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ARFETE F T8 M L BB 98 ( chronic hepatitis B, CHB)
BT G2 WO R IR T, 9 &% CHB HABIR YT 7 ik
FISR M Z A G AL

TR B 2 e T o 0 2 RV 7 03 23 T 2005 4R
WA RERHIT T (8 BT R Ba ™) (5 1),
JETF 2010 4F55 1 RIE1T, 35 4Fk, FNSME O¢ CHB [y 5
Tl il PRAFE S AR AR I I , S B BN T XS A B PR BT o

ATE T B TET Wyl R B2 e CHB B35 b5 32 Wi A0
BEIAT A B B (H AN I 0 ) PR s v , (AN T BB o
S TR CHB 236 RIS B b (4 BT A ()88, R 0, I DR B D7
XS e — SR I, AR S50 1 A AT A ) e e PR HIE 90 |
NEL A B 1 S S I iy B AR A Sl
SR I PR 55 A e] P A BT B T4 A B 2T
i TR [ N ST SR Ji , AR ZE 0 A g EA T A
BHFISEHE o

AR USRS R A B.C =AY, M E R
12 A (2 1, M4l GRADE Z3p4B1T) o

—.Ri&

18 2RI IF4 9% 35 ( HBV ) J& 2 ( chronic HBV infection) :
HBsAg F1( 2%) HBV DNA F¥E 6 4~ H LI E .

CHB: (1 HBV 228G 5| 36 )18 1 AT U 98 E P , W]
43N HBeAg BHE: CHB F1l HBeAg [fiE CHB,

HBeAg [H4: CHB( HBeAg positive CHB) : Ifil /5 HBsAg [H
£, HBeAg FI% , HBV DNA FHPE, 79 20 R 2 B 5% F4 1 ( ALT)
FRE U ST A TS 2

HBeAg 14 CHB( HBeAg negative CHB) . Ifil if HBsAg [H
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P, HBeAg [, HBV DNA [H¥E, ALT Fp8 s 2 Tt , 50
JIFH L2 AL

®1 EESRMIERMEFER

8l T
UEE S5 4%
AR BTN KT RE AR X T RO A 45 R
fRL
B &Gt RIS AT REXTR T RO A5 R A AR O R
I
C i BE— PSR AT W] BE MRS T RO A 25 28, HA%
PGSR AT RESCE
il e 34
1 S ffERE FEOM 5 BEE T UL 0 i T RE 0 TS 1 oL
FINATT AT B A5 BT B L
2 SHfERE ESR M S 22 AN5F M4 38 AT TE A E 1, B dfE

A7 RET T L AT B 2 A1 B Y AR R A L A TR
181 T LA A5 A 77

JEVE S HBsAg #7457 # (inactive HBsAg carrier) : Ifil iy
HBsAg [H14:, HBeAg [J]14:, HBV DNA IR AL M T I, 1 4F
WEZELERAYT 3 LA b Bk /R 3 A H L, ALT M7 IE &
T LA A 25 0 R 20 41505 S48 4 (HAT) %43
<4 s R A E BT R GEHE AR R

IR S (resolved hepatitis B) : BEA: A 204 2 B AT
R a CHB 52, HBsAg 11, Hi-HBs FHYEELHIE , $1-HBe FH
£, HBV DNA Ik T4 (T BR , ALT 78 1E % Y5 o

LI 2 & AE (acute exacerbation or flare of hepatitis
B) - HERR HARATHI05 R 5 ALT T i 2215 % (5 R (ULN)
10 f5LA 1o

LT 48 715 3l (reactivation of hepatitis B) ;: HBV DNA
FRLERAE 1 5 %, HBY DNA 7} =2 logy, 10/mL, 2 22
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HBV DNA 12 i B3 Sy B4, H. =100 1U/mL, k= K&
2k HBV DNA 3 HBV DNA =20 000 IU/mL, & {4 FHK
W ALT TEE FFIERAEIRTE . # & A4 T ARG 3 1% HBsAg
P57 B OB R A R R A4 32 S e A R i6 7 5k
VI

HBeAg [A%% ( HBeAg clearance) ; Bt HBeAg BH M A% i
# HBeAg %k .

HBeAg [fiL1& 2% %4 ( HBeAg seroconversion ) ; BEfE HBeAg
UL 026 % HBeAg TSt B4 HBe.

HBeAg 35 %% ( HBeAg reversion ) ; B 13- HBeAg B4 . -
HBe LAY 14 FC 3 HBeAg,

AN ZF (histological response) : I 2 2 4 AE IR SE
SYREIR =2, HICHFEFAEAL PR3 4 & 5 B3 Metavir 3753, JIF
YA BRI =1,

SE4 W 2 ( complete response ) ; 157 S0 1 2F W A, H
HBsAg 14 ok HE A5 e HBs H1%% .

I ARG 8 (clinical cure) FFEERTTE N, H HBsAg ]
Seui A Bi-HBs PHEL , ALT 15 %, JHF 4120 2% 9% 78 58 il 6
R

4 M T2  primary nonresponse) : #1F (1) 254
[ nucleos(t)ide analogs, NAs |5y #KMIE R 4F 09 8 #1677
12 Ji iy HBV DNA #HE2R FREIREE <1 logy, IU/mL 5% 24 J#
ff HBV DNA 3 3L2R T IR <2 logy, IU/mL,

I AN A BB 70 i B o7 I % (suboptimal or partial
virological response) : NAs J5 97 K MM B I A9 BB &, 16 9T 24
JEI HBV DNA R 28 R BElRBE > 2 log,, TU/mL, {HA3 9K 7]
DY salllEzI 8

J 52 W (virological response) : 1577 i B ALY HBV
DNA IR TR (BT R,

TR BE Y (virological breakthrough) : NAs V& ¥7 & M 1
FLAF I TER B BURYT I BUT , HBV DNA JK-F- iR dY
TR R BT 1A log A, 50— B2 F#e J5 SUHE  BRAE, IFAE
1A A G VAR R3304 46 0 45 DL 2 , 7T A 86 ALT
TH o

R EE S K (viral relapse ) « SRAGH 157 ML 1) B 15 24
J&, (8B 1 4N 2 A HBV DNA # >2 000 1U/mlL,

IR % (clinical relapse) : 5 #: % & & H ALT >2 x
ULN, {H N HEBR AR R R 5 ALT FHis o

FEe 9% 8 % W % (sustained off-treatment virological res-
ponse) : 5 ILVGYT 5 L1 HBV DNA FRELAI T A AR

i 24 ( drug resistance) : K #1] 15 NAs #H5CH) HBV i 24
FEPRI AR, Bk 5 R R 25 ( genotypic resistance) o {ASNSCEG
SR WRPURREZ Y BUR MR RR AR, 5 3 R AL i 25 K0 G,
R F AL 245 ( phenotypic resistance) o BT —Fi UG RE L5 1
RIS 25 98732 X0f oy — R sl LRI 7 25 ) o 1 BT 24, Bkl
SE T2 (cross resistance) . D REBFRAHIH NAs fit
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2, B} 4y 2 251 24 ( multidrug resistance) .

RTINS

FiATRE

HBV J e St Rk AT B AN R b X HBV e B 47
R AR, HRtH R T A4 (WHO) 238, 2Bk 2 20 {2
B e HBV , Hom 2.4 {2 A 181k HBY J@e#t  R4Ey
A5 65 J7 NFCT HBV s i 81 I Th g 2835 IR 14 F T2
ffadiE (HCC) ' A BRIFREAL AT HCC b, HBV &5
FH I LA 5k 30% R 45% 27, 0 AL A1 HCC
HFE R, i HBY 5 R 5 2 B 60% F1 80%
T LR NTJEHE 1 Ge e (3 I, 2t BV R S i /b, B %
JEe HBY A TR RS, TN _EHOWRE 25980 )32 I A, o
4 HBeAg [ATE CHB (% 1 LA T 7+

2006 4F4x 6 2B F 46 ML WA T2 7 26 ], e 1 ~
59 % — M N B HBsAg #4537, 18% 7, 4ig bl 41, 3k
[ A 12 HBV &L 9 300 J7 A, Hirh CHB [ %4 2 000
TP, 2014 4 Hh R T B4 ] H0 (CDC) JF R 1 42 [
1 ~29 % A\ REZ T T 46 0035 AT o 25 VA 2 45 R R, 1 ~ 4
.5 ~14 H 115 ~29 & \BF HBsAg k& 3535108 0.32%
0.94% F114.38%

HBV 228 0 (0 22 4 vk 55 45 ) | A S 0 4 45 fk £
& Tk L R S T 4% (9 HBsAg 1 HBV DNA
5, A L TR R B AL ) HIBY R 2 R A 5 2R iR
{19 B R R AL 4% R o T R 8 A T 7 O B T
B SRS YT ERAE A2 S B 1 7 S 45 At
I S0 FLEERFL (B 45 A B3 AR P i 2 b R 52 L 1
IRTIRNVA W 5o T AL B0 B S 2k A T R AR
K2 AL S I B ik HBY BB ) i R A . B 2
AT S BE I A3 2 T RT 96 G e BREE 11 (HBIG ) By L T , 552
FEREE I A 15 HBY BIPEE S A TER 4 0 P 4 A
FEBEA 2R HURYe HBY [ fER MR 5

HBV R 28038 A A6l 15 4% , DR H 32 > AR
PETE R A, U0 ) — N T CRLAR S S LS I A T
fh) BT P A R — 1 R — T A A
IR B AR 25 Y HBV AT 2% RS2 10 BF 5 oK %
Bl HBV A28z i B o (s 5 28) 4%

Wi

(—) ZHT R IE T

Pefh 2 TR F S 95 R TBT HBY AT 3 i, 2
U IT SR8 1 B BRI 4 B A L o 4L, 1S
% LU A AR NS 15 A HE (TS 45 A BY L 283 2 fh . 9%
(9B FESIHURE TAE A BT 2 B R AR 5 20 i I I 9
HlEh# S RERENR T % HBsAg FIYE# IS BEAR B2 5 93 [l
PEVEART 0 B AR KA TS TR E )

