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HBV & iIFDNAJ5 5 £} (hepadnaviridae), 7
HK293.2 kb, A WEEIAIRDNA, HBVHUHLHL
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IEHBV, & ke, KB, 8 CRRARLR A THBY
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HBVER ANF4iitl)G, 5 WeEH{RkHBV DNA
FEZMARAZ N LA B BE DN A g b b SiE K IE B LA 41 1E B
IR, TR H A FRIRDNA (cccDNA)
SRIGLAcccDNA it , 4% 5 il JL A AS [l 4K B 1)
mRNA, 45 BIVEh A% R ZLRNAFNZRESHB V) & Ft
J5{, cocDNATERAK, TRAEMIR NIRRT,

HBV 2 & HLA A~T 9OAJE R 7 3% [ LA CHY
FIBA Sy, HBVA KA 59t R Fn TP E(FN)

BEESE: %44, E-mail jlamd@263.net;
2245, E-mail: ljli@zju.edu.cn

W RIT R A R, SCHRAIEYHE L, BHER
AR e A I B HBe Ag IfiL i 2 #h #, /D itk
AR VERTJe . AL AN S VAT 2R Mg (HC C)
HBeAg[H B EMIFN o AT IR 3R, BRERF A
F-CHLRAY, ASE R Y g5 FDHE R Al

= WATIRE

HBV e & B 7, (B[R HBV By
MIRAT R 2= AR, PRt DA A RaE, &k
220fC N &Gt HBY, Hodi3.5(C N\ & EHBV &
Qe BAELAE1005 AL THBV &G R 81 T 5%
5. FREfEAHCC!Y,

20064F- 4> [ LAY RFEA T A 45 R R W,
HE~59% — B ARFHBsAgH#EH 3R 47.18%, 5%
T ILETHBsAgHEH#F 3N 40.96% "', P,
FEA IS EHBVERYLE 27930075 A, H gk
T % B3 £9200075 67

HBV & MR (4% %R, RS MmN %4
TERTEE), BRU R PERE AL R ol etk 53 S5
PRSI HBs AR AT, 22 sl I i il & 5 2 HBV
B VR R s R R DR R 1 1 2 2 iR
Tl ARG ™ M IH R EIT 8k, 1R A PESTT 8 1E
MFAR, NeEEIRENSMNSE, ik
B, XY, fLERIL, BEES AR TIETHEIE
T B TR RSt wT (R RR (LD, FRERERE
SR AL, £ e i ARHBV P M RESE
WM FN AR B8 (1), BEE CRUTF R IRE LAY
JF R EER R RO, BEERAEE B kb,
S5HBVHM:E & AR TCB M, FrRles 24
PEREAES, HUSRYHBVAfERS R (1),

HBV A2 -0 8 FiE (L8 % 7%, Dk H % %



2. TS ER AL, anfa—Jdn o = TIE(RAEILH
RIS HG). BF. e, RE—mE. [
— BT HEFN I i BT 45 TG i 2 i O 4 flly, — e
AEAEYHBY , RATHRFA LG FE R A & BHBV
REL MR B d (e, B 2 g™ |

=. B&®

HB'V g Y i 14 AF i A2 272 M 15 1 10 ) 5 3 22 [
. BN ) LR B gL HBV 2, 535l
90%FN25%~30%HF K& Ji& eItk e e, 1S % LA e ey
HUH5%~10% %K & A8 PS4 (1), 24h)LH
HBVIgGL (1) | 28 & — e al N Ao 44481, Bide
et sz . BRI, RS S SURAEE) & SN
PGSR, Gyt sz, ks R M iEHBsAgH
HBeAgPH:, HBV DNA# &5 (% % > 10° IU/ml,
Z9AA24 T 107# Ul/ml), {HIMEALTKEIES, A
R T B S H T AE RR R B AR, i
JERIEISE, TCSANE F BRI fen it e, Rk
EREH . EICAIMIEHBY DNAJE > 2000 TU/ml(FH
LF104 DUml), A ALTH S kTt s, AR
P BRSO RAEIAAE ., LR defb vl Pkt e, 0
4y BT R R P REAL A 3208 . ARTEZDSARER)
. R AHBeAgPAM: . Hi-HBefHM:, HBV
DNAFFEE T Fe AR MIBR . ALT/KFIEF, AN
FRRIESAN AR RAE ;s X EHBVERYL IR g
Rl EE R, Ko e 5 kAL FITHCCHY
B KKk >, fE—2eFE22HBYV DNA%L AR
B, B RMEHBsAgIIEF 5830 1%~3%/4F, T
GBI 8 Wb THER Zh IR B T RE B Lk Bk
IHIRF R ENE, ZHERIM A HBeAgAM:, Pi—HBe
I [ 40 2 H TR C X RN (B0 C ik Rl B A A% O X S Bl
F(BCP)A% 5 G HBe AgR ik /K AL Ml ik,
B3 G HBV DNAIGZMEE I, ALTHE S B 7
. B AHBeAgPAMEEMEC R R, X ekl
AN, i, RACEENTREfLFIHCC,
WA BE A B A R PEHBsAgIH & (FE sl A
PL-HBs)FTHBV DNAPFRSASMIAE], R E &
RAF, I8 e 38 vl 15 & FIHBe AgPH M Ak 24
(FEA A S AR S aEZ (LI T o

HARABRYEHBYHEE 2T UL 41,
i LI YuHBY , (D B(£95%) /T B K E
HBV, £ 5AHKM R, KREiHEAR%E
HERI; AHF DA BAE R L HBY, £ T )%
Mt =2 41, i B AN S i R, At AT AR R 4
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A [ R EBRHBV(£790%~95%), /b#(£15%~10%)
% & Ay HBe AgPHPE S TR 5%

& PEHBeAgIf {2 5 4 32 32 R BLAE S 9 15 Bk
W, BRERLIA2Y%~15%, HAPFER/NT40% . ALT
Fres LA b By HBVIE K ARUFIB A Yo H St g2,
HBeAgIfiL{F #5440 n - K214 0.5%~1.0%% H:HBsAg
ER,

P PEHBV g gu 2 T A {0k A2 3 5 B e iR A
Ko I HEE AR SB A T4t e,
T S92 T B 0 T A A v e I P REAR I SRR
KR GRS E R R B IEAHSS, HBV DNAZ MR
A7 FHBeAgFIALT L MRE A% AR 7 P AT 58 {4 % A= i &
R E. RANEELR S G ZCEER, A
HCV, TR RIEEHDV)SHIV G202 T)

