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v, HCVIZHBVIZH L, & 4’ 2 &R
AL TV BRI L AREFED, BET
7 V-J%H%fl\‘%‘@ii&fﬁ*& :u:a b7z
V. BN IEER OB THY, 22T
ZBREBEE LA T RERIEICEEL 72
HCV ZHFRE I o Tuwa EER IR T
5.

SEREER T HCVBEHE ~DRE
BFICRES a7 CEEIRH T 4 LA
EIHEBE I N

BEETHOERE, BEIEELL 2
CHRFFREZFAZEL. WEOERTZTIZL

ThH 5.
HCVEBZEo7+u0—7 v FiZkd L)
bﬁ%

WEEEIR O A D HCV kiR & & e 17
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C BEFRODEFEAA FS1Y

DB LT BBEL

2) BE L2 Az
HCV Btk B x 7 ALT
CHRERTA.
CHCVH R B &
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(Z HCV-RNA # 4
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NTRETEARAGE D - | > o
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DHA4 FF74 73720, L'fw . HCOV %
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guidelines of diagnosis and treatment of chronic hepatitis C
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a-2a O 24~48 APz 5 = B 5 L
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218 CRMBMFFRICHT BMEAEH 1 K512

genotype 1 o genotype 2
BUANZAE NIV I—T7z0ra2b(RT4Y RFL V=720 0 g-2h(r2y o
1 Meg/mL P )+ J2NEY V(L ARM=A)48 PRV YY) L (L N ='<2;%
5.0 log IU/mL &R SR
300 fmol/L NRTL =T 20y a2a(H
Bk Z)+ YISEY v (aRH A) (48 )
BEITIZE A vy—7zur(24:AH) {5 —7x0r(8~24:B/H)
I Meq/mL RIA VI =T 20 aq2a(RFY RIL V=720 g2
5.0log IU/mL  A)(24~48 JEH) 2) (24~48 JEFE)
300 fmol/L
Al

F19 CEBEMFRICHITIBEENANSA

CRBMFRICHL T >4 ~7 1 A2 (FN) OBABRDEEROEINER 85 L, 45
BHORED, ERTH EETFH £ L: AT EOERL, 53V EETAO 2o 0hE
EDEBRTNETHS

L.

95

Ly

S'JJ

WE IFN P~ OF#HE 51X IFN + 1) NE Y U EREED, BEOERTH S

Y e YEERBEOEBICH H H 3 N U EERBETERSH T, IEN D EI
EWEF L, &8, IFNaBH (peg BAIZ IR )X, FEHCES AT RE

IFN @SB B & OV IFN T ALT BOYEIE O AV AEFIIFFEE#SE (SNMC. UDCA)
BIEEE BHD LV ZHAEhE THET S

EETFH(EEFY) 2O S L2EED ALT BIEMEIX Stage 1 (F1) TlE, HEEMIZEEHD
1.5 5 LLF (2 control 3 5. Stage 2~3(F2~F3) Tk, ®WAIEHME ALT < 30TU/L (2 con-
trol ¥4

USE) YHFRBEERITOBEICIIREYRIIFSTLETCH S, ERh, WU, B
ATEE, HCV 7 4 VA D#EETFEE (core $HI 70, 91 D&M, ISDRER) 2 E2BEIZL, &
BEPERTLIZENET LW

#20 CHEBMFROEENA N1 0@ERE)

L

N

HCV genotype 1b. &7 A LV AEFINDRT L ¥ —T7 20 + Y8 v EREEOHIEE
IR (72 BRSO B © 500G 12 8442 HCV-RNA BAEIEO 1/100 LUF 246 F
$ 5 A HCV-RNA H 5 (real time PCR)C. 3638 F TIZBRMEALL 26Tk, 73 7 20 #
(h—=5 V728 ORSHMEENFZE L

b, BYVALRERANDRT 4 > —7 200 + Y3 »BEHEET, S5 1 HE
{2 HCV-RNA 205 (real time PCR)CTH ALT MIEH{bHiZ. 48 8 ¥ TH#EEBEL T
EEETROEMALT EEELERTO T

KP4y =720y + )Y IEEISE - ERSEII TR f L —
B, BYOEMLENBOBH E I EIEEARS L L Bk 8 Hf

AL 2\ ERI B R B0 LB B S 5
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F21 REWHZHIUAMEALTEE CEFREANDRIAIVABETA NS 1

=30IU/L  2~4 2B i ALT {87 4+ 10— SRR B )l 2 7
ALTEEREL-HATEBOTEE Tﬁ%?&:%ﬁ?i*ﬁ%jﬁﬁtm/mut
W, FBEIVRAZEFEML, Wy A VA OB VAERERZRE
S FRERFERATRIE 2~4 2 8 = 2 1o
HWALTHEZHEL, BELR LK
HTHY A VAREY 28
31~401U/L 65 MU T Y 4V ABEL ZR B AEEICE LS
SEETR, wAVAE ERRYEZEL. BEO CHEBRFAMECEL T, BRERBRY

BOWMRELLTER20 2B TL L L — 15, M4WHKEWL%ﬁ®ﬁW
. FHETL DS 72 1 AT L TV B EEH Tj;;