CIFRPEH TR HIR 0.1.6 A (FF Hfh 3 4,
BERNS LR S, 76 1S H 6 A AR SRS 2 A
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B3 EF. WA LEERNES | A OB S i ok e AR S
24 h BRI REAT o BRI ABTAE LB TS MU AL A PN B
R AR UUNL A 5, JLEE R R = AR WL L
G,

A 2 B 56 9 1 B T HBV R 22 4% 35 1) BH 16T 5
87.8% 7. X% HBsAg Pk E: 3 7 42 L, B 7E A4 )5 24 h
PR (e B/ AR S5 12 h ) HE 4 HBIG, 7 & B =
100 1U, [RlBS ZEAS [R) FR A 2 Fp 10 g B 41 I BF & AU JH 48 93
HLTE LA A6 A A 43 Be RS 2 FnsE 3 4, vl 4R
o B ML AR B BELIT AR B LR A S 12 h N TE
5 HBIG 1 Z, %0 T 48 B 15 )5 , 7T £ 52 HBsAg [ £ 3 1
L EIR

HBV DNA 7K - J& 52 i) HBV #F 2 % 3 &5 hy o2 B 1Y
%", HBV DNA /KP4 ( > 10° 1U/mL) £ 3 137 4 JLHE
5y KA AR, AR A VIR B R, X B R AR R IS
AR T IRPTRTEZS 4 , (7= /T ML55 HBV DNA ZKSFEREAIG, LAE
— PR RSBTSRBTS LA T R
FEPUR AR A W —— T R/ A AR DAL B

% HBsAg B RE S B A 7 22 LTI T 10 g T4 % BE 2,
TR T 98 26 W7 038 5 X A LN R 42 b 2 I 088 1 1y L 2
NEPEATANE SR 10 wg HAFEARE LR RBE T B 20 pg
H [ BRI 5241 i ( Chinese hamster ovary, CHO) fi4[ Z
FF 9 BETH 5 Xt N A B 3 41 20 g 54 R 2 BT 5 93
Mk 20 pg CHO T Z AU 9 1 o W ey i eIk T 5k o
JREAE A, RT3 I B AR (A 60 pg) FIEH VR % 3 44
PEFLFETCRL A % AT FAERN 1 460 g 583 420 pg ZBIAT %
PEWT FETEE 2 YRS 1 ~2 A A A I 5 Hi-HBs , a5 G
JOEAE AT FERER 1 B 60 g TZHERE SIS RER o

PRl QIR RIET S B PUIR R B B R R — e =
AT HREE 12 4R R — B BTG HEATHE-HBs Wi s
SRR o ELX R fE ARE AT HEATHE-HBs Wi, dndi-HBs < 10
mlU/mL, 7] 45 F s s

(=) BAM R J5 by

YA AR 14 B Tk B 6 I R A1 SR R T HBY e 2 11 I 9
SRS , T4 LA R A B

1. 522K - B S7 BRI HBV DNA HBsAg 4-HBs |
HBeAg $t-HBe . $ii-HBe R IIfg, B4 76 3 4~ A 16 4~ H
NEA,

2. AL BN g X O A S R R, HE A
Bi-HBs (M WA AT R R AL B, X AR 2 B R
PEH B R RS 2 RTS8 B, fHL4E-HBs < 10 mIU/L 5,
Pr-HBs KA TR, N7 B 4 HBIG 200 ~ 400 TU, H:[A] s}
TEARFIFRAIEERD | £ SRR BEW (20 pg) , 76 1 NMHFI6
A F IG5y BIHERP S 2 A5 3 £ (45 20 pe) .

(=) X B Al 2 i A 2

X EL 280 A (1 HBsAg B &, B % M0 1 24 3 9 05
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T T il A O 0 I A IO BB R B R E BB AT I T
HBsAg . Bi-HBc FH-HBs &5 , -5 oo () 2 8% ( Rk 3
FARIC I B PER ) e SRR PE T

TIN5 B35 F0 HBV #5473 0 (% e PE S IR F EBGR T
I H #% HBV DNA 7K, 51 3% ALT R4 R R AL
fiff (AST) BEIHLZL R K- JE 36, it 2B 4% s 3 A4 3 11
Bl WA T e R B D A R

X%k HBV e MR TS 2 HBsAg 77 &, B Ak
TRV AL 35 LA B\ 3 [ 58 B SR i) R =k T A
Sb BT BRE TAERNAE S H R AT BE2# BT

(1) VI LR A%

NERFIHET 2 A (R & R A &R L) | R4 R
= G SR G A B R A TR U o IR 55 ATl BT FH AR B R LRI
MBI S S E A Y AR T R, RN A AR K
LRI ] F LA . AP EB S HBsAg FHPEH
N 2B I 49 58 v B A & e AR MR R AR A BEIR B
MO, —EE AL 2E, IR & B8R LR H
Ay M0 VA SR A BE . XT HBsAg PHE Y 22 10, 0 3k f0
R s 2, A i 5 1) S B R A A LR R T
AP .

EFEE A2 HBsAg Falt B F e # 4 L, B A h A 5
24h AR (HAFAEEAS 12 h A) 4 HBIG, 7 8 5 =
100 TU, B B} £ R Rl SR4 42 10 ng TABEA SRUF KR,
BELANMAFO6A AR ERE2 5 3 4(AL),

WEREEL 2 x4 A L R TR KRG 9ILE
BB ATAN, 2 A 10 ug TABE LR X E W R 20 pg
CHO £ AN £ 95 (AL),

WEEMN3:HAILAERAE 12 h RiE4 HBIG e A
WF AR5, T4 HBsAg Fak 2 97 L(B1)

WEER 4 T %% eI T RA L F, 3w g
BA R F (e 60 pg) Fodt ik ad 3 4 R AR AR BB T H
BAP 1 4H60 pg & 3 4F20 g TR KA S, HF TH 2 ki
UG 1 ~2 A A A dn % 37 -HBs , ko 45 & B 4, o1 A7 1 4+
60 pg TABF LA KIE G (AL,

= REE

HBV J&FEIF DNA %528} (hepadnaviridae ) , 3L 40 K- 24
3.2 kb, Jg ¥ 43 AUEE FOok DNA, L R 41 44 7% HBsAg,
HBeAg HBcAg Jjii & DNA Z %[ fl HBx ZH . HBV KL
JIEHE ,H 65 °C 10 h & 10 min a8l & 28 K] K%
HBV, FEZHE SR R R FBUR X HBV 4 547
B KT RLR

AR B, A0 MRS L 7 4 8 -4 B IE R - Py ) e
&8 Z ik (sodium taurocholate cotransporting polypeptide, NTCP)
1 HBV S BT 75 B9 40 M B 32 462 24 HBV {2 AT 41
J& B4 WAEE AR HBV DNA £ 20 il 4% 14 LA £ 55 DNA g i
MR TE B DA A& b IE 8% o 1 24 B IX, T B 3L AT A 3R 1R
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DNA (cceDNA) 358 J5 A cceDNA SRR , % 3% i L R0 A ] K
FEf mRNA, 4350 A RTHEF 20 RNA Jf 475 HBV (194 Fii
J5, cecDNA 275 (58 ) 14K, Mk LA o 19056 35 5k , X 18
PR TR, HBY A0 A-) X LA SRR Y R
[l LB RIAD C A, HBV SEPR B 50 R A TR E o
(IFNa) JAIF I 5, 5 C SEPRIARURYL F A0 1L, B K (R )k
YeF A/ HE g 8 T 46 T AL Al HCC™? |, HBeAg FH
P E X IFN SEIT HIRE 23R, B LR C LR, A g%
RIS T D SR 55 2 vl ] BEAE HBeAg 1ML 2 #5 4 |
GRET R L S O RE VAT A P LA T

wNEER:Ea Pk

1[4  HBY SBR[ 08 S B TG g S AR
Z IR E AR HBY JE i 4R I8 2 5 M 48 Al i 2 2
PRI 22, AE R AR 399 RS 40 LI R e HBV 2% oh, 43 545
90% F1 25% ~30% ¥4 5 J& WA PEIEHE 1T 5 % UG e v
1A 5% ~10% % @& Jtg ke ™ . FIE HBY ¥ £k
B £ 39l S 50 L SRR

40 LI HBV J&Ye 1 F 2R 52— el A &l 43 o by
J1, BV SRE TR 32 0 G IR AR S s AR () &2 b A
TGS

FREN 3249« M35 HBsAg Fl HBeAg [H:, HBV DNA /K
S8 ALT TE 5, T2 4TG0 53 3 B AR A, TE k(X
A NG (T Ak e

FREVE I . 3% HBV DNA 7K5F >2 000 IU/mL, ALT
Pk [ BT} i, P4 2 v B ™ # A SR T 47 4 A T
PR HE SR, 020 AT A2 A AT REAL AT D RE 5508

(AR &2 i - if 35 HBeAg [ ¥4 Hi-HBe FH 4%, HBV
DNA ACEARE AN AT, ALT 1E% , JH24H 23 T 40 B AU A %
JIEJAE o AE 52 g WY ST 22 AT H B HBeAg I 3 2 554 1Y)
W R A FREAL A HCC R B /)N

TGS 5% ~15% (91 15 2409 35 1] o B0 — YR e
TR 5 AE , #2809 HBeAg [TE, #i-HBe [, HBV DNA /k
-4 >2 000 TU/mlL, ALT #4585 2 5 54 , il HBeAg [AE
CHB" o ] U H B HBeAg FH%%

FEAERT A HBV S S #0258 L DO 75 4R R AR
ISR HBV 2 2 T S 3 T 32§91 17 0 1 HE A SR e BRI .