ERFRETL Y B /0 K AEHCC, IR B rh
HCCHYAE R A= 2 413%~6%2" . HBeAg[HM:FN(5K)
HBV DNA >2000 TU/ml(H24F10*%% Dl/ml) & fF i fLF
HCCR M BB RZED 7, AR R
IR, AERR . B ALT/KF &g s fb FnHCC
KA fEk NEP Y, HCCK B b g Ak N2,
(HAEEFEAI B 5 T, HBVyRRA R o, f b
(I1-3),

. Tk

(—) CHRIFREEFE TG

Befp CRUNT R 9% W & TP HBV i G 11 55 A 3%
T3k CIURFJ 95 W A4 Fiovt R B LD,
KA IL, 1STULT ARG NEERE o NN
B NI, SF MmN i, FEshPLE T/EN
. SEBHEEE. 2B im s 6 5 E .
FIENREIC & . Sk EIME# . HBsAgHME# 1Y
KEERK 5. PRS2 4 M A8 Fn bk i i
SR BT, G RV v mi A & T B A
HBVE&gubrtity, FERMEALEHE, Mk
M EZE R, B 19824 2k I5 i C AT R 7% i
e SRR AR A S B TE B, 12292 i CE B2 AR AT AN i A A
ErNiOR

CHINF R 2R HEM3E, %IR0, 1, 64
AT, BREEMEE1EHE s, BRI H &6 Ak
SHEE2 I3 . A LR C A R i Bk
TR A JG24 hiN R, R AT, R A8 A )L
Sy R AMUALA N, JLE R B = ALk
EBWLNTE S .

B G AR 9% PRI B B2 1% 15 11 BELIT =52 0
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87.8%" (I -3), *tHBsAgPHEREEMIHFTEIL, R
fEH A 524 W R AP AR AR JR 12 )i ST
RAPFEERE H (HBIG), #I&E =100 1U, [REIEEA
[EIRBAZEEAN 10 pg 20 BERE 520 pg b 4 B B HE4n i
(CHO)CRUF Ryt , TELA AFn6A~ HIisk 4y Bl f
O IEF CRINF RET, AT B &4 o LT RE 22 1%
TEEVBCRCTN -3), WATE A SR 12 h e g 14
HBIG, 14~ H 5 FES 5 25HBIG, &b EA[H
RO £ 10 pg 4 I RE sk 20 pg CHOL RUJIF R 9%
B, TR LAY A6 A 4 IR EE 2R 38 3% CRUIF R
Pt e LE A 12 hNTESTHBIGHI BT J 92
HiJ5, Al HBsAg PR AL B FL D)

*FHBsAgBHM:RESE T A LA S ngsli10 pgf
11810 pg CHOL U R 2% i e s Az JLINH IR
BERC AU Ry WL AT AR, FIEAS pg
B10 ng WA R 10 ug CHOLRIF R 5 X Bk
N EEERN20 ugli% B 20 ng CHOZL AT Ry 1,
X DHREAC N B IC R 3, 3 N v A B
H(AN60 pg)FEFR s K 35T R TC b 2 3 v]
Fh3%:, FHFHE20KAZER3E ORI RIEH F1~24 A
i iE Fppi-HBs, a8, AR 1460 pg
WAMERCTITFRYE .

BERh CHURE R W 5 A DU B A R R
— MR A L1 24E, R, — B ABEA R
Friu—HBs W M e s Gk . A0 fo NBE Al k4T
Pr—HBsWa |, 4nbi—HBs<<10 mIU/ml, "]%5F hnse %
PRI

(=) Uik

KIHES ™R S CRAEE RIVEFR), FF™ %
TR R B e e H R i AR ffE TP (standard precaution)
B, ARSS ATl B A ER % . &R, fEH0. ZEslFn
B S dy HAD B MR . RN LA, ARE
fof N3 0 200 ) Fnof B8 O . B AT IE R PR 2
H, HPEEEAHBsAgPHYER, MM ORI R
PSR 2 TEME O fd BER LA BH A 15 0
T, —E B AR eELBE CRUF R K H At ifn 7
PGB R . STHBsAgPHMERY 2247, ik 62
Jfm 2 o], G o Bt AL, CRUIE RS 20 S e
R b#id: L& T RIPLS .

(=) BHMEFEIFHBV By i

B IMEAHBV & G B MR A A e, "l 4%
HELL T 5 A0 HE

1. {248 . R Sr BT MIHBY DNA |

HBsAg. $1-HBs, HBeAg, Hi-HBc. ALTHI
AST, FHAE3N Ao~ AINE 2,

2. EhFBEsh RE . AnCAERuE ORI R P
., HEsnpi-HBs=10 IU/LE, Wl AN#EArHReakAb
B, anoReERh i ORI R YR, SR R
RPEW, HPL-HBs <10 TU/LEHi-HBsIKFAiF,
FLSERIESTHBIG 200~400 TU,  F [ EAS [RIH 4%
FRUEFCRINF RPE (20 pg), T14~ HF164~ H 555 5
FEFREE 2FN5 3 C AU R 9% 1 (4520 pg),

(14) % B A 2 4 2

TEIZWT H 2SRt C R RIS, A )
bR TR DR, IR DO BB IR E
BAEATIMIEABsAg, Hi-HBcHipi-HBstMI, Jf
Xt Ho Y 5 e (I3 Fbr b ¥ PR 2 Fh BT
RPEW

CFUNT R B EFHE AT E W% et S R 3 2Lk
Tk +HHBV DNAJKF, i S5iMiEALT, ASTHH
LLFKCETC I . X ORI R B E Fn 2 bl U W
Afam CBEIIBED .

Xt MEHBVHE 4 e HBs A g iy 4 (W A $i7
“IapRiZWr” ), BRASRETRMA ML . HEEH B M
HE K SO E RO 8 TR A, wT R TAEfI4:
2, AR E BT R AR U

fi. KRz HT

BEAE A C BRI R 99 s ScHBs A g PH 48 it 64
H, BLHBsAgHI(30)HBV DNA{SAFRPESE , w2
JyfEEHBVIER G, MAEHBVIRYERIIMLIE S . R
%L IR RO A I R AN B AR S5 R, WT
FHEPEHBV IG5 h) -

(—) PR R

1. HBeAgPH %ML RINF R . IiEHBsAg,
HBeAg[H1E. Hi—HBePAM:, HBV DNAFAME, ALTH:
e BT E, ST HS B AR IR,

2. HBeAgPAM &M RITF 2 MiEHBsAglH
P, HBeAghrZifAt:, Hi-HBePHMESIM:, HBV
DNAPHM:, ALTHrEEs & %, ST R
AR,

LA A A 1 2 T e G At s R 0 el B 4G A 25
R, BRBAME MO R AT — 2P0 AR
Hh RN R,

(=) R RITEAL

CFNF RIAFEEACAE 12 PE ORI ROK eI 253

HORER 2 SO RN AR b A B N
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1. REMFEL. —BEChild-Pugh AZf,
SAF . SR AR A A AR A R T RE
s i sl 1 ok v e (AR RE TC i B 2% 1 G ik
fhgk)IESE, AN EFANTRELisH, (REREHE
JEC T A sl R Rl 2 H L K e P o 5 7 &
i

