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AfgE AR EC B4 (CHB) BT, ZWdt
SREARITMH11T, ¥ & CHB HAWIEYT L ARG 1E S HAH
PR B S A

HAR BE 2 2 P 28 2 2 R 4> 2 T 2005 4R 4H 20
EWNAXERZHITT CEECBFLEDIATEEY (568 1K),
T 2010 4E56 1 IIEAT . 3k 5 4F2k, EWIME X CHB Ry&
TFIE R RS R R, I IRA TR A B R BT

ASEH B TER BIRIREAETE CHB 2. W5 fbuis s
IRIT MO AR, (HRZMEIERE, AT RE R
figd CHB 2R MBI i ), Rk, IR = AR AE T
W H—BER, WAETA TR AR B RIS, A
B IR RE BN LR ENER L, RIEE &
TR I R 235 AN R ] B B PRI, T AT A ERSTT T R,
FRATRARYE E I KRR, AREEXT A48 B R T AN T 8
e,

IR TR SH A A, B C =490, S
ok 1 2 A (% 1, 4G GRADE 72&1T).

—. Rif

1@k B4 (HBV) /@ (chronic HBV infection) :
HBsAg #1 (&) HBV DNA [HPE6 ~HLAE,

18 2 B4 (chronic hepatitis B, CHB) : Hft HBV
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TR LIRS SRR

F5 AL

TEESRL
=T S - e 2 T DI - G0 o R L EEE ST R
B & A AR P RO AR AR L A

W
CHURE i BHRA TR TAPHR, Bl
SRR s

HERSER
1 aiftE SRR TUHER AR, ARSI Edh
TR SR A5t R R I
2§t IHBMMES AT, WERATEAREE, U
BRI R AT RES A K A PR L5, SR T
BASFRIHERT
PO RS IR E % . T4 HBeAg FH
CHB #1 HBeAg [ CHB,

HBeAg [H#18%: 2 RUF4% (HBeAg positive CHB) : IfiL
i HBsAg PHIE. HBeAg P, HBV DNA FitE:, ALT R¢4:
BT, BRI,

HBeAg M8 BT (HBeAg negative CHB) .
1% HBsAg FHTE, HBeAg [ifh, HBV DNA [H{%, ALT
s BT m, SR FHA A,

JEVESNTE HBsAg ##73 (inactive HBsAg carrier) :
1% HBsAg FH %, HBeAg i1, HBV DNA K T4 il
ETRR, 14ENESMY 3 WAL, BREDEE3AH,
ALT ¥FEIEEE, FHAERESRER « HHEED)
a8 (HAD 3745 < 4 43 BURIE A 2 2 = R A E
SRR,

CHUF e (resolved hepatitis B) : BEEA S
CHB %5, HBsAg A4, #it-HBs FHPEEHM:, $t -HBc [H
%, HBV DNA (L THE TR, ALT fEIEHTEME,

18P RS 2k % AF (acute exacerbation or flare of
hepatitis B) : HERRHMAFHUGR R ALT &2 IEEE L
Ft (ULN) 10 f5PAE,

AT 235 3h (reactivation of hepatitis B) : £ HBV
DNA #4452 ¥, HBV DNA 7> 2 log,[U/ml, &
2 HBV DNA [ iR A H > 100 TU/ml, ft
Z 2 HBV DNA # HBV DNA = 200001U,/ml, FEFEFK
I ALT FHEfIFIE R AEIRFE, & &4 T IEiE 3% HBsAg
A E BT RRE R, Rl RIEHZ S G T 2tk
2EIRITHT,

HBeAg [H% (HBeAg clearance) : BE{:: HBeAg FHI4
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£ HBeAg IR,

HBeAg Ifl. j& 2 % # (HBeAg seroconversion) : B {4
HBeAg [HIERY & #H HBeAg [%%, €35t -HBe,

HBeAg %% (HBeAg reversion) : B4 HBeAg FA:.
Pt -HBe BHAER) £5 FR H B HBeAg,

Az (histological response) : JFZHZ S AEINIE
W= 247, HIGFL 4o nyiseE s 2% Metavir 147,
JFEFHAIT AR > 1 47,

56 4% V. % (complete response) : 5 £ 7 & V. 2 H.
HBsAg %5 st 41 -HBs fH%,

& R IG A (clinical cure) : FFZE0 827 M. 2 H. HBsAg
WL A 40 -HBs PR, ALT 1%, WFAHLURTRMET

JR&VETGW 4 (primary nonresponse) : %1 (H2) 2§
24 [nucleos (t) ide analogs, NAs] JAYTARMME RIFHEE,
BT 12 JElBf HBV DNA R TR EE < 1 log,[U/ml &
24 JEI HBV DNA #5548 FIRIEE < 2 log,, 1U/ml,

7 2 AN AE B 4395 B 2F . 25 (suboptimal or partial
virological response) : NAs iU s5ia) T KM REFIOE
YRJT 24 T BV DNA R4 FWEIREE > 2 log,, 1U/ml,
BTSSR AT ARSI 2]

JRESE % (virological response) : JRYTIAFREHT, I
HBV DNA PR R

R F 2% (virological breakthrough) : NAs JEY7 &
M RIFR B, FERESGAITHIEL T, HBV DNA /KF
ORI T AR BT 14 log {8, B— %% Ja S R PR,
FAE 1A H 5 AR R G0 B A AR 2 , AT =06 ALT
FE.

R K (viral relapse) : FRIGHGREF N B0 B 5
255, [ERE 1A 2 Wil HBV DNA ¥ > 2000 10U /ml,

&R & (clinical relapse) : 7  & } H ALT >
2x ULN, {HHESREMEFEEG R ALT 345,

iR B M2 (sustained off-treatment virological
response) : {5 (G775 113 HBV DNA RS TAHE R,

fif#25 (drug resistance) . Kl F|H NAs AR A HBV Tif
EERAE, FONEFEMZY (genotypic resistance), &Sk
LSS R BN PUR R 2 Y BURE AR, IR AR R 2 A
FrR 22425 (phenotypic resistance), #%f—Fh i aEZY
Wy B T 25 2828 X6 575 A — Bl L FR B0 3 25 ) 0 o R
75, FRNAEXIZY (cross resistance), Z/RIHRIA[FEIZES
M) NAs M2y, FrohZ225iH2s (multidrug resistance)

L AT

AT « HBV B 2 AMERAT, ([EAFMIX HBV
YL TATIRE 2 R, PR A URE, 2Bk 20
{2 NRG R HBY, i 2.4 12 A K81 HBV g )
LK 65 7 AFET HBV B s F o, kAl
JFANfEE (HCC) ¥, 2BkAFRLFI HCC ¥ F, | HBV
TR [T Y EL 15120 510k 30% A1 45%, & EIFfE kAN HCC
W, i BV YT R H B 51 60% F1 80%Y, HT

CRUT RBEW e I, 2 HBV BB il AR
Yt HBV A D RERL, B EdomREdwn ZhH, F
4 HBeAg BT CHB SE 1 oA iy EF+- ",

2006 4F 4 [F £ B BT R ML AT R E R, KE
1 ~ 59 % —f \BF HBsAg 452 7. 18% 7, 2 it 4 55,
FREA R HBV B E 29 300 7 A, Hi CHB &Y
2000 551 ¥, 2014 4F H [ BT 4% R o0 (CDC) 44
1 ~ 29 % \BECBRF RIMIEFATRF AL R TR, 1 ~ 4
5~ 14 FF115 ~ 29 % \Bf HBsAg #4514 0.32%.
0.94% F1 4.38%,

HBV F B2 (AR ) AR 4% v
F TR R I 53 S50 T 4% ) HBsAg # HBV DNA e, £
fy L5 L9 4 5 LR B HBV SRR R R A 5 B B
R R ARG AL 7% £ B2 T R S R R TR, 1=
ANHEGITHEAE, RNZET SRR TN s Habaz 2.
SCE. FLEHIARTL, B AR TAETRRREINETE . A R0 T]
TR ATE% ", FRUMEIR B R AR, KB
il HBV PHYERRSR A MR AR, B OB 0
WA SRR Rk EE (HBIG) WM A, 2L E
BRI ", 5 HBV B & TOR Rt e, R
BB, HEYE HBV fER .