KMk HBeAg LV 27 1% 5 12 50y BILLE G 038 5 R 07 , 4
KRR 2% ~15% ., 4% <40 % ALT J15 HBV 2K A
TR B B R A . HBeAg I i 2% 554G , 434F
H0.5% ~1.0% K% K4 HBsAg iR . AR B
77 HBsAg 125 10 4FJ5 , 29 14% (9 5% JTF T 47 AT 40 1
cccDNA, HBsAg {2kt AR > 50 %, 5 L % J&8 o T A
Ak, B A IR 4 2 (HCV) 80T R &5 5 (HDV ) Ja&
Yot RS KRR HCC HRERAR (BT R A

CHB B H PR AL 19 4F K AR N 2% ~10% ) M /G
W PR R A T AR R 3k & 2k HBeAg 1L 27 6 4 i
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ARG > 40 TR ALT B8R ) L # (HBV DNA >
2000 IU/mL) HBeAg $H42FHHE [C KA 4 I HCV
HDV 5 A2 Gy ik [ 95 2 (HIV) 8% DA K R 458 R 3R ( L B
FIHE R ) O o PR 0 T B Ak i g BT 3 B 2 AR B 14 4F
REZRNI% ~5% , FKAEW T AR E S A RN
14% ~35% 7,

AL fiTAE AL HBV J& e # 19 HCC 4E & AR N 0. 5% ~
1.0% Pk % HCC AR R RN 3% ~6% 1™, K
4 HCC RYFER R 3 5 & A IR AR Bl bk, 78 R R AL
VEIRSS \H FREJRA HCC g 52 L IMVE HBsAg 27K F-Lh R el
G E 15 HCC RLERIZE M Bk HBsAg /K-l
SAE EXT HBV &) Fg e B B0 i s s . X F
HBeAg [H14: \HBV DNA {k7k~F-( <2 000 IU/mL) \B 5§ C %
R HBV JRge 3, 27K HBsAg( =1 000 1U/mL) 5 HCC
1 % A XU S TE R ST

2. KB : CHB (19 RIRAILHIECH B 44,164 H AR 58 4=
M, KRBT R, HBV AN B A AT 400, Ho 5 i i 4o
925 If 255 F2 T 240 M0 473 R 4 A & A 1Y) 2 BEBLA o T &AE S L
FELEZ CHB [E kR T fb £ 2 HCC EHEBEF E

A et HBY B w i R EVE T, P A R G 8ehi =
PGS N . 18 M HBV 8% e 35 1 3E R 5 1 f g hi & A2
# HBY Wl [ B A9 HBeAg, HBx 45 £ R 2 19 150
FH Toll #5214 ( Toll-like receptors, TLRs) Fl4f F iz i75 5 %k
Al (retinoic acid inducible gene- I ,RIG- 1 ) BiFh 55 815 5
TR AR, SR AR R R S R R TR . CHB B3
B IR AN I HERE A A L (mDC) 3 4 SRR AR 298 4
(pDC) B AT KA, mDC £77E 2R i3, pDC 77 4 TFNo (1B
JIWY R REAIR , DT BOVLIR B H W B 5 2 N5 HBV 4 5%
PE T 407 A R RE T T B, AR TR aEis B o

HBV $5 518 G 928 725 76 HBV 35 % vbole 24 Y
FEALAARMEL G (MHC) 1 2807 FRHI44ER CD8 ™ 41
Mg T 4 AT S AR T, . mT 430 IFNy, AAE4H i
SUAR AL LAt T 40 B N HBY 3L & ARk, 18
PR HBY RSt T 40 2 08 12, 55 SeREAE T, 20 i (5]
For U REFISG S AR 7 W A REAR, T 40 M Th RE#E 98 , HBV F¢
g,

A EBRENRE

(—) HBV I i Aam

HBV [l i 2% 4510 ¥ £ 45 HBsAg, $7-HBs , HBeAg . -
HBe #7-HBc 147 -HBc-IgM, HBsAg [H 14 25 77% HBV J& i,
Pi-HBs R 4r Uik, R 3R X HBV 4 fugig Iy, iLF
CTIFFR 5 LD BT 2 9% 1 3 5 Bi-HBe-IgM FH 1 £
W F 2 CTIRTFR AN CHB 2k R VE# ; i-HBe Spiif 12
5 IeG Bk, HELEYL T HBV , TTIe 22 s e, bt
RZ M, 1€ HBeAg [HPE CHB 4, B hi-HBe & &t
X R ZBETHEE (Peg IFN) Fil NAs JGI7 1997 306 — & T
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Pr(E ™ T HBsAg A2 BRI AT A 390000 955 3k JE
TR R BUG >

(Z)HBV DNA J& [ 7 F1 A8 S 450

1. HBV DNA E & . F2 0 T HIW2 1k HBV J& iy
B 2 A2 1 K, AT T 0 B R Y7 I U A S A T 8K
Wro IR U E FNAERfA 1 5 1Y) real-time PCR .

2. HBV FE[H 43 B 245 5 A bRl - 5 FH 9 75745 - O
LR AURE S5 | ) PCR 125 s Q8L R 7 91 I 7 1 s @Ze MR £
BLIa 3T o

(=) Attt

1. I3 ALT 1 AST: L35 ALT F1 AST AP 1 7 B
A B A5 A BT L ek

2. MEMRLTE : myEARLT K- 5 MR A HE R
A% IBLTZE T 0 2R N 4 4% SN S IR E
FERE M. JITShRE 20 B I IHLL R 7T ST T,
K EFr=1 x ULN, HA] tHIRAELLE TH s 5 ALT Hi1 AST TR
AR RELRE 7 B B

3. ML A MR EE 1 RO IE S B2 RE , CHB T
R Ak T ) B 08 FE A v A I AR R R

4. Il 5 [R] (PT) e I Bl Bt 3l 22 (PTA) . PT 2
TP 1M PR -5 D RE Y B AR b, o T E BRn AL 1
{ELCINR) 7 , X 4] Wi o 1 e AN 1905 A B e N Lo

5. y-BEBEE IREE (GGT) « EH A M H 1) GGT F 2
ok E IR CEBAE SR I PR Sl 5 R AE AL 2 AR
ISR B T, FE Al IR B0 P S IE T IR AR
ARETE

6. I3 Bk IR (ALP) : ALP 28 JiFIH R ek 47 HEE
R ALP 7 5 Z2 Rk 52 BE 25 ) 8 1 v ALP & A 28 1k
I PR o5 1 B RS ALP 1) 3y 25 728 £ 0 Ui s 15 e T
I PRI 2L

7. BIBTHER (TBA) @RS MLE N R & JE AR,
TR H A5 5 T P SRR ZE I, RV RIS HE B, TBA
eI

8. JIEGKPEREE . v S E S BT RE X T AR A R 2 T
REFI & hREA S %M.

9. PG E (AFP) : fi¥g AFP % Fi i 22 M HCC
M E G AR WAL AFP Jh e B S S L K H S
ALT F1 AST (T C R, I 45 5 W R 28 BURUIT IR 525 27 A6
L BTG T 0

10. 4B R K ez sidtsisnl-I 5S4 E (protein induced
by vitamin K absence or antagonist- 1 , PIVKA-1I ) : X 4 il v
FR FLEE I 15 )7 ( des-gamma-carboxyprothrombin, DCP) | J&i2 Wr
HCC 1953 — A BEZ AR, 115 AFP HOfh5E

N R T AL T

1. APRI 343 : AST 5 ifil /N#g ( PLT) bk 2845 %5 ( AST-to-
platelet ratio index, APRID) v] 1L PEAL . B APRI
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Wiy >2 WR B& T &L, APRI = [ (AST/ULN) x
100/PLT(10°/L) 1%,

2. FIB4 $8%(. %F ALT . AST .PLT Fl 5 H4E % 1) FIB4
TREAT T CHB R I AF b 2 e 43 3. FIB-4 = (4
# x AST)/(PLT x /ALT) ,

3. WEB 3 PE 1% ( transient elastography, TE) : TE {E )
— R A TR A A, LR O AR TR R T = A
U, B8 A v b YR T 2T 2 A 0 o JR 42k I 21 4 Ak o
SUTRFREAL 7 s (E L R B Dy 2R 2 R A 1 R /N A R
PR 200 55 R R s, Fo R (6 52 T J0E 48 4 3R 28 IRyt
WAL NG Wi A5 Z R R Z . TR 2 55 X
TE 12 Wi RE i S 355 R, I 2% EE IR 3R IE ) B AR B0 T 3
17 TE ki #E . TE 853 HNRTFE A B ALT KF-E4845 , TE
5 H A ot 375 2 BRI A 8 T4 RS WAL RE

TE Il PRI < IRET 2 1E 3 HoR B2 i bR siRIT &
JHFASEEE I 5 H (LSM) = 17. 5 kPa 7] 12 Wi JIiF 4 fk; LSM =
12.4 kPa( ALT <2 x ULN {3} 10. 6 kPa) 712 i if & PE T4
#Ai Ak ; LSM < 10. 6 kPa AT HERR L ; LSM =9. 4 kPa 7] 2
LAk ; LSM < 7. 4 kPa W] HERR i R4 IR 41 44k ; LSM
TE7.4 ~9.4 kPa Z [ B H P25 IBATIFH RNG K. 5% &g
RIS ZIE 4%, LSM = 12. 0 kPa A {2 Wi T 1L ; LSM =
9.0 kPa Wi Witk M F4F 44k ; LSM <9. 0 kPa A HERR I
16 1SM < 6. 0 kPa A HE R i Ji& P 45 4 fk ; TSM 7E 6.0 ~
9.0 kPa 2 [H) 5 Un¥fE LAAE H IE 816 PR 3K, 7] %5 S8 AT AT 421
R

£ REFISH

AR I R H A2 W CHB (I R E R . T
B TCHFAEAL, B AP0 78 I S 50 O o, DG RG2S 1 0
Z W HCC,

L. AR i TR B0 TS M0 B,
FHRE T OB AT e B T SR ik i ik AT i
SETDAIT P R G ) I/ N R 285 P 22 I A7 155 000 A BT N
B IO H 5 2 AR A S R LA R B A
P NIEZY 5 S E0] TS

2. CT f . J2 B AT IERE 2512 W 0 58 )12 W 110 22 28 52
Beeke gk AT WIS, T A CIFEfL, K at
BB AL 0 A O s ) LM T, Bl A B AR 2 T T
HCC (2 W B o B s e S 1k

3. MRI g MR IG5 Ph o, 44 B e v, vl 2 0
D7 22 P H AG W4 2R 285 4 Y A8 Ak 4n S ol IR BE g B
AEPERNF RSS9 1Y W M Ar B AR T CT F s . s
TR 22 T R R R IR B R AR R M I P o5 R
ARSI CTY

