SN TWAED™, Z D& IHIRIZ L 2 Geno-
type DBV, THbHIKTIE GI86A BREEES L
124 > Genotype Ae 2% { , BZ L9\ Bj 342w,
T HEE L TW AR H B,

HBe fUEBHEEREM * v ) 7 TREETFEROH
BIREWD, FRE2HRETILELAOERNIEL, B
a7 FuE—% —HEO A1762T/G1764A BEIENT
RBEICHST A AELRETCHL LHESRL TN RS
(Level 22). %7z, flZ pre-S EEFORBIZFEE~
OEE, FRECHELLFELRTTHIEHMES
hTWwa¥ 9 (Level 3).

Consensus statement 6:

BFRERIza 7 7oe—5 —RR(A1762T/G1764A)
gz ZD o505 (Level 2a, Grade B).

B RF&T 7 F yEEBICHBEESR SNAIC L D
PboTHERECLBTRESCHFBREZIZL B
RFRGUET O 7)) 2 EE Lk o
HbsT oA VAMBEEIFEOBREELEMARY
THBs &H (s) DHLEREETH S U5 FHDOT I/
BRIV VO TPAVF =V EDLLIBETFER
(sG145R % ¥') # %3 % escape mutant 35 2 LT
VWM (Leveld). ¥ 7, HBs BHAFEF LRI AT —
PRIEFHFER->TVWBIEDS, BR7Fu/78H
L 2HE) AS—VREFORELEEN, HBsZEAD
PR R 2 D RMARE ST 5919 (rM204V
& sTI95M 7% &),

BBR7 /78 oRBBESICEYR) 27 —¥EE
FEFOHFEEER i) ¥ 27— FI 28R HEOEE
FER % E UEHME Y 4 )V AHHE$ 5. Lamivudine
(LVD) TR IR ) X 5 —ViFkdui-o rtM204V/
[ 24T, rtL180M 2 & ) B OEENR & 1310019,
Adefovir (ADV) THEZE 21 riN236T, rtl233V, rtA
181V IZH 1L 219718 Entecavir (ETV) 1 rtM204V,
rtL180M ol % T rtM250V, rtT184G, rtS202l & Eh
DD ERHIEHT IS LT 5909 (Level 4).

— 899 —



BAFBEAD Vv ARHE 2009 : BEFLOBE L iGHF 43 : 247
Table 2a BEFHDI B4R
o v+ % R Number Statement Level Grade
arkery4al BEFLEEMTIE, HBeMBEOH LR LTI {—  Levellb
VavizfEw, ELOBEFRILEEETS. LirL, 94
WABSETFICET L, $23BLERATHERTIRE
iﬂ%g&ﬁ%ﬁ L, HFRECEREFBVOTEENLE
a2 HR 21 RATOHETIE, HBV 222 HRT2 2 L IXEBETH B Level 2a
ave st R 22 FEBHEFY U T, BEMOTFREIRFTHS. L2rL, &  Levellb,2a
ORERBIL L > TH BEFEOBEELS XURERD
MHEREECELZVWOTENNLERBERLETHD
o IV A B SR S | GREDFICLY, FEFHEFLVTEALIEERAPGBE  Level2a
FROBEHIEPE-Z DS
Iyt R 32 EgEo#FIcEn, Bt bomRiENE{ ko7 Level 2a
avEVHR33 BRFLANEIGHECRBEL R COEELRELTRLTS Level 2a
e ytR 41 FHHOBEEMF LT, Genotype AXSHEML Tw 5. Level 3
Genotype A 1212, BE{L - BHALT 2EMAFROAZY, H
TANAEEICEWIETE S
oVt R 42 B%ﬁﬁﬂ?%%’#ﬁfﬁﬁ* + 1} 7T Genotype A A3 HN{&EE] Level 3
Th5
IV R43 Genotype C i3 B & ) FHEE W, Level 2a Grade B
vkt R 44 Genotype A 12 D X 1 HAEREIT. Level 2a Grade B
avkvHR5 HBe iEOELEIZE, 7L a7ELa FYER (GIR%A) £ Level2b Grade B
A7 7uE—¥—EE (A1762T/G1764A) HHE LT3
aveyHR6 FaERplica7r 7ut—% —ER (A1762T/Gl764A) *H#  Level 2a Grade B
El@Bdhohd
IVEVHR 7L HBs iE&EA (s) DHFEHEE (sG145R 2 L) ORETFE  Leveld Grade C
Bizkh, BEF£Y 7 2 HBIGHR 51 2 escape mu-
tant BEL B
e VYR T2 BRE7 o rBEE5 L ) EHRRNAHEERNEL S Level 4 Grade C
avEyHRS BE7Fo/EB I A VZAEOI L P —LIZHREE  Levellb Grade B
PET3€2
vyt R 9] HBe fiE Gt o BRIBEIFRIIAT 2/ vy —7=z0 v E#  Levellalb
3, EiGEE KB L, HBsHEOBHEILE, HBeEOEME
1L, wary—Y 3 V¥, HBVDNA Ei{bEE, ALTIE
ELEREFRICE . 24— QB FHOEHSFICL Y, HENE
A o o
e UsY A 92 A vy —7zuvEEIIIsEuay A —-Taid, 80%LL Level 1b
LToEFTEERRET A, RATALNS HBs EOBRE
LR 7 7 ATEHTH S,
avEyFZ 101 HBe iERMD B RBEIFRCHT24 5 —7z0VBK  Levellb
gg HBV Bt b5 T4 S Bt 3 % 0 & 50% R T
Ik YA 102 HBe HiREH O BEBHERFAICHT 2/ 5 —T =/ iEHE Level2b
Tix, 48BU LOEHBBICLY, BEHEIMLETS
arE A 1L 4 v&—7zurviiEL FEZE~ORIT, FAREOREE  Levella
2RT 2
ayertA112 AvE—TurvihEl ERTHRIRETS Level ib
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44 . 248

