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M EASL IIfi JR 5 Bk 48 #§ (clinical practice guidelines,
CPGs) T 2008 FFHEHIFAE 2009 F R LG, OFH
WEAE R ALE R . RSB EEREEEN, g
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AIRY) 1/3 1 NBEREAE B4 A A7 £ HBV BGL ) L7
FAEYE, Ho3.5~4 ¢ N 1E I HBY £ Fi i (HBV
surface antigen, HBsAg) #7# . 1814 HBV YL 155
TEAH R S AFAE Z FEVE RN R AR 1, AT AR VS Bl 1 A5 IR
A N R M £ BT 2 (chronic hepatitis B, CHB),
M Ja & nl d3k— 25 k@ N IF A AL AT 9% Chepatocellular
carcinoma, HCC) "%, HBV #{ 5% & K i T 9% 5k HCC
MR FE T NI 50~100 /3, 5 24 1 A2 A8 99 461 11
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5%~10% 5" o T EFRE R R, 04 ¢ 5 fhom R,
Rl & N AT %993 5 (hepatitis C virus, HCV). T ZjF
29 % C(hepatitis D virus, HDV) B 2 % 7% Bl [ 55 5
(human immunodeficiency virus, HIV), LK I Al & FH5E
WHPRS I A L, AU HBV R GL ) H 2R 5, 1
EnT AR B 35 07 Z 09T 2 Y. CHB W RIA L e
P15 Chepatitis B e antigen, HBeAg)FH 45 HBeAg FH 4 o
LR 10 Fr, S HBV JEGe A B R 208 A0 Ay o
HBV & K & (1 40 %7 5., HBeAg [ ¥ CHB K9 % I
T, VF 2 Hh X W B B E R ] Y CHB R
HERNHE T 2 5 94 B 1 282 52 1) B SR A AN/ Bl s ok R A7
Ko NBEFTRERY, REHITH CHB BEAEFIZ LG,
ARG 5 F RiFRAEFER 8%~20%. 1fi K&ih
97 AR A A 26 2 TR R AR 1 5 AR Bk R AR R Y
N 20%P B SRR T I RAR R R AL B T
S EALFRN 14%~35%"4", AR HCC KA,
Y R S HFFSE Y HBV A/ 5L HCV IR S5 : H ol
HCC HEAE fe 8 WRERE 28 5 40, AT E R 5% A2
fi. CHB &% HBV MK HCC F R HEm, 2
iz NI REAL IS, e HCC 4R A2 %0 2%~5% 0 4R
HBV # 2% HCC & 4E 26 R #h 3 5, H R AR AN
5 B b By B oe, T HL AT RE 5 fed B 55T 200 4
M R . AE RO R — e AT R R E &K
N B A R #% B IEAE B3 31X — 0 () B R AR A 3R

PR, 75 S 5 AR R T B ORI 3K — O 1 4 B
EREER
=F 3

&1 HBV B2 —Fai& il 2. 181 HBV B
EAR A KB A 5 ANARESE I B
(1) “HPEit 28 ” PRFEEHE HBeAg P =K FH)
HBV & il (B EKF ML HBV DNA). %

Disclaimer:

The Chinese version of this guide is a translation of the original English version and is provided for information purposes only. In case of any
discrepancy, the English original will prevail. EASL makes no warranty of any kind with respect to any translated guide.
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% 1iHESR5HE (FHE GRADE &) 2

IR AR e

=RE H—BRRA AT RERE RN ETIFE RSO A

hERE H—SHR A ENETTF-EFNEOERE B
B, FEATRERETITME

REIFBRARE HE— SRR AT REXS Fe AT BT h R D IE R C
EEM, HFEARERETME. EATIOFERS
THE

HEDIR ERE 55

SRR FMEFESNERAFBERERE. EUNEEE 1
BER/FRA

SHEE RFMNERFETEN, RESHTHENE: E 2

FIREIRISESHEE .

EFERETIHE; SRERERERE.

S KT 15 BRI B R AN I 258 4R S8
Je P A P 22 18 1) JHF 27 48 40 1k e 2208 B B i
HBeAg H A FEBIARAF AR, H ™ HIs 1 8 Ly
(1 58 2 L A ey 32 B L BN RF A . T
7 R B LAE , KRR A% eV B

(2) “HBeAg FHE 9% [ B 3H 7 1 %R AF €235 HBeAg FH

YEV 5 R 52 AH H 2 2 HIKCP A Oy
fR/KF I iE HBV DNAD . #6 BE /K7 55 B
3. FEECE FE I RREIRTE, 5 St 52 3 A L
JFF£F 4k 4k 3t Jg T8 e P08 S B B AT 7E 4 2 i 52 4L
EJE B T 523504 50 ), A A R e B8
W ATELRIE B, I 5% P HBV s 17 11 Bk
AL, HBeAg BH M F s S B A T FF 48 450 % 5L
F. HBeAg H KW & o ZI B4 RS BT
HBe [ 2% #4 # .

(3) “HEWE3IM HBV #55R&” T HBeAg I3 5 4% #t

168

FEHEYT HBe BifA 2 5, HAFIE N IMLIE HBV DNA 7K
WA ESAS T L 375 % WG 1R . K R A RIS 3)
PEHBV #4785 2 0, w1 (RADR 344
BRI —) MR NEZES (alanine aminotransferase,
ALT) AIIMi%E HBV DNA /KF-. 35 FA s FE (4
40 TU/mD ALT R FFER4EFE7E 1E 5 JE gy M, 1 i3
HBV DNA R T 2000 TU/ml. 4R 1, —S6dE3E5h %
HBV #:77 # [ HBV DNA /KT Al #8id 2000 IU/ml CiE
HAKT 20000 TU/MD F45 ALT AKCFRegz s M7, @
H#1 HBV DNA <2000 1U/ml £ ALT J}& 1) k47
FEEAS CAVPAG AT 3R FO IR o bR T ek 15 S il
AEiEBh M HBV #m RS KIS R RIF, KEZHE#H
FIRTFIEALEE HCC KU AR AR 2", JEH /£ HBV DNA £
BEATMEFZ G, BEA 1%~3% FEE B K I
HBsAg % [ A1 L7 2% i 46 bt HBs Hidk . 55—

I, dEiEshME HBV #5474 o @k CHB, @& N
HBeAg W1 Y. Rk, JEiG sl HBV $#77 # N & 5
BT, 145N 2D 6 AN AR —X ALT, HEH
Kl HBV DNA 7K°F ", % F- 328 1f1 % HBV DNA 7K
P T 2000 TU/mI @88, SR TIBREVE, R R AT
A AR N EAY, A T AR . T T BoR:
G B M 2 LT HBsAg 7K~ <1000 IU/ml, 1M %
/KFf¥] HBsAg f8/R ] IL-F- CHB i ™,

(4) “HBeAg BTt CHB” W. T %9% [ N3 HBeAg IfiLi% %%

(5)

e AR HBe PiiA 2 5, B ARG A 4 AR A
BT G ZMBRIEERE HBY R AR
AT G % S SR fE A . HURFIE Y HBV DNA FlEE 2
Mt 7K ST A 9 3 AN E B R AT 96 2 R R
W 58 8 HBeAg (ME, DLATZ O X A1/ S mli%
O 8 B F XS0 R B ¥ 1) HBV Wi 8k 8 £, RRE
Lok B AL K IEWAL /KT HBeAg. HBeAg Bt CHB
HBACKIFEA B RE MR WP REX 0 4RiE3)
£ HBV #4 # 5155 HBeAg FAtE CHB & 14>
HE, (HANAAE SR, X a5 EE HI
HEZMIAE K. A& E BRI IR X AL,
M5 B AETEVE S I, S A 4R 44k . A
1 B B ROE - Cln R AR A RE AL AT HCC) 1R
Bofg . B S R ARG SN PR AR A I B R 3
BEAT VEA M PPAG, B A/DBEYS | L ALT (%
3~4 A AR — ) A HBV DNA /K, 0] Wi 2135
Zhik HBeAg B CHB 35 5 i sl i 3 stk ©
HBsAg 1 2 J5 19 “HBsAg FTER 7, I A A 00
F|HBV DNA, $#&/8 {7 £ FF 82K K P i HBV & il #°,
— ML, MIE A AN 2] HBV DNA, {H Ak
25T HBe B £ 5 A £ 5t HBs. A4k & A= AT
HBsAg MiH R 54 RMSGEEH %, GRFEL. &
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A% S HCC 1 R BEAR . BB 1 HBV I [ A
P RS A 2K K SF B9 HBV DNA - (<200 TU/ml), BY
1% HBV DNA AN AL ] f I R 5 S A i 28 B0,
G 0 1) T S BUX L8 E S B HBY FB0E PN, 1
H R BIGIT S HBsAg 8 2R 2 1 R A FFRl 4k 1) £ 2%
347 4E HCC i R 7Y, Rk, R ZE BRI
M AR 2 LA B, RS R 4R R B HCC(C2)