I\ RIS BT

JFHLUE R H IO CHB 5825 09 JF IR A8 R B
83 Al A 0 H O 0 U R D3R 97 s o
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CHB 185 225 5« A TR R B A1 1) 47 X B JHL ] Rl AR
A 1 8 PR A M LA SRS R A0 N Dy = 32 S 455 O 2 40 L LA
T/ HSCH 200 L RS 0 D, 8 A L SR e S R ) A X
K, FFTT 5 R SR 40 M 4 T RN SR BT , T8 AT 4, IH AR i
JEFESRFE o /NI PN JFF A A8 1 SRBE R A T, OF AT L S
FEIFA0AE , BT A0 B SR PETE 34 465 s AL AR IR FE A 45 SR 5E |
A VESRBEAE , U8 T A0 M AT R B T A LB 5 RE S 7R
TES A B2 . R/ CHB A CIF£F 4 B i, B &
BOAEAE PR B 1R B IR RAE R 722 1 2l T B0 I b Ak T
JETUAR, S A W) 72 B 19 1 48 DX 2 S PR 97 O 21 4 ) s o
R, Masson = €6, Yu £ 71 PR 2 24 e €645 BY) 1 4F 4 AL R B2
IPEHY o B 4R 4E 1k ( significant fibrosis, Metavir 43 # =
F2) Fndk j 399 I 1 4k 4k ( advanced fibrosis, Metavir 43 ] =
F3) it — 20 R, al 5 1R /Nt 2540 2L , JHF 40 i 45 79 1k 1
A T AR /INE 28 BV RE Ak o 995 75 5 IR s A i 4%
AR T 4E AL A8 AL 28 41 21 2% b hT 2 BUAS R AR B 1Y
ST

G L AL e 4 15 T A IT 2H 20N HBsAg il HBeAg 3%
Ko AR, TR AR R R AL A% 28 vk B PCR 47 IF2H
41P4 HBV DNA 5 cceDNA K] ™

CHB T HHZ S RE IR FC I 53 SN £ 4E A0 AR B2 1 23 3,
PRSI E A Metavir W43 R (% 2.%3) . It
Hb, R TS B UG 43 Bl 2 S 2H 2R S AR
5] ( collagen proportionate area, CPA) ] Il A izl 56 it i £F
A Al BTHY 0 H AT R I RSB 7

F2 Metavir 15 Rgx—RFARARERNEITESD

R AR AP
(' histologic activity, A) *
0(J5) O (T fREE) 0(k)
0 L) L(§2RE)
0 2(TE) 2(HE)
L(§2RE) 0,1 1
1 2 2
2(HE) 0,1 2
2 2 3(HE)
3(FEF) 0,1,2 3

TSRS A MR SR A AN A RAE R SE R LR 0

#&3 Metavir {5 Rg—RFARF LU TS

. 2F b3
(fibrosis, F)

Toer4Efk, 0

WR=ArSa B C i NI (E vt a 2 3 T 5195 1

A X EF K, D BT i 8] RO 2

EZ e W EP R e a 3

IRIEI4 4
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GRS

HR A HBV JERY% 0 L3 27 R RE 7 AR A= DL R A
IR R A LS R, 8 HBY Bt sy LR J LR S AL,

1. 18Pk HBV #54i7 35 . Z 0 AF IR B R AL T S i 52 4
f] HBsAg HBeAg #1 HBV DNA [ %, 1 4F Py 3% 42 B 7 3
W AR ZED BN 3 AN B R G ALT Fl AST 76 1E 7 E
[l ,HBV DNA 3@ # Ak F 27K, T2 2R 2 A s 0 2% a2
L7 G

2. HBeAg [H % CHB: [l i% HBsAg FH 4%, HBeAg FH 14,
HBV DNA [HM:, ALT Fp8al e 8 7 sl P AR A A R

3. HBeAg [ CHB. Il % HBsAg BH 1, HBeAg 342 B
£, HBV DNA [, ALT F82 sk R 2 55, i 4l 4% 2

4. BTG 301 HBsAg #5735 # : Il i HBsAg B, HBeAg
B, i-HBe BH 1 5 B M, HBV DNA AL F & 0 B~ PR 2k
<200 IU/mL,1 4E PN FELEREDT 3 AL, Bk E /DR 3 4~
J L ALT F1 AST ¥7E IE . IFA L F kA oR HAL T
gy <4 R A E By R A E R R

5. BakEE CHB: 3% HBsAg [V, {5 If 3% A1 (88) 4
#Z1th HBV DNA FH:, 345 CHB (IR FE M, % HBV DNA
FHESN , 5 AT ML i-HBs  Bi-HBe #1( 5%) $ii-HBe FH,
{H25 20% B fEE CHB [ 35 1 LA 4nic 3 B M . 2
F 2T HBV DNA Kl , Jo HAE X Hi-HBe FR2EATEE

6. ZHRUTFRIFAEAL @t 7. HBV A8 54 IR 1L 11 A 12 B 1
WA SR : QA ZUE B RIS R FE A PR AL R TE 4 s @
Joa DRI 2= BB ) HBV BRI o 38 395 50 oA R AS A - LA B
A EHERR LA 005 | A AE AL A IR, 4 HOV g | 2
EIL7/E

I R b MR 4 A TIC == 2 9 R i A AT Ak 43 A A2 30
RACEE . AU T REAL A2 AR A F s A A T
AR5 N RE A T R D R RS SE , B2 A 1 ST R
B Wr  EJC B8 T K ke A il R K s i s
SEREAR ™ I RAE ; RACE T RE (L 3 T I IR
F T it B 2 A JEE P 5 b R I e

Sy S A fR L 0 JEFRSE A R R 1 5 v A TR, S T AE TR
Bz , P45 R A 2805 DA I RE AL 3R R RE 1 L. 1 39 TE i ik
ik, oMK 2 A Rk ok, Jo s mAE K3 WA
K TG I, P s A R Ikt ks 4 30 D, B AN R IE
K5 W MREERE o 1.2 AR IFRE AL, 3 ~ 5 R 2R X
B AR AL, 1.2.3.4 RIS M 1 4R 5853 5y < 1% |
3% ~4% 20% 50% Fl > 60% , - %K KE H B 5 BTFAE AL
H TG FISET R IR

+ . &¥r BARFEIT 4R

L 3AYT HAR e R PR B H R il HBV &2 461, Wl 48 JH- 40
T A IR FE RN T 27 2 AL , 0 2% a2 T ) A 2 v TR Ak 2k
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s HCC DL A IR AE 19 S 2, DT o A 37 T o A
KAAFISE] o FEVRYT SRR, X0 T 30 385 5 1 S8 1O S T i
ISR CHB A AR 8, RIS IR I6 75 1728 B 3 27 25
HBsAg T AT ALT S5 ML G2 A2 B0

23RV R DB 92 53 - HBeAg FIPEFN HBeAg BT
B AT R R AR) HBsAg K, al fEiA 1 HBsAg il
AR . QRN Z 1 HBeAg PRI 15 255 3R 1545
SEERESE LA M ALT &%, IR A1 A HBeAg I 2 5% 6t 5
HBeAg [k #1525 )5 SRATFF S I 75 2 ML A ALT &
o OREAMZ G TR ARATF 24 J5 FF S0 YU R
I AR 2 4505 72 27 L (HBY DNA AR E]) |

+— R EIRTHERIE

HBV B T 75 16 97 1Y 38 N IE 32 2R 46 1M 3 HBV
DNA K- (L3 ALT A FAE S ™ e i e ™5™ [l
LR A AR W RPN F N R ER G VR R O
R RS I RAE T R Sh TR RE IR YT (181 1) o Shas Al 42
BV I FL PR o X HBeAg PR, A B ALT K
FIbE A, ATEE 3 ~6 A AR KA [ AP HBeAg ILTE
FRe, BALT $58T) i, BB IR PURRHA)T

EAFHE 52 VU B 167 1) CHB AHE 75 [] I 99 22 LT

%ﬁ:w,so,szvsﬂ .

| HBsAgffl 1 |

HBV DNAM (E4:
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(DHBV DNA 7K : HBeAg [l , HBV DNA =20 000 U/
mL( 41 24 F 10° $# Dl/mL) ; HBeAg [H 1 %, HBV DNA =
2 000 IU/mL( #824F 10*$% 11 /mL) ;

QALT 7K. — 2K ALT Rt s =2 x ULN; f )i
IFN JG97 , — S 00 T ALT i <10 x ULN, Ifi 75 & fH 2T 3 )
<2 x ULN,

HpSE HBV DNA FHE R B LR IEYTFRifE H A D
TR Z—3 B R KU 3K, AT 2% S8 45 T HUR a8 IR YT o

OFFE I BT R AE (2 KL 1) ST 4E 4k, F5 U2 T
L4tk 2 9L (AL

QALT 584 F 1 ~2 x ULN Z ] R 52 4R > 30 %
AT AU s T T 41 4 Ak f A, 5 W i A AT
JUE 9 AT sl 27 4k A N 25 T HUR EEIR YT (B2) o

QALT FFLLIEH (53 MH KA —IR) 4% >30 4 ff
AL s HCC G705 50, @ 1A T T 41 2005 4 1% G 61 M i 21
AR , 25 W A T INE 58 RE sl 27 4 4k W 25 7 B #9697
(B2),

@FFFEJFREAL 1 AR F B, JG 18 ALT I HBeAg 155 It
], SR BBRRBUR EERYT (AL) .