¥/, BEIOHZOS L ALTHER %;k#b.be@hiﬁém%mﬂL
w CHT BT A VARBEOTA K4 FUA2 P EORGICTY 4V ABEr %
v(E21) 13, fER LA, mAKE  HEL7. —F, ALTfEAT31~40TU/L i2
ME@%E+LLT40®ﬁKﬁHTM B LT, I/ME155/ul BLET, 658
2. ALT BEEEGAICET 2 BENED  DTOREMZ, {74V ARERELZE
BE TR, ALTHEEEMEFASoREY L7 M/ME 15 B/ul R L T,
BRESNTWAS, Lo T, M/MED BEFAOBREICELLAZ & L LT
155 /ul BT ALT 30 TU/L ML F DR HE, 2H)LEALFI4 ik, C
Tii, %4ﬁﬂ“&Vm%Amﬁﬁﬁ% TR DI HE 1L 2R TR 0% £ TR &
o—1L, BEZELEATREDOLE VBEN-THBY, BEZSDHTAL K4
&-@%Ux7%éxfmﬁ4wxﬁﬁ% ELTIEL bR TS
ZE LT i

NASH * NAFLD Q28 HA FS51Y

guideline for the treatment of non-alcoholic steatohepatitis(NASH) /non-alcoholic
fatty liver disease (NAFLD)

FEAHT  RmaTEAAERE - LR

37 v 3 — VHERRT R 2 (NAFLD) OFNBHED 10~30%. LHETIZH 10%
Z RENTIEALETTAZ LD VE L7z o7 NAFLD LA LR ERM
FVERBIGRF &, PR R RasE 2T T &T, WEMAT, W, WEFCIZTT
I TN a— VERER & (NASH) 225 ICHES 2T zvs, NAFLD., NASH 2
5. NAFLDW, A% FRY v 23y F W4srHEEZLD, HBOEENL LR
O—LDFREE VbR, AFR) v 7Y BERLTHRERFTALEN DB, KA
Y Fa— 2088w 0EEI DY E K54 Tk, B - g EE WA
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KRELAdbBID, 4 VRBED
HREELLBETREERRETDH S (IR
BBHEIRZODORLTWwER W), 72
HCV-NS5A i#& = F @ ISDR (interferon
sensitivity determining region : £ ¥ ¥ —
720 VEEWREER) OBRICEY A
=7 zuvORZTEPTFE SN,
ISDR BARTiZ4 v ¥ —7 = 0 v #HE
ThY, ISDREERTIIA ¥¥—7 =z
VREETH .

HCV 7 £ v 2 E o #2121 2007 4 12
B ofRBEN&EE ) 7% 4 A PCR
% (TagMan PCR ) " —#ICHW ST
w5,

(SkTiRATo i)

BYERF 222 X 5 FERRAEAL - TEED I o0 374
BIXFFAEMRDS gold standard TH 5.
L& 5HE 3 % & 0 fifE LR~ — A —id /MR
BThab bbb, MARE27/uL
UETHNITHEMERZIEEAERL, 17
B 157 - 13F /L £ BAT BICONE
MDD AT —VIZF1-F2-F3 & ETL
TWAHZ eI NG, M/MEEA 10
F/AULUTIETLTWwAEAIR, HEE
PEEDNS.

—7, FROBEEEOFMICIE, MmiE b
FVATIF—EBEIHEVLNS. EFE
WIZE, LD EITRENSEL 25,
CDEH», METNVTI VER7R MO Y
EURESHRECEEE LM 52BN
CERENS.

[FEORSU—=5]

C B RBRGREB TR LOEREIC
EHILTHEDREBRENIEL 255, &
MLDEA TR WEFIORICHFEEHE
ET28lbH5. T, TTOEHE
CEFABEICN LTEES—71—BLT
BRI L 2N 2FBEA ) —=~
TRITIVEND 5.

treatment of chronic hepatitis B

BEIFXY A4 VAMHBV) 2 FER T 2%
Fix 7%z, HBVRETIE VA VAEH—
BUTIC 22 LRERBPIEIEALRE S
FFEE (RE) 2 8225720, He
BiZoAVAEZ —ELTICHHT A2 &
NHEEBET HREemlEBHEZE T3
HBV-DNA < 10° copies/mL (real time
PCR T 5 log IU/mL ifi), HBe HuEREH#:
# T 12 HBV-DNA < 10* copies/mL (real
time PCR T 4 log IU/mL &) (o ¥+
BT LIBEEETH 5.

DOEEDOHBV Fx U T7TDITEAEF
FREZILDHETEIRKME TOEE
BRETHY, SURIEIZBHETAE T
Fx%2%EL HBeEIZEE/LLL T
HBe HifkdsHi 3 L (seroconversion : SC),
TANVADOBEIEIEICET L, ALT &
EEED D NIEEREE DEEEES «
VT ERVBERNEREE RS, ZDOZAE
TIZSC LaWAITD, BWORIESFRT
BT 30~3BET AT TICEHTER
5%, TEHTI%HBOEETERIC
SC¥ 5. 7275, ZOE®ITR>THSC
L %2\ il%° HBe HUREMEAL, &5 \id SC
LTh oA VYT 26 (EETA W
A BEFE 2 X 5 HBV-DNA B1E) TIEFHE
ENDOEECHREEOLKREDE BB
BRONRERS.

