B E R AR ERIEE

Z BB AT 4

20152 A

BEZ I THE F BRI B
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J. Feld (1K) A1 HL.A. Janssen (N5 K /4 %)

Z. Abbas (2 #:H74H), A. Elewaut (ELFIR), P.Ferenci (Bt F)
V. Isakov (&' #7), A.G.Khan (E23EHrH), S.G. Lim (Hrini)
S. Locarnini (. KF1V), S.K.Ono (E214), J.Sollano (FEF )
C.W. Spearman (F§3F), C.T.Yeh (57%), M.F. Yuen (%), AW.LeMair (fif=%)



WGO Global Guideline Hepatitis B 2

H3
1 515 4
1.1 WGO 73 ZimfE 4
1.2 LB RPIRATIR AL RE 4
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6.1 45 26
6.2 5|3 28

7 B — BRI T %

PRI 1 bk LT R LR 9
IPRUTRE 2 SR Rt 17

PRI 3 SAEFAIII GRTEr) 17

SYOURE 4 HBeAg P Sl EH RO I G117
YRR S HBeAg WIEFIEIMIII CETPeik) 18

I3 TR 6 HBeAg FHIVEGuileidzh MMl (IFN 9 ERhHG 397 18
SYRAE 7 HBeAg FITEGuEiE s M MEl (NA 97 19
SYORUERE 8 HBeAg WL EANMNIAII (NA VHFT) 19
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Rk

1 HBV 2 [F B R (r BRS04 5

£ 2 ORI RS S8 A e 7

3 18 2T B R L A s (R R 8

4 CHBIEAMIAFPEL 11

=5 50 LRI 5t AR I T A B I S IR 2R 12
6 O LIS BT 4% 254 20

7 7 HBeAg BRI HBeAg FH 1S 2 BT 4 HIVATT 20

&l

K1 4Bk HBV RN AR A6 4

2 2 GBI 98 g R I I bR B BT 7
3 181 AR L B R bR B S B AR L 8
4 CHFRH SR A b 2 P2 1R AU 9

5 APASL f5EXT ) BT BT B3 Va2 14
6 HBeAg FHMEIEME Z BT % B E T 16

7 HBeAg I8 ME Z R F & BF ST 16
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15|35
ZARF AR (HBV) fesl ie 2 AT e FERE S, 762 BRIR 2K B0 AT . st b
AR 25 P 506 2 A AT T 4

o By LiEid B AR (RERZ D Bk PR (3. HEZME KR GYUE AN
2

® i, HOEBRNZ LR, 81
Ao P O ) o T O S g, T R
(i HIV &),

® B EEAT NI ETE LR TG ok T EEMEA .

® HBV 2E5% A i HE I G E R

® [H1982 F, WHl T %&H NN, SHEGH T %A 95%.

AR IEYE HBY YL T RESON T — A B IR, BTl ARHA L i B &
PRI B A B R o g HBV I G 1) 8 gAT KA B 2

® CLHPEWARE AR, BIFAELNEIATIF, 72 m i B K e A A
®  E/DRINZX A G fa N REAT R
®  ZU{ERTA AT LA IH A, XA T LR G R — AR IR R

HARZHNEVE HBV JEGE A2 WU IR AAE, (BRI G T AT it TR
Ay B2 S AR 2R s 1 KU KOS N e TS f)o A RKR YT T AREAR 2 AR SR
FFRAE KRS o

PRI BUR C ey IR QAL I Nk S [ RV P
ZHE, FRARURGE LT R DI RENR T IR AS

;M Fk

1.1  WGO £

F T BRI M 2, WGO F8EFXT L BT 4 2 A BRI T — 1 0 R fE . ixut
WGO 4> i fe 8 /e % EASL. AASLD. APASL fiI NICE % “&krife” ferdtiT “ 48k
P #h7e, mEAERE 2 [1-4].

1.2 ZEFFRBATRZNERE

YFZ R EE ] 51 #E N800, 1B HBV YL BLA @3RI L [5].

® AEKHIT 20 {2 AN M IMIE =R I FE /R BE AL BOIE HBV &4 .

2 4.5 T I NSRG4 & BN HBV AH S I H AR [6] o

15%-40% (118 P B L B35 75 ] REE R N HFAEAL, L 48 B oo ol R/ sl 4 i A9
FERBIT 4 7 PaM R R K E,

RHE RS HBV Y S I R FFfb el i R M) SET- A2 1 H H[7].
HBV FHCHRAET 35 %) 786,000 A /4-[2010][8]-

SERAN A X ZAF 0w R M 22 AR 1D STl 2 um . o ARG
ATHLX

® TEEIMATHLIX[S], K& 70%-90% AFEAE 40 % i/EGeid HBV, 8%-20% N\BEA Frsii
BEAE T I8 PR B [9] .

o (SVERGLR K X ZERIR K, KW, HE L Wbt X LR Hr DL e o B 5
It 10%, 1M PG RKATALSEHBIX A 3] 1%,

® AT, &EKKL 45%MNAEETE ST HIX . BT AR R, RE S
FHIEH 2 HBV BYL R AR HLX, 1 IX A5 50T BE AR RE 51 & 2 9 I AL

.1 ABR SR 280 7 5 AL A B A7 (0 SRR 10, 11D PEBEER IS, HBV JERI AL A ]
RE 2GR, IXAETE T FE ZOICH W] &
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T S RRIISCER 12, 13 FIW] 1% B R4 85% 9L K D 74, 10.7% % A AL,
3.2% 9P C A, HARFEAAL S 1.1%. RN, HBV HEP F AUZ — BN i UL (i
EHME L, BE) [14]; ST AR F ARLRAT AR 2009 80%, SRINEN AN JLF 100%[16].

181 HBV LR 22 5 b2 K 3 S I RGN (AR e A 5%
®  SURRGLHA NS VE RGN ARAE - e (FEEAER) & 70%-90%, %) LIS

CUNT5 %, KPR 22 20%-50%.

® IRIIREIEH IR NIEG HBV E 18 AL IIHLR Y 1%-3%, 11 G B AMHR A R A FHE 1

BB

® LA 8 PR MY[17] (A-H, FAIREZ A 10 M) AN [F) DR AL R b 3704 155 0 A7
ImIREE A —FE (R 1. HEl, ARMIX HBV ZERRRAT I L5 # R E VA K .

R LR RO SO R 3 7 417 [10]

B HFA T

RS A D E A1, D4

%R D D1

ML, JEEFNE, #H, MR, SHEEA A4, A5, AB, A7
ik, W

JEE & EF D,A D1, D7, A2
[El2 A[18-20],D A1, A2

IS ay D, E [21] —

ENEE D, F -

BAA D -

e D -

2 Wi D,AC D1, D2, D3, A2, C1
FEHEF A D,F —

+HHE D D2, D1, D3
JIE DN C,B,AD -

© World Gastroenterology Organisation, 2015



WGO Global Guideline HepatitisB 6

EZK HFA T

274 A H, G -

BT AR & F F1, F2, F4

EL PG A F A1, F2a, A2, F4
ZE N Hfi i F F3, F2[14,16,22]
WRF) C,D C4, D4

w B,C B2, C1, C2

s C,B -

EVREE A,C,D =

B RE e P C,B C1, B3, B7, C10, B9, C8
B J =

G D D1

H 4 AC C1,C2,C3

e E| D D1 [23]

R A B, C A1,B5,C5

SR CEA (S D, D1

i o] -

=R B B2,B5

ENE] C,B C1-5

R B, C, I B2-5, C5-16

ORI Z (118 1 O HR G 38 KA HBY AR, FEARIEERIARILERN T e PR
(HBeAg). iX#f HBeAg BATENS £ H 8 75 Z KAV T ARSI 2k g LA S A5 24 f5 SR R ]
At. AT X (precore) A 5 %0y JA#) T X (basal core promoter, BCP) R4 &N —FEH,
AT SR O X R AE 2 RAR, ffi HBeAg 5 1E3Rik . J5# EERIZX 1 JE 3T 4544,
fif HBeAg 7= AL /0 1M FF R4 1H 308 o i A% O X SRARTE i pifg [ 5 i %2 L HL 2 L 125 (5 D 2,
MM A% 0 JA )7 X FARTE 78 AR A AR e PR E TR € 2B 22 DL