T BRI R BN , 2 LR TRYT A R HERR A - I A T
IR 25 L S SRR B ALT FHE , R

3R, BIREDERE

A

;l HBV DNA [ 1 I

3AMAD

y
g 6~12 BATIMFH A

Py =)
— AL =

y

HEE . REE,
AFP. BiESH#&

HBeAgfHP:#: HBV DNAZ20 000 TU/mL
HBeAgfA % : HBV DNAZ2 000 [U/mL

y
[comammsas |

v

—

s ALT |

Y

I ,

ALTR S ER AR | |

1~2XULN

« FFEAL. HCCH G *

- FER>30%
| FERRALTT A0 EoA R |

P — s—1 —
i, o oA | FEAI (- 2XULN) fay A= 2x
:HCC: ! ¢ {ﬁ‘ﬁ
e | R R
e 5 % R AL R AeR e, WOTELE

TGP S R BT

o B ST HE LS
By
SEEER, AR

< A
=k kN

=

¢

UHFRE AL : DL BN R R T ZEATRE AL B UESE s W A W Y HBV SRR o 3885255 L sSAR A A 3 LA WA sl B A o D5
JFREAL A5 8 4n HOV kg g 2455 2 ALT Th i A i DL S PR HCAbos S il (244 L fdis R U P45
E1 184 HBV BpEEEREE
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IO IR 254 e ALT %7 BV 1 14 1)

+=.%&i# IFNo #1 Peg IFNa i&857

T EOHEMEEE [FNa il Peg IFNa I Ti477 CHB,

(—) %38 IFNo F1 Peg IFNa J87 H 2 FIS7 34

F5i IFNa 3397 CHB B35 HA —E Y78, Peg IFNa
AR T30 IFNe fE IS AR X 45 = A9 HBeAg Ifil 15 5% 36 2% |
HBV DNA i 1 A b i 25 R0 L 2203 [ s 25 v 0 B L
Xt BRI A IR 56 & 7R, HBeAg PHE (1 CHB 38 %, R ] Peg
IFNa-2a 180 pg/JHIG 7T 48 J&, 1525617 24 J& HBeAg Il 15
SRR 32% ~36% R4k ALT 2 ~5 x ULN #1{5:24
24 J& HBeAg I i&2F 55 W 5 )y 44. 8% ,ALT 5 ~ 10 x ULN %
61, 1% ;{225 24 & HBsAg ¥4 % Ky 2. 3% ~ 3% %)
W9 5%, X F HBeAg FHYEY CHB, 3 J Peg IFNa-2b ti17]
ALY HBV DNA #ilii] \HBeAg I 2% 554001l HBsAg
BRSO 4525 3 4F HBsAg iR 119%™

HBeAg B4 CHB & (60% AW A) LA Peg IFNa-2a
YAYT 48 JH, 1521 24 J5 HBV DNA <2 000 TU/mlL (1 5%
h43% AF25 48 Jilhy 42% s HBsAg VERR 34524 24 Ji 24 3%
52 3 ARG 3 8. 7% 1 452y 5 AEI E 129%™, A F5E
BIRAEK Peg IFNo J7HE 28 2 4F AT 4 5 167 2 0 {1
% R B IEKIRY TR R I 28 RN R4 i, 24
GRS R U BOF AR HEREIEKIATT .

() Peg IFNa 5 NAs A 507 BIARIT

[l 25 Peg IFNo 55 NAs (ERGIRYT J7 02 5 B4R MY T 2L
PRI . [FAPHEE T 5L Peg IFNa BAZGTETR YT 45 RN Y
HBeAg Ifil i %% 5% e . HBsAg i B 1 75 2% 0 25 | HE AL 2 I 28
L AFTE— 3 (H R RE B 5 B (5 25 J5 4 A D 28
2l S B 7E Peg TFNe LRI L i FH B8R
35 (entecavir, ETV) Jf & # 5 HBeAg Il ¥ 2% % e 2R
HBsAg 7R3,

i NAs BTG 3 400 5 A 5T 5T Peg IFNa (197
2,5 NAs FLZGYE HBeAg Il 7524543 Fl HBsAg [ J7 i A
— B~ L BEPLIT T R, HBeAg
FHPE CHB B H ETV BRZ57597 9 ~ 36 4~ J] I35 %] HBV
DNA <1 000 #% Il/mL L) }% HBeAg < 100 PEIU/mL (fj (&%,
J¥ 5% Peg IFN«-2a 3577 48 JEI ) HE MRS T4k LL(d F ETV B
ZIRIT A Y HBeAg ILIE 24 F45% (14. 9% X} 6. 1% ) Fil
HBsAg I3 (8. 5% %f 0% ) ; 5 —WiwF 52 75, HBeAg
PR 8 B2 52 NAs[ Bk K5 (lamivudine, LAM) (ETV s
fli4E =5 R (adefovir dipivoxil, ADV) JJ897 1 ~3 4EJ5 15 3
HBV DNA <200 IU/mL Fil HBeAg $%%, F455% Peg IFNa-2a
JP5LIRYT 48 JAIY HBsAg Vi bR % ML 4R 53 51 Ry 16. 2% il
12.5% o R, b3k Z IR 58 oh 5 5308 ] Peg TFNa 3477 ]
FEAT O B AN KSR R K I 28 5 Fr 4L, PR IG5 D24 ) 26 0%
A2V

(=) IFNo HUiR YT AL TR0 R R
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L. JRITRTA TN H &R : B LU R R 1Y HBeAg FHPE
CHB 5457 Peg IFNa 15T HBeAg IV 2 55 e 8 5 . D
HBV DNA <2 x 10° TU/mL; @& ALT /K ; @FELE Ry A 5%
B H; @ B LA HBsAg /KF-; ®IF AL LR AEIRFE G2 LA |
HBeAg 144 CHB H 35 1# T A SCATR YT T S0 s 75 252 1 28 Y
P TEATUREIRAE 0 B AR AR % (f 45
HOERE) A BIEAENA TR R E NG
700 BB RO K 3 32 PUAR BE IR T 1Y BB, AT AR S % I Peg
IFNa 3897 -

2. AT AR BTN A 2K  HBeAg FHME: CHB 8 EIHYT
24 J¥ HBsAg F1 HBV DNA 3¢ i 7K F-J& 16 J7 I 2¢ ity it il
% 152 Peg IFNa YT, 11 24 J& HBsAg <1 500 TU/mlL,
k2L 2GR T 2 48 JH AT AR HR = 1 HBeAg Il 1 7 % 4
RIS st 24 JHIAYT HBsAg i fE{75 > 20 000 TU/ml, 4
WA IE Peg TFNa yA77 ' BOH NAs JA7T

HBeAg [k CHB & #1877 i 72 1 HBsAg N1 HBV
DNA /K152 25 I 5 600 5 2 RS B R &2 10, g
12 JEIRY7 5 HBsAg A& TR H HBV DNA /KP4 TR <
2 log,, 1U/mL, )3 % & {2 || Peg IFNa 1557 i /] NAs
BIT . BT S AR bUm st in T L .

(PY)IFNe (AN B s Bz B LA 3

L RBHEREMERE : R R R0 I . = 1%, 7T
FEBERT 5T TFNow, BUFE 1569 9 [r] Bsf P ik B 245

2. — A E 20 B 2D < 0 R A i s XA <
0.75 x10°/L F1 (8 ) PLT < 50 x 10°/L, )i} 38 /> TFNa 5 & ;
1 ~2 Jfe &4, KR B s 2 )55 o, rhMoks 4 i 4
5 <0.5 x 10°/L F1(5%) PLT <25 x 10°/L, | )i % {5= i
FH TFNouo % epe 4 i B 8 AR 5, AT 3t Ao 440 i 4 7%
R T (G-CSF) sl 4t s 1 i 240 M 48 7% 30138 PRl 7~ ( GM-CSF)
BT

3. KEPRSH TR B IAR A AR R SRR M
SR o RPERP R, B S B TFNa, 202 B 07 2 [RDRG
DI TR LR R — 21276 .

4. BB RIS — S EBE T I A SR, (D F
R IR BB PR (PLT /0 BRJERG  E BE 2SR
BT R ARG BRI ER G LS, 3 AH G R) 2 BRI
RIS, T EHE RAFE .

5. o/ WA BN - AL 4E B RS 3 O I I R E
AP S A W T A T B R i 46 55, 45 1 TFNa Y97 o

( #) IFNe 3R Y7 I 28 SIE

IFNo JRYT B 4% 55 RIE A3 « 18 YR 3 99 A I8 Rt
) R AR Sk (RS e 43 20T ™ F P ARAE S5 B ) (R e R
TR ARSI I REAL R ) B B e e s A
FEER R YL I R o0 T R v A 1 B SR M A S ity

IFNo JRYT FIAE X B a4 - R IR B A A5 A
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HE BB ARAT RIS I M PR R i IS 3 T I R 2 i
A< 1.5 x10°/L F1( =) PLT 1%k <90 x 10°/L,,

+=.NAs &7 F0 k)

(—) HAh NAs 2799750 (£ 4 .3 5)

1. ETV.: THAIG R332 B, ETV 3557 48 JHB), HBeAg
FHE: CHB 3% HBV DNA #£[H( <300 $#%51/mL) %% 67% ,
HBeAg MG FEA03 4 21% ,ALT ZHFH 68% WA L1
AR 3% % 72% T HBeAg [ CHB 3% HBV DNA #
99 ( <300 ¥ 01/mL) %k 90% , ALT & % %K 78% , FF 4140
AL RN T0% T

ETV 3697 5 4ERIREVIOESE ' %W, HBeAg FHE CHB
3 HBV DNA #[§3( <300 # Il/mL) %Yy 94% , ALT & # %
9 80% , 1E NAs ¥Ji& CHB £ 3t (HBeAg FH M 5L H]1E) ,
ETV 3897 5 4R BRI 25 &k A %00 1. 2% , SR 7E B2 kK 4
LAM i 245 (1 835 o, ETV 3597 5 471 B AR EE R ALt 25 % A
RIVEES1% " B ETV IGIT S 4RI SUR B 0T
SN, 88% 1 R T £F 4 1k 315 &, 40% JiT 5 1k i
BTN G R R FLIR R P I ARGE BT
K,

2. #5185 8 (tenofovir disoproxil fumarate, TDF) ; T
I RI 56 32 B, TDF & 97 48 JAl B, HBeAg FH44%: CHB f8 3%
HBV DNA %[5 ( <400 ¥ Il/mL) % 76% , HBeAg Ifil I 2%
A%k 21% ,ALT &5 % % f 68% ; HBeAg [ CHB i #
HBV DNA #% [ ( <400 $£ Jl/mL) %% 93% , ALT & % %
S 76%