HBV REMFIEFIHAGE S, Hik, HE¥%Y, T
Ve A iS4, WR—AETA/E (AIES AT AL A
HE . BT, P8, FETEd. W8T AR A A
S TE MR TR MRS B Y HBY, AT SCI BT R
K HBV G20z d (oM has) E3E Y,

P

(—) BN REEW BT - 2260 S BURF 8 v 2 T B
HBV YA . ST IBEH EAo  EE 2
ALY, HR BN L, 15 B AT R s NBERIE fE AR (fn
R4 NB. SRR A B FEPL TAEA R, #5532
PERSAE R G B M ) e SRR RE I R
HBsAg FHIEEMRIER . BB RMEET N, A2 EAE
HRERK TS R E S

CBIFRIZ W SRETHAN 3 4, #ER 0, 1 A1 6 MART,
BIEeRhes | Dl a, 78 1A H 6 A~ H B EgTEs 2 fiss 3
R, AR LRSS 1 EF S BUF R ZoREEHAE G 24 h
W, MR, BT A LA R AR A MU AL Py B
=AW EEST, JLERS N B =AU ULN AT

BAFF] 2, R T 48 2 1 LU £ B A 40 1) FELUBT 2R g 878%™,
% HBsAg BHMEREERTE S AL, WAE ARG 24 h R (&
WSS 12 h) H4 HBIG, F&ER > 100 U, FRTFER
RO 10 pg BB BT A, 7 1 AAR6 4
F o BIEEFREE 2 FN8E 3 £ C BP9 1, T mE SR
AR PRI RS2 M, ek LE 2 12 h g HBIG #
ZRIFRREW e, W% HBsAg PPkt v,

HBV DNA 7K V-2 % HBV U ERE i 2 R 2 1,
HBV DNA 7K¥F& s (>10°TU/ml) e JLE 5 kA4
FRUEIE, ARSI, SRR E AR R R
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WA DIRBURAEZSY, WIS 0 HBY DNA /K
PR, PRI R T, BRI S R
TRAFEURERRTT HEAR R L — SRR IR DU 3R,

%} HBsAg BRI LR Ir A #i 4 LT A 10 ug AR
DU RFET HPE 5 XTBTAE LR B 2 BU S e 1 ) J L2
RAEATAMRR, FIEH 10 pg AR RIFTF S 20 ng
{3 BRIP40 (Chinese hamster ovary, CHO) 4 Z Al
FFARTERT s R RBER 3 41 20 v g EHEEEE LRI 5%
e 20 ug CHO BEHAZBIFFREN . XUt T et
&R, MR EMAE (W60 ng) FEHR ; X3
e T IO A W M 1460 ng 83420 ug &
RFREEH, HTHE2REMCBFRENEL ~ 2 AR
I3 40 -HBs, AU JGR 2, IR 1 £ 60 ng T4
et BT AT o

FEfh BT 9V S5 U A B R SR — 2
RS 124 M, I, AR EIEATH -HBs Hiilsk
TEESE . (EXT R @ AR #EATHE -HBs 1, 4t -HBs <
10mIU/ml, A% T s ™,

(Z) BANREGI

2 WA A B Bk s AR BR HBV B 1) IR
WG, WHRAF TR

1. MyE2A4 W . 7 B AE Il HBV DNA., HBsAg,
PU -HBs, HBeAg. #i-HBe. #ii -HBc MFH6EE, HYRETE 3
A6 AMNEE,

2. EFfigsh gk - O EME QBT REE, HEm
i-HBs FHYEE, FIRNEHATRRACIR, AnRBfhid 2 BT 48
YR, BRI QRS , (BT -HBs < 10 mIU/L B
F1-HBs ZKFATVER, WAZRINEST HBIG 200 ~ 400 1U, F[H]
BITEARRIFRA R 1 8B &% m (20 ug), T 1AM
6 A H JE5r AHERES 2 IS 3 #F LRI AT (4520 ng).

(=) XFEEMEEHE S

XF B A E B HBsAg PHYEE, B 358 5E [ 24 15
TG O A, RO B B R R AR AT AL
HBsAg, i -HBc Fifii -HBs #ill, HXTH AR5 (%3
TSRS AT E ) Hefh QAU 2807 .

BT 5 B35 HBV #3735 1% et m AR E BT
M HBV DNA /K-, 5l ALT, AST sifHLLFEKF
TR WCBPFREEFIEHEMEY AT “HENRE
ER,

X 1g e HBV j@gess X IETE 3k HBsAg #5473, BRA
RETRHRINIE ., ZHERRE R E A SIS R B TRk b,
] IR TARERIE2], (EE AT R 22 .

(P9) UirEisseE

RIS R (B RNER), I RgEE
e B B TR R, IRSFAT T R . IR, B
. ZERIAN S S S AR B AR I R, TR N A, AR
S BIBIANE BE R . A EAEA HBsAg PR, [
Pefp LB R BCR A Z AR 5 TR ERR ORI
LT, —EBMERARRE, AT YR 4 B oAb i

AR, X HBsAg PHYERYZIE, 17k G B 28,
PRAERG R e B, RE R DT E LR TR,

HHEM 1 F HBsAg MM FEHH AL, HAEHE
JE24h AT (ZIFAEEAE 12h A) JEH HBIG, 78R
=100 IU, FBERREHLEA 10 pg TABE AN KR
W, EIAAF6AARSREME 245 34 LR LR
% (Al).

WHEE 2 37 A U R ER CRF XA G IILE
JLATAME, FEH 10 ug TLAMFFR 20 pg CHO 4T
AEFXIEH (Al),

WFEM 3 #4)UE S A 12 h MiESH HBIG A= LA AT
KIEWY G, TH% HBsAg fAMEFeg7Hil (Bl).

HEEL 4 SRR TRALLE, LImEY
HEFAHE (060 pg) Fodtk ; st 34 LBARR L EH
TAEREAT 1460 ug R 34H20 ug TRFEEY, FF52
RBACRIFREGE 1 ~ 24 AN P45 -HBs, =15
FRE, THIEM 1460 pg TAME AN XEY (AL,

=, W

HBV JZEEHF DNA %558l (hepadnaviridae), EFEH K
23.2 kb, AR DNA, HEF 4479 HBsAg,
HBeAg. HBcAg. #%58 DNA £ EEHH HBx &+, HBV #Y
P 858, {H65C 10 h, ik 10 min 85 EZE I K
1% HBV, HE ke, R, A SBABAYT HBV tF
BT KRR

PRI L, IR E RN 7 - 2R REIEER - PR
#1315 FE H (sodium taurocholate cotransporting polypeptide,
NTCP) 2 HBV EFrrdif iz ik ®, 24 HBV 2841
f)g, FRAEEFMIR HBV DNA TEZ4HHEA% M AT EE DNA A
MRAERIESE MEAMESE A ZIBRIX, TR P A3k DNA
(cccDNA) 5 #4 )5 PA cccDNA Syt 5 LA A [ EERY
mRNA, 4> BI1E R B E 4H RNA H-4458 HBV B &-FhiiE,
cccDNA 275 (%) BB, MEAMRIAIICERR, gk
YeREENEM, HBV 204 9 MEEA (A ~ 1) ™, FRERL
B AN C AN, HBV EFAL SHmEIHRATHE o (FN o)
BITNER R, 5 CEFNBBYEHLL, B ERIREERK
R VERT 4. FFREILA HCC™?, HBeAg PHI: X}
IFN o JRITRINESR, B EFAET C EEA, A ERAET
D EHA, BEEUER T RETE HBeAg G540k, s
TR T B L,

M9, B8RS R RS

B . HBV YL B A st e T aE. 18 5
ZIARAHEAER . HBV ERYLH AR i /2 S e v A i) 5 T 22
HE, 7EF A AN 24 LR R GE HBV F b, 43315 90%
F125% ~ 30% 15 & R AU I PRI, 17 5 % DR ERGLE (UH
5% ~ 10% & @itk ™, FkE HBV ByeH £ N>
Wil Bl LR AR

Weah JLHH HBV BRYL) H AR st —on] A4k 4 A4,
Rzt sz, Sepemiei. JEmahiaidt (3F) EHHmE
{ﬁijj,ﬁ;q [29]o
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T2 IME HBsAg #1 HBeAg [HE, HBV DNA
KV, ALT 1B, HHAZTHERFESREERIENRSE, T
U R AT R B,

FEE T R . I3 HBV DNA 7K °F > 2 000 [U/ml,
ALT $Ees R8Tt m, IFALeh B s E AERIE, T4
Hep Pt FRo Tk R AR AT T R aE s

% () S HIM . If7E HBeAg BHPE. i -HBe FHE,
HBV DNA JK-PAREA M AT], ALT IE%, FFHLTRRAE
HACERERE, 15K RN R 2 8 I HBeAg IfiliE
SERI IR, R AEFREILAR HCC A RS I8,

TGS - 5% ~ 15% B9 3835 3h B8 & wT B 1 ks,
BOR AT R ZAE, RIH HBeAg B, #1-HBe fHE, HBV
DNA /K4 > 2000 TU/ml, ALT 48 B 5%, BN
HBeAg [tk CHBP, tha] ki3l HBeAg FH#%,

FFHERT A HBV By EERET DAL 4 8, H/DER A
IR HBY, 2 TGS 32 30 1 B A S ie il iRt

H &M HBeAg M2 1 2 H BUFE S T IR 0, 4F
RN 2% ~ 15%, i <40% . ALT 7H&. HBV £H
A BURI B B kA R P ), HBeAg Il 244,
AEA 0.5% ~ 1.0% KB K4 HBsAg i ™, A4
RER, HBsAg{HK 1045, 2 14% By AR 7y ml ks
Uy cccDNAPY, HBsAg {12k i B F 4R 1% > 50 %, HE %
RIERIFREAL, B&3 HCV 8 HDV e, REKRER
HCC R, (BT fERAE ™,

CHB HBFIFREILHAE KRR 2% ~ 100%™, fEkEE e
AT (IR, B, &4 HBeAg IMIEFHEARITAEES > 40
% BV ALT #27h5 ™), 5% (HBV DNA >20001U/ml),
HBeAg FFEEFH#E™, CHFA, A HCV, HDV 8 HIV /&
PEDARERE CEPRSFIARE) B, B TR (Lot AT o g
SRR RLERN 3% ~ %, RGN 5 EEERN
14% ~ 3599,

