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PR &A= FE TRV e — BRI, NEAE 843 1 A A ) B AR I R IE PR A B % B
F BT M AR B ARE B AL EIR e R 2256 A0 ] B A ) BT
TR, T ARSI T R WATE AR YR E NN St A O, Ak St A
F6 P FEATAS I B RN 58 3

— 2

LI585 (HBV) J& g I DNA %55 5 #} (hepadnaviridae ) , FER 2 K 2 3. 2
kb, /> WAEFR IR DNA, HBV (R3EHT S48 ,{H 65°C 10 h E i 10 min 55K
7R KE HBV,, MR ke R Tl o A S ER AR X HBV A 3 4 1) 2K
TR .

HBV 12 AN , 3020 AU FRk HBV DNA 76 40 k% 4 DL 17 5% DNA i
M S K TE A LIS R IE 2% H ) 2L B DX, TE B3 P & 2RIk DNA (eceDNA) ;8K 5 DA
cccDNA it , 5 s iU LR A [A]HS BE ) mRNA | 23 5I4E A EG 3L R 2 RNA Fl g g
HBV f& R, cccDNA 275 (38) BB, ARME MR NI IR

HBV E R IA A ~T9 PIERB feFRE L C BRI B B, HBV B
BIFIPGR R A TR o JRIFRUERA L. 5 C IERNRYEGL S A EE , B 3 [F Y &%
B E P HBeAg 3G 2R3, /bt e A i 28 JHRe A6 0 i 1A -4 i
7 s 3F H HBeAg FHIE R E XTI E o YT R T C FEH R A N R
B ET D SR

L RATIR

HBV Jie 2t B34 7, (H AN A X HBV B A Tom 2 AR K. Pattt
R HGRE , 23R 20 /2 AR S HBY, Hidh 3.5 {2 Ak 181 HBV J&ij
i&%%%ﬁumﬁARFMW,%%ﬁ%ﬁ@ﬁﬁ@%ﬂﬁﬁﬁﬁ%%%
(HCC) 13, 14 .
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RN 7. 18% , 5 % LI R IL#ERY HBsAg (U 0.96% ' IR eess, & E A
e PE HBV B2 9300 15 A, Hirbig ok 2 R BT 48 s 24 2000 J 45 7"

HBV & M Y5 A% 3% P90 , 54 (G0 R 2 4 v S 45 ) BRI 1 % o £
F&Y L TR L 7 S AR 1) HBsAg G A , 28 i sl 1L 95 5 R 1 HBV
YL LI R s ZR T AT I B TR R AL 06 32 R o T P AR 2 A T B 0 R T B
W AR ANESTF B E AT N2 A S eV S 2 A 458 oAb s 2 80 4L
HIRFL PE 45 A5 TAE R B3 AN 52 L PR 300 200 ) R A I At nl A 4% (1T ) o B3R
G495 R AR A (7)) W, 22 S AE A W N4 ok HBY B 3 552 1) 1 9 R AR Vi 1%
(1) b5 IS ST BRE RN, B SR T R ™, 5
HBV PR & A e B4 B M fih 4 2 A 2 PR R 2, HURE HBV 1A
MesEs (1),

HBV N2 05 T8 FH A TE AL 8GR H W27 > DAE s A 7% B2 fh, anfe]— I
NEINE (BFFILATFEYLEA S BT S FE—ma F—8THE
1 P U0 T 258 G 1 9 2 8 0 4 i, — RS 23 B 4k HBV AT 0 2 FIS2 B B 58 8
KA HBV REZWL I B (I R 48 ) (44,