TDF J&Y7 5 AR =8 20 87% |, 21 YAkl i %
H 51% 5397 RN I AL i 8 5 (Ishak TE20 R 5 85 6)
2 5 4EIEITI 74% lshak WY FIEE A 1 4317

% 8 4F TDF JA4 97, HBeAg [H 1 Hi % HBV DNA %% [f]
( <400 ¥ 01/mL) X} 98% ,HBeAg ML 5 %K H 31% ,
HBsAg i i % S 13% ; HBeAg [ 1 f 3% HBV DNA %% [
( <400 #5D1/mL) ZN 99. 6% , AR ] TDF #1124
TR WAIT IR, 2. 2% MR A M WLEF 75 =0. 5 mg/
dL, 1% 1) 835 & A LB R 248 T 50 mIL/min, 3 AT 2519
B R B AN AR i & 2

TDF /77 NAs 35 8% 48 JH 2 168 A W58 B/R , 6
B4 LAM Tfif 25 ADV i 25 \ETV fif 2538 J& ADV R & A4
LAM 1 ADV B4R 25 515 100, TDF 532 90 1 45 =5 1 2 2
BEA AR HL 2 v g

3. B I E (telbivudine , LdT) « [E PN T i A 12 56 1) 52
JAZERMAEERZ OB R 104 FS5 R RV, LT fH0%
B PEOL T LAM, FLI 25 & A RAG T LAMS fH g A it
IR . L4 HBV DNA < 10°#% J1/mL 1 ALT =2 x
ULN i) HBeAg FH 4 2 %, 5% HBV DNA < 107 #£ Jl/mL f#
HBeAg [ &, & LdT 1897 24 JE B ik $) HBV DNA <
300 ¥ D1/ mL,GY7 ) 1 4F 2 AR AT S 4T 197 ORI 1Y

- 227 -

it

LAT () S RS kB LAM A3, (HYE Y7 52 )4
H1 104 JEEERE 3 ~4 GIEREEREG (CK) FH & #5358 7. 5%
F12.9% 1 LAM 2043500 3. 1% 1 4. 1% "1 5 k4
WLHE MRSV FLER R Hh a5 55 1S R ARGE , 5RO T
LAT 5 IFNa 256 BT BORRE 200 , A1 N 2R e

4. ADV : [E P A1 AL B I PR U85 26 B, HBeAg [H 2
CHB &4 H filx ADV 7] B\ 47 4] HBV DNA & i, {¢ if ALT
W MR IT 4 R IR FE RN 4T 44k, HBeAg [H k53534
J%1.2.3 M1 5 4EH}, HBV DNA <1 000 3% Il/mL #4351 K
28% 45% 56% 1 58% ,HBeAg Il if 2 402537 12% |
29% 43% FN 48% , it 25 % 43 Fl Ry 0% 1. 6% 3. 1% Fi
20% "1 HBeAg [ CHB £ #7497 5 4F, HBV DNA <
1 000 $8 D1/mL 35 ) 67% , ALT &% 2 69% , T £ 5
AL RHEFRN 29%

ADV A LAM, X+ LAM Tif 1% CHB & 2% 6eH 3m
il HBV DNA & i, H I & F 25 & % ADV (1 1iif 25 & 4 2%
AR

ADV KIHVRYT 5 AFRT, I LB &8 0. 5 mg/dL #5356
3% EIHF TR SR AT e A 2
EIEJR (CFDA) ZR S ADV KIS ) B 5 BUIkwk
RE A B AR o B Ak B E T (A B 2T A=
Gy PR VB RE BT — R I RAE AR AR, K
FHZ 00 538 Ry 45 B T REAS MR P , ) 3 T e
GAMERIRAE

5. LAM: [# P Bl A1 %5 B I PR 0 25 R 2R B, 0 Ik LAM
100 mg 1 Y%/d A HR @404 HBV DNA 5 ifil ; HBeAg [fil 12454
e R BRI A IE KRB L TR YT 1.2.3 4 F1 5 4RR 43
H16% 17% 23% 28% F135% "2, BEHLACE I R IR 5
7N, CHB W] 8 JIF 2T 2 Al A A2 30 T 4L J8 2 282 LAM IR YT
3 AR A]E 7 e BE R, AR OIT T g kAR B N HCC kA
BT (A PR A £ 35 25 LAM A7 J5 U R ol 382 T 2
R, JE K AT

Wit AT B TR] A AT, 5 B T 24 28 A8 1) ke A 2R 3 vy, 56
1.2.3 4 5FE5050H 14% 38% 49% F166% "2,

( ) NAs 3397 HF AL B A Ak 1697

N FH NAs J697 CHB, 55 38 15 1 1= il 24 32 5 3 R i 2540 5
Qu g R 245 5 R B e ) 250 , B EA TR AR TT LASR =TT,
W2 . ARt H O IG PRIREE EFFORT (1) 2 42511
SR T LAT J657 B W28 R 47 H3 (24 i) HBV DNA <
300 ¥ 01/ mL) 48 T B25RYT , ITHE 2 4F,88. 6% (1 {8 L
HBV DNA <300 $£1/mL, HBeAg M2 41. 3% , Tiif
RN 5.5% ;% F LAT 387 BN A AV 83 (24 J& HBY
DNA =300 $£ Jl/mL) fill B ADV {4k 74 77,2 45 HBV DNA <
300 #% U1/mL & h 71.1% i 2550 0.5% "7 . REFAMALIG
IT %G, BRis A 2 4F HBV DNA <300 #501/mL #24
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%4 HBeAg [Ht# CHB 2& &R SHWITHLE
IR R ALY HBeAg [fil {2 #5445 (% ) HBV DNA ¥ [H3(% ) ALT ZH3 (%)  HBsAg#HH(% ) 27 30k
FEHIRYT (48 ~52 JA)
Peg IFNa-2a 32 14 41 3 125
Peg TFNa-2b 29 7 32 7 126
LAM 16 ~ 18 36 ~44 41 ~72 0~1 104,125,127-129
LdT 2 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
KIIRIT (2 ~8 4F)
Peg IFNo ({2255 3 4F) 35 19 - 11 88
LAM(5 4f) 22 - 58 - 122
LAT(2 4F) 30 56 70 1.3 116
ETV(5 4E) - 94 80 5(2 4F) 106,131
ADV (5 4f) 29 55 77 - 132
TDF(8 4F) 31 98 - 13 110
SR C
%5 HBeAg[Al4 CHB E& &MITREAWITHLA
Ui R 25 HBV DNA #%[5(% ) ALT S5 58(% ) HBsAg 13 (% ) E BTN
BT (48 ~52 JA)
Peg IFNa-2a 19 59 3 133
LAM 72~73 71 ~79 0 129,133-134
LdT 88 74 0 129
ETV 90 78 0 105
ADV 51 ~63 72 ~77 0 109,135
TDF 93 76 0 109
KIHIRYTY (2 ~8 4F)
Peg TFNa (12255 3 4F) 18 31 8 136
LAM - - - -
LAT(2 4E) 82 78 0.5 116
ETV - - - -
ADV (5 4E) 67 69 5 120
TDF(8 4§) 99 - 1.1 110
“ A

76.7% 2558 H 2. 7% . MERIMIFITESRE , R 1LiE
7RI BRI A, W T 2 7 A R BT 2 K A F AT
ETV 1 TDF (3E L% 3k Fodg) o
(=) NAs 3577 i sl
LJAIT R L IR An R . O 4 b F5 45, EEAH
ALT AST JHLTE A& A5 ; QM M #inicd, £
A HBV DNA HBsAg HBeAg Fl4ji-HBe ; QAR 11 75 22 ,

RGN B R AL LT | CKC 45, b A vl 46 00 . A 7L IR 5 @)
TEONPERTEF A AAG , QPR SRS I ; @A AT feiF , 1697
B AT 2% IS TS A

2. WYIRHE BE AT O G HE 2550 & AT
ik ETA TR A L AT AT IE R AR 2y 1)
e R[] S5 O, B PR A T iR B A5 245 T B S B0 XU
PR O
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3. DL FEDLAS RSN T B A AL B - NAs A2 4k
FT 324 R 47 (AL RN A 20 D 5 DL EAS B
& WV D) REAS 4 (EZEULF ADV 3557) AR E %
(EZILT ADV #1 TDF 3597) LA (FZ LT LT J897) |
MG (EZ W F LAT 3897 ) (AL T & (v W F
LAM ETV Hl LAT 3897) &5, W 5 #2  H. #E NAs JRYT7 R
FFAI6] [ K S5 52 LARSAR IR o XA 97 A 3 B i WLIEF L CK
LR S W S T v ML W T A, DR A AR SR e R B, An
5 IG0AE2E W WU ILTC T 8 R SRR IR ) R,
VISR, — ERI2 A 20 A0 o< i B B2 3 AR I LR
S i i L R R B A, W B 457 2 s e At 24 4,
BT BN AR IEYT T,

4. TR W0 L it 252 NAs K A9 CHB BTG Y 3222
[ — o T2 W) 51 R 1 2% S B AR A SR 0 I 2 2%
PR 9 B AR, DBUR A 7T DU D Re A2 L 2 i Th g
wl s,

(P9) NAs Tirf 2] 1) 35 B F b 28

L. RS PEAL B R O T BHURFEIRYT X T I 258
AR R E L B R 22 N A AR E (AN ALT IE % HBeAg
PRV 9 S T 52 00 R85 ), A 1) 2 3k B BB AR I < 30 %
i, AN E IR BURTERTT o

2. NAs 3ERE : WIARHMLEHESE ETV 5 TDF,

3. BRI E EAKE I HBV DNA DL R B 2 B8 s & M TG
N SRR M . — HUR AR AR 50, T AT BRI A i 2
R, R R T BRI (£ 6) o X T NAs T 25, 8t
Peg IFNa JA7 (1 RIS 2K

% 6 NAs MZ5iEHETHRE

(ETIES Stz
LAM & LdT ifif 25 HH TDF, i ADV
ADV ffif 2}y, Z B ARAH ] LAM M ETV & TDF