BEFRTIIEEBECYROL I EAE
bDOTEET, FOERNLREZZER
M-6ICRL, BE7 U7 DOHEIE %R
11-7I2F D7,
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5116 BEFFSAROEFT

581

EAZRENREENRETS
B

i X ) EE

LicKd, miERE o o

ERl BFERA S TH v Y TAELAZ HBY % v U 7 0% (i3 25 RE T BREETICHR
2> L, HBe FURAHAR L HBe fifFA B L (seroconversion : SC), W A4 W AHIENMET
 FAREEBLT 3. BEEOBRICE, BEOER, vA VAR, KEOREK (grade),
G L OB (stage) Z T L, BEAEEETSCT 2 TRENE, »oRFROMEESNHY

RGBT SC Lo TVl - BFEETEORMUT), Mk ALT Fif(150 TU/L BLE), FFAR
FEASF2A2 BLE, HBV-DNA E49'%H 3 Y& fET2 W (7 log TU/mL i) 1. ‘#‘EO SC $bi

L T SC LS, EREOREOEH 0~35 AL, FEMFRY F2A2 DED
7l (HBe HUJE, HBe Hifk\C#EB4R). HBV-DNA BfEHI (7 log IU/mL PLE) W EAREBTSC

£11-7 BERRAOER7IOJ(T>T

HEN, TITIL) DERS

- LowEs St

L EEt BEFRENBMETE

L EEECFEENOEEFTFESNDBY
FF(F3A3) : ‘

74 VAORTER D FFEE

EERELT) HBV ¥ 50T

. 30~35 BRI EOEB B 4 (F2A2

bk o el

. PN @S OESEREFE

S

;E74wz§@%$®§5ﬁﬁﬁ&
(FIAD - ;

B
BBRERHOHIANVAETHEL V¥ —
7zu v (IFN) L BEE7 F U 7 OREER
11-81ZR L7, £ 1RBRIIEEKRBAX
HEHLDOTENZYTFHENETV)TH
3. 937V (LAM) EHRAKRICIZ T T F
¥ V(ADV), ETVEE R TdH 5 ¥
LAM #EHARICETV 2 B 575 L 8
EPRICEAKRIBEAT E2ENEL,

;1. BREITEYA VAR ZLCHRTE 2aREE R
BERHTOBEECENBEREOLVEALHY, BEEOBRCELTRERATIES,
G—BRidh ¢, BB 7o/ ERATIREEREEENRETIR L.

| IFN EF5 TR AOSEE{L% SC NS 5%, IFN HEH LR ERICFREFBLT 22 L2S Y,
R 0E W (FEEH 2 &) ~OEAICEEETRTER bk,

LAM #1213 LAM, ADV 267 5.
ADV 2B 5 bR TH 5 2° LAM 3K
HRRICIZBEH T 5.

¥l LT3 HBe MR BN H 4,
HBV-DNA BOSE, FEORE £
FEHT 545 2008 £ ICEASHEH
2P (PIE - BOMREREE) SH L
BEAAFS4 v %2FT11-9, 101277
HBV-DNA E0£WHIIZIZETV 338 1
BIRETH DA, ALT BEQOLENE N
BEEZTIE, BREBTOSC OTREESLH
By o ZERERIC X 2 EIREROT
s ZEL, FINBRIEESEIN
TWwa, 7275, bHREIKZVWERETFEC
BFREFATYA VZIEDRS VBT
IFN 2% %12¢ ¢, ETV & IFN O EHE
ELBROLIDEEDNS. &%B, 2008
F£4EH5FNa(RI 720 V)DETHE
HLBHOLN, BEFRICE - TIE1ER
BERBADTVE. BEIFNIE1IE3~
6MU, BIEEHT 2. HE LAME
EhoBE I LAM EHAREREZ RV E
BHEDICEII-11 DX RISt HL
Twb, %38, 2008 FEEH H HBV-DNA
B3 L ) BRBE % real time PCR & (HIE
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% 11-8 HBV IS T B3I 1V AZOESE

E v =ra

>V (LAM)

SITY

7R ¥ L (ADV)

IVFHEN(ETV)

G ERERE b
BRI RS TH A
ERE TR L b B R

RS 5

CWHEY AV RiFE N
CEORS5THD

CEMERDNIEE AW

- ST A IV R BEFEIH

- genotype 12 & 2 EXIENE %2

w

P ERELEORATREED -
iﬁ‘"‘ic[/ '

7//m&74»xhﬁﬁ

-7\7//a@ﬁmvum&@

FEnl

- FHEMEE< 1%/2 6

%11 -9 35%*%8&‘@1&51:&0) ?7‘1'{#74/

- EROKRSTHD
B LOBWER A IR TH
- genotype IC X D F %‘b’ﬁ?ﬁ*‘é

BB EER T A S
R 1L OB

CRHEY 4 VRSB B
CBERNCREOMEICL

B 3% /2 4
cBRICEEE

CSITUVEEY A VR ﬁm

- T5

2

BCEPER LB R &2
it 11 58 20%/48

L7=%6&, 10%/2 & Lﬂﬁ]"l’_ﬂal':li

e MREM

efmEE

2.
L

.mNE%&5@¢43ﬁ)
-13/7'-771_:)1/

sequential JEE
(=7 % €+ IFN EHEHRE)
lyiﬁtw

S R

IFN ER35 (24~48 )
IVFHEI

EEpE

IFN E#i#% 5 (24 &)