= HRH

SR I (A SRS NS PR AL Y R R R R 25 TR BIAE (7)) 01 RI B2 40y LI S5 )
Yt HBV #4354 90% F125% ~30% ¥ % J& et jmeyy , i 5 % UG gy
A 5% ~10% % @A PR g™ ( 1), %40)LI HBV J&YLAY H 4% o — k]
N Ak ok 4 A1, B Re i a2 B0 | O e 3 bR B8R L AR T sh sl ik (IR ) &0 A AR
WY S RE T 2 AR S 2 I HBsAg 11 HBeAg 44, HBV DNA # &
B CHEH > 10° TU/mL, H2Y T 107 3% 01 /ml) |, {H I35 5 28 192 28 i s B i ( ALT)
I TE P42 T W] B S I AT e B4R e B84 BB RS IR AL
Toal A A 2218 I 2F AL i ik e e 2 iE bR B b L 7E HBV DNA JH & >
2000 1U/ml(A124F 10" $£ 01 /ml) , A ALT Frezal|a] BTk e , 20 22 vp i sl ™
T RAEINAE T LF 4k m] P g 2 , 43 Al & R TR AL R0 T 5838 . AETE 3h
oAl (AB) &2l 2 ¥ HBeAg B \Hi-HBe fHH:, HBV DNA $F£2{K T 2000
TU/ml (AH2Y4F 10* $2 01 /ml) BRI 1 (PCR #:) (ALT JKF1E %, IF4L 41T
IR B % B ST 3 00 HBV JSL 3115 S e 2t 10 45 R, R4 0 s 3 A=
JHAEAL AN HCC R XU R R /b  7E— 2L r2: HBV DNA F4 BB 84, B &
HBsAg 152564050 1% ~3% /4E, G S 320 Ak T-E 3 3h 9 10 5 35 7T B
BT R EEOR I 56 KA, 28K B HBeAg BATE Hi-HBe BH: ([ #5432
B - C X 5 (8) C ZEEFAR L X 31T ( BCP) 48 R T 55k HBeAg ik /K P
TEAZER ] (B HBV DNA 1§ shP: 2 i (ALT $r£ink ) &2 555, i HBeAg
BAPEAG I 2 T 2177, 33 8 H 255 T 3k R g T 7 44k TP At Ak | 2 10 B2 T s Ak
HCC; A3 i vl B A & 7 HBsAg 145 (fE 8 A f31-HBs) A1 HBV DNA
WA BRI S 3], BRI T 005 6 B 0o /0 B34 300 B0 35 T [ 42 3] HBeAg BHPE (4 IR
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AR R TE e M RS a2 AP ) o

FARITA Y HBY HH Lt UL 4 N Fr A JLE Y HBV , {0 %%
(24 5% ) nl A &5 HBV 1 2806 B4 i e sz it 11, S8 5 2 A e e bR . (H
/DRI Y, HBY , 2 Jo e i 32 301, 1 B 4% aE A G B8 3 R 400, Al AT
[P RFR Al B &35 B HBV (25 90% ~95% ) ,/VAL( 2 5% ~10% ) < Ji&y HBeAg
FHPE S OB

H & HBeAg Il 2% e 4t 32 25 H BUAE R WS R I, AR R R0 2% ~
15% , HH 4R /INF 40 5 ALT FHs DA HBV JEH A IR B B3 A R A
& HBeAg M FEEH 5 MAE R A4 0.5% ~1.0% % H: HBsAg 151%™

2Pk HBV JE L5 B A Ab & A R SRR S 6 et sz I AR
PR A A 4E b 2E 8 T SR y8e 1 B 2 A AL i s A Bp ) TR AR ) SRR R 2R
FEFFLER R R B 2 IEAH G, HBV DNA S22 57 T HBeAg Fll ALT DISRREfE M 37
O AL K A P fE B R 2R . kAR TR AL ) 5 18 I 3R iR LG R & F HCV
HDV & HIV e a2 1),

A JH-RE AL ) B8 B s R A T I R P AR M s (HCC) o IR AL 8 3 H AR
REF N 3% ~6% 77", HBeAg FHPEFI/E HBV DNA > 2000 TU/ml (4124 T
10" # 01 /ml) EAFRE AL AT HCC AR BB N RS 25 REEABIIE BR , 4F
I B ALT KF 52 B R AL Fl HCC RA R £ % HeC Kk
WAEA S BRI R AT 5 8 HBV gk i s yHE D (113) .

1L i97]

(—) &P T T Bl

Fefh O 2B HBV B M B 30 s o ST e it 2 £ 208
BrA LS R OB IL, 15 2 DLE R AREFI S fE A RE (INEE S AR &%
b M N 53 FEAI LA AR N B3 A B AR R 3 4 4 32 i I Bl a0 8 ol oy
B RN T o KR SMEE (HBsAg B O K BE O 55 1 (R PR AN sl
ZAVEAHBRIER K N 5 %) o O B AT R T B i A HBV e
Pr&W), EEEMAR 5% 8, A RN 28, B 1982 23R L
3 1 3k R A LR i SERRUERH IR W TE R RN RS T A 2 Y .