JEFFEL HBV e HCC 4R R 4364 0.5% ~ 1.0%,
JFREAL A HCC 4E R AR 3% ~ 6%+, %4 HCC AT
AL R ARl teAh, BEFRE, BN, ER¥E
JEA HCC Wist. I HBsAg =7k F, AREMESRES
HCC %A 26 B 4 4 i 4% iy HBsAg 7K F- 3 [ B fig 3=
Xt HBV & il FUsde B A i e i il . 4T HBeAg B
P, HBV DNA {£/KF (< 20001U/ml), B C HHEH
() HBV J&4s#, B7K°F HBsAg (HBsAg = 1000 IU,/ml)
5 HCC #y & A R S IEH 56 74,

Kbl . CHB M RRALHIRC N E 2%, &4 MRS
B, KEMFTEE, HBV AEZAGFAN, 5%
JEE I 5 S I A A1 B S E % A ) R BEHLA o T JRE S AT
TE/2 CHB BE Ry 2 HCC EEREE,

G e 7E HBV BTN R IEIER, WA S G
SR, 181 HBV B i 4 5 i [ 25 32 2145
3 ¥, HBV Wit H & HBeAg Ml HBx % £ Fh& 4>,
335 FH Toll- ¥:321& (toll-like receptors, TLRs) Fil4 H
217555 H (retinoic acid inducible gene-1 , RIG-I) #ifhii

SRR S TR, RIMH IR R e BN RIE, CHB &
BHHEBICABEREN SR (mDC). AR 28Ik 241 i
(pDC) 7E 4N ML AR FAE, mDC 7£7E B ERS, pDC 7 4
IFN o BIRESTRHRIEAL, I SEWUA SRR IS
HBV R340 T ik AN T e r= A A9 RE ) R %, AR

HBV 455 A7 HBV S5 S EER Y, &
BEHAMBEMEE Y (MHC) [ 24 FREIHER CD 4l
M T WA A AR T, WAl IFN y , DA
21 AL A 40 ) EC A T 20 L P EIBYV 5 R 2 ik ™2,
VGRS, HBV FR50k T kB4 R, SEeRrreE,
SR T EBE RIS A AR ) A R AL, T Wk 40Tk
1%, HBV gl ™,

. SR ERE

(—) HBV L&)

HBV [l i %47 & ¥ 3% HBsAg, #1-HBs, HBeAg,
$i -HBe. #ji -HBc 1 -HBc-IgM, HBsAg [HIEZR R HBV
B s Bt -HBs MR, FPHMERR N HBY s ),
T CBINF 5 R E B e Fp C BT R EH 5 Bt -HBc-IgM [H
P2 W T Atk 2B 4 J CHB Atk % AE ; $i -HBc Mk
FEE 1gG BPifk, HETEGE HBV, LRI GG
W, MHiikZ HHPE, 7£ HBeAg FHYMERY CHB &, B
Zbt -HBc @ SR [ THE (Peg IFN) 1 NAsIGJT
F7 R0 — E TR Y, I HBsAg & 846 I T F
TR, oRspTammE © >,

(—.) HBV DNA, EHAFIAE S

1. HBV DNA E&# . FZH THEet: HBV &gy
WEREER HI7KF, W T-HURERRYT G A ST AL
FIWT, BEUCR A R RIS B 1) SE B 5 B R A i S,
(real-time quantitative PCR) ¥,

2. HBV B[ 7 BURN 25 528 pRAll - A A - (1)
HEBFEFES MR EGEEERY. (PCR) ¥ ;5 (2) BEF/F5
MEHE 5 (3) LMIRET R AR

(Z) EvaErds

1. IfiyE ALT F1 AST : I3 ALT F1 AST 7K F—fn] &
BRI AR, BoE .

2. MERHLLE « MG EACF- SR, HetRe
K, MR FEEF A3, B SMAE 2
YL, JEEhREE s A SRR ] B 3T T &, BR
IF> I1xULN, BHAEHMBOEFRS ALT il AST T
W) “RHEGS B IR,

3. MEEEEFBRED « RMFIEAEIIRE, CHB, JiF
TR e S v R 3 TR L A R,

4. WEINEGRE B A] (PT) Rt MEREZNE (PTA) : PT 2
WIS L F A B RE M BB A8 bR, & F EiniEfb It
fE (INR) FR, WPHIWRBom i e X E A R E.

5. v- AEABEIKES (GGT) « IEH AIMES GGT %
R EAMFNE, MEGE SR, 1SS R KRR AR
BB R . SRR S A SRR RS AT A
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BEHE,

6. MERIEREIRES (ALP) : ALP P RS THE1
FTAY ALP Az id Z2 s 2 BEET, SATAEI0LH ALP & 4R
Ak, IR A ALP MBS WER AR S k. e
FE RS

7. EEHER (TBA) « (8B AR B i g AR VTR
CRARAR, UM E S, SEZER, HITERA S
SHIEE, TBA teTtaE.

8. RHUKFRAS . v RBFNES BEEE, X T AR 2.2
REFI & IRE R S MM E.

9. HHRZEH (AFP) . IfiE AFP KHFFHIAZSH HCC
W EZIEAR, MR AFP A& IR E, ST REE
ALT FIl AST ByTH K KR, IH45E 0 R FBURTIE 15 46
B RIATLE AT PO,

10. 4EAEZK G ZHAEPN - 1R EH (protein
induced by vitamin K absence or antagonist- II,
PIVKA- T ) . X & Bt v ¥ H % M 8§ ) (des-gamma-
carboxyprothrombin, DCP) , 24 W HCC i 7 — P EEFEHE,
A5 AFP B b 0,

75, A4k oS W

1. APRI ¥4y : AST i/ (PLT) H%45%k (aspartate
aminotransferase-to-platelet ratio index, APRI) ®] F{ T Jif
TEALIIITAS . BN APRI W4y > 2 4y, FUREE CEEENF
f#ifk, APRITHE A H[(AST/ULN) % 100/PLT (10°/L)[*,

2. FIB4 #8540 . £ T ALT. AST. PLT fl /& & E 1
FIB-4 $8%(7] F T CHB BEIFL4Hbr Wi -1, FIB-4 =
(4E#% x AST) + (Il x ALT BFHR) .

3. W RS (transient elastography, TE) : TE 4E
AR B TC RS , R AR R vl B T
REN8 LU HERA O IR 31 ) 52 B 2 4 A AN 3k R 1 T 21 4 Ak Bl
SIFFRE AL, 17 o (B S S Bh AR 2RI BT BR /N DA B
EEMEISER R, HEEZ I AAERTE, AHTHR
FHAR NI AE S 2 A R 2, BT HARFEN TE ST
MAER BN, N EEHA RIERE T T TE G5,
TE G55 H e E 456 B ALT /K F448%5, ¥ TE 5HABIML
AR O 68 T AR s is kg

TE BIGR I B : A FIE® BL%A #1573 50% &
YRIT & AR B 2 (LSM) > 17.5 kPa % W JiF i 1k,
LSM > 12.4 kPa (ALT<2x ULN H} 4 10.6 kPa) 1] 5 Wi
Sk VA 44k s LSM < 10.6 kPa W] HE [ A8 4L 7] B
LSM > 9.4 kPa A[iZ Wi i &4k ; LSM < 7.4 kPa nJ#HE
W TEREIERT A 4L, s LSM 7E 7.4 ~ 9.4 kPa B W] DA% EHT
WA E, FE AR IERFH LSM > 12.0 kPa i
WriFE L, LSM = 9.0 kPa 2 Wrilt e MEATF 4 4k 1k, LSM <
9.0 kPa HEB AL, LSM < 6.0 kPa HER ik R 44t
LSM7E 6.0 ~ 9.0 kPa Z Uk AR oL 3, & AT IS A5
*ﬁﬁ [69*70]0

L. gEo

PBRERAENEEH 2NN CHB G RER, T/#

BRI A AR A S B T, IR R
i HCC,

(—) e (US) fadr . #AEfRIfE. B, JofEm
Wi, US K& CuChIFIER &R I EE I, Bk
AT AP T IR AR BRI ) I/ IR A . JFF P e L1 1L
FJFWNE TG L7, (B 5 2RS4, RHRRA &%
BAEE B AR T ER S H R IR

(Z) BT EIBES % (CT) : HatZFImAs 2w
MEFZ W EER R RETE, B TREFEES, T
fifAG TOHFEAL, T B & 3 P AR A S I T, BhASHY
SRZ AR T HCC WS B A & B BURIEAIR: 57

(=) B3tk (MRI sk MR) . Toacsisast, 4R
PeRE, WAZ AL 2SR, RIFIER ARG AR
W MIRBE, B8 AR M R S5 I R A BT CT
M US, KGR 2 IR R R 7] AR 4531 R AN
SEHERT P A AR LT CTY,

I\ FHEAS

G AL ER H 2 CHB 85 A F2
HER AR . I F S A IR TR

CHB BB U2 AN R T4 X R H ] B 9
BREPRMABARNZANEA F, FEARER DA &5
KA EVEAN, RAMIRERTIRICE XY K, FHargl
EF AR CAIRIETE SR 2, IR ERERIE, /)
MU AR . IRPE SR T, R B EEAE AT A, TF
MPIIRIEIE AT RARIRTE . AR FERN B & IR FE SR
JAT IR AT B T/ M, ELRE SRR AR 15 20 i e
RAED% CHB W] LA 4EALIE AL, (B2 HAEE R # e 22
By RAESTE S R R AN B B TR, RIURRRE
JEALAE XA R, F4EREIFRTEAL, Masson =YL I
PAREF A 6 B TP £ 4EAVRR BE AP . B S A (significant
fibrosis, Metavir 43> F2) fidE@BATFe4E{k (advanced
fibrosis, Metavir 2Hi= F3) $t—3% %@, nlg|EF/ngh
MZEAL, AR, B/ 451, RIFRELL,
SREETEIREIE, SATHARIHIR, WL IR R
AT 2 B R e U