M$ﬁlKEWL$ﬁ$KMF2MLWﬁﬁﬂLﬁ%@#EI/Tﬁtw

Yﬁﬁﬁﬁ‘i ALT=31IU/LT:
HBe #iEBH1iZ, HBV-DNA £ 5 log copies/mL 2Lk
HBe $UEEMHIZ, 4log copies/mL PAE
FFEZEERITIX, 3log copies/mL B L

(B4 % EETHEI (EE © EEELR)  FAEERESHREL(FLALT), FELE2EDT 4 VAR

REQBROBEMICHET 255, Tk 20 FERE - TEFEREE

FESE 1.81log IU/mL) T Dl 2MRK AT
S, 2009 SEEFITT T real time PCR

BILEREENTWS.
BB FEE]

IFN(ERORBREH Z6 2 LA L
ZoTHEY (—HOIERR

25T[),

iUl 3

ZOBERTHREETT 5.
BBE7ru/IckpiBETIE, HBefi

EEEATII SCBEEREEEET HBV-
DNA EBRELIT (real time PCRIETIE

LTk 1 ERE
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e
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| EEEFEBACRDONTVRVD, &

a VAT vu'al breakthrough
 MSITVVERORNI LR HERBRERE. B
 (EAE¥ESATERGEE  BEEL)  FAETREBEENEESEFALT), FEEZEDLY A VAERF

1L 1‘/7‘%1:)» i S YTRE)

FERSM 2. sequential BRE g -2.mNEﬁ&$@¢43ﬁ)
Sl (nyﬁkw+EN§ﬁ§E) : ol b e

g ‘ ] ,1-.‘/‘7_‘7.71’.)1/ el

eﬁ,ﬁ_ﬁ# Fy 2. TFN RE#5 (24~48 H)

WA RIE, ALT 2 31IU/L T

HBe JiERFIZ, HBV-DNA £ 5 log copies/mL 2L E

HBe HiEEMRIZ, 4log copies/mL LLE )

FFREZFEF T, 3log copies/mL PAE

IUFHEL

- (BEFEETRIE R REEEN)  FASEREANKEEZ(FLSE), FEEZEDZY 4 VARKF
 FEOBROEELICHET HHE, TR 20 £ERE - SEFAREES V)ﬁﬂ]

JoRERBRBMAXBREICHTIRR7FOTREBEN N1

S b 1:}1/05mg/Eb

A e '

“;VAT“ R T “1mmy5%$ﬁ

G L BT e
1.8 log copies/mL 'VAT*l Yoe g I = ; : %
- oy TTREV10mg/BEER TT&tndomyaﬁm A

FEOBRBOBEICHT AHE, TR 20 FERE - MHEFAREE X VER)

727EL, RIERBRT260H 5.
HBe HLE S TR D BET

HIENHY, RELLBEBERSIRZNT
LR LIZLIZRERT 5. S-HBeslEE
L, % VHEELOETLTWRWHDRLS

Z3IHBV-DNAENEBEREEEETEE
BRENTH 1 E#FTLSFELTHS,
B, FEERAIZEROLHENUEICES
BE5TAHOFFEHE LTS,
[(REHE - £FEE
BREXHFRICEFRLELZD, B
RBBTHBe MEBEFTIETANVZE
(HBV-DNA B) "2 8 c¥mL, o2
~3BEBICIE ALT ERBICELRD
Tl A VAEMET L, FRITELT

FEARETIZEAD Y, BRRELE
DTEHWLZBEEILETH A, IF
ALTE2S100IU/L B kdHoTH, HED
<, WMRBAFER#SENT, 7HMH
VEVREREOERNSZWHAITIE, EFHPE
EICHIBBIZARVA, 1By /- VBRET
20 g (AARBERETH 1 &) D Eofkild#
FHERETHA.
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5. BREFFRICXT DI A ILAABE

REFFR+IRENLENTE BRHEZ
B HBR, HuspE F IR

key words treatment guideline, peg-interferon, entecavir, adefovir, tenofovir

B M\

HBV#FE1C X b S IS TEENE O KIE & R
{LefEd FEFIIR YA NV ABROBEETHE. &
EORESA 54 ik, HBVDNA® & ALT{E
HLICRERCEEZRELTVRSEY, TN
DHAF54 v b ALTEET b GBI & T 2
FEICEEL TO 5,

BEIFFLICR T 237 4 )L AEEEIZ X interferon
(IFN) LB 7 Fu 7% 5. IFNWBER, B
BEPRE~DEBMIEMRESTHIN T 3,
FERFFN I2fib h EEH L 72 PEG-IFN & KIRE
EEPRSRERIC X B EREMSTEH I N, TH I
PEG-IFN D& B R FHEIE T & L Tgenotype,
ALT{&, HBVDNAE, X CHBREHIRIGHED
RExn, -hbzEekEIbERERSRE
#nTw3. Lamivudine (LAM) ifRb )%~
SBIREE L 72> 7-A%ER 7 J 1 D entecavir (ETV)
1%, naivefEBIIC BV 5 R ERERFER DB
Ei k) BEREHRERE BIMECTE
EEMEENEHE SN, KRBT U SRERS
iSRRI % B SAIMEHBY (X T 54
% L, LAMii¥ESI, adefovir (ADV) Wk
Blic Xt 3 ETV, tenofovir (TDF) oA
MRS SN, BT 0 TREI
“B\WTH, PEGIFN & ARICHERHRIGHE L

EHREREVNEET 2 I LRI NL, ZRT
FusEEiE, FEESCRE~DERZIALL,
XL ILBELETRORBTFRERET 2 Wtk
BRRINTVS, BERRITA FI74 v ORE
BSEESTAERICH S Z &, BEREDESIC
FOEESAEELTWSE I E, VA VAEER
EMTHREKET S LEAERL, ARDERT
IVEDB.