LI TR HRh 3 & #& /0.1 .6 DN H R, RIEFhEE 1 £ )5 , 1A] b
LANH 6 AN H RSS2 K853 5o B LM 2R E I AE 5 24 h
INFERD B RGP ALET 2R Lo B RS AMI L N, L EE ANl B =
FANLEREB LA S350

AT 2 P28 T EL DT £ AL 35 1 BEL TR Ay 87. 8% ( 11-3) . %} HBsAg BHE:
BRI L, AR AR S 24 h W (IRIFFE 2B TS 12 h) F 0 O s sk &
H (HBIG) , 5|5 i =100 TU, [A] B 72 A [ R4 26 Fh 10 wg H12H Wb EY 20 pg Hr
G RIPEEA I (CHO) L, 78 1 A H F6 A H B 43 B3 Fh s 2 FsE 3 &
JIFSZE T, AT A0 2 4 1 BELBRT R A% g 1 T (-3) o AT e A5 12 h oG
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VESS 1 £F HBIG, 1 A G 4TS 2 41 HBIG, IE RN E R W B AL 3570 1 41 10 pg
T Y, 20 wg CHO ZHFHE v, [BIB% 1 A1 6 > H 20 3R 2 F156 3 4F 9%
W7 A JLAE AR 12 h YRS HBIG R Z S 105 , AT #5252 HBsAg FH4: B35
AL (D)

Xt HBsAg BAYEREEHHTAE LTI S pg 85 10 wg FERFE 10 wg CHO Z BT
G s XA LB AR 3 O e e ) L ZE R e T 4R, S 5 we 85 10 pg
ZHIEREEL 10 wg CHO 1 5 X N 135 7 20 g BERE B 20 pg CHO £ JH%
o XTI DIREAR T s IO 23, i3 e B A AR50 & (40 60 wg) AR ; % 3
S R O 2 AT TRl 3 B, O T4 2 RIEM 3 4 2RI 1 ~2 A
HS I I3 e -HBs , QT TS, T HER 1 £ 60 we 2R R: 2 P

FERD 298 B 5 AT B B 25 3 AR TP s R — i B b w] s 12 4R I,
— B NBEA T B AT H0-HBs W SN S . B e ARE R HEATH-HBs W
W, 404i-HBs < 10 mIU/ml, 7 25 F s g (1)

(=) VI Ek iz s

RIHES AT 5T (R AR S R B AT B ) |, I M A5 5 ot R 4 B rp B A o
B4 (standard precaution) J5 I o AR 4547 M BT O BE % B RG: ABIE0 | 20 00 i, B 45
SRR AR B . R A TR SRR S I A A A T
ERPESE , R ) HBsAg BV, B HR0 2 9 1 sCR FH 22 2 s itk
KA HER AR B BT BT, — 5 Bl 4 A LU 2T e oAt i P = A%
TSP . X HBsAg PR A 2 1, I 30 G 26 5 P 2 01, 34455 60 0 6 i), - TE TG 4
SR SRR A LR R TR PSS

(=) EHMRFE T HBV i

TEEAME A HBV B E 19 ML FVASHE 5, T He IR DAR 7 e Ab B

L. MLV 2K < 137 57 BRI HBV DNA  HBsAg 477-HBs . HBeAg $i-HBc ,ALT
1 AST, FAE3 F1 6 P~ HNE A,

2. FEhFIRE SN s 0 RN 2 IR, B E AIP-HBs =10 mIU/ml 3,
AR HEATRRRAL BE . IR IERN T 2 BFRER , BB R Z P L B4-HBs < 10
mIU/ml B 47-HBs AKEARTE, W7 B E ST HBIG 200 ~ 400 TU, H: ] i 75 A ] 3B 6
PERD L AFCERT (20 ), T 1 F06 G20 SRS 2 FI4E 3 41 T
(4520 pg) .