5 E

L X EASL CPGs J2& X} 2009 4 53 & & (1) - — i fig
FAMITE 7. BT A S 1 EASL 5 B 2% 7 23 3% 52 1) CPGs
LRMAHE, 43l 2009 HBV CPGs | F I FAT I, H
I3RS EASL B FEZE 3 2> (flkifE . A CPGs R AT Re LR %
IR R, TETRSRIGER ISR, 5% T EHX A
I A I . F 2011 4F 9 H Al & 2 1 SO A 224 i
B EEEAT T VPl . F8 T A B R B AN s A R 41
TIPS . 1T 5P (grading of recommendations
assessment development and evaluation, GRADE)#E4T 732
DRI, R (AR 2 ] DA S BRAH SGIEHE 1R BT & . GRADE &
G RN LA . CPGs R4 BT &7 N =AM 0 (A
H(B) Bk (C). GRADE RGuA7 WAl i35 = I
(D B8 (2) (LE D. Hi, CPGs % fEiFHE i & -

CPG

o JATTHTAN{AI IRk AT AR 2R ?
o JATTHIBIRFIL R ?

o MEHENX?

o —EIRTTHIRIETIR?

o NMEHITUMEZE?

o MHZHHYE X K I fa] IR 24 ?
o IN{ATHEAIETT ?

o fAIBYLE LG TT?

o BB ABFANTIETT?

B RIR R B (5] A W LL ?

TEHE R, B T RE SRS R 5 BUE AR R AR
K, BRHEMERK, AT REIRE R 7 Rxbe
SCHAT Y o H T SEBRIE R, 55 SR R R A T AS A2 A
Can 6 AN H AT 12 A4S H 43 AAE 24 JE A 48/52 D

JOURNAL OF HEPATOLOGY
Ei1E]]
FF 877 BTRI P FIE
e, N AR YE HBV B AT 2 A IR R e
#, [FIBTPPAS R B e AR R . hAh, Mg P HBV
S B T 1 — SR R A B A T HBV (L7 bR £ 4
(HBsAg, # HBc, #i HBs), WX Lepn il b b 4,
NEEFIRET (AL
HAEFTA 1S E HBV B 835 1) 7 2l 2> H LR 2t
e A0 T Fa % i 52 U FF) RR 3 ARV Bl M 4 1 ALT K
SRR IE R, T H5 4> HBeAg BA M CHB H 3 1) ALT /K F
Al AP R . R, & 4K AR U 2 G L
LY R ™ B 7R P I PP Al e b« AR AL FE A G0 46 23 B 4%
% % (aspartate aminotransferase, AST ) F1 ALT.
v- 2 & Bk # Ik B (gamma-glutamyl transpeptidase,
GGT). B MERERRES . MHZ 3R K il A & A ek E A,
I 40 A T H5ORN i R 1), DA RFARAE S (A,
WHE GO, ALT K-F T AST, 2RI, %t
J& R, % LG P B e . R A R REAE
BLHE MLIE B AR BEZ D TR/ 8 (y-) BREETH
PPV IR [ K0 s SO o € 1| RANY 7 o N
(2) HBV DNA £ Jll #1 HBV DNA /K V- | %€ J& & # &
Wi vA T U SR BE U5 M5 S R (A, T SE
B PCR & & K MVE I BORE e L Re S5 1 0 A 1 1 2
0 BB A0 Bl e, DR b o 2 4 A B O o R e A
HZ 7 3P (AD . AR TAE 4141 (World Health
Organization, WHO) LC.filJ5€ HBV DNA ¥ JZ it
FB 1 H BrbrdE . i HBV DNA /K7 BL TU/ml
AL, HAORTT RO . FE R — A7 82 B P (R —
D5V BUR REIRIT 9T 2. SCREH BT HBV DNA
BB A TU/mI AL, TU/ml=5X ($501 /mD).
(3) Raufa g PE MK, @454 HDV. HCV
A/ BHIV RS (AD. 121 HBV BGLBHE SA
FA T % 99 B PLR Cantibody against hepatitis A virus,
anti-HAV), U1 anti-HAV #3004 [ 9, 8 10EF HAV
PEW o RO & IHEIAT VRS, QRSN A8 %k
PR TG BN T M 28 SR AR R (AD
(4) BT IFIRALEH B e e & NI RYE YT, R
HEFE SRR B SORE N SE RN A AL ™ AR FE (A,

JHF 3 8% 1) 38 LTI T DL AR S (YR T 3 SRR 4 o B
KSx (R A BT VF Al 998 10 3 A mT 6 998 81 1 S 7 1 95
AR IS AS 2 — R R N PR, (H L™ 8 R RORE (1 R AR
FIAL (1/4000~10000) . 7EAERH IG5 CRe 2 47
etb) e EREL RS, BB FERNSRREAR R
B (A1) W X 7718 BFRE AR I PR IE 4% 5236 97 6 1iE BA
BT AN 5 2256 RS Bl oy R AF b oy BRI B, 8 A
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i EAHER (Ao HAT, ARRAMETE R B 1 R Mok
B, LA I bR SRR SR PRI 5, I e TV AL
R E VP 27 A b 3047 78 B S v AL 1 1R
I PR 58 A2 — PR RGN A AR R AT i, R
ALT 75 7K T AR 9% ) 2 FE 28 A ok FLAR 0 45 SR ] 7= A R A
A, i ELAE TR H JE A ASE S 0 5 ) 5 e s A A7 A 22 5
{ERAZ 7 15 W IR A R A P v B2

V-rid=tn

CHB W8T B b5 A2 8 05 2 3 1 e IR AL . 2%
REEFFELL . &R . HCC PLRFET:, o3 A4 3% )R
BAAFE, R HBV 6143 2K s, MaiX—
HARA LA R £ 56 CHB 4 23 2 3 M B AR AT {3 T i 4L
HTHCC RS BEAE CRe Al R AT AL ) B (B, 4R
MM, H TG40 H iz N 3L 00 1 & 30k DNA - (covalently
closed circular DNA, cccDNA) HIFF&:(F7E, Kk
HBV B H AR 58 &M R, AT A] LR HBV 1 F L
i PO A, HBV K48 G g E K H A, 7T
Ae et A8 1 HCC #EfE B,

JBITEE T
VBT Wb R R — 58 AR FE B0 B 3, kT IA B A

2R AR, HEA5 08 DI RORE Tl . BRAR I 2% mi 2

HBsAg %%, {H2Hui it HBV Z¥1R /b fg L BLix —

HAro PRk, BEASERRI L A2 S R ol 4 7 55 2

Gt o

(1) HAHKIL 5248 HBeAg FHEFIBAME B, EfE 1R
J7 J5 FE 4 HBsAg 1§ 2%, FF 8O FF L35 5 7% 4 it
HBs. X —& S A5 CHB #5301 58 4 I i 4 22 ik
BHxR, MASKPERMBEEE R (AD.