2 HBV R iE R 2

HBV (158 R R AR bk T-15 3 52 2 DR E A T, 6 3 R 3R A S R A B
TR T IS 5 HBY R R o WL h I 25— TR o g
R SR RS R R, 1 R R 2 TR O T A 4 o ATERR A ORI R Rtk e R
G D HBY 07T 205E 31 e dn 5 «

21 BRS
HBV AR RS 2R 2 FE, et (AR B, BARMEESE, JEE8)
PRI R HE IR S LSS AT 58, B 28 mT 10 e 9 B A R0 B 40 P g [ 24, 25] -

2.2 18 HBV &Yy
SV HBV JEGL R 18 AL XS ST U T e i (SRR A G . 4RI 15%-25%4E T HBV #H

© World Gastroenterology Organisation, 2015
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R BT, T EL 55 P ) XU B 2 P [26]
L2 R RIBGMF R AR VEAC A ST

& AL JLE ILUN

18Rk Gy 90% 30% 1-5%

e AT 10% 70% 95-99%
2. 2 HBV B M 2~ A SV BRI AR G E SCBR[27D . A, 2R EIRE: KB,
INCUBATION _ ACUTE CONVALESCENCE _ |INCUBATION _ ACUTE CHRONIC
PERIOD DISEASE AND RECOVERY | PERIOD DISEASE DISEASE
[ JAUNDICE | [ JAUNDICE |

markers HBeAg

L % e
F . . : ,'* =
: ! Serum IgM-anti-HBc . \\\
transaminases / transaminases ”
/ .

SYMPTOMS [SYMPTOMS

serum ~
markers HBeAg T

e\
HBV-DNA

Serum

IgM-anti-HBc

HBV-DNA

.3

I
[HBsAg

IgG-

" anti-HBs "
Anti-HBe  lgG-
B " anti-HBc
4-26 weeks 4-12 weeks 4-20 weeks Years  4-26 weeks 4-12 weeks Months to Years
(average 8) (average 8)

2.3 18 HBV BRILHIRIEM B
18 PE HBV YL — P il BE I RIS, X AN RE K 22 B0 599 7 01 2 5% R 40 2 11 A
HAERAE XK. 181 HBV YL RBA 0 ML T 5 A BL S BOR— @ %07 H 8.

Ho it 32 HA

— FERE N AR HBV DNA, HBeAg FHYE, ALT ZIE%H, JCHFIE SR 561 48 0 .
— X — B B M o 3o ok oW OBt R OIROBE M 28]
—IX— P By AR e

S EEESN A (HBeAg P CHB)

—BF RN B A —, X5 HBV YL FFER A .
—RIERGUBIREER, SRR 4 M 52 e B

— IR FBLI BN K, 15 HBeAg B4 CHB &35 i Bt 4> B HBV-DNA # &3k 71k
TF%, ALT Ft s DA R4 A 58 FESR AT

— RPN RS IAEBEE ALT R EWEN, AR RENAY4E, SEUTAEL
G (BRFRIEEEREE T RS

— Mo 55 i B A AR A G e P B AR 5 A HBeAg [7] HBeAb PH A ) L35 2744 i o
—IIfi R4FAE A HBV DNA 1T 2000 1U/mL Sk E], ALT 76 1EH JEEIN, ST
B IR AEIRAE. (LG FEVE SRR B 4 IR

FiEZH (HBeAg [t CHB)

— IR HBeAg IMLiE #5745, tHT HBeAg-HR[# ¥ HBV AL 44 (1) 57k n] G i3 HBV & il
PRI -
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— I REFAEAHT HBe HUABH T, HBV DNA Fil ALT /K- V9530, i3F R 5 FF 4T 4k 4k XU
E[Sa=p
— 2 2T T (R & T R ) ALT PRSI IR, 21§ HBeAg IR CHB HaEiE3)
PEHPIRASHELLX 23, RIS TR 2R3k & 1T ALT 1E5 16 20T 838 75 KRG U LAR 2 2
T NAETE S T
—ik R ZUE R B, JUHER D A43%, #7 HBV DNA ¥ f£< 2000 IU/mL H
HBsAg< 1000 1U/mL AJFIWr Ry EE s 3575 # [29]

® HBsAg FATER Bt
—1E HBsAg K5, 1&/KF HBV & Hrl Gef7AE, FFELZ kel #] HBV DNA, 4+
J it H AR 20 L30T
— “BRBEEME” HBV B R N FREEIM A 240 HBV S i Hi 8 [31].
— B E AN T A4 S5 HBY FRE, HBsAg FRRIEL, BLIFRN sS4

3. &k QTSI BRI AL AR B 5 E AR S2[5] E SCHR 271

_ HBsAg

HBeAg(+) HBeAg(-) / anti-HBe(+})

SO

*

10°-10%2 |U/mL >2000-<10° IU/mL <2000 IU/mL >2000 IU/mL <200 1IU/mL
ALT
Minimal disease HBeAg+ CHB Inactive carrier HBeAg- CHB Occult infection
Immune-tolerant Immune-reactive  Immune-control Immune-reactive Immune- control

Phases of Infection

2.4 181 HBV BRI R

1814 HBV YL IRIRRILZFIZFE, MICIEIR G ARG . RREERT 58 95 5 £ bl 12 F L 4
YEAb, o A4 380 5 oy R / Bl B4 B 55 o AN 45 SR I g IR R ATY R SE B 28, (HR
T B RIS =3 2 [AFH EAE 218 M HBV HERE (I SCHE IR 3R (3R 3D, IR K R FE A
DRI 9 B BT 5o 9201, 137 HBV DNA i BEAE S it 52 W 8 =, (e As BAASAZ A2 I 98
st AL EfL . M), HBeAg BHTEMIME LT B35, HBV DNA W8k, Pt L&k
A FHF 20 g P XU B v o T R S P A R PR 4 e 1) L 28 R A S I AE T 2 LA 4

2% 3 18 1L LAY BRI GBI e I (R M A 3R

LEASES (CEALSES ST TSEN

HBV &[] e EYE S

HBV DNA i &% AR i isde) I YL A TR S

HBeAg IR 1551 FIILEY (HIVHCV,HDV)
%0 X 2 BCP [X A& 5 P I

© World Gastroenterology Organisation, 2015
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il S1 7485 HCC F ks N

BCP, &%z 1 IX: HBeAg, ZHH % e HitJi: HBV, KWK HCC, H4uf): HCV,
WAF SRR HDV, TR 200 EE; HIV, NBesiam .

4. ZJFAH S FREAL B3k e XU . 51 SCHk 32, Peng et al. (2012), 481 HBV AH
I T AL RN T2 B e Y | AR

AL B4
~10%/yr ~1.5%lyr
AN AL _ V7 -
HBVY DNA > 20001U/ml < - s PR | ——— > | HBSAbIH %%

71 0%/yr¢
~4%] ~2%lIyr
yr FF 4T3
'41% {%iyr 6%Jyr
\/ 1 \/
~8%Iyr
KA AL " . F40
~1 5% /
FET B4

3 ZRIFFR 2 WA

34 HERBE—B R
® TR R WS WO T IS R A B 4 R T PURE (HBsAg) FIHUZ O Pifk
(HBcIgM),

® (EIKGLMILIY], HBV J5 7 & {45 E——HBeAg F1 HBV DNA [A]I ££7E

® IR FLEEE HBV DNA (I 2%, [AIN HBeAg K ZEIME 224k, FfJ5 HBsAg Pt
-HBs KA MG, PLEPI-HBe (Ig6) HIHIL,

® WAk OB R RN IUNT 3 AN, ilEME HBV R HREIE 2 M5 HBsAg
FrefrfeEt 6 AN H .