(DU) Xof 35 R 25 1445 1

TEIL I ) 22 PRS2 BT I, 7 5 5 16) 24 b 90 0 42 ) rp o 45, 7 2
WO R 1 28 5 B 3 A T 1L 3 HBsAg H-HBe Fifp-HBs Al , X HiH 11 &) Jl g
(% 3 Mip BB ) Hehh % o

O B AT 23 i A e e IR, SR T 1L H HBV DNA /K-,
T 5 M35 ALT AST s BT KT, b 700 4% 58 3 RIS % (4 B 7 A4S
(FERE) “ FIIBATT o




HAESIS A RSSO0 4E2 H 455 % %5 1 3 Chin J Exp Clin Infect Dis (Electronic Edition) ,February 2011, Vol 5, No. 1 - 83 -

XHig: HBV #5473 ¢ HBsAg #57 8 ( WASCTs /) “ IR IRIZ I ) , BRANEESR
R LR ZH 22 B S D\ [ R B SO W BRO L 3 CFR A1, ml B AR FI2E > {H N
EWIA T BEV

i AR

REFEA R8s 5k HBsAg FHE#E T 6 4~ H , BHBsAg 1 (%) HBV DNA
5 R B, vTi2 W g PE HBV JBge, R4 HBV BRYLE ML % e 5 BV
A2 K HL A I R RN BOAS 2 45 51, nlRs 2 M HBV JEge s h

(—) BRI R

1. HBeAg FHYEEPE C R4 : MG HBsAg HBeAg fH 1 . #i-HBe B, HBV
DNA FHM:, ALT $pgkal ;e & T 5, s A 2R A A 296 22 o

2. HBeAg BHVEMEME LB 4« I3 HBsAg FHAE, HBeAg H¢ 22 [k, $it-HBe
PHPESBAM:, HBV DNA FH:, ALT $R2k sk S & 5%, SO 412K & A I R W

MR 3 A W A 2 B LA R RNl Bk A 45 58, Ll P A8 2 B R ]
PE—2 oy R R

(=) CHIF % BFidi4L

IR 98 R AL A8 LRI & SR iRy 4 S, HLg B 2 SRR PR 21 44k
PEA BN TE B o

1. REBFREAL : — & Child-Pugh A 2%, AR AL B IR AR &R
JH-20 L R e B A5 BT R Dk vy R iE (D g Bh eE Lo S B B IS ER DK it 5K ) Ik
W, SN B2 A TR IS W, (H TG B B I H K i s e 28 S i 27K s e ik
G E I RIE

2. RAREZEIAE{L . — & Child-Pugh B .C 2%, B3 C A4 BE BIKERIK
Sl A 24 1 0 PR AR IR K S5 P E I RE

IS LA AR B R e A B A A 0 g T sh A sl e 1 1

(=) &

1. 124E HBV #5453 . 2 R Ab T i 32 1) HBsAg . HBeAg 1 HBV DNA [
P&, 1 AR EEZERETT 3 WL Y SR I ALT A1 AST 76 1E % 75 B, I 2H 41224
A TCH B 5w .

2. BT S HBsAg #7735 15 HBsAg A4 . HBeAg BHVE Ji-HBe BHEEY
FAME, HBV DNA X FHAARRE MR , 1 45 P22 s 3 LA b, ALT Y97 IE % Ju i .
JH41 22245 A S : Knodell I8 7 2l 48 £ (HAL) < 4 SHR 4 Hh i 2 8 5143
RGHAE IR BRI

(0U) BrEEPEE M ORI R

Mg HBsAg BHYE  (B3E A0 (5%) 4148+ HBV DNA FHH:, H-A 18 O RF
ROVGEIRFEIL ., Bk HBV DNA FHM:SN, 55 A ML HT-HBs . t-HBe 1 ( 8%) #it-
HBc [HP:, (B2 20% [ 18 1t 2 0 I 28 S8 3 A9 LT A AR s 2 o B . 120
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HEBR At B S AR 25 N 2R 5 R A -4 o

75 LI KA

(—) Yk =rid

1. IfiyE ALT A1 AST. fiis ALT 1 AST 7K S — o] J2 e T 20 Mo 3540 R 2, B
ok

2. IMIENHLLER Gl 3G AR K- 5 IR PR B A ¢  (B75 5 N A
AN IR R T 5 | AL A RH LT 2 T s 28 ) o 3ol S 3 s IR 4L 38 nl 2 kAT T
mLEREH = IFIEFMELR(ULN) /] = 10 x ULN; el B EHLE R 5 ALT
1 AST 7 B4