SIE AL E G IR TR FHZA Y HBsAg #1 HBcAg
MK, WNRRTREE, PRAAIRIFAL ATV E PCR ¥EAT
JF4L4H4 HBV DNA B cccDNA il ™,

CHB FFHR RAEIR L) 43 RN YEALFREE ) 4 30, 4
5% E bR B % Y Metavir™ 374> R4 (£ 2. #£3). It
b, SRR B A [ 15 A 5 T AH 2R S T AR b
5] (collagen proportionate area, CPA) W] DAFTFIEAKIAL:
HORTEAF 4 TPy, (H E AT TR seE: 77,

Ju. GRS

HR4E HBV B ML, s, ARy R A
G RFIR B R A LSRR, APRH2IE HBV SRR -

(—) 1&gt HBV #afs

Z N REIR AL T ST 52 311 HBsAg, HBeAg il
HBV DNA FH¥EE, 14ENELSRT 3K, SREDAE3
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2 Metavir iT0 RS ATHLSAER BT

FER  NFRSAEISE APEEESE (histologic activity, A) °

0 (%) 0 (Tsir) 0 (&)
0 1 (FPEE) 1 (75)
0 2 (EX) 2 ()
1(%EE) 0, 1 1

1 2 2
200) 0, 1 2

2 2 3 (EE)
3(FEFE) 0,1,2 3

i AL A ARIERI I N A S SRR LR A
3 Metavir i RY—ATHAGLEA T

A 2445330 (Fibrosis, F)
T4k 0
TR K, (HICEF 4R R 1
ICERAYEEY R, DR YRR AL 2
ZHAYERIFIER, (BICREfLEE Ty 3
JHREAE, 4

A, BRI ALT #1 AST fEIEHEF, HBV DNA @
HEKCE, AL TomAs somas i © 7 7,

(—.) HBeAg i CHB

Il 7% HBsAg FH 14, HBeAg [H 1, HBV DNA [ #,
ALT $5528k [ 52 7 4 s S A B A R AE

(=) HBeAg $% CHB

1% HBsAg FH4, HBeAg Fr2EBAM:, HBV DNA fH{E,
ALT BB R, BUFHSEA TR,

(1u) FEiGEhH: HBsAg A7

1% HBsAg fHM:, HBeAg B, it -HBe PRAEELINE,
HBV DNA {EFHMNE TR < 200 IU/ml, 14 HNESN
Y73 WAL, BkEDEE3AH, ALT F1 AST ¥J7EIEH
JEH, FFHSEESERER  HYUSsiiEs (HAD 34 <
4 SRR 2 E BT REHE AR R

(i) REWH: CHB

I35 HBsAg [, B yEM (5) A48+ HBV
DNA [, & CHB IR EM;, I HBV DNA BHSb,
BETE MY -HBs, $t-HBe 1 (&) i -HBc P, H
2 20% R EM: CHB B3 W MG rE g A, 2WiE
ik HBYV DNA 6, JoHX7 -HBe 22 fHPHER

() ZBFRIFREAL

57 HBV A % A8 A PR 12 W B b 4% 25 R L35« (1)
HAU2E G R 7S T A AR AL B ESE 5 (2) i R 2= B Y
HBV BLiEE, 85 5 SR B A 2 T DA B s HERR
b LB EAFREL RN HCV gy, ks fziy s 7,

PR _E#ARYEA Jo E I LR IR AL 2 R B B 2k
RE, RGBS R A A
A AR AR AT 1 H ik = AR IR, BUZH SR &
LW, EREE R RE K2, AR
RERBE I RAE « KA EE T AR B
et QS &S e - N L i 2 Tt

Sh B YRR T R AL A B HE R, FIBAE T XU,

A% 5 M ISR RGO, 1 . JoERIk K,
JCIEK 5 2 W . BERRkEhOK, JOHIMAIEK 53 W . BIEK,
ToHL, PESUR AR KER K 5 4 00 . A0, PEEURPERK
S5HE . MRFIAE. 1. 2 BRI, 3 25 B KRR
EEWIRFE L, 1, 2, 3. 4F05 M1 1 SFASRAERS 50 < 1%,
3% ~ 4%, 20%. 50% Fll > 60%, I A& 5E ) BS54k &
FHPURFFCT R YIA 5 7

+. BT HAR

BITRY EAR « BRBREHLR NG HBV &, WA
AN SR IRFE S AR At TESERIE/ DT RE s, FFEAL
KM, HCC R LRER) K AE, M Ax 16 &=
MERAEFFIR], IR, TR A i R R AT
figiE sk CHB MlaRIAHEL, RS ILIRYT S RSN R I 2
HBsAg %, A ALT EHEFIFIEASE N,

WBITA S .

(1) FAERIZ S . HBeAg fHPES HBeAg BHMERE, 15
25 J5 RT3 R A HBsAg JH 2%, AIfEEUR ¥ HBsAg IfliE2%
il

(2) WAL . HBeAg FHME B, 15255 R1GRr4L
MR R 2, ALT 2%, H A HBeAg IfiLiE % 7%k
HBeAg BAM: #5240 IS IRAGRESNIR AR 2/ ALT 28,

(3) EEAMAR . MTEPAHE L GRS, P
BT AR AZERR R2E Y 2 (HBV DNA KRl ARE]),

T BUWERATT IR

FURERRYT S N IE T ZARYE M7 HBV DNA 7K, 1
I ALT FUSFIEgems ™ B R Ak e 7 %, R & 8%
WS, FIGHRPERERR SRR, SR ATl B R X
W5 o 2R EPURERRYT (B 1), SiZSHITs ke
TN BE B G R L, X HBeAg FHIEBE, K3 ALT /KF-
FEJE, WA EWEL 3 ~ 6 NH, R & H &% HBeAg
MiE2FEEER, H ALT 85t m, 5 EPUREIGIT.

SRR A T R RN DA R 4 ™ = 1

(1) HBV DNA 7K . HBeAg FHPE#EE, HBV DNA >
20 000 IU/ml (#H 24 F 10° #% Ul /ml) ; HBeAg FH 14 & &,
HBV DNA >20001U/ml (}1247F 10" #51 /ml) ;

(2) ALT K¥ . —fEE sk ALT #4871/ > 2x ULN
WHTIMERST, BT ALT B< 10x ULN, Il
JHLTZ R < 2x ULN

R4 HBV DNA FEME, i85ARE| Likiayrine, B4
PANEE 2 —3& Bt R AR, AT % iR 44 T HUR BRAYT -

(1) FEEWEMIFIERAE (2 ®AL) sierdiie, #5351
R4 2 A (A),

(2) ALT #4240 T 1 x ULN E 2x ULN Z Ja], #5lE
RS > 30 3, EUUTHFEALSWE S LI, FHHE
FERE R AES L AL NS5 F PR ERRIT (B2),

(3) ALT ZaEH (3 MHAWE 1R), i >30 2,
PR FELEE HCC R, BTG H UG & s o
T#, #FHHRFIERESR AN G TFHORERT (B2),

(4) TFAERTRE LB MAMHRIT, JCie ALT 1 HBeAg 1%
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o, WEBAWRUREEAT (AL,

RIS IR, FEIT RIS T BTN HERR & HoAt
ARG 25, RS AN SR B S RISy ALT T, &
RN FERE29) 5 ALT B EIER,

HBsAg BHPE
HBV DNA M

(145 3 AR HBV_DNA it
6fG >3 H)

B

6 ~ 1244 . #HL, | [ 1BeAg BIFER# .HBV DNA > 200001U/ml| SRR ST
KL, s, || HBeAg [HME# (HBV DNA > 2000 [U/ml RERIT
REH . B RS

\I/i

ALT FF8EE R A < | 1~ 2xULN | [ >2xULN ]
L, RS
- AR >30 %
............... [ HEs ALT Fmm i m
' XFTHPE HBsAg/ |
o
B YRR 6 T H Ui
S R LS SRR 3 N H ALT > 2%
[ gfﬁmﬁ@;w ! (1 %2* i& [ﬁlN) ULN DA ER7 S8
|- RS : 34HRLE &

0)7
. . - W RO
--------------- J SefteE, Ko IR
TR ABE i
Hodr BT

Aefkiz i

N
ARSI
S i

BT
LR, 2

Bl

0 IR . OASEE IR AR R TEFRE(LHIEDE ; @R
il HBV UL, (B 52 B Y AR AT DARI A ECHR R H At
BRI LRRR G HCV B TRSAIZI%, ©: ALT A
o WU < HAbRRI ARy, 290, R, SRR, JEIESE
[ L i S PR T e g