(2) = B2 55 2 16 HBeAg [ 1 % (FE 4L HBeAg [
PR PR AT HBe L5 22 % e 50 28 HBeAg 1 1E
B FEIRRYT R RS R s ARG B, X —
AP SHEEEEAR KL (AD.

(3) =AM A EAR I 28 SSR HE R R AE B HBe I 2 4 #
(1) HBeAg FHIEFIBA MBS, (EKIAPUE d iR yT I 2
R YE R R R (U PCR A5l HBV DNA A A]
IDEUNDE

KERIEX

| i Al 7 N R o A = <N (1 =N s = S A
L5 o AR R YT A B G ST J5 A I 8] ROV A P R
RIEVEITI L GRITHANGST &) FEIT I, RN
i LA .. ARCEZENHHIRIEIT CHB BIZ1):
W B R 4 W T #8 & (interferion, IFN IX pegylated
interferon PEG-IFN) F% 1 / B (nucleoside/

nucleotide analogues, NAs).

A E R ALT K FEHE . WLERIT . 1697
G5 AN R 7 45 A5 A5 1 I 8] PP A A S R . T
ALT V5 PRI 2 B[R] 93l , a7 M BT 1 4F,
FAEE 3 AN AR IR ALT, LA ILVG )T 5 s
RN (BD. EHAERNZ, ARWPELEITER
FRol B N R AEE R A, A4 CHB BEF A 251
B, AEKIAEAEE T HIE R GEE<3 M)
1) ALT Fhim. EXFEIT, NUHIT LI ITT 5 R EL
AR, ALT i Ja % UIBE UG ALT /0 2 ST 2
G (C2).

HBeAg [ I3 2% M 24V i& ] T HBeAg FHYE CHB /&
H, JEfH HBeAg 71 2K K ML i% F # # 7= 4= it HBe.

HBsAg [ L{E % N & & H T A CHB &%, 24k
HBsAg 7§ K F17= 4 $1 HBs.

IFN /PEG-IFN &7 [0 B 22 R -

o SRR AETE R AR AT

o 5 T 2 N A TR HBV DNA /KK F 2000 TU/ml,
W AEIRIT 6 N A RNE YT 45 R DL IR T 45 R S
6 ™ H A 12 A~ H TPl

c AFIEEIT R RS A NE R IR IRIT S R R B
12/~ HBV DNA /KF{&F 2000 IU/ml.

NA VST IR 2 B

o JRRVETNERHREIT 3 M HJA, HBV DNA M3
LK B/ T 1log,, 1U/ml.

o I 7 22 B A2 4B UR PCR V5450 HBV DNA ASHT
Do 88 AR 0 ™ R A NA I8, fEIR
7 AR 3~6 A H VP4l — K

o 05 T A LB R AR AR NI R 1 AR T A D
6 ™ H J5, HBV DNA K-V B 18 #8 3L 1 log,, TU/mI,
BTy A AG I 2

s RE R AR IR, SRMEA GRIRED
[L#, HBV DNA /KA R EEE 1 log,, TU/mI ;
I3 B 2 R T R AR TE AR R ARG, DL ALT K-F
THECRFE . NA VBRI FE b . 6 55 2 S
F R R IR T 25 N/ Bk R HBV i 24548
Sk (25 (A,

« NA i 25 [ 45 E AL 35 HBV 28 J bk (i B 1k 5 & 3t
R B PR NA U . i 285 v it o ik vk
TN BUR TR R (A1

s HEl NA AW M. (B2, GB35 &b
NAJAIT. NA E A R s A e L
IFN AL, BI7EZ byRy7T e &= 124 H, HBV
DNA 1T 2000 TU/ml.
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2 HBeAg FHM M Z BT R BEEZ 12 M8 (48 A 52 F) PEG-IFN #1 12 1NA (48 A=k 52 A) #%#&F (BR) HK{M4IA7T

ZE 6 MAMEEMRER
PEG-IFN [3sES ULy REER N
PEG-IFN-2a PEG-IFN-2b KK E BHEXE BEFE FEEs BERSE
8~ 180 pg 100 pg 100 mg 600 mg 0.5 mg 10 mg 245 mg
[&E3i#k] [63] (64] [63,65-68]  [68] [67] (69, 70] [70]
#i HBe MiEZ4# (%) 32 29 16-18 22 21 12-18 21
HBV DNA<60~80 1U/ml (%) 14 7 36-44 60 67 13-21 76
AT EEE" (%) 41 32 41-72 77 68 48-54 68
HBsAg iHkE (%) 3 7 0-1 0.5 2 0 3

*PEG-IFN A2 TS, B 1.8; RERZEFRLOMAORET, 8X 1%,

FARRI A ALT ERENZEEFEEESR (NBERHIRW P ALT EE< 1.25 ULN, MEERERE D ALTEE< 1.3 ULN) .

PR 5T AT A A UM b, SER
TERITE S PE AL (HAI 2% Ishak's REVF5> >2), T4k
it e .

SEARPEN B RARIF ILIRTT 5 RE SR 5 5 A HBsAg
HK

JEITIE ML UF
HBeAg PH 1 HBeAg FA 1 CHB (196 7 3 M ilE il H
RN, FEETLUT 3 Medk -

- Ifil.i& HBV DNA /KF
o IfiliE ALT /K
o JF97 1 7 E AR

3 & % HBV DNA /K ¥ & T 2000 IU/ml, [fiL i ALT
AP E T IEH EIR Cupper limit of normal, ULN), JFiG#:
(B CE HBV IR B3 IS UE T B AR RN AR EYD VAN
Jm ™ EARSE, @ bR AEL VT R SRR B LTSS
PERIEIRFERN / BRE D EE DL E4F4EAL, RIBIRIT (A,
W2 IR HBV DNA FIFF 2H 42 2 s ppfE (1) &8 2, B
ALT K FIEH, WA FIBIGRIT (AD. 097 & NIEIL N %
FEAEWE . EFRRIL. HCC SRR S 52 K AR L.

DA S 2H 538 853 ) 2% BRI e R AR T

s BRI AZ A : 30 % LLUT HBeAg FHYEE S, ALT
KFHR8E %, HBV DNA KPR, AR IR
UEHE A HCC B REAL R 58, A B B4 2
TR IR IT AH L2 E A 3~6 AN H BV — IR (B,
30 % DL AN/ B HCC B AR, 530 S0 1) B8 %
FERFE R 2RI .

« HBeAg PAPEEH « ALT KFREIES (2434
HARIM—K ALT, f/FFSE 1 4R ), 2000 TU/ml
< HBV DNA < 20000 IU/ml, TARAIFHHIESE, A
BT RS2 IRV AR BV 9T (B {H AL 2% V) Bl
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Vi, &3 4NAKW K ALT, & 6~12 4 3K —
X HBV DNA, Z/DFS:34F (C. 325, M
G RIS SR M HBV #E5 —kE, BE MK
. KHIER ATV (U0 Fibroscan) TFAL £F
AL R BT IX S B E W REA L (C2)s

B 2% 5h Y CHB & 2 - HBeAg [ 1A M &,
ALT>2 ULN, Iy HBV DNA>20000 IU/ml, E[{#
WA MER, WelLAFEET (B. FER R
X B H M HMEE, EREEEASEE
TRIT R . N T AR SZ R R 16 9T 1) R
KHAARNME T VLS T Ab I FE R, 2
B ECHERR I AEAL, AEHE R (B,

AR ) HBV DNA A2 B AR A0 2, B
ALT KFIEHR, W% ERT (B,

AR 2] HBV DNA B RACEE IR0 R 3, 75 22
SLRIEERZ NA FURERIAIT . IWARRBMBEZE NES
5 B 2 HI R o Y, BRI, PURERIRIT I RE
T AN 2 DA A6 R — LG AT 1 R D JHF s A, X G RR L
FIEZEFREE (A,