3. ML FAE A S A& e, 18 1 2 R 98 R AL RN T 3208 fR & T
A IMEHHEE TR

4. BEMLEG)EETE] (PT) K PTA: PT J2 fz W E &8 ML 5 7 7 B 2 /e 10 B2 2248
bR, PTA 2 PT I E(EAYH FH 2w g, xR Wi ok e e 1E A8 B R, 53]
N PTA HEATE 2 40% LUIF AP EZ 2 WiEZ —, < 20% F 8B
AR INE K HE PR LA (INR) SRR I fe 5, INR {H 55 PTA {H
TR AR

5. JEBR R . AT S B A R RE , X T A T A B A W R R R B

IXIE®
6. WG H (AFP) : AFP By F i 20T HCC (B Al $2 7 K 20 e IR
BEJG B A0 M P, O TR AFP TR AR B | AR AL B ALT (AST /97
KR, 25 G B MG PR3 BURUIT R 75 010 S AR A K A 25 R T 25 5 4y
i

( =) HBV I3 2k

HBV [fil {5 % b7 % £ #5 HBsAg. $ii-HBs , HBeAg  $ii-HBe , $ii-HBc #1#i-HBc-
IgM, HBsAg AR HBV J& s i-HBs Jyp {4 PEdi i, B /R 4F HBV 45
TPEST, T LRI 5 5 52 S Al O P PE Wi 4 s HBsAg % B HLBt-HBs 550, F- 0
HBsAg Ifil {5 2% %5 ¥ ; HBeAg %% B H 47-HBe %% [/, # iy HBeAg Il 1% 4 5% 4 ; $1-
HBc-IgM [HYE$E/R HBV i, 2 W F B2 2040, (HR ] WF18 4 2 B F R
SAMERAE  Bi-HBe 322 41-HBe-1gG, HERYL T HBV, Joit i 1 & 5 B iF Bk,
AR Z R A

AT f#EAJC HBY 5 HDV [a] By 5 5 & 8 g, Al Il ¢ HDAg $i-HDV (#7i-HDV
IgM 1 HDV RNA,

( = )HBV DNA J& A R F175 S 4

1. HBV DNA 5 AT A S wiops 7 52 K -, E 2 T2 4 HBV JRGL 2
Wt TRYT 3 N UE R R B TR T AR T . HBY DNA (6 I AT A B LA
(TU) /ml 4% D/ mlZeoR  MRAEHEM 5 3 AR Al 1 TU MRS TF 5 ~6 #5011

2. HBV FE[H 53 BRI 25 58 A MRAG N - 5 FA 7 I« (1) SR RURR S5 4
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PCR 75 (2) BRI B B K E Z 2 70 ik (RFLP) 5 (3) 2R MR I 1) 24 48 vk
(INNO-LiPA) ; (4) FEPH 751 E 154

L B ECW

AL HFFDE B | BGUIE E A T AR R BAR T B LIEZE 4 (CT) Fsd SR A%,
5 (MRI) Ky . 15 2A K 10 2 H A0 2 W E - 2 B B 8 A9 I IRt 8 | T fif
A TCIFRE AL | 2 BUATAE B o5 7 M9 A8 1 T, JU i A F1i2 W HCC,

JHHIE 354 00 52 (hepatic elastography ) L3 e F ICQ 5 R VE R nT SR
VAT, Bt L A v A b YR 1) H1 0 B T 2 A A 0 R 32 T 4 A b/ 2 30 PR A7
B HEI 5 BT 2R 32 R JRE I 0] i R /DN 552 R 25 5 i, L) L 32 T IR PR G A2 i 3R
HE SR IRER R FE MR, ELAS B WERR X 50 AH 2P B4 P 241 44k .