+. 58 IFN o 1 Peg IFN o 1697

FE CtEE IFN o il Peg IFN o i FiAY7 CHB,

(—) 38 IFN o I Peg IFN o JAITIHT R IITHL

W38 [FNo j4 97 CHB B & B — & #1734, Peg
IFN o A% F 3% 3 IFN o B8 BUSAH X 42 % 1) HBeAg Il i
SpEg R HBV DNA ] B A i fha i g 5 B, 2 05
b 2 O BEATL G BRI R 050 7R, HBeAg PR/ CHB &
#, RH Peg IFNa-2a 180 ug/ JAVAYT 48 J&, {52kl
24 JE| B HBeAg IS5 32% ~ 36%, HAHL% ALT
2 ~ 5x ULN ##1{52} 24 Jf] HBeAg G503 H 44.8%,
ALT 5 ~ 10x ULN #3#4 61.1% ;5 15245 24 Ei HBsAg #
Ny 2.3 ~ 3% Y, BRRSERER, %T HBeAg FHIER)
CHB, M./ Peg IFN o -2b ] E534{Ll) HBV DNA #i].
HBeAg IMiE2¢H54 A1 HBsAg i ™, {5225 3 4F HBsAg
RN 1%,

%t HBeAg BH ¥4 CHB /& & (60% J .91l A ) H Peg
IFN o -2a JR97 48 J&, =241 24 JE i HBV DNA < 2 000
IU/ml (B3R 43%, (=251 48 BB 42% ; HBsAg
THR AT 2 RET 24 R 3%, AFZ5BEVI R 3 SR =
8. 7%, {524 SAEIINE 12%™, AL R BREK Peg
IFN o J7REZE 2 AE TR EATT IV &R ™Y, (H% AT KiGyT
ORI 2R RN MGT 0, MY ETT %,

I B R KIGYT

(=) Peg IFNa 5 NAs BEAHUTFEIRYT : [ Peg
IFN o 5 NAs IWECEIRYT I R B RER =T8I, 7
AT EB Peg IFN o HRZGTEIRYT 45 T HBeAg 446,
HBsAg iHFr. JREEEVE . AR B85 e — &R
%, (AR BEUBSEHEORANER M, BETIRLER
SRTE Peg IFN o Bl A EERS (entecavir, ETV),
FAHE R HBeAg MIEFHAR A HBsAg R ™,

T NAs BAR #2808 J5 A 8T Bt Peg IFN o 1977
%, % NAs ¥ 2j7F HBeAg Ifl % 2% % 46 & HBsAg T &5
A —E R P, I % L BN LT A 45 R R
HBeAg FH4: CHB S E i ETV BAZHIGIT 9 ~ 36 N HH ik
% HBV DNA <1000 #%01 /ml DA} HBeAg < 100 PEIU/ml
MEE, P PeglFN o -2a JRYT 48 JAl ) S E FE TR ARS8
ETV H25G97 B8 A K = 1) HBeAg IME =73 (14.9%
H.6.1%) #I HBsAg i3 (8.5% b 0%) “; 5 — Wikt
SER R HBeAg PP #1252 NAs [ FK & (lamivudine,
LAM). ETV =§ [ £ 48 =5 g (adefovir dipivoxil, ADV) ]
1897 1 ~ 34FJ5i4%] HBV DNA < 200 IU/ml % HBeAg #%
B, 1% Peg IFN o -2a FEFBIAYT 48 JH i HBsAg W%
BRI 16.2% 1 12.5%°%, SR, b3k 2 WipksT
TS Peg TFN I6Y7 R REAT R ITE 28 R W FTEE K
ZUTTAH, IR A& T2 BT

(=) IFN o BUpaes7 200w B %

L IBYTRIP TN A R « A AT HEER HBeAg FH
CHB f###:3Z Peg IFN o 157 HBeAg MG FEAE TS .
(1) HBV DNA <2x10°TU/ml; (2) & ALT 7K F; (3)
FFAN A 5B AL 5 (4) FZAK HBsAg /KT 5 (5) JFHZ%
FEIRFE G2 DA L s HBeAg B CHB f35 i Jo A LA YT Rl
B EEREE R ™, A POREIR RS, A
FRMEE (OEE0ERE ). FBREFNERTHERSE. B
AT BUATT B E IR Z PR R TR, AT
5% & Peg IFN o JGJT

2. R ETNE < HBeAg FAM: CHB BT 24
J& HBsAg #l HBV DNA [y K- FIa 7 amyimipE % v,
3% Peg IFNa JGJ7, 05 24 & HBsAg < 1500 IU/ml, 4#
LEHPRAITE 48 T RS HBeAg IR ¥, 2
Ze1d 24 JE1677 HBsAg E8:A7 > 20 000 TU/ml, ZH45 11 Peg
IFN o 657", MU NAs 97,

HBeAg [ 4 CHB & % A 7 i3 72 # HBsAg H9 T~ %,
HBV DNA 7K V-2 5 sy S mmpE z *,
RET 12 JAIRYT )G HBsAg R N H HBV DNA BEZ& T
Bt < 2log,[U/ml, W#%EEIE Peg IFN o 97 "', i
NAs J&J7. BMES W “YURSRrEERL .

() IFN o B9 RR R B H AL

1. GBI AE . RIUCNER, L. WURMZ 1%,
AITERERIES IFN o, SOPEHE ST A [ B AR A AR 2Y

2. — PR AME IMAH AL - 0 rh R A A 2 <
0.75x10°/L Al (8() I /MR < 50x10°/L, P& %
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IFNao fl& s 1 ~ 2 FJEE A, WkE, WZHEHENE
JEg, AR At 8 < 0.5 % 10°/L 1 (E) I
AN < 25 % 10°/L, W0 4 IFN o, S Hd b 4a
MR R, WA R AR BN T (G-CSF)
SR B v A B AR R T (GM-CSF) JA97 .

3. KSR - ATRININAR, B AERIE R AR R AR
FEMR, WPRER ™ EH, B EEHER IFN o, WZER S [RG#H
OIS REIR#—21278,

4. HHRENS . —LEETRIE Sk, UDE
BE B IHRIRES S, BRI . M/ Os> . ARERE. B3,
FRIR T RN RGN L IORICREGEBIESE, VA R =
BEIMILFEISG, TEEE VAT,

5. HAth/ D UL AR R B ASFE B IER 3. O R AE .
MU REEAE | W ) IR R P 55, WA Ik TEN o JRYT,

(1) IFN o JRITHIEERIE

IFN o JRI7 AL EE SAE A - (R 86 I A R
R, KSR (BAAE o 2O S AR S s ), ok
REF BRI . SRR L, RAaH 00 8 B s teren |
P PR, ORI, 0 ) RSB IS M B s 45
FEREER

IFN o JRY7HIAHT AR SAEFE « HURBRGO, BEAAIAR
AES, AR AR R LA, 367 B PR 4
T <1.5x10°/L A (2%) /M4 <90 % 10°/L,

+=. NAsAIFHIHN

(—) 5P NAs 5973 (R4, KS)

1. ETV . I B3I R8I ETV 1497 48 JEit, HBeAg [H
¥ CHB £ #1, HBV DNA #5[H (<300 # 1 /ml) %k
67%. HBeAg IMiEF508 K 21%, ALT BHFEH 68%. AF
LR B R o 72%" Y, fE HBeAg B YE CHB % 1,
HBV DNA #%FH (<300 #01 /ml) %% 90%, ALT EHEHR
8%, FFHGWRAS R RS 70%" ",

ETVIRY7 5 E MRV D55 %2 W, HBeAg fHH4: CHB &
% HBV DNA # [ (<300 # Il /ml) #:94%, ALT % #
#h 80%™, 7 NAs ¥1if CHB M35 (HBeAg FH M5 [
P£), ETVIRYT 5 ER R KA 5H 1.2%, K1, 728
KA LAM 250 85, ETV JAYT 5 4 2R R B i 25
RAERTEE S1%™, WA ETV 69T 5 4F B P IE 4 4L 3
WHFRLER R, 88% (55/57) IRIFHFEFHEAbEiss, 40% (4/10)
JRFRE At U 1 R T R A FLRRIR TP R
5 [/ R

2. BiEAETFEE (tenofovir disoproxil fumarate, TDF) ;
I RIS 2R B, TDF i6Y7 48 &l HBeAg FH{E: CHB
F v HBV DNA 5[] (<400 #%01 /ml) >k 76%. HBeAg
MLEF 5643k 21%, ALT 52 %%k 68%, 7F HBeAg B
CHB %7 HBV DNA $[H (<400 ¥ 1 /ml) %% 93%.
ALT 3%k 76%1,

TDF J&Y7 5 E AL 8%, YN
51% 5 FEIRIT RIS Wi IFREAL A B (Ishak $P43k 5 B
6), 454 FITIG, T4% B Ishak 4y PRz 14 7,

% 3 8 4F TDF 1697, HBeAg [H 1 ## 1y HBV DNA
B2 (<400 #5 D1 /ml) #4 98%, HBeAg Il i 2% % 4 %
4 31%, HBsAg ¥ % 3 4 13%, HBeAg [H ¥ & % 1) HBV
DNA 5[] (<400 $5 01 /ml) %4 99.6%, A A% TDF
AR Z, TR TR, 2.2% WS A AT
> 0.5mg/dl, 1% B)EE KA S BREET 50 ml/min,
K 24114 10 R I AN SRR B 2k ™,

TDF 497 NAs i BE 48 B Z 168 AN R4 R ER,
Tt LAM iz, ADV 2y, ETV iz, i@ ADV W2
A, LAM F1 ADV Bt A i 25 %1% O, TDF #RR I 8
W s, B2k R e,