ZHEEITHIZE R

LA (%) CHB Y& 97 25 ¥ . %5 IFN. PEG-IFN #1 6 Ff
NA. NA W[5 AFHRUY (Fk ke, Hike, B
My, BERF) MZ TR Y P74 5 2
D)o K2 BRRINE Z A AL #E PEG-TIFN-2b 1 & i A 75
T HBV 3697 . PikkeE. PiEmd. BERFAE
AR QRGN 235 E T HBV 193697, 1 Bl i fn
Brirae T A SRR T HIV B3GR IT . X L2597 5%
CLAE% 7 1 SR ARG PPl (BN 2 8.
A I ] DL BE B 56 1 2E 2 PR B 5T b SR O 2 R
AT B AR KR, £2ME 3B RRAANH
WIS 259 B % % . 1X 225 K F A [ (1) HBV DNA &
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# 3 HBeAg [AMBM ZBIFF R EEZ 1241 (48 A) PEG-IFNFf1 1218 (48852 &) #%E () LarziE6 1MNA
HEERRLER

PEG-IFN ZE LM ZEER
PEG-IFN-2a $IKKZE BHEkE BE+% FiEE+ BiEESs
il 180 pg 100 mg 600 mg 0.5 mg 10 mg 245 mg
[ &% 3Hk ] [91] [68, 90-92] [68] [92] [70, 93] [70]
HBV DNA<60~80 IU/ml (%) 19 72-73 88 90 51-63 93
ALT EHE" (%) 59 71-79 74 78 72-77 76
HBsAg SH%k % (%) 4 0 0 0 0 0

* PEG-IFN-2a HERES, B8R 18; ZERZEFREMIAORLET, X 1%
AR ALT EXEEXZEAEEER (MBEBFEERIP ALT BEE< 1.25 ULN, MEtEREREH ALTEE< 1.3 ULN) .

WL, B 29 a1 25 R A Sk 3k B

(1) HBeAg & ¥

124 H PEG-IFN VAT 2 JF 6 S A M 12 /> A NA ¥R
JF2 )G 6 N H IR WK 2197, PEG-IFN ¥t HBe I
TP E N 30%, 1M NA 2158 20%. 6 A HITFER / 5
fIGF R (1) PEG-TFN-2a & 5K T HEFE M 12 A A7 U,
PEG-IFN ¥J4R7A 77 6 > H Bt HBe HILi% 2 54 e R 484 Jpy (7,
$T HBe I EE R al i NA 4k 8ayrmide 7, %R
M, —HE M2, L HBe Mk R o230 7,
5 PEG-IFN 677 L, NA 1524 J5 141 HBe IfIL75 % % 4
AFEA T (BD. HRR 25 (BERHEMBEESD
BT JE 3T HBe L5 5 5 B e AV 1 75 Btk — 2D Pl . X
TIHRITIRMNIE R PR, BB R FEE Em B Rrear
34 I 3 AL, b, TR ER AR MR R T YEREAE 90% LA B TR

KTFIRIT 124 H 2 J5 11 HBsAg 74 2% %, PEG-IFN
N 3%~T%, K KEN 1%, FIHERFES N 0%, BEHEFE
FN 2%, BHREN0.5%, BHiEESHN 3%, PEG-
IFN 8T SR 2 6, EHEHSREENERE PNy
NA ZESHRTT B34 1) HBsAg 11 2k B3y i V778848591,

(2) HBeAg HPEE#H

12~ H PEG-IFN 697 2 )5 6 ™ H M %0 12 4 H
NA JRIT 25 6 A H MR 2 L3 31579, 12 4~ H PEG-
IFN Y897 2 5 6 N H BUE 40 8 5 NEHN 20%, 1 12 4>
H NAWITZJE 6 N H IE 2 d o R R < 5% D070,
XTWRIT R EE, BB RHEEEBET
3~54F [ 3~5 4E L b, i B AR LR AR AT ERELE 95% LA BB,

KF 12 DN HIBIT 2 G 0 HBsAg 4%, PEG-IFN-
2a (FEVRITEERZ )G 6 M AD N 3%, MPKKE. fffE
wE. BEREH. SR EsBERFN 0%,
PEG-IFN-2a 77 3 £J5 H1 HBsAg JH R RGN ZE 9%, &
JT 5 4E 51 HBsAg AT N4 12% . M, NA

16597 HBeAg BAME CHB B3 4] 4~5 4111 HBsAg VH &+
ﬁj\f'—ﬁ:y—[]—‘ [77,84,99,100]

L B Z FE

J 52 IV 1R 2R B AL 2 R 7 TR I R R D
B X T BT U R IR T OB T A R, AN 2
POAEAS [ (Y 8] AR AE 22 5o THOU BH 35 Bh A 5 )3 4
ZRELPUREHIRTT -

(1) LA IFN/PEG-IFN NHE:RH G IT

< SBIT RT3
HBeAg [H1E CHB, it HBe IILif % 5% 46 1 7000 K] 22
KR AR (HBV DNA < 2X10°IU/mD), I
ALT /KF % (2~5 ULN PA k), HBV 3 X %Y Al iT
TR BRI B R A (B /D ADIPSHIONRI(R)),
5 HBV % K % D f1 C # Ik, PEG-IFN & J7 /&,
FL R R A A1 B [ 41 HBe 1ML 1% % # # % 15 HBsAg
fﬁ %z%%— [63,64,103,104]o
%} T HBeAg A CHB, A BsR IR TT A% &
EVESHIFSEN
TRYT ]
HBeAg [ 7 CHB, 12 J&§ HBV DNA % % << 20000 IU/
ml, 50% [ 5 2 1T 8 YT HBe I35 2% 5545 1, 1
HBV DNA T [ 5 5% 15 3 1) ALT KAE 550 % H Il
(1191 HBe IMLiE 25 #0561 (B2, UEAVERLER,
12 JA i HBsAg 7K °F- % %5 1500 TU/ ml LA R 42 $7T HBe
M3 2 A I R & 1O (c2), i 12 A
HBsAg 7KF->> 20000 TU/ ml B H AR5 AR A 3T
HBe Il i 2% #% %47 2 "7 (C2). 24 Ji] HBeAg
AP AT TN HBe L5 22564 " (B2).
HBeAg BtE CHB 12 fl HBV DNA [#4 % << 20000 IU/ml,
TEAE 50% [T Rk H B0 24 ) i RR i 10 Xt
T RPN D 3 K 7 ) HBeAg B 1 H %, HBsAg 15 F
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(PEG-)IFN NAs
e * BRITE * MARSHWRE

* RLFEMZ s MM RIF

s JRIT 12 N BB & R Hbe - ORR

FHT HBs 55450

KL s MAESYRFTEF o TBRITHE

o M ME o BFIEMZXE

s BEARAREBMHNMK o KEARSMERM

- ay:

F% [F) if HBV DNA F# 1 < 2 log,, IU/ml el °F & &
TR A 2 U (B2 . A T RS R,
HBsAg T B2 15 24 J5 #7220 75 7 B 2% Al HBsAg ¥4
R BT R 3 U AR, R 2D R A
B G e 6 I PR 52 B A 2 8 B A HBsAg 7K T 1) 82
RS E:ILy

(2) DL NA REGLIETT

< RITRIR R
HBeAg fE CHB, 597 BT T HBe L35 5 5% #e (1
R & 2% F 88 (HBV DNA < 2X10° TU/mD, i
T ALT 7K 5, FEEAS Borig sh b mir sy 7 A D,
HBV R B ATAT NA (e M (AD.,
BT W]
PLoK K 52 8B L R B VR 9T 24 BT AR AR VR T
48 J& I 7 % M & (HBV DNA AR A il) 5%
KT 245 & A2 R 9%, ol 2 i HBeAg BH 14 Al
HBeAg B 1 838 5 4L 15 2% BLE 1 m] B 1415 2 42
=, I H HBeAg FH 14 & # Bt HBe I 75 2% % # 1)
m‘ﬁﬁ‘riﬁ%— [77,100,118,119] (Bl )o
HBeAg PH % B2 NA VA7 I, HBsAg TR
5 J5 4 HBeAg 5 HBsAg i & (¥ 3 2" (C2).