V&7 LAM/LAT i 251t B ADV fif 2 ¥ TDF ¢ ETV + ADV

ETV it 2 ¥ TDF, 5 in il ADV
% 2T 5E (AISIT + N236T +  ETV + TDF, & ETV +
M204V) ADV

+ M R SA T A R

(—) PRI TR

1. HBeAg [fl{: CHB. /£ HBV &Yx 4 4K s v, 7843 ALT
Thisf HBeAg PHYE CHB 2 75 Bl D ok 72 v il 25 T P4 48 4
BN, o] B & P HBeAg I3 7 55, ALT 5 IF
T, B, % F ALT TR 9 HBeAg Y CHB (3% 7] %G
WEE 3 ~6 A AR KE A KMk HBeAg L% 27 B ALT
PRIt s, TR IR TP GO R A T

YN TE

WEBEL S 476 & H 46 L4k #H ETV TDF 3 Peg IFN
(AD), 3t F T4 A LAM & LdT 89 &, 400555 24 A )6
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o F & >300 # N/mL, % A TDF X408 ADV 3657 ;3¢ T &
TN ADV 69 &2 dwiby7 24 Pl ma T ERALTH
<2 log,, IU/mL, # A ETV 3 TDF!"7 1 (A1),

TR

WEEN6:NAs ) B7 AN E D 4 4, 53] HBV
DNA & T 44 F F  ALT 5% .HBeAg sn /& F##)5, B
REABFTEVIF(BROANAALEL R) , BBRERLTET
% B13 % At R A ARTHEY LA Y(BL)

WFZEM 7:IFNq Fo Peg IFNa 643 B 5524 | £, 2%
24 B & 57 HBsAg & % 45 > 20 000 IU/mL, # 4% ik %
57 ) s A NAs(BL)

2. HBeAg 1% CHB:HBeAg [ ¥ B % Bk 51897 Bk
STREAIA 5255 IR 2 & 3w, N Ha P B e K

EiE brited

HHEEN 8 31416 B F 4k sk H ETV TDF & Peg IFN
(A1), 3T E T4 B )R LAM & LdT ¢ & & 4t 57 24 J
J& %% >300 # N/mL, % A TDF 3, 42 i ADV & 55 ; xf
F eI ADV 64 B4 et 55 24 A G RmAE R THRAL
F ¥ <2 log,, IU/mL, % A ETV % TDF(AL),

TR

HEHEE 9: NAs 74 77 2 3L 3] HBsAg 5 % A HBV
DNA #%- R3], BHAE LT 1.5 F(ZE V3 REAE, HER
BB 6 A A ) AR R R, TH AU (B,

HEFEZEI 10 IFNo #v Peg IFNa 093557 25 1 £, 3%
212 3% 97 A& & HBsAg £ 2 T %, 5 HBV DNA 4 & &
T <2 log,, 1U/mL, #i4% A TFNa!'"") | # A NAs(B1)

3. AREEIFN SR ARAE Y 2 T R - Ak % T 1% B 2
IR B, TR BPUR AT

YL

EEER 113046 & #4084 A ETV 3 TDF(AL),
IFNa BT 8 BB F A E G TR, WA T AKX
FEIARF BEAL & &, 5T T R AR B AT AR AL & B b i )
(A1),

(=) BFE W

L. 18 HBV 477 35 FdE 6 it HBsAg #5417 5 1 BE 15 :
12k HBV #5447 25 R AL T S i 32 99, — g 00 T BF N &
S TE S RO, H A BB BUR R IR T AUR KA,
— AR OR AT X TAERS > 35 % A HCC K
TS R R B R R B IR PUR IR T o A A 2
— VA e 32 M A AR AU S B R T 2 AT 23
BUIF 4530 . Ak, 4t F HBV #5485 % 45 3 ~ 6 A~ 1 i
T &R AL TR AFP B GO I 1L 554G
o, BT SUE R, B G PUR BRI TRRAE , B X B 5
PR EEIRYIT o

kG sl HBsAg 3 & WA R IR IR YT, Uk
BEH KR HBeAg BAYE CHB fy Rl g8, B KW Ui &
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B HCC R0 R B I 6 A 1 AT 3 10 A Ak |
JREESE AFP Bl TCRIMEIF AR 4L AT . F5F BP0 B
BITHRAE R KBS SR R I6YT

2. PURBHIRIT B P R RV (R T) PO EIRYTY
s AR R R DT A T M IR A AT TR 2
AR LA B T 225175 B RS B S o

3. IRITEE AU MR BT IR YT 4 A 2 R
T DIRETT 0 B A TIPS HUR B IR YT AT AL W I e
kL HCC By &4, b, RSB E UK RIRIT i
PR AR NI A2 R 3 A A IR T A I 1 YR 2
fig HBV I 24 R ic 9 Al HBV DNA; 22 J5 4 3 4~ A # 1
W, EDHEYT 1 AR, DUE K B R 5 4 R 2 8 Ak,
R % FHRpgE ALT 1IE % H HBV DNA (KT Rz UAE T R,
W E A PARIET 1 K HBV DNA JIFDRE AFP I A 5215
S, X F ALT IE%{H HBV DNA fHME# #1304 6 4~ H
$E4T 1 ¥k HBV DNA ALT AFP FIB S 10264 25 . 4 FHF
WAL, A 3 A H KN AFP I 3 75, B AT CT
o, MRI K525 AR T 40 & B HCC . X T JFRE Ak 1 & 38 [
1 ~24FE07 1 CE Bk, DAL AT JO B4 1 S 0 ok il 5k
Bk G L

THEBERABARSETEEER

1. TR B A 2 LSS A 3% 3 IFNa 5§
Peg IFNa VY7 JC IV 2 I S5, W% B NAs EEHTA YT (AL)
FEAR N BT 15 50 R, 88 FRI TS 245 26 D55 B A1 1) NAs SR 97
Ji VG R TGN 2 N B AN J A I S R R YT T SR Uk Bk
BT (AL L X ETV 8 TDF 3897 )5 th 3R &
TN 2B B B AN I BB, R T R IR T T E H R R
B

2. AT A S B B A YT I £ A - 18 M HBV R R
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B MR AT BB M TR 7 i R b, 29 20% ~ 50% W]
HBUR [FIFRBE 1) 2R R T35 20, B8 B2 M I o) RE 508
FBIOT, me R R R TR TG sh i B fE
PRI L B3k B 25 3 07 7T WA o /b 2 R R T
B I SRR 2 ) ETV 8% TDF 3457 .

ot T A R b s i 422 52 A7 Tk S s 3 A T Y AR
AR IR IR YT WYY N E BLT £ HBsAg. Hii-HBe Al HBV
DNA , H P4k 252 S a7 1 G AR B o 6 TR 4R s i)
6 7 LYY BT — JE T 4G BP0 8 7R 97 . X HBsAg B
P Pi-HBe BHYEE 25 0 F B 4l 5 5 BT 1A 55, 7] 2% S Tl
B PR FBOR 254 (AL) o FEARST R 677
{51k JE , BE4kSE NAs JAI7 /0 6 AN 585 10 B 4N i BA 7o ke
Bk 2 1 ALT7 5 B4k SE NAs JAI7 20 12 4~ . NAs {2
Jei ] A R 1 A, R i B U AN T (AT)

3. HBV fl HCV & 3R Y B35 (1387 : X F HBV &3¢
HCV Bt , 254 #% HBV DNA 7KF HCV RNA 7KL &
ALT 1550, RIS T J7 %8 . % F HBV DNA K46 Il {8
FFR HCV RNA 0] #5, 2 B85 HOV 697 4 (A1) . Xt
F HBV DNA #1 HCV RNA 0] 3%, B 2% % bR o ) i
Peg IFNo FLF ELF5MR3AYT 3 A4S H L 4 HBV DNA /KT F <
2 log,, 1U/mL 8§+, @80 Al ETV 8% TDF, 84 ffi$i HCV
H A RPURREZ I ETV 5 TDF 90 (A1),

4. HBV Hl HIV £ IFE&YL 8 H 16T 4 T AT %
AT PN SN FEIR YT (antiretroviral therapy, ART) (CD4* T
i > 500/ pl) B, AT & CHB ST s a7 br i, 1
ffi ] Peg TFNa 5 ADV it HBV J&97 (C1) o X —id Ml 4z 4%
ALT Fh5 (1 ~2 x ULN) 1 (838, AU T I 80 A 58 1
T A A2 (B2) .

CD4 " T 4iijffd <500/ pL B, Joit CHB 4b Tl e, #

R7 HREETIRPOKRER BMME

KA w H IFN YA Y7 Uk 47 % NAs JR 57 USRI A5 R
kg WS LA AL ~2 AR W, LS E AR A6 MAKI 1 K EEIRITE R
1 REZEIRITEER
AL bR ARG 1 R EEIRITEE R B3 ~6 AR 1 R EERITEER
HBV DNA B3 A AR 1 K EEIRITA R B3 ~6 AR 1 R EERITEER
HBsAg/$ii-HBs/HBeAg/Hi-HBe 43 A 1 %k 6 AR 1 KE AT
AFP £ 6 ARG 1 % B 6 AKX 1 K E B IRTTSS
LSM 6 AR 1R 6 A AR 1 IR B EIRIT 45K
FUR A i A T BE3 AR 1 W, WA T AATE TR IR fE R MARIRAE I P
W EL T OB PR , ISR T A FODR A 2 i A .
WK
KRS SEYIWEE , E PP PR ZS , Xk B S AR AR AR R 1 e i
FIA B A 00 RS B 13RI s v
&R e 6 A AR 1 W AR R A 3 A AR 1 ks A6 MHAM 1 IR ZEIRYTEE R
n B # A, #i4T CT 5 MRI Kt
H Ak MR B E R I e R LAT 58, hids 3 ~6 A~ H Mol CK; iR TDF 5§,

ADV B i 3 ~6 > WU
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BiJF s ART, {462k £% TDF fin LAM, % TDF i 12 i i 5
(FTC) > (ALY, b FIELEH % ART Y447 HLA 3% i
# 4% ART J7 P ot HBV 254, il i il NAs =, Peg IFNa
(€2),

YT EWAL ART J7 R0, BRAR % T 315 HBeAg Il 3§
SR IF SRR TR B L IEIA ST I ], 75 U AR % 7E TG A Ak
2P BT HBV (WA 30254 (B1) .