FERDEUE DL, AT HBsAg A AT HT-HBs A LA & FY], XA B L2 W
TREMORIBT R, FREETERRE R, KUksi-HBe IgM 2 SR BRI AL ME — bR &

DRRIE 1 SR OB R SRR E A

RIRELR R UlEEE

© World Gastroenterology Organisation, 2015
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HBsAg

Anti-HBc (IgM) #1 anti-HBs
HBYV DNA

ALT

Bilirubin

INR

i

=8} Anti-HBc (IgM)
HBsAg
ALT
Bilirubin
INR

1% Anti-HBc (IgM)
HBsAg
ALT
Bilirubin
INR

HBsAg FHYER SR R 0 SR 2 Wi Gl 4h CHB SRR, IXAEARMTIN (], ARSI P
RO B BRI RE A (ERRMEDL T, i-HBcIgM TREEHT I . SRR AT K
PR I AT 2 )5, B g HBY B B8 s 7 HCV M/8¢ HDV, = HAV ()
B WA UUER" ) CHB [ 3 R 254 sl A EE ) 5 R ) B Y SR Rt mT 3R I
SERFR o 5 A S B ASRER R

3.2 HBV BREHRE

BEA: HBV SR YL %E /5 J2 fE/E H1-HBs A3 HBc IgG. $i-HBs & I 7E 242 LUE A I ASS . (dn
FEAEPIOS S LA X, ) LFE IS 3RS () HBV, JiHi-HBs 385 A e I 1)) o (1593 2 1)
e, R XEAAYI N CKE, (EEM /D5 HBV DNA ] B8 Al AT T R HP R e
BB RIZERGREHILR R E S, (HH RS — B ™ E ) R P HPIR A
HIV e, BRafh, A2 E8H4%), HBsAg /LB I I (ML),
FLZAE 1f17% HBV DNA A H B E B T 70 A 2 22 = . Befh O s, %)
HBV 1) %55 1R I NAUNAFET-HBs

3.3 12 HBV &K

8% HBV J&4L5E XN HBsAg FFE(7 10 6 1N H .

3 Je il 3 /& HBeAg PH1%: B HBeAg ITE (3% 4).

[F) BN S e A AT ¢ HBV & il 48 45, W1 HBeAg, Ifilif5 HBV-DNA.

R 7 P B 2 7 7 2T P HBV 1697

HBeAg BH 4 F1 HBeAg P14 1 F 25, B IfiL 7 ALT 1% (£ %< 20 1U/L A1 55 ¥E< 30 TU/LD

H1/BARAG I ) HBV-DNA, 35 R 24 AR ), KOV BEIATEIEIR, HiGaidtkE.

FEAGYE HBsAg YLK 38 b, MLF ALT 395 e S I HbBE T, S5t [m) i) AT 1 8

f) HBV DNA £l .

® il HBV DNA Kol FIRIREZ, #15% DNA #E#54: = 20001U/mL 3k 75 25 &40 5
BT

® JHGPUREHRITIN HFEFEEZRNE (L, FEIEE HBV DNA Fl/8 ALT). Wi

JH S CE R Fe Gl FHH A sl I 38 1 AR S AR AR NI FR bR 58 SOREANAFELLD, ik

© World Gastroenterology Organisation, 2015
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i BB HURRHIAIT .

® [A]I R ELHEAT IR AN T BT S AR, AHERR AR SR AT SR R (M B B, T
F XS T ALT Jhii{H HBV DNA ZK-P AR ER MAS 31 % &

o HihFHEEEMRROIEAME TR0 (GRERD, ARERIERNT (NASH), £k
AT o

2% 4 1Bk L TYRT R IR AN [B] B B 42 )
HB.Ag ALT* HB.Ag Anti-HBe HBV DNALLD
(> 6 months) < 6-12 IU/mL
HBeAg A% EH BRI R 12 > 1 x 105" 1U/mL
G e 523
HBeAg FH14 Fim FH 4 FF 14 > 2000 IU/mL
B Z RIFF 4
18 ¥ Z B FF AR EH [ A < 2000 1U/mL
G e 13
HBeAg [ 1% T (RS ) I 1 R > 2000 IU/mL
B Z RIFF 4
TR Tt = +/- BR /4
EHRERRBR  Jhwew *= +/- B /4EC

(HCV RNA-FA 1)

é# HIV @g& }I—_‘,%—/IET%” +/— +/— E**

CHB, 1812 7iT4: HBeAg, Z% ediJi: HBsAg, LHIEFMBIR: HBV, LHAT R,
HIV, AGsEBrhiEmaE; LLD, {SFRMR .

*IEH e Ltk<201U/L, B4E<301U/L,
*E[RE AT AR, KM T HBV J& YL HIV/HBV & G R EERY , LA CD4 4Hff k.

ARIFIZKF 1) HBV DNA 1K 5 HBeAg FHIFEAN HBeAg NS LRI IIGTT, AN i 2
AR AN R R R R (R AT 5 0L o 83 (RO X BT N EAT 25 R 70 B R ASFTAT IR, EASL
(FIbRHEIE F T IR ARl 2x10°TU/mL (4F5%>30 %), 1l APASL/AASLD [¥IhRHEIE A
A+ 2x10*TU/mL (FF6$>40 %),

3.4 181 HBV Bﬁ%‘e*%ﬁ@?ﬂ]ﬁ“ﬂzfﬁ

XEFFE AN R S E HBV B B FIARE], RMEAER, R EEN — R AR A
%@ﬁ%#‘ﬁkﬁﬂﬂjﬁﬁlﬂ PERT 28 FHAEACATRT AT 10 g - A E T PE LT (CHB) 19733
H e E ERIMARMNEE,

® BV HBV YA —E R 7 EHUR TR YT A HEREIE RIS ;
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XA HBsAg FHPE (3515 2 # 5 ZORS T VP0G, AT [33]:
— RGBT B
— I 2 1) 431

— £ L5

— IR 917

— R LRI

— T SR AT BELER AP RERR RO 3. A9R R0 HDV, HCV, HIV: AP b
I, E1 PSR AERERAR, oot R A 5

BRI B

® i AR A, AUHE BRI A

® HBV BENIEls, L35 HBeAg/anti-HBe il HBV DNA LAX 73018 1 2 FF BSR40 1A
SR B TP DU ER9R 7 W 75 2kl HBV R R AL,

® HAMRERGLFERR, BHE HCV Ml HDV, JEH:4 ALT JH& i HBV DNA /K- FHREk
TCAFAS I B P A%

® {EHFUA D IRPURERIAIT AT, FTA BETHFIT HIV THif .

o BRI (ALT/AST DA GBI 2ME, CLARARZLZR . i m i i a) A e A e
CLER B R A 2 RED -

®  AIMANMTHEL, AR T EOR TR R R B AR R

® G4 B, WIFHATANMITE —F HBV S ERAT, BT A0 2 10 F4n e v e
BORA R A X, T DU A IS R A P R b

® T IMiEFAIE, FibroScan (BT SRMERAG) B 283 A6 VRAk AR I A AL A2 S o

R 5 BVE T AL AR S A E B TR R

SES BE R

Ay B HBeAg 144 BRI FF %
EZE ;& HBV DNA #&H S
HCC RIiK$E mE ALT HE£A5
BEERZSM [34] HBV EXE C # D

Rk HEEREEA EHBZHIV
BER®/NAFLD & H B HCV M HDV
Y (E / FFRBE S M)
EHESEREE

ALT, WRRBREHZE; HBeAg, LA e HUJE; HBV, ZHURF#HEE; HCC, FF4uitERT
Ji; HDV, TRIFFRPEE; HIV, ANEERaiaE; NAFLD, JERS M ARG 1 A9 .

3.5 [tk HBV /&L

Fathk HBV Y8 B A (FEF gL R AT DU s ) FREE4E7E HBV DNA, {H
I P ARAG I E] 2 AT R PR (HBsAg), % £ HT HBe B .

Fetk: HBV B m] DLt 5% b, (0 L B0 R 5z b X (1) B M HBV BSR40 56 B HBV
AT A IE 3o 4 1 F0 28 B A AL A
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o IV 7 E %A HBsAg 14T HBc, #lf-thi# 7% HBV DNA.