2. KAWL . —fJE Child-Pugh B, C
B, BECLEREE WK M,
o . MK E IR

IR AT AR A2 AT e AR 0 58 1 720 A T 20 1
Eri i dl iReN

(=) #iHrE

1. 1&MEHBVERTE . £ AT i =2 Hmy
HBsAg. HBeAgfIHBV DNA[HM:E, 14FNELLRE
Pi3ik UL ¥ BoR MG ALTFAST/EIE F V5 H, 4
UL TTHE S,

2. dEE S EHBsA g 2 . MIEHBsAgH
P, HBeAgPAYE, Pr-HBePHPESPAM:, HBV DNA
T EACASMIBR, 14ENESRETI3k UL E, ALTH)
FEIEH T, AR BoR Knodell JT RiGZhg
B (HAD) <A ARE H A 12 B it 4y R GeH e A
2.

(14) BalE e AR

M iEHBsAgM:, H M)A HHBYV
DNAPHYE:, FEAEIECRAF RIIERRM, BRHBV
DNAPHMESN, #BFH Al A MiEPi-HBs, Hi-HBef
() Pi—HBCPH M, {H£920%[ B P: 12 1: 7 %
F M Fhr G A PR . S W T HERR I fth g 35 &
B9 R 25 AR

(—) Attt

1. MEEALTHIAST: MiHFALTFIASTKFE—H%
Al R ARG AR R, B

2. IMIENBLL S I IE IR LD ok 5 40
MIRZERERE A 2, L5 S5 NAIF S MR R AR BT 51
RCIIRLLFZ T . 3ol B i iE 2L 5 m 2
T E, BREF=1651EF 1E _EIR(ULN), wf
=10 x ULN; Hn] HIARLLE SALTHIAST 75 B EL
%,

3. MIEAEA: KA IR, Bl
R R . RS EETAMEAEZEA T
(8

4. Uk ifn g JISE R) (P T) Jz U6k 1M B I 06 2 B
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(PTA): PT e JFF R ok 1fi 8] 7 & B Zh R Y 4R
br, PTARPTMEENH FHZ R, XM
PR ABRKAMIE, LN PTARE TR 240%
VLT A =B EE LW 2 —, <20%&1ER
TR, 7°A KA EBEFREELENR) SRR R
Tifgbr#, INRF;E SPTA R B A

5. NEBRERES . Al CBRFIE A RIhRE, X TR
s MR & R A 2 %M E.

6. HHEEA(AFP): AFPHE FHm EELF
HCC, {H T4 7R ok & 40 i 35 38 Ja 1 i 40 i
A, WOV TEEAFPTRE G E . ST ERES
ALT, ASTHIHK R &R, A BEMIRKEI M
RS P BAR S (R A A A R AT e B o hT o

(=) HBVILiEZA M

HBV I {E %t E @G HBsAg, $i-HBs,
HBeAg., $ii-HBe, Hi—-HBcfiHii—-HBc-1gM,
HBsAgPH PR RHBVIE Gy s Hii-HBs ARy ML,
HAMRRIEBYVA % ), W ORI RER K
MO RYE W s HBsAghe [ Hpi—-HBs¥[H,
FRAHBsAgI & % 4 ; HBeAght ] HHi-HBek%k
PH, FRoWHBeAgIflih % #5#; Pi—HBc-IgMPHP:E
SAHBVEH, % WF ORI Ratkly, HF L
FEECHRFREMEME; Pi-HBcEPIk T ER
Pi-HBc-1gG, HEREYTHBY, Titk#HL & ol
b, ik 2 A,

3T 4 JCHBV 5HD VA s 8 & % gs, Al il
£HDAg. Hi—HDV. Hi—HDV IgMFIHDV RNA

(=) HBV DNA, J&[RARF1AS A0

1. HBV DNAE G ] Wi 2 & il 7k
F, EEMATEMEHBVIERYAIZNT . {87 E MIER
PR B DU BETT 2T, HBV DNA A IIE AT LA
TU/mlge#% Dl/mlRoR, ARAER I AR, 1 TUAH
L5~ o685 1,

2. HBVH: R 5 RUFOMH 2528 A8 MEAS I . 5 HAY
TiiEA s (DA S [ PCR: s (2) BRI F
B B 2 B HTTERFLP) s () ZMEARER I Ia] 228
5:(INNO-LiPA); (4)4E IR Fp 710 2 7,55

. HRFiLh

RIGHFAE . AR, MESE AT A B4R . CTH
MRIZ A, AR AN T2 H & Wit
ARG RIERE ., THA T, K35
PP RN B T, S HR R A FNIZ T HCC,

JFF I 5314 72 (hepatic elastography )& —FhJC 6
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itk t, HORDERIEEME, THEEML, GE
Bl o B b 15 1] HE 5 88 JFE 21 4 (0 FD 3 8 2 4 L s
L RE AL A B T R AR RE . Al R
K/ANEFRFERZN, HEEZ IR RIESR
HE S AR RR A2, HLAS B e X 20 AE 4T Ee) A 34
JFEF 4t

VAN E S

T2 LGRS A PR 02 M SR R BT
e A RS . HERR A TR . I Y9 A W
1BIT R

18 C YT AR A 93 B A2 R A I I TE 48 X
TR B RAE, 1= 20 40 3 22 0 ik L 4n e,
DR MR BN, RIEMIRREE Sl
ICE XY K, HaTa R A 5 A I R (interface
hepatitis), XHFREEJBFESRFE(piecemeal necrosis), 7R
A LN N T AR A SRBE, B AR AR AN
WRIEIRSESE , BEARAS NEm HE T %, I RIESR
SE AT S B N R SR BEDTAR, TR 4k iRl B . g
A — o, w5/ EE R ZEEL. (BN
Lt R AT REAL

184 CTUNT R B SRS W N A LR A R R
¥ IS RIERIEH 0 B (G1~4) S 7 AL 2 BE Y
Sy H(S1~4)*,

Ju. RITHY B BAR

BV ORI RIGIT RS B SoRIREEHY
KHHHIHBY ,  ydd2 20 M R e TR 5E K IF £F 41k
SEZE IR R AR IFREfL . HCC R H I & E
M A, T 3 A 19 T A A K A7 T I