F B 51%5% (2010)

Table 2b BEFLEDYV 2 A F—Tay

JaRAy5F—3ia ¥ Number

Statement

Level

Grade

yaxrryyr—varvil

BHEF£NZHTIX, HBe WEDHEL W Lo Y
N=Cavizmi, YA VAROTHRETE, Ihb
) FROUEHL ERBBLBHOBREL 5.

Level 1b

JaAVF—ar2

BRF &0 @EZERSES v U 7 TR EEHIC
T2 ThHD L, ZORBIIR-TYH, FiEH
15 2 R T 2RI R T A

Level 1b

VA F—-ar3

EMFNIC D BEM LR ES L RBEET 2 2 L 9%
{, WoIrDOFEFLETHD

Level 2a

NaXyF—va vl

oy A N ABEOEAL, MEELEREFEETAVA
BEEOHFICESWTRAEINLRETH S,

Level 2a

Grade B

NVaxy7—ar42

oo 4 VASEIL T 4 v AREVCITRELAET L
TEMICBNTRESNDENETHE.

Level 2a

Grade B

VaRrATrF— 3743

BReE#: (H LWTRER 61, Mo 4 LV ABEDEADOR
EWERTHS

Level 2a

Grade B

Vaxry7F—arh

&% B A REZIIH T AT 4 VARBEOBIL - Eif
FTORBBRRIEEELFRELIBREOREIINL
TREEINERETHD

Level 3

Grade B

NaxryyF—varé

BEESHFEROKBT Fu /il & 5EETI, $EE
YU ANATHEI LA TETVAS1EREEZ RS,

Level 1b

Grade A

JaxyyF—av’

LVD WiftEm B HENBH TR AN LTI ETV, 5%
Vit ADV ~® switch i L, LDVLVD + ADV 08
@%ﬁf%m&oﬁﬁﬁ;U%ﬁﬁ%ﬁe&rﬁﬂk%
P .

Level 1b

Grade B

VaXyF—varv

A V¥ =7 2uVhBENWENPHE TR LD, FEE,
ALT EA B WH, MEFHNREOCRENE A, M
HBVDNA B4 72\ fl, genotypeA, BTHa. ZhbD
FEBTCIRA vy — 720 BEERETS.

Level 2a, 2b

Grade B

Jax —varvyg

J
4

FEMFEER, [ Yy — 720V RBEOEETHD

Level 4

GradeD

Consensus statement 7:

7-1. HBs HilEZEF (s) DHRFREE (sGI145R & &)
DBEFERIZEY, BEFIT 25 % HBIG #5
1229 B escape mutant 354 U35 (Level 4, Grade
c).

7-2. BB 7 F 0 ZEHRFIZ L Y BRI ETE
BEFELS (Level4, GradeC).

BEIFF ST, BUEM %, FFEECHE, AW
HEL-#EFEENS (RESNTE Y, SRR
BRTIC L Y ERLFRE L OMEL2RE T2 LEFD
5.