®  Jji HBc fl/8#T HBs FHPEHEE 48 & S i A F T-9i-HBs B HBsAg FHIH RS2 % .

o L[ HBV BRI VIR SUAEH, (HRTREEdT HCV HUiRFHPEE S A HIV B &
F R AT AR G — A B NE R R 2 . e A RE S AR HBV S8 18 M AT I 500
B,

3.6 HBV H¥EE

16 159 R G4 HBV . AT 5 R 5] & e ) mT LS 8o g s il it ok,
5l HBV WS, M-S —R/5I0E R, MEIRKRK HBV DNA N3 #E H 2 5] 8
TR AR/ B EACAE I 520 . HBV FR0S i W F IR Ay, ]k A= oA Gy #ifi ol
G FTIRST CLhl, ¥R IRTT ). BRI E AN, i RG0SR R 248 il HBV
PG TR ARG, 4R Sl A A B Bl R ) A PR B R [35]

Xof -1 4% 122 HU R B S B F AR 25 W03A )7 1) HBsAg BH I (1) 23, HEFE 08 R 1 /A IR 26
AT T IR TT « TSR T 05 5 B G 2 i 13 A2, e BLAE S BN HE o7 15 15 4k
SEYERF 6-12 N, FEEBUREEIGTT 45 R E e BB AT I 1% B U R IV DU AR SR AT B 4 11
SR8

HBV (1) 0% 7] & AE T HBsAg B B i-HBc FHPE ) 2 (PR e AN £ Fa P HBV DNAD,
{ELIX A5 Vo0 75 T B KRR R S8 4] . HBsAg (1 FE HY BARORR Oy I 375 e B ()30 5 . )22 8 5
Prak A HT-CD20 Ny E Ak 4k 7 BE 3G NI i F S0 1 R, P RE 2 T B 4 4 H 3 48 A
. HBV DNA £ %7 HBsAg I ATt a6 T & . A% /A% BRI I 5 PR 6 97 AT BA
Pk HBV FRBUE AR, (HHFAEATA R ZH T EIRIT[36]. RATTRLIAIT I B L2
M HBsAg, ALT, f4f RN M3 HBV DNA, 9K I%] HBsAg #5154 HBV DNA JtH,
WU 87 % B AT BUIR ERIR T

v ok

AT

® (EFFUAILIT . AN B TR IT 2 AT, T 0T & HBsAg AT HBc.

® HBsAg PHPEM B L AEZ B MEPURTEIRYT, TR B MU 2, JF A7
ISP Ik R kR i 6-12 D H .

® Hur, XFatE HBV T Hrs i miBh M ia 7 3k aa o ANE 2 .

® 1 HBV BYLEHE &4, WPt HBe FHYE, FEEASEEDT-HBs FHYE#, IR filde
REINHETT o K IR TT R 3T 2 W HBV AR SCHR FRAS I o

® T HERALST B R N HIYA T 1) A U A 3 E AT B2 CAASLD) A K AT AE
e (APASL) 458 (& 5).
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K 5 VAR TR 22 206k BT A AT B TR YE B U BV T I HEFE R . NA, BRI, Bkbk
P ORI AER Y2 (APASL).

JITA & BT I
v

5 2& HBsAg # anti-HBc

¥ v
HBsAg-BAT/
HBsAg-PFH
SAg-ItE Anti-HBc-FA
v v v v
DNA < 2000 1U/mL DNA > 2000 IU/mL | 22 gy ToFZE
v v v v

BRI NAs HEIST 4 H 5
Wi tE NAs BELST /5 6-12 4 K NAS 6-12 A s IR,
A # HBsAg % ABATE, TG
NA &7

Bl Ei T

3.7 frgupafi®E (HCC) Mffas

TEAT ) H B RILEAR/NT 3em, $FA1E/NT 2em HIE, DUHREHIAHIATRE . X P
H A 85 134T HCC I/ 2, RN 12 & 42 HCC HI s fe AR (H 2, TEAEINFI A mE L,
HBV Z{E BAEKYL, HCC n] K4 T I adik it fr i .

AASLD #E#£5%) T 518 M 2R/ 834 134T HCC Wil

M RS 40 B2, PN PERRIE 50 %

i Hﬁ%ﬂc%% TR EERY RN

H HCC Kk SLMEE, TIRFR KN

M NF RIS 20 %

{EA] HBV/HIV [A] i B e i

Singal ZfaH, 7EESEMIGIRE 5 F, EARKRAFHEZF Y HCC A NHE
W, HABURNEIR 90%, HFr RSN 83%, FAHIT) AFP Al T GEAL T 5 ) b s A
DRI A 75 (1) 0] A5 FE AR AR A T #4342

® T ILAREFEAE NI TR &, KA HCC YR Bk T BT 7 f ™ B A FE A
BT R BEAT: U A REVE BN AR o IS =¥ B HBV DNA FERSE FFIF R 5805 3 (ALT FHaE)
R HCC mfa NBE, Xue AFFu2iit T HCC pytiill. ZEH %Y C K BCP Al pre-Sl
FRAF WAL I HCC 1 KB [37].

4 &tk 2B RIR R BRI
TEFFUATLIT HBV V77 2, BRI — Ui, I g X bk L AT R
HITHOAR R B BB,

® HBV EAMENSInARL L
® R HURGL, RMEREAES ™ I ] RE L 58 A CAEIR I
® T EL AT E W I
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PR IR IO AT BE—— X N ¥ 75 242 HBV R, X+ HBV LRl 5
Fefh R RET, X HBsAg FHYE 18l 75 AT R I7 VP Ah

FUGYRTT IS AL

S K AT 46 5 M 06 T

TCABAETRTT F il FE V6T &5 T 6 55 28 7 R4 0 H IR M B

VA 2B R TS (1) B, o Ak Tk R MR R e 1 R, DA B TR AR 1 1 24
¥y (I NSAIDS)

® XTI R T HIE SIINEE, WA BT 6-18 AN H HFh Ik FE AU A T

A b I A5 BN 1) JE 3 R O E 5 AR o X A I 2, A R YR 22 A 254, A
N— BIT IR R EUL T BREN), BANHELE HBeAg hARFHTEMI (525 . S 17 b g e
T RE WSO THREAL, TRy T R AT REVE A ST 20 .

181k 2R 28 1 23 S AR ML A RO RE 22 4R b, B — MR R 4 € 1 B AR AR . T
FARITHRIENL,2,38].

G JBE M 52 R385 7 4«

TCIRITR1E

P22 1 HRE U A L EE L

3-6 H Pl ALT

EiG s

TCIRITHR1E

P22 1 HRE U A L EE L

85 —4E4E 34N H & ALT 1 HBV DNA KF, 2548 6 4 HiFd—k
1% HBV DNA<<2000I1U/mL [ HBsAg<10001U/mL, %k &SI RHLERE N, Al Ll
TE Y AR I ) A

RSN AT

HBeAg BH 1M 2B 58

HBeAg B 141 2B 58

18 Z BT A PR FIAE B, AR KRR RE AT 0 SR T AT e R RE , DA HTHREAL
BEFE AR . % HBsAg #57 # If BE 15 (045 «

® FREMiL W ER A

®  DTAN B 1) AR
— SIS RIE (ALT), FFIFThAE (LXK, AEA, B ) MkEsE (HBV
DNA)
—JHF AR 7S R A
—dE R N M T IR VR Al A 4R 4k REE C I E 2E 4R bR, R OB B M R B
— PRI AS, R PRBEME 2 5 1 2 AN 44k 53 341
— VA, 35 BhHERR FLAR AT BE R B AFAE 10 51 AR A B9 1 IR ], 78 ALT A1 HBV DNA
KA — S B % B g 12 B

H R 8 IR TT bR AEan &l 6 A& 7 Fros . [ L 1 7> G DU AN R B2 1R T
L.

o000 00 0+

@ «»w
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FERE s e SRS, A ). (4§ H Lok, McMahon 2007) [39].