B ORI RIGTT EE AR S, RE A
WL PiRFPUEL. PrErgE LR ERYTT, Hh L
JRIERIT AR, REREMNIE, H&HRE, Wt
R AT LRI DUR RTT

+. PURBEETT I —BOE B E™

— & B RAE . (1)HBeAg[H %, HBV
DNA =10 # Jl/ml(#124F20 000 IU/ml); HBeAg
P2, HBV DNA=10"  Jl/ml(4#H24F2000 TU/
ml); (2)ALT=2 x ULN; #4nfIFN{&YT, ALT);
<10 x ULN, [MmiFEHLZERN <2 x ULN; (3)ALT
<2xULN, {HfF4 2428 /RKnodell HAI=4, R
JERIE=G2, sisf4eft =82,

XPFEEEHBY DNAPHYE: . ik A F] EikiGIT =
e, WAL B2 —&, IRNFEES THUREE
I

(1) *ALTKTFULNHAERE >40% 38, 7%
JEPURERIT (DD,

(2) XTALTHEEEIEFHAR K E (>40%),
PLEYIREYE , EAF AT G AL A A R4 R
22 skKnodell HAI=4, s RIEMIE=G2, skef4
=82, MRS THURBIRIT().,

(3) BhAMEL KB A B it Ji i k38 (Can g e
WX, BIATIFALERA, LEMNS THNE
BITUID,

FEFFAEVRTT BT HERR R 254 . TR s fth BRI 32
PR ALT &, At b HERR I FH B 254 Js ALT 8
BHMEIEH AR — SR Tk (5 T R A s Al FR DG R 2
Wit Ziws, HAST/KFw &/ TALT, it
ALRFASTREE A £ E 4R,

. THZFE o IFN o NRIT

K E L EIFN o (22, 2bFIIb)FIR L —
BETHLEE o (2aF2b)[Peg IFN o (2aFA2b)] TR T8
PECRINFR .

LRGP TR R, IENTRYT 8 T R
B, HBeAglfilifi#iea, HBsAgiH%k3, fHiEft
KR, HCCE A RIMTREIFNIGTT Y, H*
HBeAgPAPEBEEMIGIRIRIE S R KW, Ed@IFN o J7
P2 D VEA RESRIHIEAF T 2T ).

E Br £ A0 Bl AL BRI PRI 06 45 R B
HBeAglH MR B MECRIF R BE, B _ETILEH
o —2a(Peg IFN o —2a)i&¥T (87% ALY N )48, {5
25l 1524 e I HBe A g i {5 24 5 4 32 4 32%5Y {525
B 1548 JE I HBeAglfil i 2/ # 3 7] 15 43% 2, [ 4h
W ss R Bon, % THBeAgPH MR 12 CHANTF R
B, M HPeg IFN o —2bh W Bt #7 {LIFWHBV
DNAH[# . HBeAgIfil {5 ZFIHBs A i &
$[54-56] s

XTHBeAg[H M2 P C AT 2% B35 (60% A M
N), HPeg IFN o —2aj8T748JH, {525 /ahE 1524t
HBV DNA <2 x 10%% I1/ml(£)4H24F2000 1U/ml){y
BF 3%, =2 FRRE 48 JEIN 442%; HBsAgH
R BACAZ DBV 24 JEIE 433% , 15 2506 T 22 347 I 3
fnzE8%" ™,

(—) IFENBUIHEETT O T s 35

AT AR 2w BB AT 3. (1)ik
JTRTALT/KER s (2)HBV DNA <2 x 10°* #1/
ml[<4x 10" IU/ml]; )&t (4)IRER: (O)IEREE
B8 OFHRARIERILEE, FHAMRER: (7)



VI

IHEIT BN L s (8)ICHCV . HDVE A 2 f s ik
PR HIV) &y s (OHBVAEHATY ;. (10){57T
12524 I, IfiEHBY DNAAfess 1> M,
HrF{RITRTALT, HBV DNAJKFFIHBVIE R R, &
TR 2R B B R 2,

AWFREERFZWY, {EPeg IFN o -2a JRJ7 it 2
W, EEASMIHBsAg/K T sk HBeAg/Kk X HATT b &
AT,

(=) TFNYRYT i W mFnfE T

RITRT AR A . (DA fbahs, H4EALT,
AST, JHLLZE . AEAKEDRE: () MmEM. &
WL MRE K AR BRI AR s Q)R EARE, B
HBsAg. HBeAg., $i—-HBefIHBV DNAYAE LR A
ks (DX TFHAECLESBEE, AR ERS AR
M s S)HERR B & e 5w (6) Ik NGB
PR A A HE BRI

IR RER S . (DIMFHL: FFARYRTT /Y
EIANH, MEI2EEM R, U A%
Mk, HEIRITER: QAEWibEdatr: BAEALT
FIASTEE, {RIT 4R e B ALK, &3k,
VLS5 Bl 9 13 e 38 w433 AR Lk s ()9 3 hn
E BT R34 HAA M 17k HBsAg, HBeAg,
Pi-HBefIHBV DNA; (4)HAth: 434 A4Sk
RBREDRE ., MR F LS FaAR s ARTT AL CAF
EHRIRBhRE S s LB MR IR &, o F 4544%
il AR R BhRE S Sk R, SRJE TR P ARIFNTRYT
[RIF AR A AS A R B D REFNIMBE K s (S) R
HAPEA RS fieR A BB B AERERI A A R Wi
B, WArBMEZ R,

(=) IFNAYAS BLR B B b F

1. FIBHEEMERE: RIHRHR, ik, L.
WLAERIR N Z %%, AIEMERTESIFN o , sefEiEst
NP R R AR AR 25

2. —xk MRS E M AR F BRI S E
I A AR ek gn i) Frufi s /b . dndedkr 2 i
30 0.75 x 10°/LAI(E) /i <50 x 10°/L,
MFEARIFN o Fil& s 128 E A, k&, WHERE
Ha s R, Anvh Pk e g 4 T4 <<0.5 < 10°/LFn
(B /M <30 x 10°/L, M2y, bk 2n i
B BAACE, mT s AR 40 e 2 7% o3 R - sleobor 40 i
W2 e S 2 B R VR T LD

3. KM . RIERBULINAER, =M. HmEEE
FEAREARBREIR o IR E R, b S FHIEN
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o, VERERHER BRI 228,

4. BYREMER. —SEETHIA S
T, R4y BB HH B R IR R 9 (R R Bh RE vk
soTHh), BERE. M MRRD . BUERE. ABE. 2k
RIB I RN A G ML BOIRE LR A AE S, ML AH
KREEM&EHEZER, mEEMED,

5. Hpl D WA RO . ALEE B 2 (TR R
PES R BRLE AR At B i) . DI IR
FEGOERESRH . BRI DR ALONLIREE) . AR
S WD BERNR R RS, R IRIFNVRYT