4. BEFFROBR
BRIFF#7 4 L2 (HBV) A'—EFFRP CHebak
ERITL, ENEPHHRTAILIZLTHHEL Y. HBs

HEBEOBEEES v 7ICB1T% UBs RO BA
HERIIER12% Tha, EREXNTWEY, Fh
% BN BRFARECE—DHEL, FEE~OE
TNz, FHRBEORHEB L THS.

184 B RIFF BBk LTHY 4 VAR EBET
LZLEREELI L, £40EBORBEIEOAT—
VERIEMTAZETHE. b LTEERSE, HiEkEL
DEEZRETLOITIEEREFICANLLD,
FERE T T 28 TH5. b LENBRFAES
DFBHELOBREITEE~RBEORE, FLUESE
FTCHEEEIL Lo TWBEE, Y4 VAERED
AR ENDIRETHS. ILFOREOREN
BETHLIEEDZVIITOBRBELITEEIETLT
VBBAIZLHT A VABRBEORBRIRE SN B RE
THab.

R b AT IR ORI E B 2dic, M
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HAEFRESRD v 20F 2009 : BEFROBH L BE

WELEREEEFERICY A VAREOFRICERT
ZILVEETHASH AETITHODIIEREO HBs
EREE NS 2 13 EMORMTHRETIE, HBV
DNA &l & e o RRREEED 2 i L~
DEREE L OBEMIR Sz HBV DNA 7% 300 cop-
ies/ml LIT o B BB E ORBEIX 13% Tho 7225,
HBV DNA #% 1,000,000 copies/ml PL L B RIfF4cB%
DRFEEIL 149% THo 721, & 512 HBV DNA %300
copies/m! BLF @ B RIFF B HE O HE~DEESEIT
45% T & - 7= A%, HBV DNA %% 1,000,000 copies/mli
P Eo B RFFRER OFFRE~OERSEIL 362% Tho
72 Fht YA VAEEOE AL, mMEEEIbEE
BEEE Y4 VAREEOAAIZESHTRE SRS
_NETH5.

EED T E { HBV DNA OEf#EIZ HBV ¥+ 7HF
BREFINETFO—2TH 2, 7V 7 AT HBY
DNAFEBETHoTCHTFRARDOEENHS. HBe
FLEBMEIZ BT, HBV DNA 2% 10° copies/m! K
THH I LTHBREWNIIRF L TFREIBFTE 22,
FO—HT143% OBRBFTIXENTH 2 BFEE~D
EFNRR SN, FERIZZO LS REFICBWT
PEELLS.

Recommendation 4:

181 B BIFRBHICHT 257 1 W AEEDBI

41 WA ANRBEOEAR, MEELEREBE
2L AVAREEDFHHIZHDTATRHTENERETS
3 (Level2a, GradeB).

42 oL N AR T A N R B SHIFEHEAE
AERT LIfERNIC B TR SN ERETH B (Level
2a, GradeB).

43 HFERIZ(D LAUBEL L), Lo A NVAEHED
HADREICHATSH S (Level 2a, GradeB).

—7 T HBV BB E OFSHLOBREFBEH 2\
HIELALEO R VENL, ERECREEET S
LHBERBEO—D L LTERICIANLRETHS. —
BEE®7 o 2Bwiiy 4 VAR RETL,
qbd2 - LdRETH L. Fhi, FERHNOERE
B> v ) 7 TSRS LOBEF L ENBEOBEEIC
BWTH, EERTOBRRRIAHLERED—D
L.

EEE BN B MFLEE, 82 HBe FURREMERIC
BuTit, LIFLEF&0adEEXRLNE. 20
I BBAILIELEHBe OFFaFtaa -

45 : 249

Va yPELTHEHES v TREBITLI S0
T, TUELRT A VARERIELRETH 5. fto
TEEFETORBBAEFEEE CHRMELIBENE
FICHLTIHEREINERETH Y.

T2, BEE7 707 RS RIS
HoME H Y, RIBEOMED I A&l idEk
ShtTwhwize, FEEFICH L TUIEELES T
&rE2 3 HEANBHERHEBEONL FF4 ¥ TE 3B
BRI TIIFEMERE IR TRV, BHREEREY
BRI NEPCHELTE, $BOZEF - ADERE
b, REE2ETHLEERS.