A. BREREE

BEEG L 7z 2 BEIBHFK1Z, HBVIBIEIC
¥y RSB E O KE LR LR HE ) EBIT
$%. HBVDNABRIFEZ", FE? ~0ERE
LEET LD, BEETCOEELREETDH S,
ALTESIEE LB S 2ERETOREY A7
552 LY PALTHEHEAICEEREMTD
HBe HE E#H » 40%, HBeduREHES D 14%
VRN EOFSEL 2 ET 2 LBHLDER
S5 Tw3 Y. FERIT ALT MEME DFERE R T

PR T L S RERNERD B RIS TR,

AITHEED 1.3 ~ 2.050 HBe HiRRHERERIC
B 3BT F 07 ORERE, ALTEED

ElL AR THD L bRINAY, OXIH
W=y SEEIRIBEOEIS k2 5 ALT QR E(E
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T, XHYEBEALBRENAZET 2 ER
b5,
BERBITEELRLEFA PS54 LT, B
ATREEFEEFRE GEHELHEE) ob4
F742°, #cid 200840 7 0 7 AT
%2+ (APASL) ”, 2009 £ DK EFFIEE A (AASLD) @,
20094E D 3 —u v SFFEEES (EASL)® o4
Fo4Y, BEUREICBIT2BEFLTY L0
BRENTWS (£la, b, c). ALTHEEED
2f% L b, HBVDNA M HBe#i B I 4 8 ¢ ik
blog 2 ¥ — /ml Bl _E, HBe#lFEE#H iz dlog
2¥—/mIPETHNE, EHA PS4 b
BESCEEICEY T3, ALTIKoWwTi}, E¥
B2/ T TH, AASLD, APASLDH A F 7
A VCRIFERTHEEN Lo RELFRENID
ITIREEIG, EASLOFA FI4 VB X TKE
KETBHRBETLITY XL TIRALTHER LR
M EThNITHRERES, EEFEEMAROEE
TIRALTEXEESEBERTL 31 M EThiidia
BRI EEHEIN T, THUIALTIEREETY,
ETFEOREL BT 3 REBEANEET S LV
FEERERTH L. FEEDORBEEREIEL A
RS54y TEEEETHY,;, EASLOEENRD
I~ <, HBVDNA#B#E THILFALTENERT
HIEEGTH 5. FEREEFEER, ZR7 T
u FEBECHBEOBELTH 5.

B. Pegylated-interferon (PEG-IFN)

PEG-IFN 2 &R BUIFN L Hhi#t L BRI E
Q2 xR REL BEEToOES
PEG-IFN i lamivudine (LAM) BEBREREE & HhE
LB R I & AR 7 v & A {LHE
5E (RCT) C°FHI N, Zhiz, PEG
IFN MR C ik s 38 b BRI AR
57-0TH5. 7T NIFKA L HERLAERE
DOIFNBECHPESBo I wI LN

T, ZORCTHRHEEFND 7L 7 AR H
Ty 7TETICE D, HBeHERMH iz i3 % 48
B D PEG-IFN-q2a @Dt na v 8 —Ja v
RiF31% T, BERTIEHL83%CBVTE
T Bk, &5i169%TCALTIE & &
HBVDNA10,000 2 ¥ —/miKiEI5 -5 T2 2 &,
F7-HBeHiFREHMIcBWTY, ALTEE S
HBVDNAZ20,000 22 ¥ — /ml & d45% Tk &
NIRERT 158D 80% 12 B\ TiIBERI R 056
TR2IEBREINY, PPFARBLTY
PEG-IFN-02a DWEBREIIRIFTH 5 2 LR
SN,

1. HBefiREMHAIcHIT 2 EERIGEE
BREMGR
CRIFFRICNT 2 PEG-IEN - U NE Y VHHRIE
=TI, R R O RS M BT ¢ response-
guide IEEVEERNICTbN T\ 3%, BEIBHEE
RIBWTYH, BicHBeH EEEH <2 REHR
BETORRBEFHEIZEL L Thvnizd, HES
D7 4 N RERRIGEIZ X 3 RIENIEESIROTF
HAsEE T\ 3, PEG-IFN-a2a 18 Ic B\ T,
BEHICHBSHEEd llog/mIM LA T2
P WHBsHERREE{AC L ERICEETSE
2 F #1238 o HBs #i R i 4> 0.5log/ml -
BE, BXU248ROHBsHERA 1log/mlBl
EBERR T 4 248 % 5 T O HBVDNA B E{L
LEBICEETSY EnBEIN TV,
Rijckborst 5 X B F OHBsHER A B L U
HBVDNARA 2 #HAafb¥ 3 2 & T, BEAR
FROBEIFMETZZ L RRLEY, 10760
HBe HFiE &SI 5§ 5 4838 © PEG-IFN-a2a
BEICE T, MRBERDR (ARRT 248
# iz ALTIE % v £ HBVDNA10,000 = ¥ — /m!
SRS 1222% Ch o8, BEERELZ
BB 5 ¢ HBs #LE 454> L HBVDNA 54 23 2log
BLE7 & 39%, 2logkin L 25%, WREEE
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12 B8 S CHBs LR A 237  HBVDNA 4 %3
2log Bl k77 & 24%, 2logkiEs: & 0% TR/
ERESEON. TOERED LI, RRER
BI2EE S THBSHER D B % < » 2
HBVDNA #4238 2log R DB A I I3 IBEP LR
#3252 £\, response-guide iz X % stopping