(MY) IFENY&RIT BIZE R

IFNVBIT IOt 2R b A . AT0R . R o o
(/™ EHNARIE) . ARESS HIAIRRR . AT I FN ul
WREE . ARSI B & R Emm ., KRBT
WEfE, BRI OENR

IFNYEIT AR 2R b 4E . BRI IR, R
WRES . BB . REAEFARE S, A il b R
Yo, I, R R EERL AR 8 < 1.0 x 10°/LAN
(BRI /MR T4 <50 x 10°/L, BHLT2E > 51 pmol/
LR LA AT 324 358,

+. B K AWIETT

(—) BH@ER)KLY

Hair 2L IR R I HTHBVE (1R 2 254 A 5
Fl, FREE b iaFh,

1. fikKE(lamivudine): [E N IMEEHLAT G
RIRIEEERFEW, 4 H 1k 0100 mghi K k& w]
W1 AMHIHBY DNAJK-; HBeAgIfilig FiEn b ih
FrEFIER fde R, (AT L. 2. 3. 4FNSHER B4
16%. 17%. 23%. 28%F135%™; J&IT BT ALT/KF4%
wi#, HHBeAgf i # i H i, BN E
I RIR e 25 R 2B, 180 O R LI B £F 4 (b
FIR A2 IR 10 B K R TR 34F T AE LR TR
PR . A ZhAE e A B2 e HCCH S e 170
AT RE 1L B3 L bk R iR IT e thRENGE T )
fe, RAGFEDT, BEIMFRER TR, BikR
ETRIT LR CRIF RIIT RS AL, %4
PER AR e s AR 2 A B s AR (L e PR T 2%
A

FiAKREA R PR ARG, a2l Ze it
fil, BEIRITHHRIGEL , st 2528 48 1k A e e (G
1. 2. 3. 450 H1H14%, 38%. 49%F166%) 0

2. Pl fEsE S5 hE (adefovir dipivoxil): & N ZMREL
W ImRIREE S5 R RV, HBeAgPH S CRINT R
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BB 1R PRl 4 5 T B S HIHBY DNAK 7™
TEHEALTE % . S P RAESRFEANEF (L™, %t
HBeAgPH B EIGTTL. 2. 34K, HBV DNA <1000
HEUL/mIE 45 B 428%. 45%. 56%, HBeAglfliE 4
25y B4 12%, 29%. 43%, [t 25345 340% .
1.6%., 3.1%"™, %tHBeAgPAME B # &I S4, HBV
DNA < 10008 J1/ml3 467%. ALTE #3 469%; &
FTAEFNSAERE, A I RIAESR SN 4 (AR B ol
53 B A83%FNT3% s JRTT SAFIF A 1Y SRR 2 18 R 5
AR Y B 29% ST 25 Kk A 3R A20%, I PR
R %, e B LT A3%

P AR R AR RE, SRk R e 251
18Pk CRINF RAEAZLANHIHBY DNA | {2 FALTR
FLIBE A FH 2528 % ] 4 5 MR AT 24 S 2B SR A,
LA R Bor, Xk A Rk R e 2509 2 ]
AT L B3, BeA PR B EEIT A
&:&[87-90]0

3. BB -RHi(entecavir): —IBEYLBE X Bl
PRI EE R KW, 3T HBeAgHM: M AT R B
#, BERTRIT48FEFHBY DNA T 230045 U1
/mILL & A67%, ALTHE ¥#H A68%., ANFHL ¥
MEH NT2%, BT 2Rk RERITE: HM
YA HBeAgIfi i i A {EL(21%F118%) Y, *+F
HBeAgfAH: £, BERF1RIT48EFHBYV DNA
T FEZEPCRAGMIAKFELL T EH A90%, ALTH 3k
78%. NFLHL ks R A T0%,

KWIBE DG oE 85 R R W, MR BR S E
¥, MREHARYT AT R E AVHBY DNAHIRRY,
HA IG5 B, 0.0l mg, 0.1 mgsk0.5 mg&
BHRHIBIT24F G167 45, 4kEIRH0.5 mg,
TRIT BI34ERT, Hook B A A3.3%, Hi—
FFAATR AR FHO.5 mg 3 (1348 BRI 253 A 1.7%Y,
WFFREE R R, PR K EIRTT R B B
T35 H 1.0 mggRREHIHIHBY DNA | gz Wit
fabr, ITRURPNAEE AL, HIREPRn kAR
WA TR E A RIS 55 5 0 R s A
AP,

4. FKH R (telbivudine): — 5 A HA24E 4Bk
ZHOIRRIREESE R KW, HBeAglHM:EHTRITS2
JEE, BEL R E4IHBY DNA T P& PCREEAS MK
LA 460.0%, ALTEEZEAT1.2%, [itéhk =R
435.0%, FFEHAERNEFA64.7%, HRTHikRE
1RIT4L, B HBeAgIfl i %54 %:(22.5%) 5 &4

VI

fEl; HBeAgBH M B EVRITS2 K, HHBV DNAH]
R ALTHE ¥R R kAR IR Thek ke ™™,
IRTT 240, HOE AT (BrHBe Agiid B ML - 446
RYNVFAMT S % R Thk REh™ ., FRERIZL F
OIRRIRIE S R ZR, HPUREE MR 25 & A=
TRk I, ERINERIF IS iR, MLk
HBV DNA <10°#% ll/mlJz ALT =2 x ULNf;HBeAg[H
M, sHBV DNA<<10"#% Dl/ml fiJHBeAg[H M &
H, BRI FREIRTT24)H I ik FIHBV DNA <<3004%
DUml, J8IT S 1A T 2 A A ST AT AP T8RN IR A T
%7/{53%[101,102]0

LR E DGR AN R o R AR SRR R E A
fEL, AHIARYTS2JEFN104 JE Rt % A3 ~ A LR B T v
HorMIAT.S% F12.9%, & THik K EARI3.1%F
4.1%5%1

5. EEWHE TR (tenofovir disoproxil fumarate); %%
AR ER S P EEAE B ERLE AL, RS SRR,
IRIT FIE A48 H 300 mg, AZG7ETRIE A w i L
e

AE— T Rl AL W E 6 B RIS, B
B s BT fE AR B ERVR YT 48 JEI, HBeAg[HM:EFHBV
DNA <4004 I1/ml& 4> Bk 76 % F113% , ALTE %
5y BIoh68%FN54% ; HBeAgPH M1 C R R B
FIGIT 48 JEN, HBV DNA <4004 Jl/mlz% 4 Bl
93%F163% ; 1ZMFIEEL R B on HANGHIHBV 17 FH i
TRIEWEBE, A& KBS ST ERA AV 25
AR R I R AR T BRIRTT 34E I, T2%I1)
HBeAgPH M 5 F187%H) HBeAgPAPE B34 Il iEHBV
DNA <400%% DU/ml, 7R % B 2578 H1,