JEIT M : ZTETT

FIHT, HBeAg FHEA1 HBeAg B CHB £ M Fh A [
(RIETT 5K : (PEG-IFN Bk NA A3 BT 2167 Al NA KHAYT .

#ig b, (PEG-) IFN 3 ZAR A2 A& H Bl 24,
Xf HBV Y LA BRI o A ER . AHLS k12
JERFEE R R A, A BRI 4ERF HBV DNA A 0] il (1)
BHEPHI S HB HBsAg ¥ %, (PEG-) IFN JGI7HIE
BLER SO RIME RSB R NS . (PEG-) TFN 12RO
fLE HBV A< B AR A RT R b 5 B e e, ok
2 ) 1) 5 5 POAT ORS Ao B AR ORI RS (A,

BB RHMEEES 2 HBY M F, BB i
2y B i 1O7TOTSSRIB (] 1y, R, AR 00 st A

100 7
COE1E
24
80 == 34
6770 g4
== 554
3 60 -
- 49
R 404 38
| 29
24
20 - 1 17
11
| 0. 4
0 o 3 02 5 12 0
LAM ADV ETV LdT TDF

B 1 @M ZBFRZE (B) YIEBRERKEKE (LAM) |
fE4EE (ADV) « BEFRF (ETV) . BEEXZE (LA
MPFIERE (TDF) XA H HBY B AL E X,
HHEHBES L, XSRS 0 ATEAR, RAKNE
FrRuEFIHERR AR AR, BT 2 S AP TR T

— BRI M (AD.

1 5 v T 24 B B 1) 5 R 2 ) R I AN & A, TR
2 FRe A A 3 Fh NA ¥ 97 CHB (A1), fik ke 2
—FhRRA 2%, B HAE R 2 S pl e U2 B AR
FIr s, Migm T BREET, R Y &
PU IR A — B2 HBY #ifI75,  {H i L 24 B B
%, Bk, % F %L HBV DNA KF & &G IT 6 M H Ja
U346 £ HBV DNA (¥ 85 %, Hiif 25 & A% m 7 %
T 5 2R K% 5 I fE (HBeAg BH 7 8 % < 2X10° 1U/ml,
HBeAg P ## < 2X10° TU/mD) K3AJ7 6 N HJ5 HBV
DNA ANA[ e B, & b9 5 R 24 256 M 5 i U712

(1) (PEG-) IFN 8¢ NA WA BRITRRIRIT . X — 3R H%
B SLBUE 2 G R R R N (A1),

« (PEG-) IFN f R J7 #3697 7E CHB ¥ J7 ',

PEG-IFN &4 3# IFN EZ 2 i TH 5 T (5

JA—RD. X1 HBeAg PHIE B, T TEHELE 48

Journal of Hepatology 2012 vol. 57 | 167-185 173

Clinical Practice

Guidelines



saurjapIny
dndeI [BIIUI)

Clinical Practice Guidelines

#*5 BN HBV AL R KM RN AR AL A EERERM S BHAYRBURIZEE: SEUR), | (PEHUR/ SRR,
R (Wf#5) ",
HBV R4k R

RIRKE BHEXRE BEFE mERESE BiaEs
B S S S S S
M204V R S [ | S
M2041 R R [ | S
L180M + M204V R R | | S
A181TIV [ S S R S
N236T S S S R |
L180M + M204V/I + 1169T + V173L + M250V R R R S S
L180M + M204V/l + T184G + S2021/G R R R S S

(") PEG-IFN 697, A 3k43 i K nl B2 HBe IfLi5 %
i, BT BOd R R M Rk PR RE, 48 JE
(1) PEG-IFN Y& 97 A 7EH BR 7 B2 697 5w R IF 2 Ja
MIRFEE N, DRz FF 0] T HBeAg B i
#. 24t (PEG-) IFN 5 NA FIfE# . AR MNAl
ERIPELE B (R4, UMEERESS
WE (AD.

PEG-IFN Bt A hoK R @ 1BIT R 35 & e, (RS
24 Jii A H DR G )0 7 A BN I 2 B SR [0,
PEG-IFN &8 R VR TT B SR AU B 28 801
B EH A7 15 7 5 1) 22 R P A 220 v R T 2 A U
ik, HEiA#ETE PEG-IFN B4 hok ke s & Lk
EVRIT (AD). H1T PEG-IFN Bt & HiAh NA 697 HY
7 ROR 2 Ve T A5 RAA R, Rk B R AN HERE ik
KILAIRTIT -

o JBY7 I HBe MG =541 HBeAg FHM: 3,
NA A RIS R VIS AT . SR80, T e
BT Bt HBe I3 2% 7 e H I (9 B LRI 4T HBe 1L
HERE RIS, Rk, TEVRIT AT EIE
TMITFE. 5 NA J&, /R 289967 bt
HBe L& FHAHAREA, Ko BE 1525 T 2%
DI 2 22 . SH FRITRE I NA VB9 &
97 39 FH o 5ik R0 L Tird 245 o e de v PRI 24547, DA DR %
I B MURE 7K P 2 A TKSF, (R E 38 5 HBV i
25 5| EAHE R R (A1), — EHAE NA VRIT L8
TR AP HBe I 24 540, B4k 83h7 12 A~ H %
TRHAH 40%~80% I 55 45 24 Jo T S IR A B2
(FFEE9T HBe I35 2540 U0 (B,

(2) NA FJRIIGIT . X T POWAS R s ikb 25 245
JE RS 3 2 AT A AR SR YT I B, B HBeAg B
PEEE AR 1 BLPT HBe I35 A 7 4 () HBeAg FHTE B,

X097 WS L EL ) 1% NS e R T AR AL A
AN H HBeAg IRF Q] 86 7 2 5 H BB HBe 1135
HEAR (C1).,

IR 251 H s 25, BB Em RS RS
NHE— B3R TT (A . Bl A mAzsy), iE3M
Yk +F HBV DNA KFATI (SZEF PCR R 5z o B4R
(BD. RERFMBHRBOKIYT . <&M Z
PTG R . BAE HEURE R H R 2iay7 3 4803 40
IR 2 BUR A TSRS R AL R B R T (A D,

H A1 1 TCUE SR 7 B NA 4136 B8 R VIR B AR T %
BERFRBH BRI AHERZENRA T (CD.

V-rig. 34

X 3 JE R M TC R . 09073 B 2 L2 R 253 2 M &
%EE [41,136]0

(D FRUETNE. BERFESEERT, Blke
BRRK R EIRIT R R R R /0 Mo X NA VYT 5
RMETCNEW B, REHRMNET B, TR
RUFEI R AR TC N % B, @it HBV i 8 bk 3 4 B4R
AT RERI M 25 RAE, A B THRRCRME e, 2% BORE
— 2 & DU L5 2 1 4 B B s 2 HLREBH IE HBWV i 2448 5
R Z5H R ml (B,

AL NA ML, B TPORETSAE, BTG
ST IR R AETC BT E DL (2 10%~20%) 0 5 Bl {845
JR R TC R B NA MG B, M R4 A B i e = 51
BEERS B,

(2) A EE A . A NA F50] e H 3 00 5
NI KA A AR AT B G E B

TS FHRK R B B Fe e (AR 2458 IR B Rt R 24590
24 RIS RAFR R AR AN A I R, s EAR S (2

pais
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HEUR TR (R 258D 48 JRIRT R AE By N I R, HE
TR TCAE U2 SR B 2 RS R H e i) (AD.

H A BB R e a4 G i 24 56 18 B
B I 290D YR YT 3R R 300 15 2 S B I e (AR B
AEAEGH . K TVRYT 48 JEIINF H BI040 s 7552 N & 1 b 26
B, WA eI 48 A ) HBV DNA /K- 595 830 115 .
FH T 1K 5 b 25 K 3 51 2 897 5 2 M R BT HL 2%
AR, Rk, 1M HBV DNA 7KV R B R 38 T 4k 8% A
F—2i% (AEBRFREBEES B BD. g%
FAVOMAHARZGY), CAT K67 I R v B i 2,
BT XF T B W PE B 47H HBV DNA /KPR iE—
PR EE (C2).