Recommendation 5:

181% B R R BHICHT B0 A N ZFEDBIE

HEGE TORBEIRIIEFH CIFRRILYBEEDR
FICHL TR EBEINENETHS (Level 3, Grade
B).

41. BEUSMATESR IO T AEET O

B HEBHFRERE IC BT 2 BEOHNL, OFEE
~OBITELICHFEREZIMRT2 2, OBRKER
KREAFTOFROERE - RE/LEHZ L, OFK
BUEEL-E, O R ER RS EL VI EET
5. HBV OB+ &M ICHEH - E, BLLowbE
BRASER &S 2. 4E, B BB RICHT 288
7Fu S L BEEIRBROES R ETTEH,LVD,
ADV, ETV, Telbivudine, Tenofovir £N#M 7+ 0
FHRLIWBESELTELD HAERECIR, &L
TLVD, ADV, ETVo3#sEL: LTHEAZIATY
3. ZhboiEERTFu i HBV R X 5—-¥50R
£, 74 NV AEROIRIIER T 5.
¥B7FuZofBickY, BE - BEFE,LD
B985, LR IC X 2 FEE~OBITRIE,
BBRENH, EHFPROBEIFALNRDLIIIE-
T&7% HE7ruZofHiE, OfFickl HBY
DNA LRV OEMLZETHEA LML TV &, OO
BETMRTHLZE, CREAIBRTHLIESHT
Ha —F, MESIEBE7FusOoFECX Y FE
OE - BRIZEE(L - BIFELDA LRI 5T, %<
OBREVHENICELNERALTVERTH L.
BR7F o /B CIFRBAEIMET T2
Liaw ik Y HEI R TS (Level 1b)™. F4, H
ATHEE LAV OXFAFENTOLhEROHERIRE
ENZ Y, BBRTIuFEIZIEZVANVAE
OV O—VERENHICERTHIEEILRT
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46 : 250 Bt &g

Vb,
Consensus statement 8:

BE7Ia7RBICEE0 L VAED2 Y Po— ik
R PETEES (Level 1b, GradeB).

BT OJEHOHE

ETV 3&IRTIE 2006 EREEIN L o727 7= V8
PHETHY,1 HO05mg THIRENS. Tenny FiC &
hiZ, ETV #5427k ), HBV DNA OBH{K(<300¢/ml)
X34 T8I%, SETIWRY IETH®, —F, ALT
DIEEIE1E70%,5F 90% & FHEINTWAS LVD
13 1999 SRR S Wz EFTH Y, 1 H 100mg TH
REhz. ZOBUERIEREMTSH 2219, HBHELD
BiZB LT Chang %3 HBe UEBHEEZITBWTETV
IZLVD L, HBVDNA # L B ET &€ 5 L &
LTw5E, —7%, Lai%ld HBe HUERMBZRIIBW
Th, ETV IZLVD ot LR e 2 b3y B BiF & s
LTwa®,

ADVICELTHTELX OMENF R INT W HH 0,
ADV #8512 & b HBe JUER% Tid HBV DNA 0t
16(< 300 ¢/ml) 1 1 4E T 20%, ALT DIEELIZH 50%
TH 5N, HBe HEOBMALIE 14 12%, 24 20%,
34F 43% TH 7>, T 7-, HBe JuEEEME¢i3 HBV DNA
OBM#AL (<300 ¢/ml) E 14T 72%, ALT OIEHE1L
B 70% TAHALND EHEShTWAE,

FRLZZESIZETVIZLVD, ADV IZIEL, HEY
RIRIFEEZOND.

BE 7 OJ{ERT OMmE

Bl X, #BEET o7 BFoRRSIC
LYRY 25— ERIETOREETRE ) 23— FF
AERICBREOEETERR £ UEAREY 4 VAN
WHT 2. BBR7rFoZHEAick 2EEEE &5
Oty 4 VADOWETH A1 LVD HEERD
IS 148 24%, 24E40%, 34E57%, 44 67%,
54E71% THY, BELREMBEELRLE. —7F,
ETV O tEHEEIL 14£02%, 22E05%, 354FETH
12% ¥ TTHH, LVD I LEDTEETH o7 ADV
I 1ETIRMERA LR o722, ZOHBERL2
3%, 34E11%, 44E18%, 5ETIZ28% LM|ES
NTn3),

Recommendation 6:

BEBBIFESEOERT O XIZ X 388 T, 3
BBEETD L NIFEPSARTETV 3 1BIREEB A
bh5 (Level 1b, Grade A).