(R 254iaTT BIAHE (]8T

1. JRIT RIAH SR bR A ZRAG I . (DA b #ds
br: FZAHALT, AST, HLAFEMAEAS: Q)
%:iﬁ?::bu FEAHHBV DNA%DHBeAg\ Pi—HBe;
GARIERTE TFE, A AL, 1 U FrULAR B
B%E . ANSRMERRUE, TRIT R E BT AT I RS A

2. {BIT AR AR SRR bR E N . (DA fE
EARbR: IRIT IR EEA H Lk, EL:31k, LLERE
THECE RT3 H LR Q) EEhrdE: FEE
fiHBV DNAFfIHBeAg, $i-HBe, —iGyTH 46/
1~34 ANk, LRSS ~64 AR 3R
PRI T 2, BRI H B . ofn i WUEF R LR 8L
Bl AR

3. MY IRALIRTT . AR RER N,



VIiI

BRAL LR 0, TRYT Il RE A B 1 DL AT T
AT RO 25 % A= 2, B SMIEAR T R
()2 25 MieyT 1tk CAUAT RV R L i ™, o
PRIGTT RN TR A S, TR EARIEHBY
DNAYEM R 45 TIRALIRIT . HRE, &4
g5 W DI T s AT B T REA T AN TR, i HL,
T REART &, RAFGST RUg T ik E A
R, i T A PR SR G IE

4. BYIREEERT R . S
I, T, REA R YA IT1E 255 G
U, WREH O T MREE RS2 T RE S B A,
G (N i

S. W FERARKRBEITB AR B
(BR) 2 25 K W 22 2 PRI 52 M R AT, (ELAE I PR B
Mg W, WP EARRBRAE, mE )
REAZ. LR, MZOLEE. FLIRIR b5, Bl
ARIE . FBHRIT AT AR RIRE R L, LA A
Ko AT B IUAT LR b sl LR 1 = Al
MR T, ARG R R B an 4 B G 0L 8 2% . W
AV, ILE DRSS, MEDWgE, —H
WS A IRIAE . LR . BESCILIE i S FLER R b 35
S, RN IS S S b 5, g T R A
BEBIT T

= RIERTIET

VAR A LR T8 P C T RV E
LB, 0 H AT G Z T A ) YT R R e
GEIT . HOMRAK oo 1 nT HE SR AL AR AR Sk G2 7 )
fE, XTAHUNTREG U, (HAREM 32 8 252
IFNSUEH (R) K 25Mia T B, a5k, "TH
Mgk oo 1 1.6 mg, BEfE20, BTN, yrfE64H
(7 =3)""1 %, gk o TG & H A BTHBY 254957
R T KA A BN B M PRFE TSI

. g R G RlRTT

Hh e 2 IR TT 18 1 G T T RAE FR I B
{Z, *TScE i RAERFIT ShREFR b — ERCR
TH TR IR T 1 AT M O RAE AR BE LT B PR
ARSI UR TR o

T PURTERIT A R

(—) & PEHBVHEA & TG 2 PEHBs Agi ity
£

12 PEHB V& H M AT HURRERIT s H R
B3~6 HdtfrtEWfb . Jmess. AFPRIRAR AR
A&, BHFADUREIRITEMIE, T HIFN o SUEH
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(B 5WiRIT (11 -2), JHERE >40%, FeRlR B
P AHCCK KRR #%, BIMEALTIE# S8,
o, 55 Z R AT 2 2 AR A T O B DU R
I

JETE B EHBs A g5 & — A TR DR RRETT
B B0 Hdb AT — kA= fbs2. HBV DNA | AFP
TSR S BARAS A

(Z) HBeAgPHE:ME AN R BE

1. ¥WIFN o : 3~5 MU, &FE3%kaifm A1
W, TR, —BITRAOA (D). A ME,
AR EIT RO AT R R ESRE KD, TR
8 FBE 0 L 2 M 52 17 00 24 R e Ry T RE s A
IBITOA HIB T %, ml i s IBE A b PR 5 25
Y,

2. Peg IFN o —2a: 180 ng, #fH1k, K TiE
S, STRELAE(T ). ELMARFIEFIT R nT AR 48 B 1
& T it 521 S R Bk A T R

3. Peg IFN o —2b: 1.0~1.5 pg/kglk i, &:H
1R, BCTEES, STRIE(T), BT #Er 4R
P BB T B R it 52 PR R SR A T R A

4. PikKaE. 100 mg, &HLKAMR, EikFH
HBV DNAfXFARMI FRR, ALTE % . HBeAg Il
g, HILEE DR S ED2RESE, Bk
FoN IR AL, HEITREDER2EE, A
FZRe=A(1), (RERITREAIRDE % .

5. PIfEfETFER: 10 mg, #HIKEMR, TR
w2 MRhER R E (1),

6. BEKRF: 0.5 mg, GHIKAMR, TR
ZIRhkRE .

7. BbbkRE: 600 mg, &HIKAMR, ST
SRR RE

(=) HBeAgAMEREMCRINT R EE

R BEE LR, ITRER(T). it
TFNR st 24 % Az BRAR A (FR) 2R 25 iRYT

1. ESBEIFN o . FrlEF0 2 RIHBeAgPH P8
ORI R BE, HITREEDIE(]),

2. Peg IFN o —2a: Fil &A1 Z:[FHBeAgHMES
PO REE, ITREDIEC), BA&FIEFT
P T AR BT 52 1 S N B A T U

3. hikRE. PEmSE. BE-RFHMELL
Ko FlE PR HBeAgHME M R R EH,
TR E K E5FHBV DNAJLFA& M T B
ALTIER 5, Z/AFILE R (S 203k E s,
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BRIEIREOA I RFEAL . HayTRE /il
4N, WD, TR R &R
w, ATLMERITERE,

(M9) REEHICHRT RIFREL B

IRITHRIED . ANBALT G T, HBeAgHM:
#HBV DNA>10*% l/ml, HBeAgiM:# HHBV
DNA=10'# Jl/ml; %fFHBV DNAR[AGMIFE{H R ik
B FiRokEE, anfRiE st R AV IESE . B
Hou R R ml e, fEsni RSO T, IRl Faadt
JREEATT o 1RIT H AR I ST B RE AR 1
HCCHI kA, BITRERKINAYT, Bdfik Atk
AR () 2 25 WiadT . HAS 25 hri i AN B
.