I\ R HELZE 2

JFAH SR H B W R PGS M £ B R AR A AR R R HERR At i e
I B TS AR YT R

18 1 R BT-98 04 B 244 rs S I Sk g Y048 DX R EL T PR AE , Y2 1) 9 0 41 i
FE Rk EL AN, D BCR AN R B AN 5 AR A SR A R 5 R X YR, I
AR SR AR 5 | LA T 28 (interface hepatitis) , ¥ FREE JE HE IR FE ( piecemeal necro-
sis) o JRA] UL/INOE Y -2 MO A 1\ IRAE, 60 4 Bl A P IR FE RIBE T2 SR B0 45, Bl s 728 i
B HGEE . IERAESRSE AT S BT I A BE AR, T e 4k R e . dndps A8
E— I, v 5 RN S5 ZEEL RN E B 2 R R AL

18 1 LRI R L L2212 W N AL AE A I  JRORE SR 81 B M 47 44
FIFERE . P RAESRIE R 09 (Gl ~ G4) LT AEALRREE (301 (ST ~ S4) 17

JUGBIT IR H bR

18 M R R I6YT B B R H AR B R B s 3 4 ) HBV | Y842 JH- 41 it %
FESRAE AT Ak , 38 22 A/ FFIE R ARAz: 4L \HCC R I F AR 1 & A, DA
I A3 A 1 o AR R A TG (]

181 ORI R IGYT FEEIEPUR T IR T BT R FPUEAAL PUE 4E LR
FEYRIT , P HUR iR R et , RN IE, B A 2, s b A B it
WTEIRYT o

+ PR TERIA YT I —B0E B E 0

— Mo N IEELEE : (1) HBeAg PP, HBV DNA =10 # U1 /ml (A1 24F 2000
IU/ml) ;HBeAg B #E 3%, HBV DNA = 10* #% Jl/ml (#8424 F 2000 1U/ml); (2)
ALT = 2 x ULN; W T4 E£ 897, ALT i < 10 x ULN, [ % & JH 4 &
N < 2 x ULN;(3)ALT <2 x ULN,{HFFZHZ1%: B /R Knodell HAT = 4, 5548 5E
R =G2, i 4F- ki =S2,

X448 HBV DNA [EM: GA A2 iR ia T dniE (HA LU T HIE 2 —#& , IR %
A THRTEIRIT : (1) X ALT RFIEW LR EAFR > 40 2/ F , 0 % EHUR 5
WITCI) o (2) XFALT $R2e1E F HAFER R R E (> 40 %), N = VIR T, it
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ATHFHZLE R U0 SR 4H 2127 B 78 Knodell HAT =4 8§ R E R IE = G2, 5l 4] 4k
=82, R A TRk EIRIT " (1) o (3) ShZS WSS K A Fk 7E R (0 3
(AN AERE ) 2, BV T I Zl2s Ry , B 25 T PUmaEiadr (D) .

TEFFURIBTT BTN HERR B 2549 GRS sl At R 2R Br 2 ALT F57 , o b HERR
FFERE25 Y05 ALT B IE W o TE—SBARr  491] o e £k s Al R 45 #4435 A=
W2y, H AST K0T 25 T ALT, I DK AST KA £ 34545

T— TR o« 1)

TR B 8 TR «(2a,2b F1 1b) IR Z “BAL T E «(2a F12b)
TVRITIEIE CBIRT 4

ZEREOPAT B AR VR T e S AU R LA, HBeAg L7 5% % (HB-
sAg THR R JFRE AL & 4= % HCC KRN T RE TIMEWRITHY . AX
HBeAg [ 5 1 4 T pl AL BRI IR 26 B V697 45 i & %8 38% ~90% , H
FEARIE RN 10% ~47% (T3 24%) (1), AFIEINA, il [FN-a
SPFE R/ 1 AEA BERISHIF1y 7R 2 (D) o

brZ HO BEHLG BRI PRI 56 5, HBeAg FHIE RIS M BIAF R B E B L
AL TR a-2a(PeglFN-a-2a) {597 (87% LN N ) 48 J& {524 Ffii 24 J& it
HBeAg [MLIEFFEHR 3N 32% V7 (524556177 48 JEI I HBeAg I35 2 ¥ 5 0] ik
43% 1 EAMIFGE Bos , 6 T HBeAg PRI 2 B4, B 2 — b T
LR «-2b(PeglFN-a-2b) L o] B 4525119 HBV DNA il \ HBeAg Il 35 27 55 # |
HBsAg e R 51

% HBeAg BAM:AG ME L RIAF R (60% N AN ) F PeglFN-a-2a JAJT 48
J& =25 )5 b6 24 JE B HBV DNA < 2 10* P01 /ml (#5254 F 2000 1U/ml) ) 225
N 43% % 255 HE T 48 JRII g 42% 5 HBsAg 18 25 RAEAE 25 Bt )i 24 JA I
3% fEE2hET & 3 AERTIG IR 8% Y