PLZHEAT AR MR I CHOR T 4R8P,

& 3-6 AN ALT

5 6-12 AN HBYV DNA #
HBeAg

MRERK> 40, ALT #5,
B HCC RIRE , ERATE

HB:Ag+
v
HB.Ag-FAM%
v v v
ALT < ULN ALT 1-2 x ULN ALT > 2x ULN
HBV DNA*> 2000 IU/mL HBV DNA > 2000 IU/mL HBV DNA >2000 IU/mL
v v v
AR ER

& 1-3 A% ALT 1 HBV DNA

& 3 AN HBeAg

v

v

v

R AESIE RAE

R AESIE RAE

R AESIE RAE

v €& &
7;5 2 B2
v v
MR HBeAg HEM > 3-6 B A
TR B AT YU AT 9m= ?

UREBELE

s EES R, &% SR FR 5 1 HBV DNA /K F—— K4 W T B = R a2, %
o N T B R POR R T AN 6. HBV DNA FI7KFF1 HCC i XS AH S, 15
T I B A 2 75 PRI b JRUSE AT AN BH A

HOO A AL FLRERL TS HBY DNA FEF#, Joigdt ALT Ml DNA KU, #55 Z40 s8R

i
7 121 HBeAg B4 3 i 2
HBsAg+
v
HBeAg-FA M
(EL YR ALT F HBV DNA)
v v v
ALT <ULN ALT 1-2 x ULN ALT >2 x ULN
HBV DNA < 2000 IU/mL HBV DNA > 2000 1U/mL HBV DNA > 2000 IU/mL
v v v

&3 A% ALT #1 HBV DNA, tn8E 3%
J& ALT {/5< 1 x ULN B8t HBV DNA 1
< 2000 IU/mL,

& 6-12 AN —x

4 3 A% ALT 1 HBV DNA
MERBEHS , ZRIFZE

5 3-6 AN ALT #1 HBV
DNA
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v v v

WS ALT Fr8 Tt R, 5 REHT

WY, WIS AL

E: WHETRLE, ROZSHTRF M S RO FaERE, Hml, FEESom = E AR, RS

F)o

BN EEE (ALT) MIE® LR F 2 20I0/L, EREME3
R &

sﬁ ALT 7E1E% FIRAT 1-2 f510 255 & 3 A M0l HBV DNA &R
1TH) . HAMRIR T35S R AR

30 IU/L
SR, ARG 2 PR 2 A AT

4.1 CHB B H )7 FiE — R IR R I 7 1%

PriSFRAE 75 58, RA 4PTH 2 W FBAGTT 7 0] K A AFAE T ATV o TR AR B3 Y
FEAERVE N FF AR AL . WABA RSB IX 2 W AG T 70 4%, 5B i 2R 45 s e £t
T AR T %

®  HEFAAT BT /KT X AEBEAT AR TR 7 T PP A5 5 2k HBV-DNA /K->, HDV Al HIV.
® WA, T EE Y NGE L A RS BT HI4R HCC PRAG . R Z X, BERAF
fEr HBV iitAT &, (K7L HCC, it A A &, (5 AFP AN 5 — 2 1

WMAE 2 IR CNRIT)

BT K e

= f}4E HBeAg 1 HBV DNA
A ALT

wh f}4E HBeAg
A ALT

fi& P4 ALT

W3 S iE sl (a7 1 1RR)

74
BT K5 e

1 3 J§ ALT #1 HBV DNA
£33 4F HBeAg Al CBC
FEVHATAEMIAYT Z A0, A HIV
i 3 H ALT
£3}-4F HBeAg, HBV DNA fll CBC
FEVHATAEMIAYT Z A0, A HIV
1% % 3 H ALT
£ 4F HBeAg fll CBC
FEVATAEMIAYT Z /0, Kl HIV

g

M 4 HBeAg FHYERI G EdHIEN GayriEibE)

74
BT K e
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4 HBsAg #l anti-HBeAg

£24E ALT, HBV DNA 71 CBC

(Ui 2-3 FEFaE, TG M AE K I A B
i £34F HBsAg

£24E ALT, HBV DNA 71 CBC

(Ui 2-3 FEFaE, ATIE M AE K I A B)

i 24 ALT 1 CBC
(IR 2-3 4EFR0E, TG M K I A )

i

ZmAE 5 HBeAg BITEFHE AL GRYTIFIERD

ﬁj\
BT K5 Rl

4 3 A ALT Al HBV DNA
&4 CBC

i

i £F2F4 ALT F1 HBV DNA
&4 CBC

& FF24E ALT
&4 CBC

RiAE 6 HRESIEN, HBeAg FHME (CRETFIEKIAIT)

ﬁj\
BT K Rl

# H ALT, CBC, JILEf, fHZ %
# 3 /] HBeAg, HBV DNA Fl HBsAg i J&*
BITETAIVAYTIS:  HBV DNA 1 HBsAg

i

wh & H ALT, CBC, HLEf, BHA R
### 3 7 HBsAg i ¥
£32}4F HBeAg, HBV DNA
HITHIATGITJG: HBV DNA Al HBsAg

i #H ALT, CBC, JLEf, fHZ %
# 3 A HBsAg %%, HBeAg
BITRIANGYT G :  HBV DNA Al HBsAg i &

* 55 12 JE HBsAQ Vi [ — “12 JA T3 & 45 1k 7
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WRE 7 HBeAg MR S im sl I (i FIAZ HAZ H IR IAUAIG T

74
BT K Rl

% 3 AfizE 6 H ALT, CBC, AlLEF, HBV DNA

WS, A4 ALT, HBV DNA, CBC, HLEf*, f#**

WA IFRELL: 45 3 H HBV DNA B ZE IR G MR 1 K
34 HBeAg

H # 3 A% 6 A ALT, CBC, AlLEF, HBV DNA
SR 524 ALT, CBC, creatinine
4#4F HBV DNA, HBeAg

(S % 3 HAIEE 6 H ALT, CBC, LR
248 ALT FOULEF
f34F HBeAg

i

*AEAEMG): I REE B EART, TR B T BEOR o LT ¥ i I A =<
o U AR 1) RS A 5

Uik 8 HBeAg M1 FHE SN I (i AL AL R IAUAMEYT)

74
BT K Rl

3 A} ALT #1 HBV DNA
UbJEREE4E CBC, LB, B4 (g FREAL 45 3 F i i)
£4E HBsAQ 1 /¥

g

i 3 A} ALT #1 HBV DNA
RIGERE4AE ALT, CBC, HLEF*
4 HBV DNA
£H4E HBsAQ 1 /¥

i 4 3 A ALT, CBC
AR LR
£H4E HBsAQ 1 /¥

AR E B ART, F KR S T e R PR LT I A R
FUA A B AR =5 1 /B 4 = ZE A
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4.2 CHB HI¥69T

CEHERIZ5H)
ks 6 CltiERYT CHB K254
KAL) 247K RZ5[40] SRR EREALGYIE B LA *

FHEK (IFNs)—H L FT57
WOE KREVURTE, PUBHE, SRR
Interferon alfa-2b FDA it#E 1991 54.0%

Peginterferon alfa-2a FDA {1 2005 50.8%
Peginterferon alfa-2b  FDA itk 2011 -

BHEIZERELY (NAs)

] HBVDNA 524 i M\ 1 BEL T . 52 i

Pk E FDA itif 1998 66.7%
ol 4 5 FDA ittt 2002 34.1%
BAERH FDA iitifE 2005 34.9%
BHRE FDA iitif 2006 23.8%
BiET FDA iitifE 2008 48.4%

* RIE ) WHO B 5 15 5 1) [ S A 2590375 S sl U A B 25406 )T Z AT 25 Ee sl [41].