TFN PN A 5 80 B fig e A6 56 3 R R By mT
e, MtaoEE, milhFEBE, BRI
1, ARYE BE BT 52 1 0% B N2 TE a7
=(//)R

(F) FACZIAC R RIFREfL B

TR EBIT RS, QLGRS HHBY
DNA, NEALTSHASTE I dE, EiEmE R &
FIHER b, Rt TR (W) R 25 bUR =R T, LA
SCGE T B REHE 22 S D IT RS M T R . IRIFRZER
WIRYT, Beddt M 25 % A= 3R (BR) 2 25478
T, AREMEEZ, — B RAMZGAE 5, BB
FH At AL R REIRTT T 25728 S A2 (FR) 2 25y
(I1-2),

IENVRYT rl BT s, Bk, w2k Rz
Wi B E REE SR,

(73) B ER) 254t 25 WiBs Fniay T

1. 4 SERIRYT 1E BLUE « % T IE R OGE 9
ARG MELLERAS RS B A Y B E (AALTIE %
HBeAg[H MR % M52 ), el Y ix se 38 <30
B, NEIFRPURTRTT, CHRAE A
(FR)Z 58T .

2. R @) ALY wmiktEnir, JF
GIRTT IR R P B w5 1R SR R 25 & A= A 25
LY/

3. RTHATRIT: MEHHIVEEGL FEfe &
ER R R, HOL RSN 25 2, SRR
R FHTCAE Xl 2507 R () K 25 i AR TT

4. JRITHREDIEM, — BRI, R4
FRAZIRIT . EIAAMHEBY DNA, UL iR B &
M JG BB SR R, TR R ETRTT Y

IX

B, — BRI R A 25 5 HBYV DNAJF4A T st}
SN ] AR B ER AR YT, WSR2
R NGRS SR, * PR e . B
RERAMZ5E, TR A7 0 4R S BR R ATRIT .
Xt B fE AR B ERI 25, Wbk R, Bk
G, BEERBBAIRIT s WA b A I H At i 2
gy, IR B R T . R TR (R) 2 Kk At
2, IR A R SO IFN R AAYT . H 7 i
kbR FiPeg IFNICA B2, DR ol 3040 & pih
2 LA

5. RE#E gy 5iaIT . AR Feat R
Bor, PR ()3 254 & ATt 251 5 e ek A
H A @)K 508y, wl Tk H o 2 FhoE (BR) J it
M7 k. RIL, R REGR B2 BLIRTT .

+o5. FEERIE U RIALER

1. S5 H7EHEBIFN o siPeg IFN o {R¥T G
PLEWIEYECRITF R B, FHAEIRITIRIE, "LLE
FARAF (R K 5 BRI (1),

2. TR ER) S IEIRIT I IR & T,
Zds, BaIT £4064 ARTMIEHBY DNA T iiE
JE <2 log, ¥ Wl/ml, JokASiRYT T RAKEHETT (D).,

3. ML P g i dlsETT i B . H
DR fth e g i i 52 19T . SRy IR B,
PR ATHBsAg s #5 hPAM:, BI{#HBV DNAPHM:
FIALTIE R, R AETRYT R LA T4 IR A Bk R u
H A (R) K244,

XTHBsAgPHM:, Pi-HBcfHEEE, fE4 TR
BRI G 75 s AN 25 R S e B T
Wk ELARi A S FE BRI I, B D) IHBY DNA
FNHBsAg, #7 HHELBREEII R R IbH-omrsia T

FEARST e e iy kb Je, PR S B
SRiE g Bt (I-1, I1-3): ()X FHLEHBV
DNA <2000 TU/mIfy 3, 1E 58K ATT 8% % % 4l
FNATT Ja, P 244k808TT 64 AU s (2)#2kHBV
DNAZKEE 5 (>2000 IUmDRY B, (#25hrfES %
P D REIE 7 12 M C R R BEAHFEI D . (3)%F Tl
BT RE<12/~ A, wLLEARCK I E (1 )8k
EbREUD ., (X TFHSTRERMES, Mtk
BRSPS ERUID . OB )2
ERETHRE R, £RREEL, VTS EE
M. (OIFNAG-BHEFMHIEH, P24k,

4. HBV, HCVA g BEWEYT . bk
B PR AR R L, SRR DE anfalig



JT, anHBEFHBV DNA =10 Dl/ml, fiHCV RNA
ANF, M SEETTHBVER YL, XFHBV DNA K& H
AIASMIEIHCV RNAZ, 58 FARMERI & Peg IFNFN
FIEFHIEIT3H, AHBV DNAJE R &8T5,
TR AP R 7 B B =5 s Pl AR B BRVATT .

5. HBVAIHIV & H B ge B WIVEIT . X4
A8 O RYUFE IR TT b ) B b Y SR
ST, X —ib Pk sif2 M ALTF i (1~2 < ULN) [ &
F, 2% ERGH SR A -3).,

X T AT DL L e s IRT T (HAART)FI
A E I THAARTH B34 (CD4 Tk E40 i >
500/uly, 3% H I HCHIVIE PR 2540k 17 HtHB VG
J7, filZnPeg IFN o P fEAEF5HE .

Xt Rl E AT BTHBVRIGTHIVIR T 1) H 3
PPk LR K I AR 5, S0 i fthis hnak
WA -3), T IEE#EZABHAARTIES,
#HAARTJ; & JohtHBV 254y, M]3k FPeg IFN
o B Pl AR B RS TATT (1T -3), M Thik k&l 25 5
F, BRI AE T ST R AR SRR (LD

MR EMAHAART G 20, BRIEEECLRIK
fHHBeAgIMi{f = EH . FFoe ik T 2 WS ILEGTT
], AR AETCA R 2 P At T PLHB VY A
2511 -3).,

6. LR RSEWIFES. BT Rk
CHIFR 2 B IREEZ G, FIATRZFHDUR S
7o ARGy ERESGTIE . A EIEMINE, NS
THURERIT D,

HBVERYL TS, wfhar:, wakk, %
I FE P, N ZHBY DNARGH, R f#
R @R 2 2atrbmasiay T D).

7. CHRFRGFHHCC: MEHRLERD
71, HCCHFUIBEARHHBY DNAKFZEFMA 5 E
REpSrfakNE 2", BYURERIT A BT
KHCCHEFZM A, ik, *HBV DNABAH:
AIAEZ AR IHCC B 35 B FAZ H (BR) 2 25 4 b
WRIT

8. MM ER . M THEZITRETFRD
HBVAHE B %, WHBV DNARSNE], Hif
T ARRT1~3/ H A4 AR PR R E , 4 H 100
mg; AR THBIG; AJ5 KB ARk R
EFN/N I EHBIG (5 184 H 800 IU, LLJ54%E800
TUZ 4 H 800 TU)(IT), FHARfEHL-HBs/K T %%
HBIG | &1 25 ] B (— e H - HBs B IR B v K T
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100~150 TU/L, A J5 48 N e 4F K F500 TU/L), {H
BART A R P el -1, ST RAERCK
KIEM 258, Wi FHH A AL e I REVRTT T 2578 S
R ()& 25, Bob, *HTIRE & XK
(AnFRE R AR HTHBY DNAFR: . HA8H 524 WHBV
KERZ), I%EEMRHBIG, RFMhikFkEm
Pl EEAR B BRIDE & TR (D).