3. Bk ZE (telbivudine, LAT) ; [E /4 I H G KRR
(9 52 FASER, DARABRZ Hls 104 EWFFRS4SR %], LdT
POR B ML T LAM, HIi2h % 4 =L T LAM™, (3
BUATHZG R RS, H4 HBV DNA < 10° #01 /ml &
ALT > 2x ULN #j HBeAg B £, 5 HBV DNA < 10’
#£U1 /ml 1) HBeAg FHMEEE, £ LAT iY77 24 BNk %)
HBV DNA <300 # Ul /ml, J&J7H] 148, 2 4F0PA IR
TR TR 25 S A2 1,

LdAT SRS R &R 5R LAM AHL, {RI6Y7 52 A
104 TR 3 ~ 4 SIEREES (CK) & /518 7.5%
F112.9%, i LAM 2040500 3.1% F1 41910 A %%
AR, BEEA R ALRIR P RSN MRE, MEIE R,
A5 IFN o R AR ATECRRSHER, WA,

4. ADV : EINAMNEVIACE G RIATRZE R, HBeAg [H
£ CHB % iR ADV n] B 91 HBV DNA & 1, fEi
ALT 2%, UEEFHS RERFEA A 44k, X HBeAg PHYE
BEIGIT 1. 2. 3 S4ERF, HBV DNA <1000 #101 /ml %
AYRIH 28%. 45%. 56% Fl 58%, HBeAg IG5
12%. 29%. 43% Fi1 48% 5 Tt 25 243 31 0%, 1.6%. 3.1% il
20%M51) % HBeAg RIS ZV4YT 5 4, HBV DNA < 1000
UL /ml %K 67%. ALT &34 69% ; 16Y7 S AR BAH
TR 24 L PRI 5 etk 2y 299%™,

ADV A LAM, X§T LAM iif251) CHB S35 5EA %0
# HBV DNA, HIEA 255 %T ADV fii2h % e g 7,

ADV KEIIRYT 5 4ERY, MyENLEFA =4 0.5 mg/dl 3
i 3%, (EME LSRR E ik M Y, E R A
BEME)s (CFDA) ZR¥%EY ADV K6 )5 v fe 53
M IRE BB A R, Btk E B AR LA B R 2
A, B, GrEAER. BWIE. BT — RPN RE
ARFIAAE . 3 2510 3 B 15 B T RE AN A AR B
FRA ] R LR R B A

5. LAM : E W AMEEPLG B IG R B0 45 R %, DR
LAM 100 mg, 1K /d, ¥] B & 4 #] HBV DNA 7K ¥ ;
HBeAg L&A MIA TR E K IMEE R, BT 1. 2. 3.
4F0 5 R4 BH 16%., 17%. 23%. 28% 135%™, Bl W
BRI R, CHB £ % 4 4 A A0 A 2 30 1AL 8
HZ LAMIRYT 3 W IR B, BIURThRe R R 2
HCC pkE R ) S R TFRE(L 2 LAM 15y TG thak



- 896 - FR AT 2% 5 20154F 12 5 234545 124]  Chin J Hepatol, December 2015, Vol.23, No.12

AT IhRE, AR

BEIRTT ISR, R REMT 25 548 I R A Sl (56 1. 2,
3. AAEANRIHK 14%. 38%. 49% Fl 66%)',

(=) NAs J&I7 Pyt Akias 7

IV F NAs {697 CHB, SR 1 18 s i 245 55 R 5f e 25477
BNSRY PN 2 L R B B 254, Az T A IR T AT &7
BB DT Z5 A, — A iEd: 2t I R IR EFFORT
WhgE U ARG, XET LAT 1697 R R BT B
(24 J5 HBV DNA < 300 ¥ 1 /ml) 4kSE 5259497, 1A)T 2 4F
88.6% K5 HBV DNA < 300 1 /ml, HBeAg IfjE
SRR 41.3%, THZ5FN 5.5% 5 XT LAT Gy R 2
MEfEE (24 JF HBV DNA > 300 # 1 /ml), M ADV
TALIEYF, 2 4F HBV DNA < 300 # Il /ml # % 71.1%,
iy 2554 0.5%, W REAIRTT IR, B AR 2 4
HBV DNA < 300 #01 /ml 3k 76.7%, THZ55EH 2.7%,
MIE AN REAR R, TLAGIRTT 7T AR = 77 R0 it 25
Mr=A, ELEVIRTZG & A5 T ETV fl TDF (JE3kxTk
) o

(=) NAs BT i

L RITHESAH Tkl - (1) AR fbatn, &
PH ALT, AST. MHARMBERS 5 (2) MHEFAILEY
¥R, £E4 HBV DNA. HBsAg. HBeAg Fi#t -HBe; (3)
MR FEE, MM, M UUEFFR CK %, WER ]
o BRI FLER s (4) TR LR (RAS , Gn AR AT
(5) Wiy, BT ZIEFEHARE,

2. FY)RFERBFIBTRAENE . GOFERARE, i
RFE. REARAAYESBEITEZ, BfrEE, ATk
fRZ5aIFE A ISR 0L, MR EE BE T MEREIT 25 ] 5853
XU, $ e AR

3.0, ARV FTRF AR « NAs Bk 4
PRS2 RAF, (BAENRRN A a0, R mEAR
RV RS, NEIREAS (EZERLT ADVIEYT). KBk
5 (EEWTF ADV M TDF 3&57). Wk (EERT LAT
IBIT) . MESUIEME (EEWT LAT /)T). ARRRSE (0]
T LAM, ETV #1 LAT J&¥7) %, Wgl#EXE, @il NAs
TRTT AL R AH DR s, DA KU, XA H s BT

F4 HBeAg [l CHB BEAFURHEIYINY TG

] HBeAg IMPEFEH (%) HBV DNA FEPI (%) ALTAWA(%)  HBsAgHEDIE(%)  BH% 3

SIURATT (48 — 52 )
Peg IFN a-2a 32 14 41 3 125
Peg IFN a.-2b 29 7 32 7 126
LAM 16 ~ 18 36 ~ 44 41 ~ 72 0~1 104, 125, 127-129
LdT 22 60 77 0.5 129
ETV 21 67 68 2 104
ADV 12~ 18 13 ~ 21 48 ~ 54 0 130
TDF 21 76 68 3 109

Kty 2 ~ 84F)
Peg IFN o ({8245 3 4F) 35 19 - 11 88
LAM (54F) 22 - 58 - 122
LdT (24F) 30 56 70 1.3 116
ETV (54F) - 94 80 5 (24F) 106, 131
ADV (54F) 29 55 77 - 132
TDF (8 4F) 31 98 - 13 110
VL TR

%5 HBeAg Ptk CHB S & Moy il

) HBV DNA F43(%) ALT M%) HBsAg FE12% (%) %3

ST (48 ~ 52 J8)
Peg IFN a-2a 19 59 3 133
LAM 72 ~ 73 71 ~179 0 129, 133, 134
LdT 88 74 0 129
ETV 90 78 0 105
ADV 51 ~ 63 72 ~17 0 109, 135
TDF 93 76 0 109

Ky (2 ~ 84F)
Peg IFN o ({525)5 3 4F) 18 31 8 136
LAM - - - -
LdT (24) 82 78 0.5 116
ETV - - - -
ADV (54F) 67 69 5 120
TDF (8 4F) 99 - 1.1 110

7 TR
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B, CK. FLERWEEGIA WA S SUnmh TI%, IR XIERER
WEMAEFHRAZE ., HENRE. JUCTT. SRS 85,
R YIEE, — BHEno MR g . IRBRIAE. WL
9 TESUNLVA R B FLRRTR 825 , [N S 525 sl HoAth 2547
H A TRIRAIAHR G T,

4. MZGHEI - W22 NAs KIHiGYT CHB B 5= 2
Wz —, W29 51 AN REE . A FoEmt . s
BRI REAE, PEERE BB R R, S
feges, HEpprot,

(9) NAs Mt 24 (i i A b 3

1. PEAETTAL B R A T BN ERAYT « XTI AER
ARt MEDABUS RSN AR B (I ALT IE#, HBeAg
PHAE I S e i s230)) , FRRE MixX SE B F AR IS < 30 i, AN
HIFUEHURFRAYT o

2. NAs Wi$% . WNERHLSEHER ETV 8 TDF,

3. BT E IR HBV DNA DA & 3R & M TC
BEOR AR, — BRI R, 75 R T 5 P AL
IR, R LA TIRRORYT (R 6) X T NAs KA 2%,
2 Peg IFN o ST HIR SRR Y,

F®6 NAsHIRBIAIFHENE

[RESTEES HEAFZ)

LAM 5% LdT 125 ¥ TDF , =il ADV
ADV fif2y, ZHIREH LAM ¥ ETV, B TDF

167 LAM/LAT T2 tH 3%t ADV 24 #ef] TDF, 8 ETV+ADV
ETV fi2h ¥ TDF, =il ADV
RHEZ 2548 ETV-+TDF, & ETV+ADV

(A181T+N236T+M204V)

T, HURERAIT IR L K T R

PUR BRI TR

(—) HBeAg A% CHB

TE HBV B Bk sy, #4r ALT FH&ii HBeAg FHE
CHB BHE eIV TP Rl ) RAETS Shiids, mTHELE
% 1 HBeAg Ifl 2564, ALT & E# ", Wik, 4T
ALT F+&1 HBeAg A CHB BE R RISEMEL 3 ~ 6 2~ H,
WA & A KPR HBeAg G #5640 H ALT F587H 5,
FIETF MR EAT

ESTobried

HEEIS : smis &4 M AHEH LA ETV. TDF &K
Peg IFN (Al), *FF &2 F 44 H LAM X LdT 4 &%, 4o
RIE57 24 B S M &2 % >300# N /ml, %A TDF X Ae A
ADV 3457 ; stF 240 ADV &4, 4oRibs7 24 7
o R B ALK T <2 log, IUMml, # A ETV X TDF''"
AL,

TR

HEEN 6 NAs ) ETRENEY 44, £iX3] HBV
DNA & F # | 48 F FR. ALT A% . HBeAg o i 3 4544 /5,
BRESTEY3F (BROANALE 1 R) RFREH,
T EAEY, 2 RFARTTRY 2L M (B1).