I, FFl§—5. BEIFFRINT2HIAVAKE 139

ruleBIBEE N, THECHEFRINT 3
PEG-IFN - Y S ¥ Y ¥ §f A # i D response-
guide }afE L AIROEZEZATH LM, ZOELHK
KOV TREEFTORTENBETH AT .

#£1a HBeHEBEOBRMEFLRICHT S AREN

HBe#iR E¥E AASID US algorithm EASL APASL
[ (2010) (2009) (2008) (2009) (2008)
HBV DNA =5 =5 =5
= = >
log cp/ml = (<5*Y) =4 =5
ALT =3110/1 @O>2X ULN @®>1X ULN ®>1XULN @®>2XULN
®1-2X ULN @< 1X ULN @< 1XULN @=2XULN
> 40yrs > 35 ~ 40yrs > 40yrs
Family history of HCC
—HrER —FrER —FFER —FrER
£1b HBe MERMOBEFAICHY 5HMERS
HBeflE E¥4E AASLD US algorithm EASL APASL
(£33 (2010) (2009) (2008) (2009) (2008)
HBV DNA ' =4
=4 =4 . =4 =4
log cp/ml (<4*%
ALT =31 1U/! @®>2X ULN O>1X ULN @®>1X ULN @®>2X ULN
@ 1-2X ULN @< 1X ULN @< 1X ULN @<= 2X ULN
> 40yrs
—HFER —HFER —FFER —FFER
x1lc FEE cRe BRRED
. E5E AASLD US algorithm EASL APASL
R (2010) (2009) (2008) (2009) (2008)
=4 =4
- Detectabl =4
HBV DNA =3 (<49 (<4*?) etectable
>1X ULN
: = Normal Normal Normal
ALT =31 1U/1 (> 2% ULN™ o

smaeme B H0H &5 2 U HBV DNABISS log cp/mlT b BRFEG
2 s e B 57 &, 4v-C 11 HBV DNAS< 4 log cp/ml'C b IBEE

VRERED BV IIBE
11 AIT>2X ULNCH g, HBV DNA%S<4 log cp/miT b IR
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2. HBeHEBMESICHIT ZREHE
BERF

HBeiEBRHEM Iz BV T, BERGEIE
RIGEMR LEE T 5. 48187 PEG-IFN-02a
BMEEICB T2 HBeHIERA Izt a v 8 —
ParFHEFTHY, BE24:ERDHBeHE
B 100PEIU/mI D NPV IZ96%CH 3. =iz
HBVDNADNPV86% X h bERCHbh, BEIFF
ROBBEMROE =% ) v 7 iZid, HRBe#HiEB
5 - A & %2, HBVDNA Tt 7% { HBV

DEST2EATSH 2 HBsHE, HBeHEDE

EENEEHEN T 3, — FHBusters i
genotypeiZ i H L, HBeH i ERBHHl iz x4 3

PEG-IFN- ¢ BEO KHEFRRICER I N 721
5119 2 #EHT L, genotype 3l iz RGBSR
(BEKRT24BERICRRa Yy S—Ya vt

HBVDNA10,000 2 ¥ — /mIkFH5H5E) & BE
T2EFE®A LY. Z0&E, genotype A
TIALTHIEEED 25 Ed 5 2 IZHBVDNA
230%log 2 ¥ — /miRiE T H NI RABEDR
7335 ~ 54%, genotype B & CTRALTHIER
{ED 2 £ 11 _E 4> HBVDNA #89log 2 £ — /mlk
BTHhNIIHRNBEDNRIEZRTN2TS,

32%, genotype D CREMF b & T KiFthd
BEMRIT~16%TH 5 L|E L 7. Buster
5%, genotype = tiz LEREHZESLERERE
rLTH#IEL, —Fgenotype DICIZIBERHERE
L EEgmL, EiaEREomEEER L
7z,

3. REIBERAE

ABERCTEFAOREEHIC XD, RENZ
BEREVPRE I N, HBeREBEAIZET
% 52388 » PEG-IFN-a2b B & % \» i LAMSf
gl oY 3EEOBBHTE TR, RERT
1% 24580 5 T HBe FUE O e AL A3 & M7 R
(initial responder) 64611, BEKTRAT

D HBefiR {213 81%, HBsHEE KL=
1230%TdH D, HFiZ genotype ATiiHBeHiER
AL A196%, HBsHUFE M EIE8%TH -
¥ ZNIZHBe R DBREALE S ik -
7-fEH (initial non-responder) ® HBe#E R
BET6%, B X UHBsHIERELZE11%E M
BLEBEIKEETH 7. Wongb iz PEG-IFN-
a2b L LAM Bt F 1R % 1T > /- HBe HLE B {485
Bz Frg6. 1 EEEREHF L, WEKTRICERaY
N— g ¥ £ HBVDNAI0,000 22 ¥ — /mi&Es