(3) WHEEFIRME . RN RIFEH RAERES RS
HBV i 2576 5%, RS TRk R e s B ke sy a
HF 00 55 2 SR I NA YA R, I8 daxt D B AT SE A
AU 25000, AELR S - 2 W A 55 27 S8l EL AR A R 11
B, TR 2 (B, AFE NABIT S &
BT 252 T 1. B8R FH M BT YE B 5 Em
RN HN< 1.5% 5 0%, Rk, BERFXEinE
TR B R B ROE 5 MR N ZE A %

it 245 X 6 5 Jk 24 HBV DNA /K°F & . HBV DNA R
[ 22 18 A B BEAE R 16 e  NA VA YT 45 5. ml il it HBV
DNA Wi R AEE 258l (ALT THED 2 BRI 25,
[ S5 0 25 AR 288, DL VA T SR . sebr b, Il
PRSI EE A COESE, VR & 8 E N e RS
77 EnT kR Y (B

XFTm 2y A, N G AR ST 2 B A P
BAMHAT GE MR YT, TR A 2 i 25 0k 1)
R BE AR (AD . BIERERE, BTHAEL Hl 2k
(1 v U, I T i S K 5 e 10 R o i 2 XU 2454 (b
KR, BrEm T A LR e ) T 27 BHRIT (CL).,
% 5 WoRE UL HBV i 2678 Sk A8 Xt 24 75 T (g 1

YRR R BN 2 )R, AR A RT IR, K24
LN FH B AR 5 0 B T AR T RO 2 T xt
TREAR T 2500 B, AR RHE S EES, Bk
MAEFEREBHERAE B bEEEEE CaimD MY iF
Fi A 5 1 24 47 7503 35 24 8, IR T 1% HBV DNA
KPR R, Bim SRR T T O E MY X
Bk Emzam B, RgdmAsnmEgisEmS 0 h
TR EEHMESREW AR ED, Hik, kS
HRIFH BN SRS Y 45 NIk, MEE R
F[ 257 M HRIE . 0T xR, HEHLELT IR =
RS DU S DR 2R i 25 R AR BN 2, DA RS Xt 251 e KT
BiEm BN B, RN E RS BT, W
BEMATLR KRR EMZ, wHARE RS, T2 Em

JOURNAL OF HEPATOLOGY

iR, REN A 2k AR A ME,  BIEE R R AU
VIR EHRIAY (ERB RS 67

o KK 2T B AR (TSRS 4R
AR AERE T (BD.

o B fEE I ZG  WAE T AR AR 5V T 2 08 NA WA
B, ARG RFHEHERST B X T&
i EE ML ), RRERERE R (C2); Wik
HREAEAFEROR B M 2, v 4 A 25 v 4 =15 17 B o
M—Mz Uy (CD.

o BHKREmZG - B0 SRS CnJeiE3RE
Bitats, arimApERE T (C.

s REFRFMZ : BB ESERS (kSRR
BintaT, AIARTEET) (CD.

o BititaFBmtZy . iS5 Nk, ARSI R B AR R i
2y, Nk, M T AL . B a2,
IAHBE RS, Bke. foksk e s bl
FREHEM (C2). WEHFMARER KKERTT,
MmO, S FREERCR R e 25 B3,
LA EE R (C2).

B8 75 27

PEG-IFN 4 IRITFE7697

X PEG-IFN J6 97 W 2, RO Al 4 if 248 i v
BN ALT K°F, 43 N H A TSH. At A B3 B 7R
BITHY 12 A H s 2z 4.

« XFT HBeAg PHM: & #, NAEWRIT 6 MHM 124 H
KB JG I 6 AN H R 12 A A &l HBeAg F19T HBe
oAk L K 3% HBV DNA 7K V. T 1) 45 3 A 55 45
2 Ja FrEHT HBe IG5 40, ALT 2% X fiE HBV
DNA < 2000 IU/ml (A1), T HBV DNA A5
HBsAg V1 2k i Z A A 5%, K Ik BE Vi itf HBV DNA
ANET - (SERF PCR A RIS R (BD. XT
PEG-IFN 97 B4t HBe I 2# #5 e f1) HBeAg BH T
#, BT 174 HBeAg IfLi% 210 5 03t e N HBeAg
FHPE CHB fn] fetE, Pthix s B K pE s
(AD. T HBsAg V¥ 2k Z B M HERS Mg N, Kluk
— H HBV DNA A, # HBe MG = F )5, M
BRI 12 S AR — 7 HBsAg™ . HBsAg % [ 1)
F N AT HBs. % PEG-IFN ¥697 3~6 4 F HBV
DNA #i1/ 5 HBsAg 7K Tt T B 1) 3, LR n]
ReMERIN. M, XFF PEG-IFN #6973 M H Rk F
If13% HBsAg 7KF-<< 20000 IU/ml BiAEfAIFEFZ ) HBsAg
TR, HH BB HBe 77 27 55 46 (1 7T A PR 1,
[RltE, XN T H PEG-IFN (C2).

o XFF HBeAg BATE B3, NAEWEITH 6 AN AR 12 4
H RIEITIE R 6 AN F AL 12 4> A48 3% HBV DNA
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JKF. 12255 HBV DNA << 2000 IU/ml #4542 75
SN B IE 5 R A O%. 8% HBV DNA AAf
DS PCR ST D2 5 24 i BRAR AN HAEE (1) R L R
HAKH HBsAg TH KM REPEE = . W HBV DNA 1)
AT, RLREA] R 12 AN A AL — X HBsAg (B1).
HBsAg #FA (1) 553 MAS M BT HBs. H ¥ KA 771
PN PR RS, R T — N7 R PEG-IFN V697
J& 12 A H 35 2 J5 Fr B8 N5 1) HBeAg BAME &3
e A B, (X Pl JXURS: T R A AT s JR]HE R
BEAE " (A, X T HBeAg BAPEEE, 55l D 3
R, Wi 3 A A PEG-IFN JA7 K AESREAE
AT FE B (1) 137 HBsAg 7K-F B AN ML HBV DNA 7K
P> 2 log, IU/ml [REME, A4 FLRIZ B AT BEPERRAK,
Rk, N2 EE {5 ] PEG-IFN""" (B2).,

HBeAg [t HE NA G RITFEG)T

NA 1 BRI7FEIRIT 0 B (10 42 4 7515 24 )5 bt HBe 1135
ke 4, HBV DNA < 2000 1U/ml A1 ALT & %, H =
HBsAg i& Bk (A1). N 6 4N H Kl — X HBeAg fl bt
HBe. V697 #8] B 5 3~6 /> H £ Il — X HBV DNA (#
J&H PCR #:31). HBV DNA /KA A ( Sz PCR
WD Kb J5 1Bt HBe IfLIE 5 5% ¥ 5 A2 4 5 T 20 435 B 2
HRK. WHFER, WP HBe MiE #2512 A
15 NA (B1)o  H T 500 4 R 138 5 F0 /509 55 5 B
A Leht HBe I iE 7 # /515 H NA 83, FREHR M
WigyT OB R, SRR, RRRI R ™
BT AL EFEAR G, TENAY%SLIRT, 5BE
HBsAg W4 e tE B HEHT HBs (C1). Hi HBe LI 2 i 4t
25, NBEERE 12 A AR — K HBsAg, %A1, 76 NA
HIT WA BI6 )T J5, HBsAg JHRAVH W (£ 2).

NA KHETT

A% 0 N, HBV DNA R [ % SZ i PCR 6 I A
AH WK F CRI << 10~15 TU/mD) LA 3B it 2. A,
HBV DNA i 2 A5 V6 I7 BB DG 88 (A1) o BLTEER
3N A BT HBV DNA 7K1 DI Af 0 25 2% D2 15 Ol
WRIGEE 3~6 AR — K. fEEmWLRELY (BB
FakFiEwmT) E TR, — HAR MR R A, B
2]y /b BE D5 I HBV DNA 43 (C1).