HFZFEM7 IFNa #2 Peg IFN o 493 FH 5742 4 1 4,

%41 24 7497 HBsAg £ &4% > 20 000 IU/Mml, #1%1k74
53 U9, BUR NAs 7697 (BI).

(=) HBeAg % CHB

HBeAg AP B EVURFIRT LT, HiEZ
JEIFRE K%, Haraak ™,

kTR

HEFEED 8 xt46 &4 ik Fi2 A ETV. TDF X
Peg IFN (Al). 2t F &2 F 4R A LAM X LdT # &4, 4o
R697 24 B EREZE>3004# M /ml, %A TDF K Ao A
ADV 3657 ; st T AT 4IRA ADV 89 24 : 4o Ri457 24 A
& R BRI A T <2 log, IUMmI, A ETV X TDF J4
5 (AL,

TR

B9 NAs 4 57 @ BUiA 5| HBsAg 4 % A HBV
DNA #0132, BARESRF 1 F¥ (2E2V348%, &
KA 6 A ) BREFEREN, TTH &2 1S W (B]),

HFZE 10 1 IFN o #= Peg IFN o #9375 5742 4 1 4F.
#2it 12 A6 9 R A % HBsAg £ ¥4 T, H HBV DNA
B K T <2 log, IUml, EBUEH IFN o™, %8 NAs /4
55 (BI).

(Z) FREERIR AL BT S FREL

S B4R E R, TR E R YR ERAIT .

kR

EHEBN 11508 B A M54 ETV X TDR(AL).
IFN o A -FBAT RSB F LT, HHBER F AR
IRFRRALE A, T ARAZIATARL B A 1 (A,

BENMEIEH

1. & HBV #w7 & FEiE 81k HBsAg 57 & ki1
180k HBV #E7 & A Tk sz, —iEi ~EEFN
TRIEW N FAUE BMRE, IR ETUREIRIT IR K
H, R ERETUR AT Y, A TR 35 . A
HCC R mm i E B E R EYURTRIT. WM
R 24— 0 S it 52 390 R0 B A A I W % g 2 (14T
W e MBI A% Y, B, X T HBV & NE3 ~ 6
AT, AWE, Wi, AFP, B AUBFSMT
R4 LSRR, DERTIEHSRSE, BRGNS
IRITHRAE, IR EEETT

JEIE BN HBsAg #54 & BRHEEYIR 3R, HIE
HEH &R HBeAg itk CHB BymTRE, B KBRS &
A HCC U ™, B HEAE 6 A H 2EAT R, Akt
JRESF, AFP, B AUBE IO 4L S, 56
IRERRITIRIE, BN I EEhAYT

2. PURTHRIT AR P B E BT (R T) - BURERIT
TR A BT H e T S INPUREREI TR A, Y
WM, PABIHZHFIAN R,

3 IRITETRIE R E YT « IR AR X 2 R AT
FUIRET Y B F7E T BRSPS PUR BRI T IO KT AL, R
PRI R HCC KA, Hik, NEBEEIUREIE
TR RGPV, FES)E 3 H NSRRI 1K
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RT PUwsEn) rd e PR H SR

i H IFN 57 B E AU IR NAs Y7 BE HUG TR
M BIPE VAE ~ 260 1R, AEEAKRI L RE B 6 NI 1 IRE ZIR T4
TRITHR
AWIAFARAR AR 1 KB ZRI TSR 3 ~ 6N 1 RELEIRITEEH
HBV DNA B 3 AKI | WERIRITEHR B3 ~ 6 NN 1 IKE IR THH
HBsAg/ 47i-HBs/HBeAg/ #i-HBe B3 AKI 1Kk B 6 NI 1 IRE ZIRTEHR
FRrEH (AFP) 6 AR 1k B 6 NI 1 IRE ZIRTEHR
JFREREIEE (LSM) 6 AR 1k B 6 NI 1 IRE ZIRTEHR
FRBR AR Dy BEA LA B3 AKI 1R, INETTRIEIEAAE FURIREIAE R R AR e
CUEWEIR, HSUN AR ARG A FUR IR REFI MK
FERLRAS WUIES, SEITAREIRA « X B R R A AR e
FABIR R, WA M ay T U
[ R 6 AR 1 R, FFEELEESE 3 AN 1 K. B B 6 NI 1 IRE ZIRTEHR

BRI, BT CT B MR A

HoAtrdr MR BE R RE

AR LAT Ry, A3 ~ 6 A
WIERELHS 5 B TDF 5% ADV fEE R
3 ~ 6 A H I LN M

JEEhAE, HBV IME2:FREY & HBV DNA 5 2 J5% 31 H
K 1R FHIEE, HBV g5 ) HBV DNA, %/
BT 1 AR, DAE R Bt % BRRT 96 52 e SFFARSh REE AL, BL)S
FTHSE ALT 1E% H HBV DNA (KT IE FRRE, #Y
F/PAEHAT 1R HBV DNA FFHIRE . AFP I 15 K2,
T ALT IE#{H HBV DNA A, B4 6 A H 37 1
W HBV DNA 1 ALT, AFP s BME, STk
B, A3 A AR AFP SR B, SER CT
5 MRI AR &3 HCC, X JFREAL &R 5 1 ~ 2
THEB A, DAESA To B IRH Ik ok S R i

T R AU ER TR L

1. WA R EMERE ST HTEATEE [FN o 5§ Peg
IFN o JRIT TN BRI EE, Ve NAs EHAIT (Al), TEK
M RIFIE LT, N2 EE R BRI NAS V&Y 7 JE R & TG
A A AR, N EHREATT i Rk U
(A1), X ETV ¢ TDF 36975 H R & T & 2R
Y, REREREA T £ E w1,

2. N RAREEIRYT R e R ANGI T R - 181 HBV
TR B TR 2 IR AL 28 T B A T g R, K2
A 20% ~ 50% KR T DA IR [RIRE BE I S B 9 P 3
EH ST REE LR, mRFRER -
PRSI REENEREE Y, B ORERG T A
BIARRURT RS0 1, I SRR 251 ETV
s TDF i7",

X A R A T 252 A A8 7 B e A i
B, TERBIAYTRIE . M HBsAg, 7 -HBc F1 HBV
DNA, IiPflizsz el e RS REEE . FEFFas Sz 7
FACFIEI TR 1 BTG PO ERATT. X HBsAg B,
P -HBc fHMEE, A B UM aiEbiiAass, nTA% by
FERTOREZY Y (AL, TR AR ) T
1HJ5, R 244k8E NAs YT E/0 6 A 5 8 B 4 e e
Pk, 5 Ima 7 I aks: NAs Ry 720 120 H . NAs {5
FETTHIE %, EERESIL, MR (AL,

3. HBV Al HCV GBI B E HIETT « HBV A9f HCV
BRYL LR £ /35 HBV DNA JKF, HCV RNA 7K F DA K
ALTESL, REURFRETT 7 % 4T HBV DNA AR THHIME TR,
HCV RNA ] #; 1 # & B 31 HCV 3897 7 £ (Al), HBV
DNA 1 HCV RNA ¥Julka i, [ 5eMFRHER&E Peg IFN o
A EFHMIEST 3~H, W HBV DNA TR < 2log,[U/ml
IR, WU ETV 5 TDF j&97 ; st HCV Bk
FAYUREEZGF A ETV 5 TDF 657 27 (A1),

4. HBV Hl HIV & B B #E 1IGIT « XTI AT
BT R R8T (antiretroviral therapy, ART)
(CD,"T #kEL4HHL > 500/ nl), anfF¢r CHB FUi A T inifE
W, i Peg IFN o B ADV % HBV i&¥7 (C1),
M= MR ALT FHm (1 ~ 2x ULN) s, 2R
IEHER A STCOF AR 4IPS (B2),

CD, T kL4 < 500/ u 1B, Joits CHB AbTFfafiEL,
YR TG ART, {24660 TDF hil LAM, B TDF fill B i fth
¥ (FTC) &' (A1), XFIEFEHZ ART HIAITH K
MEE, # ART 7 £ Joht HBV 254, WA NAs 5
Peg IFN a 3897 (C2),

MFFEEWE ART 7 £0F, BRIEEH C43K15 HBeAg
ME2EFER, FE5ER T RS RILEIEI T R, AR 4FETCh
W BT R I OBV MA R (B1),

5. CHFRSENRF e - X HBsAg FAEs; HBV
DNA PR S, WAk, 1@inak et aeas 8
SRR A NAs Hiiasiasr ™ ' (A1), #GES ETV 5
TDF (A1), PUREHATTINFFSEE &4 HBsAg M4 (C1),
JF T RE R B BN RRAST P A I M FLERKF- (C1),