C ERINERTIR, BEEKTRICS2% Tk

aVA—2 a VR L, 79% T ALT B3I EET,
57%C4 1 a3 s3— = v -2 HBVDNA 10,000
A — /mIRBEBERE L L W/E LD, BES
FROFRWBEDR LEEL L 0iX, 1BERH
1688 D HBVDNAE, BERTERDXT N
—Y 3 B XUHBVDNARENTH -, D
X 9 i HBe FUR B F 1= %3 5 PEG-IFN-a2b T
i, kunavry A "—LYaviREHBRL, B
genotype AlZ B\ TIREE I HBsHIE b B
THIEMBREN, ZOL)LEEREIRIIR
B, H2nIRERTRIGEDR L BEICEE
THEILBRENL, FERBIFN TR, ok
B b 2B 20 THREINTW S,
Moucari & iF, fERBIFNBERT 797810
HBe FiE B MRS % T 14EREH L, BERT
B 55T HBs HERRHE(L 23 29%, RICIHBERT
A ERE S CTHBe{EdStna vy A=Y a vl .
HBVDNA 284k L T W 7R 0 64% T HBs il
EMEELLEI EE2TRLREY,

HBe#E & HI i HBe I EB R & B L
FERRIIFN TSRO EIE S i { B,
Marcellin & it HBe iR # 6l i X ¥ 5 48[
O PEG-IFN-a2a 8 (116%1) & %\ iz LAMSF
FBE (11441), X ULAMEERE (8561
ORCTEH % B P L, 4858 ©PEG-IFN-a2a
B % 3\ 1k LAM BEFR IR O 1 Bk T 35
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BT ALT F#1{LERIX 31%, HBVDNA 10,000 =
¥ — /mlk¥s i3 25 ~ 28%, HBVDNA 4000 ¥
— /mIEREIZI3~18%TH D, »TFhiLAM
BHEELVBECH > ERELE®, HBs
HE OB IZ8%74S, HBVDNAD4002 &
— JmIEF & o TENCRE THhiE43 ~ 47%
B THBsHEREMEM L 72, —#5, LAME
HERCIX0%TH-72. ZD&HICHBeHRE
#61c b PEG-IFN-a2aiB I & D #925% 033 4F
BE CTERNLBEYSRTZERL, LAMIBET
RESNEVWHBSHEDKEEMLOERI NS Z
LDSTRENT,

C. Entecavir (ETV)

BT+ u 7 iaEnaive FEGIIZ X3 % entecavir
(BTV) ORERNRIZLAM E KB LEN TV S
L AR RCTIC X D RSN 53, BE
. rhb#% % HBVDNA Bt b osfe § 2R %
., Shouval 513, HBeHiEEE CH48ER
. ACHBVDNA MM L, ALTHEREMLL E
FlizBIT D BEDLEEOBKSEERZREL 28
B TR HBVDNA S8 (3002 € — /m]
C ki) TholERD S b ETVRETILE 248
| B A 2 CHBVDNARHE(L 23R8 L 7 0 13 3%,

B TR AITENEE TH o RERO)

R 4 2438 A ¥ CALTER LS L 7
S DIRA9%I L EEB EREL, BHMRBERED
| BEEETLE WubRALTHE L RESROHE
SRR L, ALTHEED13 ~ 2.0fH0ER
 E2.0f5M EoEAIIN T B ETVIRERE I
B, HEHEBEATE, EBFHRE
“ 609 vs 75%, HBVDNARHE(LIX48% vs 73%,
ALTFEALIZ55% vs 73%, B3 vo—-YaVv
18% vs 26% & ALT{EE TIRIBEDHRIEL b
0, HBe BRI ICE F 3 HBFHEER
6% vs 72%, HBVDNARHE(LiZ86% vs 91%,

II. BriE—5. BERFRICXS 5917 4 VAIGE

141

ALTTEREIZT6% vs T8% ¢ AETHB L E R
LD, A FS54 v CiRIBESEG E 23 ALTE
DEEEMSEL LY >0dH 3%, HBefiREH
FICIRALTEETHRBESRRIBETHH I L
AT LREERT-YTHS,

1. naivefEfIcH 9 2 REGAERE

ENERRRO EHRESHE S N, 968
5% 5 < ) HBVDNA e #4143 83 ~ 88%, ALTIE
2{1E88 ~90.1%, £r I A—P 3 ViF20
~ 26%TH o7, SEBOFERTHBENRE
i3 100%, BHEELOREIZST%THY, REFRIE
BRESTINE, SEMOWHERRE, £6
T133.3% 728, +OEBOETV (0.5mg) %5
X NAEFTIX1.7% L EETH -, Bt
B 2EIVEHMEREARICE TR,
HBVDNA R ¥ (L3 235 4£94%, ALTIE# {215
£80%%, ETViREZ R0 HERIZ551.2%,
? £ )\ A 2 breakthrough % f# 9 I EE R &5
£0.8%THHY, naivefEFIICHT B ETV%%
DHEETEHRARIEETH 2 I LBERS
EfnEoESE L EEENT I NI,