5. LT R FEUGNFIIAE S5 - 0 HBsAg BATEEK HBV
DNA AP 2k 20 im0 0 4 T 0 i 5 08 18
S RURL T NAs FOiaiiayr o (AL) @S ETV 5
TDF(AL) . $U0 5 1A 7 I 1748 5 R L HBsAg 1L 35 2% 7
(C1) o JFEhAEZEIR B HURG T 1677 v LT 7 W 1t 2 SR
KFE(CL)

6. R4 3 HCC . % F HBV 456 HCC i3, 4b
BEFARYI B T 3 Bk AL ST 4 28 T s b 4504 07 1T 9 5%
HBV & HliE Ik, #2095 o, HCC FEEIBR AR B HBYV DNA
IR TR ARG & & B Sr b R % 2 — , LHUmaE A7 Al
BEMEK HCC B FH TR KW, 4R 8 B Sk
SHIOT Rk, % HBV DNA B 19 HCC #8322 18R
NAs AT, F0 e ETV 2 TDF(AL) .

7. JFR MR & X T HBY A GHR 1 2 IR R 1 8
F e R AT ) HBY 15 R B 25 % A R AR NAs
1T LASRAG R AT REAR A 25 2, D7 L R AR g . %o
THALNT HBV SRR 2, RIS AT HBV DNA R ]
M ATTERS M BB ETV 58 TDF 3497, RJG TG 6 1
HBIG'" (B1) . X} RN HBV P m XU i, A
TCITI%: T HBIG , BT 4 7 /7 %2 9 NAs A IR
1 HBIG, Hirh 4% ETV 8 TDF -4 4 HBIG AETH 41 4
THIFR ARG Z B9 2 %707 (AL) o 0T B AT
il NAs 2595 10 5535 5 % U0 W DTt 25 2% 24, I iR 4896 97 O
% HBV A AT R 5 7 4 5 I U 75 259 AT 2
RIRF R % (AL) .

8. UEHR/ A E AR N B0 AL B X F A 4 & Bk Y CHB
B A G IE AR, B 7E 22 B TN 2 NAs 34
IT, DITE ARG 6 AN H SEBGATT o TEVAY T I ) 107 3R 1 AT 4 3k
ZfEEit(AL) .

X F AL AR ] CHB %, ALT §2 18 T i a5 D) g, o
TG AL B T 45, 15 5 50 % 050 1 3 3 E B0 ), T i
A1 TDF = LAT HiaEiA77 (AL) .

X FHURE A YT 1) B AN E IR 10 2R, A ] TFNa 3R
7 AR IR (B2) 5 A 7 1T AR NAs 25497 . 45 R ) 2
R B %254 (LT 5% TDF) 5% LAM , 16 431438 KU A e
WIFOLT , ATARSEIA YT , 45 15 F i & ETV fl ADV, 7 7853
B A 17 00 R, T 4 TDF 5 LT 4K4236 97, 7T LA
Grer g " (AL o

SRETR 32 W) L U H 5 035 HBY DNA 35 280 4 e £ LA

<231 -

IR EN R Z — Bk bR e 2RI 4 g 5 Fbd S A
AHIBUR EEIRYT W] B I HBY REEMERR I K A% IR
S I HBV DNA #5 >2 x 10° IU/mL, 1 5 % 754074
WS R B AR b, o TR 24 ~ 28 BT IRA T
TDF \LdT 5 LAM(AL) o W]F77 545024, FE s pa A .
ST LABEFLIE RO (c2)

BV R AT B 1R R A TFNe 597 1
PR 525)5 6 N H I IR A W NAs HUw 81677
(5P, BRI TGRS 20 NAs 387 4R 7 1R [/ 5%
Wiy, PR R T4 BRI RS R AT (C2)

9. JLESH L HBV JERYLFH # 4b T s i 52 1, 8
WA IEPUREEIRIT . AT F R PR s A 2R L, 1 S
B PP IR YT, (R 5 AR T 10 8 4 1 R 24 2 1)
B, ERTSE E S 20 R (FDA) b F FiR97 LR
H 2 EARHE IFNa(2 ~17 %) \LAM(2 ~17 %) (ADV
(12~17 %) ETV(2 ~17 %) F TDF(12 ~17 %) . ik
B3, ¥ IFNo 697 JLE B E I RS BN B E A Y,
IFNo FHF L3 B PR R B 08 3 Uk, Bk 3 ~ 6 MU/
m’ (A F A, f AR R 10 MU/m? . {H IFNa R RE
FIRIT 1 LT LR 10 A0 R i ikt 2 ~ 11 %
JLEAR AT ETV 3397 ,12 ~ 17 % LE A #E 4] ETV 5¢ TDF
I (AL) . FIE RS I3 [E FDA F1 WHO #7538 L (3%

8) [9,179-181] )
#=8 JLEER NAs WEEFE
Eit7] R (kg) i (mg/d)
ETV(4i#t=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 (4E#fE =12 %) =35 300

10. B DO eSS B NAs PURHIAIT & HBV MG I
ANERES SIRYT 1 OB, HEAE O SRR AR 25 9 2547, NAs
2R 2 e RS 1oL S 5, PR O 24 e T AR R
THREZ R LA T 45 24 1) B A ( 350 700 5 4%, EL A0 = A
I EA SR . 3T A B R A R
Wi CHB f, N S AT feskk G H ADV 5 TDF, 7 i 5% 42
7~ LAT 0] §E4 BG5S /N BR U8 33 R (estimated  glomerular
filtration rate, eGFR) {1, (HHLHIA . X FA77E B
U9 CHB f83%  HER7 (] LT = ETV 357 1 (B1) .

BEEM 12 27849 £ 18 IFNa 3 Peg IFNa 74 57 £
FLAH E TR NAs Fib 97 o AR BAF e b LT, xF
F A& A w25 A B R FEAK A NAs 3897 6 R A T B AR B AR
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0 B, BB T F E B E ST (AL,

WEEAS 5T T A B H A5k 5% f 4 2457 3R
Pl 7 00 B, EACAE S ST AT 3 B ML JF & HBsAg, #t-
HBc #= HBV DNA, £ FF 4& %, 5% 49 4] 78 55 oAb 55 77 — J& - 48
R s 95, M Sk B ETV 3, TDF, s+ HBsAg B 14
#-HBc FabE# 48 A B @ o F IE RS, T4 BTG &
R RS H (AL,

HEER 1455 F HBV &5t HIV & %, 2 CD4" T 4
f6.<500/uL, & CHB 4 T4 M-8, 35 B FF 44 4+ 5 HIV
&5 ART 7877 , 4 %6i% ) 44 TDF #m LAM, & TDF #m FTC ¢
FE(AL),

HEFFE M 15 % HBsAg Mt &, HBV DNA Fa it ug &bk
T & A% &t Ao 1 AT ) 4k 298 B H w T 5 A NAs
Fm AT, L ETV & TDF(AL)

W 16 x5 HBV DNA [akk 65 HCC % &% &3 A
NAs 350877, 548 4 ETV & TDF(AL)

WEER A7 .2 T A3 HBV DNA R =Ta 4 HBV #
BRI B4, TEMSMA T ETV & TDF #6757 , R L F
1% 7 HBIG(B1), st T#MA HBV AR EZ R EH, 4
MG L FomAEF £ A NAs BEAK 7 & HBIG, & + st 5
ETV 2 TDF B&4-& 5 & HBIG #& £ 353 dp#l AT B H R E T
AR XA (AL,

WFEE I 18 dk 7 AT K A A2 & ALT 22 F 5
BTEMNE S THEREREL, £S5 8L A hE Tt
AR S s, TR A TDF X, LT #4346 77 (Al)

WEEN19: 5 THmH% 7 M E o ek B4, 4o
J5 8 TFNa & 97 , &k 44k (B2) 5 % 5 A 49 2 484k B &
254 (LAT 3, TDF) 3%, LAM 3455 T4k % ; 3% 5 A 64 2 ETV o
ADV & ¥ 7 TDF &, LdT 48 4:38 75 , 7T vA 4k 8 dedk (A1) .

WHEEN20: 43— HBV #8448, 57 T ok
#it % B4k P & 29 HBV DNA >2 x 10° IU/mL %, £ 754
B R EARB L, TTHEIKE 24 ~28 AFHBELT
TDF \LdT 2% LAM(AL) , 7T F = G425, & i A= Bl
FEJa T RAEF LRI (C2)

WEE 21 5t TILZ it R BT R AT AL, B Aot T
FIRFBIT AL E F BRI G T 6 Atk e dt 25 M 9 A,

2 ~11 % it A IFNa % ETV 3857 ,12 ~17 % T it A IFNa.
ETV 3, TDF & 55 (Al),

WA 22 58 NAs 5457 HBV 48 B s B %, 3¢
AR R KA S . 3T SR B IRk B A5 L A
% CHB &%, R AT 4ei# % & ) ADV X TDF, T4/ %
R E K eey CHB 8% 4548 A LAT & ETV %57 (B1)

T3 FERR R B3

L. AEY)FEARC YT SRR R B AR 8 GRYTHRAE 7R
TURA TS ) 7 7 T By s AR

2. JFEFYEATC AL K T B A5 16 97 3 R IE 7 30K W A
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KBS it AR
3. NAs Al IFNe B3/ 7 U7 S8 B9 7 3800 A RIIAS 2 4
%*ﬁo

4. FHRTIM NAs 1522 B AR HE R A P 2455109

5. KT NAs JAT7 XS FE AL i (HCC KA R RZI

6. K NAs JAI7 (020 A PE L K AR IR NAs 677 X 2L
K 2e PR,

7. BT BE U BAB K RS PR 1 R 7 AL o

8. RERH IR B Sl S A B 2, R K
M

9. JFJE DAV IR R RARZ WM ks 3R =R T
A AT RO AR

10. $RZRIEBR HBsAg BT i F1 HBsAg Y& B f5 1Y+ 11
Il R%E 19

EE (REKREBHF) :

IR® OEMAE R OE £ 4o B B I 4

F245 F R EARE RFR OBRHT FeK

R®HE B 4 AEF ¥ Y ERE # F
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