51%5% (2010)

Lamivudine THEGICIT S 2 3450

LDV B E 1253 % ETV B 5~ 0 switch
HBOFBRIIPLRPARRT, ETV4I3HikE ¢ HBV DNA
R RIZ# 20% T o7z, 6, LVD Az LVD
Y B2 TETV B 5 2 fT- 7284, ETV 0¥k
S5ERA% 154 L RRI{L§ % & ETV WA osmaAs
L B 1DV H 5 ETV A~ switch & A, LDV
& ADV ~® switch T, TtEoHBFHENEL HBV
DNA DBEBMSA LR T4 F4by, LDV
itElc ADV B 52T 254, WHERESEIR]
£T6-18%, 24ET2138% Thote.

—7, LDV B3 5 LDV + ADV OfH#EE:
TREOHOFH L LREHNBFIIERTH), HBV
DNA DEEREMIFEDL REFLEHESNTVA.
Recommendation 7:

LDV ittt o B RIRHBRIFEEWICH LTI ETV,
BB 2 ADV ~D switch IZH L, LDV+ADV Off
IR GHZDEDHIEL & OIGENRN O A TREFE
£26N15 (Level1b, GradeB).

42, A2 4—7 0O ARE .
4v%—7xoy (FN) X, BEUBMEFH£ICHLT
B ENTBOOHR YA VABBRETHA. IFN I
7 4 NV A BT & HH 3 2 1R EAHC RIEBRIEE A D
DIENKEBET IO LOMERETHE. TORER
EERIX, 7 A VADHERIZERIZ@B L —F T BRRF
K74 VAPERE L FHoRELRETZI LI
IOHFROEMBEELXLTYRAIBELTVS. #
BRI 4 VAR 2O IFN OB TH 5.
37, BET7 o FEERERGICESRREES SN
Z20Ize L. IFN B0 BRI 24 8h 5 48 #H
Ths. HEFROERICIIbOT, 8B EITH
BHMZEET A LIBENE LT, BEEFHE
BEHBEOT L FF4 T, HEEBIBWTIE, B
HEPRETE, BHEEEN LW LH 5 drug free
2B UL IPN BE—ICHIR LI5S IFN BEOE
PIERWD, BEHPRIZOWTOMRELERFLTw

3.
18— T71OVARSREEETSET

HBe St BBt DB T3, HRAKKO ALT
EARE L™, EEENICLERBF® L, mh HBV
DNA EX D% WEEFI CHEFEREI B LT W ALT
fEAIEE OERESES v 1 71213 IFN 2B R
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AAFEES D ¥4 2/ 2009 | B HFROTH L BR

WeHIZES LTiEwig v, —fRICBRL Y b
P, BEE LD S EEZONIBWTHENRNE
v, IFN BEBRICET2®EE, 7V78E46EL
7= Genotype Bvs, C*0~52 Rkk % F{k L L7z Avs.
D OREHEIL I N TV 5A, HBe UEHEKEIL,
genotype A, B THEILZ WSS Genotype AT, B
BCix CH, DRI IE L THEDESFHWO™, 5
W, T4y —7xay 1 ER5HBOT7 + 01— T,
genotype A, BIZEt) 2 HBsHUE M ARIZZ N F114%,
9% LERICE P -2 EEHBEREHENOT L FF 4
TR, B BULRERT Fu 7P E—RRTH L5
Genotype A B, B BIZEFITH A 53 IFN DiEES
BAERWROI, BISENC 35 RELLETH IFN OBER
EFEFLWEERINLTVE,

—7C, HBe UERRMOBIF£TIE, WHEDES
FHlCcEx ZRFITHLL TV R,

F 7=, IFN i Child B, C DFEE T, EELEIE
HAREL 29, BLTiEEW,

Recommendation 8:

49— 20 P EHRGRPHFTE B, HE
#H, ALT @8, HBIERIREDR KDY B,
i HBVDNA B34 % >, Genotype A,B T 3.
CRSDERATIRS V5 — 720 BRERNTS
(Level 2a, 2b, GradeB).

Recommendation 9:

FEEIEITREL, 125 — 720 BEORBT

»3 (Level 4, GradeD).