NA Z B A, WUEHE R < 50 mUmin [ 8% HE#H
TR (AD. Fk, B NA BRI IEE, 1B
SEPEVETT BURE X 375 WL A RLEFS BR A THE (AD.
i S B e VAR RS = RN = =7 Y 5
BFE - AL, UURFHE B2 < 60 m/min . & L%
BHIAE. EAKR. FERBEGIAE. mE S NS
%, FERETEREAY . SRS ERE. ERERES T
F AT 0T SGE LB BR AL, BT NA V6T BIAF (e

TS AE T REFRAR U (C1)o AT BR IS e 1) A2 Bl {4
F, WEMBHECTERE" (BD. Fik, PEgHk
BifmEin T AN, CHB B @ mALE (UIEFERRR MG
THED L7 B 1% R 7T M B AN R s B H Rif 2 A 2R
[ B A% AR T W), 5 U s f RUK: CHB A8 353 ik
MALEF CULEFEBR A THED WD A B S A1 2 A
) (C1)o XFF 0 H hREAL AN IR RS 1) B 2, L
THAEE W AR 0] IR YT 55 1 84 3 AN H I—k, s
B 6 N AWM —, 0T J0 B Dy R A A AT e XU 1
B, HEThEEMRM PR | F4 3 A8 H BI—IK,
WERE 6 AN H WI—% (C2). tHLEFE M%< 60 ml/min
BMIE BERR 27K < 2 mg/dl, R P1EI0 (C1).

AN [ B FE 400 55 BB (R 25 VR P A ABL, EL G I e 2
MW FAESE . B AR IR IT I HIV BH M 5 % N B
FHWIE . LS T IR)T CHB B3 8 % Eu 7 I
EREAT . BB RFIR)T CHB B i A8 K3 W)t 78 3k
T4, B REIRIT CHB BEMNURFEAME. 5T
NA M EIRT BB FERB MRS R K&t
R ANIE 2

TEE R E LT

WAL &2 17677

PEG-IFN nJ 38 fir W S0 A48 £ 28 3 1 100 o Jak 4 0 BT i
JARRE KUK ), SRTMT, PEG-IFN {3497 77 & 5 CHB #H
L, AT TR A R L R E N (AD. BT
7E NA H B S O AR 1 i 25 ARG, DR b A e i 32
WREIEE RE AR " (AD. BBEEAN
PR R 2. BT R AL B o] B 2 Ak 7 2
KAk, Wik, W1 EELEIANHAETEN—
X HBV DNA 7KF B % HBV DNA AR AJ |+ E 2, 7 I,
JREEAL 3 TR K AT, E VIR 25 F1 2K .

I PRAF SR B, R AFVE L] HBV DNA A i
BHR SR, TR R N R A I B (AD.
R, 99 RE A R T B A e R B &
JIF A8 Ak 30 % U0 SRR, BT 4R AF AE HCC (1 KR
DA R NA VR I 5 B 35 2 G, 70 2K e U
HCC™M™ (B1),

JHF R A A5 8 G BR A2 52 NA R4RiRdr. 1R
12 A HBREGITY 2 )5, % T HBeAg FAPE £ 2, 1
i 3 B B 1) Bt HBe 137 2 % 4 5 FE A8 (1) HBsAg W 2K Fl
Pt HBs M35 2= 5 ¥, 5103697, [RIFEX T HBeAg B
PEERE, G0k BB HBsAg T 2k M5t HBs I 3 3
BRI IEEIT (B,

KRB R 17677
8 7 e AR T FL T R T RSB,
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I SR AR B A B 2 LT T T R R 298 9T . N
BT 15 F %, A1 HBV DNA KF ], BT Him
BEVHIT

T RACEE AT 2, 25 (PEG-) IFN. RAff
BB RESREERS (A fuE T 5 AR I 18
EEHBEBEEFRFEN 1 mg CERIATTACEEE R K
0.5 mg), BH—X. TR ER, XHFAYZEIDLE
BITHIE 1 ER A P, JEIRiE, #5 NA £
S BB R A0 9T I A R AR RS A A B 55 (MELD
4> 200 WIRAEFLIIERR T " Hi, EXFELT,
JRL 5 ) W I I PR R S5 = FR bR (A1) o KT UL BR AR
(< 50 ml/min) FIEE, FIA NA FIFIESPEE (AD.

NA V897 3~6 ™ H L b, RARA 30 B A 44 28 25 T
IR IG IR 3, mrgk e, HEREML R BT %
LEIRYT . RME NA WRIT AR, B3 HCC KBS TIsR R A
R, K HCC™ (A1), —18 Child-Pugh 5§
MELD ¥4 = 0 i 351 JFF 9 28 8 1T R O 3k Je 8 AN i ol ik,
BT OIS, XA EAT R Y R RE LR,
NA J3J7 7] f# 1k HBV DNA ZE A A K7, M B F2
A HBV &R R 15

FFBHEE CHFE X BT

BEAE R M HBY B R & — L2 . 35
JIT 45 HBsAg FH 4 HBV AH 5% [ £ K W JF 9 2 HCC &+
o 1 A5 FH 9 80 i 245 B B 1) NA BA3E 45 HBV DNA R
A A8 (IR AR KPP CA D Rk K F0 /B 4 4
A TR % Bk &E [ (hepatitis B immunoglobulin,
HBIg) HJ % A8 18 G KU BRI 2 10% LA HSmisl s 56
T ST AR ARG ) &= (1) HBIg DA R oAt Ty S mg, £
15 Bh Al 5 8 T AR H IS R T BUR B R BB AR YT
H AT IEENT LS. i 70 R B R F5 247697 i
B HBV 8k %42 "™ o % Bl fth iz 5 B 48
I B I HBIg 1) 22 4 V5 2k w5 i e 1Y,
FERF R ARG DL R, El T [R] I A5 405 1 s R T 41 o 7,
IR R T B, HUIRMEIhEE (CD.

FFHAFERT BT

G HIV B3

HIV FH 1) CHB 35 7539 2 197 7% Chighly active
antiretroviral therapy, HAART) 2 Hif AN BT A 14 XU 38
. T H HCC KUK g "l Tk A, HIV
BIT AT RO RORAE, BB Va AR 33 065 B A v B
PR R KHIEITT HBV/HIV A ke 235 1 A Ak R
AR U R4 HBV DNA /K-F. IfiLif ALT /K il 21
FE, HIV RS FIRYT & MRS HIV PIE&E —

JOURNAL OF HEPATOLOGY

FE U RRHET A HIV 4875, MR ZHE IR &
& — A L R IR T HIV A HBVI g 08 v 48 =6
BB A T i Al 5 B K O s I 2R 3 Rl 0BT HIV (92
By DT (A . BT HIV F HBV 3897 AT J1IE TR
Ot THERER W R TAFE Ry, sy 5HHY
U L B AR S R B At VR R OK K E 7E HBV-HIV
HIEGME L R W TZNA Y (BD.