L 7 R T T HBeAg FHMAIBH M 4895 B4 AT 48 52 A PEG-IFN12 A (48 Ji) ¥
JT M 12 H (48 JHE 52 JH) NAVRIT G 6 N H I FEEHF R KIGIT 45

ks 7 KT HBeAg BIVEMIBH P L RLm FPE T 20T I 745 2R

PEG-IFN BHE R BHEBRRY)

PEG-IFN-2a PEG-IFN-2b KR E ke BEFRS PlEfESs  BiEtET
HBeAg % CHB KIi&T
FE > 180 g - 100 mg 600 mg 0.5mg 10 mg 300 mg
HBYV DNA 19 - 72-73 88 90 51-63 93
< 60-80 IU/mL
(%)
ALT 1E % 1K(%) 59 - 71-79 74 78 72-77 76
HBsAQ i %:(%) 4 = 0 0 0 0 0
HBeAg FH % CHB H1i57T
FE* 180 pg 100 pg 100 mg 600 mg 0.5mg 10 mg 245 mg
¥t HBe IMiFE# 32 29 16-18 22 21 12-18 21
(%)
HBYV DNA 14 7 3644 60 67 13-21 76
< 60-80 IU/mL
(%)
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PEG-IFN A RY) BRI
ALT IE# 4k, 41 32 41-72 77 68 48-54 68
(%) ™
HBsAg 175 4:(%) 3 7 0-1 0.5 2 0 3

ALT, alanine aminotransferase %A #4Z l#; HBV, hepatitis B virus Z AT %7 #; HBsAg,
hepatitis B surface antigen Z 8! % B R L s PEG-IFN, peg-interferon % 2, - THL &
JiH 2012 EASL 5 #[2]: AHSC S| SCAT st — D A

* PEG-IFN 45257730 G RERAEA — I HE RIS R DR F 7.

“* ATE R R RS % T ALT IEHAA ANFRE SC (Bltn, BB R FilmRIER T, ALT FRERIER
PR 1.25 % WAEE HEIGE I ARIRE . ALT R RIS ER 1.3 £5).

*T CHBVAIT 4 hnitE, VEW 2012 42 EASL $6/[2] (www.easl.eu).

iz

WIS RT A SR SR 9, 2 X0 HBV DNA K537 e LG (A LA 1
log10 TU/mL B4 L FLZ 77 AE 388k MY I, 00 A e s P 53— O 24 % 26 2 AR 264,
RS AR T LR

IR S R] B ki 24 ) H B

® —LRIRYT, EPE PRI EART 25 (R B MPUREAY, WRER
F, B+,

® [l IR AL VAT AR M I B

® Y mEm 2 RS YIRT, FTEE I HBV DNA K (& 3-6 MH). HHXHW
BE 2 S B EE A ) AN EAR I BEAT W 254 GERI R, NI PRI R S5 3k A AT A A
i 24 36 R 7Y

®  HulJL T E T 25 4R, (H 543 H 3 AT AFAE ORI, TEIX e 51 b B A5 24 o 5 26 A 11,
Al E4T HBsAg I K48 ST RMET (L),

HBeAg I

77 : HBeAg FHMERBE, FFLE ALT >2 xIE% LR, H HBV DNA >2000 [U/mL, N%EiR

I

® TEIRYTHI, WAUIE TG HIV REY, FONATA ORI A% RS i
HIV ER, iR 2536 7 S Pl 51 & HIV i 24

® ETHMHREMATHEE (YW, BE/RELE, firpeh WILAE, M2 ) %o
BEAT HDV FIRI

® LNTHAT THIEERY, T R E AR RE RE AN (> F2) BEIFIRIRT

® UIEHAAERAEIL, JFH HBV DNA PFHME, BIEERMCKTPRIBEY:, HFEFHRIT LR
ALT IEH 5/,

® (LA CARAIIRTT 7 R H AT LAME ik 4%, MR RR BRI VA A R, 22 A 1t R 24 5k (8] B
Bk e R AR 250 . N T R 2, TEAL T AL RS IR T R e B G R
FABEART . N T B RIME XSGR I F AR AR, TERIT AT R R AR En)
SCRERAC A S 250 o

® HBFEALEIRITINIRFTHESLEE 3-6 N H — U MR, ALFEA R, 22 A MR 24 1 40
S O TRE/MZ BRI, Wi R T T HRGYT,  JIF5 440 (8] k& i A .

o FMURATN, HEFZRIMMIEIREEE ALT, HBeAg, #i HBe fil HBV DNA. {HZ/EH
S I3 T AR B AN W] RAS B AN A v T TG R K, SR ALT BRI 75 PRk

® JHTEEERML: ERFLLINIRIT T, WIS HIL HBV DNA Ff > 1 log HURARE Cof
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TREMZERIEUN S AR, E R B AT 2201, 75780 185 PR M.
FER M RIF R rh, HBV DNA V3R 22T vl B 7 i 25 1 i3

o (EHHILM 25 R, R RS o U 24 1% A% /A% BR A AT W R 9T
(FioKkFsE, BHREMBEERFARLXMm A1, Fitk, SHbm T Eh BT, m
TEB AR T AN ORI, DR A By s =3 i 77 =0

® 7t HBeAg FHYERF 28 3, DIRZWTEFFEE R HBeAg KAEMIERLEZRD 12 1MH,
I H RN 24 5 FE s AR &, HEFR AR 29 B 22 K A HBsAg (M5 . BRUNAEAE
TBITIE I JE TR N B AR, HEFEAE S 1 D IR 25 Jo % Bl

® RO TWETIFEANIEMEAIT TS, WAL TIRITITRERE C . HBeAg MIIMLIE AL 0] LA
RAEETIMRRIRITIFILER 6 N H 5B/ TR L, TR IRIT 5 ) HBeAg
TEBR MG AT BN A . TILEN R A BUR R B A AL, X T2
A DAl C RS R 2= -

® N5 HBsAg WA FMRN, nfH TS TIRENEMPGIT . WERERTHE 24
Ji, 3 HBsAg> 20,000 IU/mL, @G FA HBV FE R B4 TR [42]. 8%,
TEER 12 FTY AR HBsAg T FE 1) R R, I IRIT . X1t s 7R 4
TR ERIRIT AR AR [43]

HBeAg 71 #F %
HBeAg BT CHB 0% 7181 HBV YRR o 19— A5 WIIR A

® 15 i3 HBV DNA > 20,000 IU/mL H.IfMi# ALT >2 x ULN, ZiEERIT;

® g s A A A PP AN 7 RN 5 FEAE DL A TP AT

®  HBV DNA >20,000 IU/mL H.Ifj%E ALT <2 x ULN
— HBV DNA > 2000 IU/mL /8¢ f.7& ALT > ULN
— WS R rh R A RO SRR B R AR 4L (= F2) BRI S it
BT .

® [TAAfELE AL H HBV DNA FHE 1) 8 2 F8 R 32 1697

FEZTEIT

® {EVRJTET, AU HIV, BUAMTA C LR E AL RS G T HIV I/EH,
W H S B HIV i 2 .

® HITHEAFEHETINEK, BOETINER o ERE/M TR . TIEIIRTT
o7 T s FH 1 T R 2oy 11 B 3

® B EHEATIMERMANIASIE, WRARAEEFELEE B & s e, WA O
FRAZ A% RS

o THMEMEFRZ ETIMEITAEN 1 £, MBARITIE 12 J, HBsAg 71k FH.
HBV DNA 7K-F TR/ T 2 log, 5 R 3 N Z MR BT N A5 F T3 % [42,44]

® X THMRPURTIAIT, BHEIRKIN 25 R MR & R H ol Binmts, JTIHLETERFE
b B3 R SR, B X T2 B SRR 1], WA TR YT AL Rk R (B th R ),
2RI B 258X (E VAT 24 i HBV DNA £F4E> 2000 TU/mL, 75 5B 0 FH By 4 4 =5 sl
PR BEARET

® HBeAg Mt CHB $uiE s BT I AR, (MR KT, nRem EA4 8
HBsAg 1iE R

® [ PHAEIRYT RN R R IR 2, HEFERE 3-6 H T A 10 A1 HBV DNA KL o

® YRAMZANS, NINAJCE SN 250 ChbK R e i 250 i B A4 D o

® IS ALT J}&1fi HBV DNA /K% (<2000 TU/mL), FHHERR HAh 51 AZ AR R (g
WilF, %), &3¢ HDV 8, HCV &4Y). HDV k] HBV B #H], Kih&3F HDV
) 55 N HBeAg BT, HBV DNA /KRR E ERIMASRN T ALT /KT Hr8 e,
FEH A 1t R AT YA AR AL (RS o
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TRUF A i

TR R RS — PP ERER EE, 1 — 1 RNA SRR A EREA, WHarE §
PR THOREE T E HBV RIPURIE NI § PrEM AR, A HBV MiBhIhGE & HDV 2
BC AL RE BT L6 75 1) o

® EFRAIFIT 5% KN HBV &, MiXLt HBV 18 MEEGL ) B KA 5%[A 45 HDV
(PG

® AR, fE R B ERMRATHUIX BT m (RN A, RER, i) . HDV
Al 5 HBV [A)f B Geal /e 18 M HBV B i b i B,

® AR E NH 2% R EAEN, HEESRAERRE SR, MESREFEH
T RRE 80% 11 5157 1t 2 Bl R AR PR

o Sraaifgit HBV EYLHILL, B KA ER /N,

7

®  SATAFER HBV SR LLTREG AL X HDV &, M H s .