HBe iEBEOBMEFRICH T 28BDR

HBe HuUEBM O BMFRKIZH§ % IFN BSR4 &
HEERB LS v ¥ ALHRERED 2 ¥ BT
L, 1624 M IFN L, EBE L LT HBe
AEOBHLENEEILE L (33%vs12%), tua ¥
A= Ta vENI8Y% B, ALT QIERE{LEDL 3% &
W, EEERE R EARICEEST L tuay—T s
VERXSICMETLS®, ruav—Ya i3, W
BRTHD 80% DI LG CHRET S, T2, HFR
TI2EBICENTYOI yR—T g PR BRERMD
10-15% HFET 297 =D X 512, HRe FEEHES
T, kuavR—Ta UHINERTENIE, BEED
HROFKFEENE I LD, IFN BEROKETH 3.
Bk T X 52 HBs UR O BetALA%1265% ICE L A
EME SN TR I BRah ) S HBs LR K
RII7 7 CEBTH 208, ik, BkeTV7

47 1 251

@ Genotype DMEICL 2 bDLZEZ L5 EEHE
ERAWRDOT A FI4 /I2i3, EHEIE 24 BE 2R
Bl:§ 2%, A4S (HBVDNA KT, ALT fEEHE
L) Tid 48 ARSI EE L EEREN TV,
Consensus statement 9:

9-1. HBe ViEHBIED B BURILRFRICH G54 > 5 —
7z kIR, BEhEE KL, HBs iROBIEL
¥, HBe iOBHE, toainN—Tg V¥,
HBVDNA BPEHEE, ALT EEILFEFERICE. 24-
A8 BORNHEFICE b, BRI LT B (Level
la, Ib).

92 A3 =D BRIk N~
Vi, 80% Ll EDEATEIFNT S, BRATAHS
#.5 HBs HiR DB 7 P 7 ATRETH S (Level
1b).

HBe S EREM OB LI T 2 BEUR

HBe HURREMEDBERFLI2HT 2 HBICB VT,
itk o HBV DNA D &tk{kid 60-90% L ®ETH S
5, W TRICERIZHBVDNA oF LR L IFRO
HRHAER OGN 2 ZLEFHETH2 O, L) REHO
BEERITHICLICL Y, BEDRORRERRLEL,
6 1 A DHETIE 10-15%, 12 7 A D EFETIE 22-30%,
24 51 B OWHETIE 30% TH 2O gRcid 1 £
ropBrERLTYwA. BRERNTIE, HBe HURE
NI RBREIR D V.
Consensus statement 10:

10-1. HBe HiFERRHED B AHEIHIFHICH T 51 > 5 —
7 = O VBT, HBV B EEAH R TR LRST
B0Di250% KiFHTHB (Level 1b).

10-2 HBe 3R {ED B RBIHFIZH T 514 > 5 —
7 x O EETIE, 8B EDREUGEICEY, &%
S LT B (Level 2b).

~RTLLH—-T70O

C BIEHEIF RO BBICBWTIid, PeglFN(NT 4 ¥
¥ —7 20V BPEEREIIFN (2 & » Thb b iZHEEH#E
HTHb, BEFRTIE, HIV T PegIFN IZEEN
BEEL 2oTW3, BRENTIIEARRRRS
EITHTH L. BEHORETIE, 24 HE D PegIFN
BRI 0ESR R IEN Bl L ) &, HBe BUR OB
f{k, HBV DNA Bk, ALT EE{bh E0BREDR
PEALTVWEO F- LVD L OHBERBR V™IS
WwWT%, HBe UEOBMIL(32%vs. 19%), ALT IEH
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48 1 252 B i

1t (HBe B BHEBI T 41%vs. 28%, FBEHEBIT 59%vs.
44%), HBV DNA BPE{k (HBe HUBERHESIT 14%vs.
5%, BEHEFIT 19%vs.7%) PHERTWA.
Sequential Therapy

IFN & LVD # REEBEAT A2 &, LVD BHGEL
# L HBV DNA Bk, ALT EEAIFERT, LVD
Mk 4 v 2 HEEMERTHS. L L, BEEE
L IPN B o i ¢k, ME ORERZIRSET
& BTN - Qeqyential FELIE, REET U SEL
IFN % B FREA L ChEFEgRim L L zwvi:
DI, B2 TS LT 2EH0ERA RS THIELIC
Xy, BEDHROMEEERTHEETHS. RS
TH4 70 b 2— U T sequential BENRBZ 2bh
THBY, 2OHREDL ST TH B, Sequential
BEOBREEE, PN BRE L IZZRASF TH B
M7 0 Vi e T 2 & HBVDNA ekl ALT
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