0. WEURFHICHE LALER . B Lot 8 v A
JFREE, HEITENIE, AR AT R FHIFNGL
B2 258iRyT . I BLAEIRTT WA PR BUAT S5 4
e (] ),

15 1R BUA 35 25 1R TT 1ok B vh R AR A AR AR
H, AR R R SO A A R B 254 G L
FKESTFERT), EoBmREE, Bl &
HEBAGRIE BN T, 1897 A4kEE,

IR L CRIT R MEE, MRS R
TERE DG T OURERTT , (ETC 0 JXBG . AU F
#e, BEZEMERBEBWEILT, wTLMERRK
FiE . BRSO R BRI UID.

10. JLEHE . T 12500 (R =35 kg)
HIE M CHRIT R EIL, HEBIFN o J8IT HYIE B
UE. I7R R e Atk 5 B AR, FilE 2k 3~6 MU/
m’, FRFIEAMIEE10 MU/M® (1), E51E R R
et b, el R N R AT R AR R (1 )Ek
Bl f AR sl T

. iR, BUEILFRITIGTT

HBV Fit S T IE 2R 9E 8 5 B I £F 4t {6 4 95 0
$ea it DI S A8 bl 2 T & N7 I/ QT
Fil. % AS 1o R0 B R IR 35 DA T SOR R S, AN [
REMPLR . PLEML ., Ry 40 f 40 &5 55
TER, PR B FH AT e 3 A= it 22 Hbs (U -2,
7-3),

PLRIRITEIT A& RIT I —& %5, HA
REB AR BURBATT . X T ALTH Bt i 3 i 4 41
R RIEASCE , EDURTRTT YRR |- vl & Y
PR RIT 258 . A G0 2 R R ORI 25
Yy, UG in o JFF I S48 R B 245 4 Tl A G4 PR 5 1k
AR IR

RWANE Ay i AETid

AWFIEFEM, ZIFN o Sl (1R) 2K 25 Whids
FIRIT IR, M LU B 7 r] WAT (b 2 R AL
ARE, Bk, PURSIRIT &P g LiGyT ik
i,
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% A DU £F 2 1k vp 25 75 0 46 5296 Al PR BF 22
BRI, RSB T RREA . Bl
L. REIRERE, FEMFAHAEALSR, UL
HE— I T2,

+Iu. BEHEBED

BITEES R G, PBATIRIT NS, B24)E14E
NZ DA ARSIMITIKALT, AST, M{&EHE
SE) . HBVIM{E¥FrEFHBY DNA, LL543~64
ARk, EAOBT124 A, BT A s 2
b, RrARsERE S RIS o

ST EEALTIE & HHBV DNARAM:E, @iLE
/bag6/~ HillfTHBV DNA | ALT, AFPFIHE S B 544
., WTFALTIE#{HHBV DNAPAM: %, Bi4E34
H#M17cHBYV DNAFIALT, 456/ Hilt{7 AFPAIS
FERARARAT s T R T AL AR AT

PRI R . L L, FrBIEHCC
EfEEE(>40%, Bk, wIE, FORELsa8Oes
AFPYEE L), BAgE3~6/ A A M AFPRIAE S 75 5.
G (L ZERHECTEMRI), IR A BHCC, X}
Tl BB B AR 1 ~24F AT 1 Bedh A sl TH i X il
52, DAESAE To & RS th ok B H ik Je A i

MR AIERHEES RATIKERIERE SR

UEPRAER E X

1 BERLX Bl PRI

-1 Aot HEAE A ERE LI R IR

-2 BB 52 s (5150 RIS

-3 Z [RGB R 5 o i 85 R W A A X
M

1 2B AR AL BA IR PR T A I

M2 Hifmasiarr MEEX 2R (RIEME N f@E"

1. BV Z (virological response): F5IME
HBV DNAS AN E] (PCREE) SR A8 T PR (5E 4
e b &, complete virological response), %
2 FWE=2 log,, 1U/MIERA FR34: %, partial
virologic response),

2. IfiF2E & (serological response): 3FIME
HBeAgh: [ s HBe AglfiLif 7 44, siHBsAghE AL
HBsAgIfiL i F 46,

3. Wb & (biochemical response): fifiLiE
ALTHIASTHRE IEH .

4. =R (histological response): FEATHEZH.
A RAERFC LT AR FE B R B — e (E .

Xl

5. JR R VERTT g (primary treatment failure): 1F
RN RTINSO T, @R A2 764 HiN
HBV DNA %/ T2 log, IU/ml,

6. JEBE 23 (virological breakthrough): 7ER
B IEIT BT, HBV DNAZKELLIATT o B IS 4
T log,ff, Bi—BERERBATE XL ARRME, ATA S
ALTTE,

7. =it sf 2k (biochemical breakthrough): i %k 4=
ERBFRME, REOWALTHEOASTE )5, £
FREBARIT RN O T T, AR HERR B A A
H 5 EEALTFIASTT & .

8. #:$F % (maintained response): fEPLikss:
{RIT B HBYV DNAAS A 2] (PCR) S Ik FA M
M, SCALTIER,

9. YRIT &5 kI v & (end-of-treatment response):
IRITES R I R R . TG, i g4

10. #2E % (sustained response): {&ITER)G
B TH6 A8 124~ HUL b, IR A, TR K.

11. Bk (relapse): V&Y &5 I B 7 ML
%, A& )sHBV DNAE i @ sifHi%, fEAALT
FIASTH i, AHRHEER A R 25 5 2RV ALTAIAST
VAR

12. ffi$ £ (drug resistance) fEHUNRGT T Id A,
A5 B FOHB ViR 25 48 5 1 26 DRI 28 28, Bk A 46 (R Y
fii £5j(genotypic resistance), RAMELE BRPUR L
WA M AR T 5 A TR TR 25 AH 5, B A 3R B i 25
(phenotypic resistance), &}%F— Pk 254y HEL
AT 25 28 A48 %t 575 A —Fi sl JL AR DU B2 25 4 o H Bt
25, B2 Xt 25 (cross resistance),



Xl

M3 1@ BRI RERE (B
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[HBeAg(+), HBV DNA > 20 000 1U/ml | |HBeAg(-), HBV DNA >2000 [U/ml| | {1 | S fR Lt
v v
HBeAg(—), HBV DNA > 200 IU/ml EEioalE|
FHE Lok 0 WLEE, AIALTI4es, SOFAISUR |0 (AR) 4254 A o
¥ (BR) 2259 SERIE> G2, AYAL>S2 | [FHE [mwer () %25 |

#: ULN: EHE ER
Bl 18R RIGTIRIZE

(5% 3CHk]
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