Xt ¥ /b ¥ CD4 i %> 500/ml [ %, W {EHT HIV
YBIT 5 EHIERTIAITY HBV ; PEG-IFN | Fi #4545 5 ¥ Lo
K TE W ARESL A A B06 YT HIV, AlAesedks 7 . SR,
1 SR 3K P R T 24 BF B NA AT — AN 259, JR97 12
A~ A JG KI5 F HBV DNA KA A X — H bx, 8%
e HIV BT . fik . BB EBAEEREE A
G T HBV A1 HIV, {H o TAEE HIV i 25 AR, ik,
T A IR B i A, N AR P IX B 2 ) BUYR T HBV
(AD. Hk, 7ERXLAYIETT HBV B2, i n
HBsAg At & & ¥ M T HIV I8 (A1

&I HDV [RGL ) 452

5 HBV i — YL b, HORE BB R M R LT
HBV & Jf HDV B4t % U™, 20 HBV-HDV I & J5
(02 PRI G b O, T M T AL 2 AT LT 70%~90% (1)
HDV XUHE e g U7, @i il HDV RNA . %
HAL YA HDV Fi 5 88 IgM 3t HDV 7 B4 3% HDV
YRS U SR, BT HDV RNA K 7 v it ok
FruEfl, A HDV $1 5 58 IgM T HDV A0 J5 vE R T
A, RIS HDV B2 W7 o R e U747
4 HDV & il 5 1 FHE 6 5 HCC FIAE KRR R 55108 4%
55 2.8%, 4 HDV ZHlE R ETIIET R F %=, £
AU 23 VA 7 B L U770

(PEG-) IFN f& M — 34 J7 HDV 0 % 25 4 75"
(Ao TEVRITHAN (3~6 N A J5) #ill HDV RNA /KF
AfPEAE (PEG-) TFN BT R (C2). BT e A7 n] LAAY
Sk—E i3k, I 1 4L a7 2% 2 U,
SR, Fe AR BT RE AR B 17T 25%~40% I R 1
25 Ja LR S (199 B 24 B, HDV RNA ASaill, fE4i
YL, U H IR T B HBsAg i 2k 77191, Ak
M, ERRFREHRESNE 2R, BEFH4EZ A HDV
RNA A RE4 P A . NA AR HDV 8 il KA Ik
g U7 (B, 0T S BLVE B M HBV ) A 3 4
sk B ME HBV DNA /K1 >2000 TU/ml (&3, A%
)‘:g NA ?l)ﬂ\ﬁ‘ [174,185,]86]c

G HCV 1 5

HBV YL i fE 4 3F HCV G T b s s it Je
4 HCC KUK 'S HBV F1 HCV A 7[5 — JH- 20 i A
HEATHHE G Y 4558 v P S HBV DNA /K
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RIS, PR TE T AR AT AT B B IR IT AT E Y R
s SRR, LA WA B A0 B %% B I BURAE A U AR
i, /A% HBV DNA /K2 5 o] f¢ i R 3 ML (SR
A/ B ERTE ERENE) 5, HBV DNA KVl %
BARBCA T, 1 HCV & K 2 508 3518 M A % o LTS
T B S I T T A 0 i IV 271 < (OA AR E
(B1). HCV ML B FNE RS HCV &Y B
FH g UERRRN LRI T AR B HOV W& R 2 S AR R TE 1)
HBV # & X "V, Hth, HBV DNA Wil & 052, fF
fif HBV B R #4145 % NA¥RYT (B1).

AERT A

HEIRT 95%~99% [ & 1t HBV J&Je i N 7E £ i 816
7 BSO8R PR R B BT HBs L3 22 4 %)
(A1) 3 M B E RE T 48 06 20 3EAT BF R FE VR A (AL,
NA W 7 A B R . D HURE (FKKRENE) X
Frix — R 7 sms 9 X CHB, MAEHBEE KBl
WAL (C. JTREMAME. AW, X H Bt HBs
Mg s, WFEESERERTED3IAH, Mt
T H BB HBe L% 5 7 A1 HBsAg WK J5, P24k
PURTRITED 12 MA (C2).

A, X EE 2 OB & M CHB 2 R A7 15 1A
M, FIRETR EAFVE AL, AR, X WISEE N2 NA
Yzﬁ)}—? [196-198] (Bl )o

JLE

K2 HEVE LR ROTORERERE P L 2 A 40 PP
M HVRITIERE " — R E, CRARSRIT (AD.
I TFN L 7K K 58 AR AR 55 1) 22 4= 1k 5 A 2Pk P
SR 5 RO 2 12 56T )L AR NA (B 78 IETE
BEAT Zrh, X LBHE U AT B A 3 A R LK) IR T SR

BEF A 7

B2 55 N 03 BRI 5GBS 2R 5 BT
AT TR ZEHUR ERYT, DA B AR ik S 5 R B
PAERE . AN E KA HBsAg B EE 55 A 5 i B 55 22 )
FIEZESR . WMTTZERNES N SaREIEEE. af
B A F REEE A, i HBV DNA > 2000 TU/ml H. HBsAg
PR, A Ak EL it 24 be b ) 254 (RIS R Fei s
WAEE) JAYT, DAFAK HBV DNA /K1 25 31 AR () A AT il
7K B BT T 40 A 11 45 AF BT HBV DNA /b [E 2
2000 IU/ml AR (B1)o 5 XTI R AR AR B AR A AT
JTRCHAT I . X —BURK IR 2241 . IR0 RO &
SR S ANE R B

A1
FEIV 4R HBV ¥6 77 Z B, 2R I & % 318 Lo i X g

A TR B NI 2 7R A GR I 24 1) 22 A U (A D o

WIRIAE ] (PEG-) IFN (A1), Hik ke, Bl
1R EE R b FDA BN UEgR C M 2, 1 &k
SERB GRS 8 B 2 25 P, I — 4 AR R S0 5 16
TG R AT VAR ) 2 o GRS R FH et AE .
A M 2 10 2 A 1 O Sk B T I  SO B O R B0 Ak TR
FH B VAR 5 R0/ B oK R s al L il At VR 1Y) HIV BH M 4 4%
\4 B2 i AR S HBV PP IR b
FEGF (TR 2 1 AV T2 1 e e s, R X s R
B AT PO (B,

ANAWIHE SR, TR UE G A £ 0 BA 27 4E 4G 1 7 68 31 4a
7, MEBELERBITEEEZ FHA (CD. ST
YEAL B AL A R GR 7 MBI E R I A L,
i (PEG-) IFN &7, HUTHEAMR (CD. #&E, (PEG-)
IFN JA 97 B, 75 ZEA A . AR A (PEG-)
IFN B8R IT CA R, NI NARYTY, HERS 24
GRH (Co N TRX—HRLMEHR, SHEEHERGH
ik (B1),

Wt kR P HBY VR YT R = AN AR AR, S T
EEITIRAE (CLo [FFE RV YT 8 AE & T T 4 4R 39 1] 2
WAL Wi CHB i e (C1)o M 2T 2 4k BRFT 1 Ak 1 22
HRICHE N T4k sibyT, HNEFHERITHZ (CD.
WAUE R (PEG-) IFN MM4k4E NA ¥697, [FR RN FDA
B C 21 NA Rl & BT i am H AR B R H il B K
NA (C1). 7EBZENAH, W T & s & H B
b H OB A 2T a8, Db T X R s ek £
BinfmE (Ch.

HBV BEEE AL 2 TR AL I e, —fAdid HBIg
5 HBV EH s A E ) e R Tl . AT, X LE TR
X T ER FFME (s HBV DNA > 107 1U/ml) £
% (HBeAg FHME AN E) M A LR, R # AL
T HBIg [ [R]Bf H Fh o 1, L3 B HBV A% 85 XU 75 >
10%2721, 87 45 %1 HBV DNA 7K - i [ B 55 3 i3 NA V&
J7 AR R AR, MM 38R HBlg 5w 730 (B,
KK E 5 B LI e 10 YT 42 W ] =0 25 ILE 1Y) HBsAg FH
VEUEORIA 4 224, W4 HBIg 592 1 0 50 A 35 5y 58 ]
FEAIC HBV 5 4RI P AL 4% 20202120 (B D Rk, #&
bk, hikReEs ST (FDA ¥ B R0 52
W) ] R F 2w v B IUE (I HBV DNA >10°7
IU/mD) 1) HBsAg BH % i 9k 18 L Fil Bl HBV & P Al 7=
WL IE (BL). B a5 107 BBl 30 4% 35 1 J0 I PR o i
WA a1 NA VI T Fpis [ 7= 94 5, 0wy 78 42 5
WEH (CD).

U O U 2 ATY oA VAR T B T % ol i IR 7 4 R 34 1)
TE53 W G A2 L BT HBV ¥, B T A8 T R AE B R
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