2. LAM - ADVRISERIICH Y 3 a8RNR

LAMRISEER Iz 5 3 ETVIRE T, WEZE
BOHERNIE36%, 5E51%, T4 IVAFH
breakthrough % £ 5 T #EZ R 13 34£27%, 55
43% L BETH B LBREN T3, Shim
513, LAMTi#E386%1, LAM - ADVi #5041
w5 BETVIRESE 2K L, LAM - ADVItE
Flix LAM S BRI & B L, 48 ERRTO
ALTIE % 1k 3 13 [ 2 72 %% (74% vs 73.7 %),
HBVDNAE ELERERE LBV EREL L
(10% vs 34.2%). L L, LAM - ADVE ¥#l
<% 12388 5 ¢ llog 2 ¥ — /mI B EHBVDNA
24 L #-responderT i3, 48BER R T D
HBVDNA @& #5-4.18log 2 ¥ — /mIF 5N 5D
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i % L, non-responder T iz HBVDNA R 4> 23
-0.97loga ¥~ /mlTH 57%, 12BREETD
response guide iz X h GBS 2 HBT R = &
EELTOEAMEE S Y,

D. Adefovir (ADV) & Tenofovir (TDF)

LAM it FE B 1o 3 9 3 LAM - ADV §f B =
DIGERE X BiF©, HBVDNARKE(KIX 124 8
T69%, 24HBT81%THY, ADVIHHEEEH
BRiX16%LEXTHBZ LBENDF—F TR
ENTwz?,

TDR & ADV O HEERE T i3, HBeHRBR S
X § % 4838 R D TDR G D 5 #& 13 HBVDNA
(L (400 2 ¥ — /mIKHE) 76%, ALTIEE{L
68%, HBsHERM(L3%, MBEHNRETA%,
ruayAN—Ya 2% ThHhHYADVEHEBLE
LHB3VIRERBCHREEFCTH-. HBeli
FEeHf o ¥ 2 iR E 12, HBVDNAE#AL
93%, ALTIEEAL77%, BENRE72%TH D,
RIRHOADVEHEBRLASH 2 IRERCHER
FCeho71-3, ZORCTICIZLAMBER D & %
nTw 333, TDFZ LAMMESIZH LT
HH RO BESRE2E L, TDFMEERR
B En o7, —H, ADVIZHNT 3REK
SENEOERIZBWTHTDFANDOERIZER)
ThHBIERTRENLRY®, TDFE ADV &£ 3R
EMENFELET 27O ADVIRHEEEF N § 2

TDFEEMSRIIARRL L &N 5, van Bémmel

51k, REGRT Fu /EBETH-7 1314
T 5 IDFOREHRA|ME LY, TR
i3 LAM18%l, ADV8#I, ETV3#i, LAM#%» 5 ADV
cEE L -EF 736, LAM & ADVOFER 2941
Thbh, LAMRHEEEH62%, ADVIREEER
BIR19%EEL TV 5, FH23 2 HDRET
HBVDNA Eft{t (400 2 € — /mikiE) 2379%,
HBe B 7324%, HBsHLEEMEMHI3%T

H o7, TDFIiXLAMTHEZE RSz L b IR
BERS L AROBBERNEEE L 28, ADVE
HEEEB CIZTHBVDNARR M ZERET L -
(62% vs 100%), TDRIZHIV L HBVic ¥ 3

TIANAEEERET 255 Cchh, HATIRE
FERHIVEEE: LTOARBEIIN TV S

2, BBR7Fu JAORBERICHES HEIWHE

HBVICXW§2BERL LTHREINI 2, SB0D

T—YDEBBNETH 3,

E. REFHRENE

1. IFN&E

Moucari & 12 IFNI& & % 1T - /- HBe i B BB &
Bl % 144EMEHF L, HBsHEMNEMELL -
28BITIIFFEORIER X UL 0% T, FAR#E
LOREBBTO%TER I NzD KL, HBsHL
EEEBEDO69R Tk, FEOREN6H, I
Ta48lH 0, FEELoREIZ30%THBZ L
ZAL, IFNBEIC L 2 HBsHiERENIC LD E
HIFHIUET 22 L 2T LAY, X S EIFTI,
IFN BESHFRE~DEB2 M2 2L, B
FUFBRERINFT 2 2 &7 RE N,

2. BErF0Ua

LAMBERFEE~OEEZME LY, RE
BIET 2 2 L BMEINTELSY 3, BB
7 u R kD FHREL PSRN ET 5
PREELEETH 5. Manolakopoulos & i3,
HBe #fiEE o BEFFEEZE 198§ 3 LAMif
BB 0T, 1ERATHEICChild-Pugh” 2
7YMELD R a 7 3%EL, T 5 IMREME
T¥aZr2FRLA®, Shims ik, 708 0IER
BHFESICY LCETVEERZ T, 1ERAT
49%DFEBI T2 R 4 > b Bl EChild-Pugh2 27
NHEL, EEEMNSTI%THo - tHEL
7. ¥ 7-Chang %13, ETVEHBRER2T- <
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OMIC OV T REFERICHFERZETL,
96% THBFEHWHENR 6N, 88%TIRA v
P EoFBELSIERR N, FiC 106 OFFE
EREH Cli e fl I Lo WEBR o L],
EL#EY, oo, BB TR SBER
BHGETAORHTEZRET 2 BESTE
ENns, AL P54 Th, FEEEFCNT S
BEESERED ALT{#, HBVDNA E 384
IO HEECREINTE Y, BEWREENA
PHELTVS,
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