® X T HBsAg FHIE & E, TG IFHEER HDV By, Jul24 HBV Wk 75 5 il 50 sii% s (%
HBV DNA) Wi EH R RIMES, 80 BEKEH T—A HDV JWiAT X4, B8 2t
FRBKEE TS E G HBV,

o LUl £ KRB (PCR) KA IMIE+ HDV RNA HiE2Wr, s filpr T 2
JF R PR 1gG A IgM FiEk (anti-HDV) SK[AIFE12H HDV &4,

o [BMETRIFFRMIZMHATME (RFARLETINER WITED 240H, BT
RAEHAM ., fF HBVIGREHIFEE, REAEGH HDV RS, UM E /IR
S R O TR IR kA .

HBV-HCV

LTI 98 95 B AN PR TR 98 0 25 ] [ e JBR g, R 3 A AR BA IR f B DR 3R RN — S 3R [R] (P AL HR i A2
TE PRI B i AT 10 DX 48 DA B L e Bk v 5 8 A i AR B AR TR & IR IR e i i L, RN S
HBV N[, HCV A% Gt AT NEaE EAE R . [FIFERIIREE, 78 @ RS B, Afiige
F| HBV Ml HCV & /&%y, H% HBV, HCV f1 HIV [ = E &%y, DL/ E RS (n L
HDV).

& TIE (BFEBZ_ETINER) £IBJ7 HBV A HCV IREAZY), MRS IFRG
FHAITIEPE (O HIV YY),

® Y HCV NEEREYHS (HCV RNA A[ll, 17 HBV DNA RAKEA R, £5%F HCV [
WEIT CHERBAR PO B Nt de. A T R %] HBV, T T RMIGTT 260
J R HIXFEI T BB A R ERL AT HCV BT TR T E 0%,
N %9 HBV/HCV A G B3 iR T e 5. AR B R T7 SRADE VRS

® Y HBV NEERYES (HBV DNA K&, WA REEH COHIGR (HCV RNA
ANTTID o FEIXFE IR B , 2% T HBV 967 77 R IERANN 52 BEA: HCV B 152

® ERITHRIGITIE, AL EMERE YT ALT, HCV RNA il HBV DNA, KENHUREAIT
MR 8 5 A e T 8UR e AR BR EE I S 3D

HBV-HIV

P ERAE =T NE A2 HIV &Y, B HIV S HBV A5 [F A REE, 2 k.
FEH. MATRNEFR, HIAFESIE HBV 18R GL,

o SR AMHHEL, HIVIEGL AR CHB Bl &2 10 5 20 L.
® TEVERR I EHE, HIVIEGAFEH 5%-10%[FIE A 121 HBV &4 [45].
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® 5iul CHB MFM, &IFEY: HIV (8 EHGE R ATAELL, LA A B
JH ML AT HRE[46] -

T8 = 5 BRI ARIREG:, FF H— 2L 25 B /E 6 15 CHB 34 &9 HIV S HRIT
44k, VBT )T REGRT HBV A HIV B I AR

® RZ CURHLAI B APt HBV iG M AZ T AZ E RS IR I GEHM 1) HIV, DRI ML 57 38 4 B 24
N AR 2 BT A HBYV D ARZY3HATIR YT, UONIXFES PSS 2 HIV i 25 80 7T RE
HBV i{Z§. M4 I0ITIRIERT, RGBT B vnE=H, B LA &2t HIV 4901
VIE D

® Ak, FEPURTFIRTIIEET, BT A B Y NASI HIV 15 e,

UL HBV 697 1925 22 H b & P 1k BE % 00 Rt F M T F00SH A R4 S A 400 o A9 174

KA

® HBV EHlfFr Nt nf SRS 220G, HR N EE NEaIEs, JEHAemb
T F g RS A R0 24K T FF9%5

®  FRELRERE I T E K AR T

® R IE T RES HBV FYESh A ALT FHEAH 4.

® KHUNAITHIBRuGTE TA74E HBV M2 R . A T2, K2 EE IR &
HHEBAVRIT .

4.4 HIE
PLUR M HEF 3T 2012 4E 1) EASL 1874 [2]:

® ITHZEIAANTi A HBsAg.

® 7t HBV JAJTIFUATT, o T UL grInt i ) L XU A B 5% BE R RIBEAT 18

® TiiZE (AFERLZEETINER) fEEIRMINZEE AEH M.

o FiEWmPBMARLE LI EM, HAMEEIR. HBV BHEME LA E 225 (%
BV % B . SRR AR, (HANRHOREIRG [47]. KRE HIV [HHEZE
FIBCIRE NPk e ae, B Ay A0 4 =5 14 i i AR 2 4210 48,491].

® [ HBV ML Y3 2R AETE I, HT5 0 SfE s (LR R skE T,
HBIg) MEZ) (HBV ZEHEFD 4, WEWNIEHAERE 12 /M A

® {E Ui T XA ) LiE ST HBIg kiR £F 2% 3% (mother-to-child transmission, MTCT)
252534, HBIg A1 HBV Il 3% >R 28 i 3 [m] 4 F 55 80 A i 24 928 e A LUK A% L 28 N 20%
FFEF] 10% (RR 0.49; 95% CI, 0.32 to 0.74). {#/f] HBIg M E 4] HBV 1, {H154% 4
FM 30.8% FFEF] 18.9% (RR 0.61; 95% CI, 0.41 t0 0.92) [50].

o JUEHEENIAE M, I A HBV DNA ¥ 5 5 s (L% HBV DNA> 10°7 TU/mL,
FHHILF N HBeAg BHTH), BEEAMEREINLZANIRE . R, B 7 4 ah A 2 B 1) 2 d 42
B, N REIEEIRIG 3 HA THOKRRE, B R E S B EE BT R ERIT.

® i —IBENIAT HRIG AR (RCT) MIZEAE M, WEORSE A4S THok K e 5 2RI E
¥ HBV LGN 25.4% RS 12%. 15852 HBIg B EXT L, HoK I e (4L G
KM 20.4% TR 6.3% [51]. 1E—TUAEURIAE LR @ iRyT MZE 2t HHgs R
SRR EMAREL, (H 47 R AP RCT #1 3 TidE RCT[52].

® B EMEERRIN R &N T R B A AL s, I iE 3 N H &I .

® HBV ERMIALHEE G EHWN, FNFIERIRKIERIFTRES3].

5 CHEH
QBRI BRI R A 2 b HBY IR [ 56 4508 . HBV P8 P R O BiE S W i
(IR AR RS . PET R AL TR HBY (R, MU/ M VE I 4, B (0 T8 P30 £
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e, IFREE T R Sy AR B A% 4

5.1 ZHFFRBEEKIES R
HBsAg e S RO Wi TR . il 24 DNA BORBUERERFE M A 3k 15 . &
JFFE BT A B — 24 i B LA e IR 5 A AE

5.2 Z.RIFR RIEIRE H g3 ik
LRV 9 SR BREE 1 (HBIg) &Pt HBs W FE R/ MA ML R B ok . HBIg FAFRAET & 7E
A AN 0.06mL/kg 5% 2 LA 20010, N RARER &, AI$E 4t i st HBV J&
PRy (K% 3-6 N H)D. HBIg @IS ULAE ST Z, ik =MUSENL. WRA R
—HA T, TIRBEAFE ST .