6. ZBF4'SE0 HCC « 3T HBV XA HCC B,
HMBFFEARYIBE, RSk 2EIGT PR 2E, UG T SUH AR
SR S EHBV ZHIIE K, KEMBRssRE R, HCC i)
B ARES HBV DNA 7KV BlA G2 K s Gk H R 2 —,
BHRERAT I BE K HCC BEMTCE A A S s
b VY gk, % HBV DNA PR HCC B EIL
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. NAs JORaERAYT, HREES: ETV 5 TDF J577 (A1),

7. LR W T HBV F B2 IR AERY R
HEAF R A HBV 1E FI 38 EL 25 & 4 3480 NAS 1697,
PASRAS R A RE IR s, By (LRSI e, MRS A
JiF HBV PRI B, BT #% HBV DNA K[
W, AIEERSAHETE T LA ETV 8k TDF 697, AR5 I A
HBIG"™ (B1), % T#HF HBV FRem KB, R
TR HI%T HBIG, s FEYURE T £ NAs BEAKH]
& HBIG, Hi%$: ETV 5 TDF A i & HBIG R85 47
HAFITFRAEA G BT R % V7 (AL, XHTF L6
HoAth NAs 259 B TR VIS 2y R A, B REIRI T
%, HBV XA RAE B TR E A G N hURE 254 AT 2.
RFRER "™ (AL),

8. WRURAHCIE DIALEE . HAFERW CHB ¥, #A
IRITENAE, NRETEFHINY A IFN 8 NAsIGYTY, DABATE
ZHT 6 AN A SEBEAYT « FEVRYT IR N R BUAT SERE AR5 T (AL),

SRR R CHB B, ALT BEF & # UM,
FEAERAS R, 65 B T A A A S, mT DA
Fi TDF B¢ LdT $Us#HE7T (Al),

TR R A TR AME IR B, WV IFN o 34
J7, BZIEGETR (B2), WA R NAs 254 . #5 FRY
KRUER B 20259 (LAT 5 TDF) 5 LAM, fE3t/r{A3. FUf
MBS, ATRSHAYT s BV A2 ETV fl ADV, 7£
FEAIVEE B R LT, T4 H TDF 8% LAT 448697,
EJ%%??@&H)E [174-175] (Al)o

o T A7 AR 0R SR 35 1% HBV DNA &5 #5213
BHRBHREZ —, #id L QBT R R pillh &5 a
MEIYURERIAYT AT BE R HBY BREERR R kAR, R
HE AR HBV DNA ##& >2x10° 1U/ml, 7E5H8E %
SREE, AR E AR b, W TEIRSE 24 ~ 28 RIIFIRYA T
TDF, LdT 5 LAM (Al), AIF77/54E25, HONsmbE vl
W, PG AREFL ISR e T (C2),

FHEPURERAYT BE AT . M IFN o {69715
PR, WAEEAE 6 MHTRIHIRAET « WV NAs Hiis e
BT BEMEEE, HEM IGIEER I NAs {7 R PR R
W, AITESERETMIIEN AR TR RAER (C2),

9. JLEHEH . JLE HBV RYLE w AL T2, @
WARZEYURTRYT . X T BRI UL B L, B &
RYUREIGTT, EREERIGTEeN 2R g, 8
BIZEE & 25 i I EHE BER (FDA) St Fl T LB ey
M EE IFNa (2 ~ 174). LAM (2 ~ 17%). ADV
(12~17%), ETV 2~ 17%) FMTDF (12 ~ 17 %), I
PRI 2 B30 IFN o 697 LB & Y7 R0 N B3 A
2, IFN o FTLEEBF MR R EE 3R, Bik3 ~6
MU/m’ REER, HAFEARET 10 MU/m’, (HIFNa R
RER T 1 ZAFILERYT. e aEmREmEm L, 2 ~ 11
B ETV 697, 12 ~ 17 HA[EH ETV 5 TDF 597
(A1), FEZ HESEE FDA FH A A 441 (WHO) #EfER WL (&

8) [9, 1797181]°

®8 JLmIT (B) J2GWnotErsna

2% i (ke) & (mg/d)
ETV (4F#E=>2%) 10 ~ 11 0.15
>11 ~ 14 0.20
>14 ~ 17 0.25
>17 ~ 20 0.30
>20 ~ 23 0.35
>23 ~ 26 0.40
>26 ~ 30 0.45
>30 0.50
TDF (4F#y > 124/) > 35 300

10. BHEEMRE R  NAs PR IGIT = HBV x5
INER'E RIGTTI G, HEFRM A SRA. N2 125, NAs
ZHOALY RRGE TSR, FE, FAZiREARTEEE W
BRI TSR (B0 FIEEE, BAHE
T T EVSHM XAV, X T CAE BIEE S I
He XKy CHB &3, MR fekkei A ADV 5 TDF,
BiEn LdT A Be BAA B S/ MekiEid % (estimated
glomerular filtration rate, eGFR) B/E, {HHALHIREH,
ST T SR E KU Y CHB 3%, #fEfF 6 LdT 8 ETV
{ﬁ‘ff [9, 179-181] (Bl ) .

HERN 12 . Z23H50495:8 TFN o 2 Peg [FN o 7657
TRty B, T NAs Bis 5. BARMMEBIFOHEALT,
3 FA% R o 2 2 ) BRI A9 NAs 7697 6 JRK T B 553 BL 4R
B, RANRMET FREEET (AL).

HEEW 13 3t FAA B sk s 42306 77 A= %,
FAP R RN G I7 0 B, ALK L ST BT FHLIE & HBsAg.
# -HBc 4= HBV DNA, f£TF4& %, 9% #7415 BAG 36 97 25 M0 8T
1 Bl FF 46 5L R 3 296 97, HoskikdE ETV 3 TDF. *f HBsAg
P Mfe 3t -HBe FEM A, E48H B MR E m o8 5 E iR E,
ST BTG AL R A4 (AL,

HESEW 14 . 5F HBV A5 HIV & %4, &CD,'T
ARE LI 500/ pl BF, Kb CHB A& FATAH-EL, 398 44
At ik e B S AR A6 T (ART), #suiL M 44 TDF
Jm LAM, 2 TDF #mB i (FTC) #5% (Al).

HEFHFEM 15 : 27 HBsAg FA# 3 HBV DNA Fa: 69 Skt
L a2 Bt B T ) 6 3% 9B & ¥ B RF ) NAs
WSS, EBEHE ETV X TDF (Al).

HEFZEIL 16 : #F HBV DNA Fa 49 HCC & & 133U
NAs k30657, FHH ik ETV 3 TDF 7457 (Al).

EHFEEW 17 s THAAT &4 HBV DNA R T 7 49
HBV &2 R A &4, TEAHA T ETV & TDF /477,
ARBFEALR HBIG (B1), - THAI HBV B & % & A
EF, FHE L2400k F% £ 4 NAs BA1K75 £ HBIG,
o 4% ETV & TDF BA-1K7] & HBIG 4% 845 3 i 4| I 45
ARG TR RIL (Al).

WEEN 18 RN LR EA RS, ALT 24
AETEWINE, HIERTREL, £ EF A0 ABIR
BASEE, TVMER TDF & LdT fuma7697 (A1),

WEEN 19 : st TFImEs 7 NIk B4, o
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FLA IFN o 3697, EBZEER (B2). KR # R4k B 4
4 (LAT 2 TDF) 3k LAM, %77 T4k 4 5 2 5 49 & ETV
#F= ADV, F#:/ TDF 2% LdT 44204657, TuA4k Sk (Al).

HHFEE20: AHit—F ik HBV #8445, % &t
Z B4k ¥ /5 #1 HBV DNA > 2 x 10° IU/ml, & 7588 4t
Bl & Am b, T FH4RE 24 ~ 28 B 44F TDF. LdT 3
LAM (Al). TT=E428, FmikizAin., =&
HIRI (C2).

HZEEN 21 s FILE SR IR RITRAEI, B
BT AR EIETT, ARE H R K HE T %ot A AT 25 ] AL
2~ 11 % T A IFNa RETV% 57, 12 ~ 17 % Tk A
IFN o« ETV 2 TDF 7477 (Al).

HEFEEM 22 1 B A NAs %677 HBV ABR BB X, 4R
BALR B KA Ay, S TOEAETREREALD
Jo R CHB &4, R AT #ti# % 5 F] ADV 2 TDF, *f
THERHRE N6y CHB &4, E51A LdT R ETV 7677
(B1).

RIVANE 5o 27 i)l

1. YA TEC BT 9 B AR IRYTHRAE. JTRHm
JeTE W TR HAFVER

2. IFA AT W FBAEIRT TG AR, FrRchily R
BIRE T A AER 5

3. NAs M IFN o BRE / B 097 800\ B4 4L
AT

4. ST NAs 15201 R E R A Y47 5

5. KB NAs i 7 IFRE LG . HCC BA A

6. K NAs VRIT I 2 At DA SRR B NA YR Y70 B2
KHIR MR

7. ET IR A B BRI IR TR AT 5

8. WEREVEBE I ASHE AL, e REK

9. FFRTPAZTII. REBRRLY MG, =REiaT
A A RO

10. #RE % HBsAg MIFTTE K& HBsAg 5 1R 513
ARSI,

fEF R RE@HET
ErR EREAE O E O 4 K B 9 8l
FEEIH KN HEKE O BRR B REekk
TR OB 4 B ¥ W 8RR W E
Mok

2 % X M
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