5.3 BEEAIHEI
N THER HBV Ry, —NEEE SR BT B g il i i m it kil (4.

®  EERPTAE)LAE AR B R, JUH S RER TR T U A PR o

® YRR HBsAgIRASATVERS, 2T B 5 G Z ik .

® U FITH AR LB AT RN RO T e

®  UPRIEFMAIRRN, MBFEEA HBV EAXGES, BEATR A (ORT, AR XU
AN R AT RERST ORAE B & RIS T IRAEAR ] PRI RR B R LB R .

® U AFAE R HU G RS IR BEAT B FE A, e P AR P R

5.4 EHEMITR
RIETRAT R, ALIE R AR B2 K ISR B 20 B B 8 v e P 1) SR —— e XU N\, B2
IR D,

FRNBEHTHEAE = AAL CTOAREIL RIULAESR, R84 L b s A 9 KR A A .

® HIARMTES. TRATRMER, WA LB &R G A 1

® WM, JESEEERIRARE A M X AT 5 I B8 ) L e bp, B 00t BESE IR A L PR 1T
PO FHPE B A ) LBt

® TERULEZ, IEHE M DE 10 SR EH TR R, DLRARTE RS I RREE N (AR AE
S B A L A RS N ) JEAT ARG, AR s e X 42 1 Ak LR 2 i HE A
Ko

RE TR -

® JEREZE B, FE 3 e LR AR IS, S RIE 0, 1, 6 . TE 40 B K
LRGBS, B OGERETH 30%-55%MBHME TR N, 8 —FE 2 75%, =
FERT 90%. S N KBl & B fp NFFERS P38 KRR (KT 40 2 10 N OB
INTF90%, TAE 60 % LI EE N 75%).

o HhmIHEFERE MR (o, 1, 4 HEE 0, 2, 4 HEE 0, 1, 2 ) B4
FIERH R R, HRERTRSEMN 0, 1, 6 ML, HHAEHELF AT
PEE .

® N R ER JE RN w BRI T CRAIE S B B S R AR M

® HBsAg FHMEREERI#FRAE ARG 12 /N 3232 55— TR v 4 o

® fEE[NE (WM. RERE. FREE L. BRRER. il B IhRE ) R EUE
SN IR o

®  UIMARTEIEREZE W AR SE R R A R ET-HBs (< 10 mIU/mL), NiZ#EZER
=R (0, 1, 2 H)o XL 44%-100% MR BRI Pk KT . W MATE B2
DA G AR Be = A R PR IK T, B RE R F b o 711 2 1) U5 3R AT B 55 92 T 4 o
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0, 1, 2 4, LK 6 ARImEMED.
o X THE=18 ¥ HALGE PR RFATHIX I NFE, FIE A HAT - Z PR A

(Twinrix).

5.5 BREETBE
A RE ket ) Fimsiamm SN, nREE Ve, 73BT R 5
& Ja T

®  FEFML AT T ST AL R G UR ) HBsAg ARSI #2741 anti-HBs RA

® {f HBV mEHfTMES, il 55+ 1) HBsAg /KT

® LA TCRE IR s T EAE R 5 M k% HBIg M1 AP (R (E 24 /MDD . 5
HBIg [ BRI, LA RV e S T 53— &AL

® FRULH, CHPEMHEMTAES 0, 1, 6 HEFE 0, 1, 2 %M.

IEAEEAT R PR FR . GRWA e B RO AL A NOZ %5218 772 ¥ HBIg,
(7] I D e A S P A T

P S N BRI S LA R R BT HBs 7K — Bt (] (METRIAAAEZE 7). X S
A RBLIAATT AR OR Y 280 20 4 (ATRES AL, B ReM 2 723 R e B A il 21
Pi-HBs. HIRA S 1 S S I AHE L B HT-HBs 7K HOIRAR, W] HE I TCAE IR Sk S L 2 0
TR, (HIXIE R E A RIER . SR B — SR Wit A7 A fa R BT RO B, HH
I R S5 AN B T [54].

BTk, S DhREIE R BINEE, WX O ROV fE$i-HBs &> 10 mIU/mL, 7t HBV
TG AT BN T W s B s . T H, ABAIASTE B0 WA anti-HBs 3
SR, W RSEHTAHT HBs WK CHERMAND 2i#< 10 mIU/mL, 847526 H HBIg
MR R RREEH NN, T BT INERER HBIg (HFE 1 HD.

T RRIIREIEH NS, TR RAEZI UM, BB N ER v, HAHERAE A
ISR FIRER, FEAETEEES N P AR IS A I TR L BRI AE K
e X 5 SR e R AP AE SR R Ak B DA QR A A, 4 anti-HBs 7K°F< 10 mIU/mL i 7 #
RTINS R X — ST B EAEAE HBV G RN Can, 4R /2 HBsAg
{EREAE AVSE/ADNGAY I N DR i e It viilhswett AU 67

5.6 MREM R EA

ZIAFEA QPR R AN 20 R ) LA SO At XU o PR 28 4 sy L 4 e e A AT
O R E AR .

6 iz

6.1 %5

AASLD  American Association for the Study of Liver Diseases 2 [ 5 #F 47 h 2=
AFP Alpha fetoprotein i &

ALT Alanine aminotransferase 73 14 4% % i

AST Aspartate aminotransferase 7+ 5.5 & fiff

APASL  Asian—Pacific Association for the Study of the Liver iV & ifJp 54>

BCP Basal core promoter 3£ A% 0 Jr 5T
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CBC Complete blood count 4= ifil 4l i 114k

CHB Chronic hepatitis B 181 Z. BT %

Cl Confidence interval(s) &1 X [f]

EASL European Association for the Study of the Liver F T 2>

FDA Food and Drug Administration (United States)3% [E & i 2 i & #L 5

HBc Hepatitis B core (antigen) Z AT 40 (PLJED

HBeAg  Hepatitis B extracellular antigen Z, %4 JiF 4 4H ff ML i

HBIg Hepatitis B immunoglobulin 2.7 T % f Z Bk &

HBsAg  Hepatitis B surface antigen Z B! AT % K P&

HBV Hepatitis B virus .74 i %7 &

HCC Hepatocellular carcinoma -4 fi

HCV Hepatitis C virus P4 24 iT 4 5 5%

HDV Hepatitis D virus T & i % 75

HIV Human immunodeficiency virus A %% = J55 %

IFN Interferon Tt %

IgG Immunoglobulin G %k E A G

IgM Immunoglobulin M #ZERE 1 M

INR International normalized ratio [E Frbn i1k EEAE

IU/mL International units per milliliter = A7 427+ (WHO #i# HBV DNA Ji% 2
Pt

LLD Lower limit of detection & -4l fi

MTCT  Mother-to-child transmission £} Z4£

NA Nucleoside analogue #2514

NAFLD  Nonalcoholic fatty liver disease =ik 1 fig [ £ 9

NASH Nonalcoholic steatohepatitis =77 14 i i 1 T ¢

NICE National Institute for Care and Health Excellence [ 5 # ¥ 5 g Bt 7T T
NSAID Nonsteroidal anti-inflammatory drug JF £ /42557 % 24

PCR Polymerase chain reaction & i 30 b
PEG-IFN  Peginterferon % 2, —FE Tt &

RCT Randomized controlled trial B/ HE 46
RR Relative risk A X} fes [ £

SCS Systemic corticosteroids % 4t P {7 i &
ULN Upper limit of normal 1E % _FR

WGO World Gastroenterology Organisation 7t & iz 21 21
WHO World Health Organization i i T2 4 2 21

X ARERE X, AT LIS 2012 APASL fi5 1) 533 Ti[4].
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