(—) TAREVUR IR TR N £

B RN EE W] BS99 %% (1) 87 AT ALT K45 ; (2) HBV
DNA < 2 x10°#01/ml; ( < 4 x10"1U/ml) ;5(3) Lotk (4) 5 fas; (5) JERE2ME
75(6) FFH A RIEIRFL R &, £F e AL R B 545 (7)) XHE 97 AR A4 (8) B
HCV HDV = HIV 459 /8%Y; (9) HBV JE[H A 75 (10) yA77 12 =5 24 JH I, If.3%
HBV DNA AReER " (1), Hh 47 AT ALT HBV DNA /K F-F1 HBV JE[H
B R FMS AR B R

AR, 7E PEG IFN- 2a @97 i 2, & & fu Il HBsAg 7K -5, HBeAg 7K
VAT I A B A T

(=) THRRIARTT 8 W R 5

BTN R A . (1) Ak 2z e bR, 46 ALT AST JHZL R HEH LT DIEE;
(2) MLH R0 PR HHL M0 2 AR B DhRE 5 (3) i B 2fhn &, B 45 HBsAg HBeAg,
Pi-HBe il HBV DNA AYBELRAIRAS BRI (4) X F o 4ELL BB, AR O L B A
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AL ; (5) HERR B B et pm; (6) IR GLB B E IR (HCG) K
VAHEBREEYR o

AR LA (D) THRRI T IR S 1A H L BT ~ 2 JE A 1 i
ML PURREA KA 1K, HEIRITHR; (2) b A d8ts, il ALT AST 2%, R 77
TR REA 1R, IESE 3 I, LUS BT EBGE fTEE 3 A 1K (3) s be s, ih
JoOT IR IaEE 3 A A AL 1 K HBsAg \HBeAg Ji-HBe 11 HBV DNA; (4) HAt, & 3
AN AR 1 R BR DI RE | LE F0 PR B AL AF 5 AR 5 WA Y7 ATt 2 A7 75 IR IR 2 g
St B B B IR, 5 25 4 ) RO R S 5 5 oM B , AR e T B T
PEERIAYT , [ I 107 A ] 4G A FCAR IR DI REFN IR K- 5 (5) 27 B3P AR AR A, %
H BRI 2 AARRE A AR M ) ) R, S B 2 A U0 R o

(=) FHRFRMAR RN KA

L. AL AT « SR N A TR IR S UL IR R N = 0 45, A 7 e ATV
5t IFN-ou, BRI S T4J0 3R ] I P g FAVBRUR 24 o

2. —ad PEANA M An kb - FEERBON SR M AT PR ARE) R0
INBRIR D o i e R 2 L 4 o TR < 0,75 x 10°/L R () I /MR < 50 x
10°/1, R FEAR TFN-o0 51551 ~ 2 JA G S A, Ak 2, W kg &8 )i, o ep ok
R 26 x5 < 0.5 x 10°/L A () M/ < 30 x 10°/L, W2 %)
PERLAN I BA 2 [, T RPRE A S v B 1 ( G-CSF) s0h 4 it = m 4 g 4
VeI A (GM-CSF) Jfy7 (D) o

3. KRS ] RBUO IR = A8 RIS S R IR o SRR
IO e IS5 TN - o, i B2 2 [ 1 2o AR BR it — 22426

4. A B RBEMERN  — S8 8 R B A BPUA, AU BRI 8 T BEHRR R
T CHURIR D BEMGR 8T HE ) B PR | L/l R B B SRR T R
MA G LL SRR AR , NG RR E R I 22 3L [/i2ih , fEH NAF 2

5. HAth A WA ROV - A48 ' JIE A8 3 (TR P R B R 285 IR A 2k
TR ) GO ILVEIFAAE OSBRI RO S F0.0 U 55 ) AL I g 22 W
T3 R BRI B R 25, WA 1 T ERIRTT o

(M) TR HIEE Ak

TR IR RUL AL S - AR UR AT R S CAn = F A ARAE ) R REF il
AR A THOT BN T/ I 7 2 R Pl 1 B B S e Mo AR T AL A
REAR A O HEEAG o

THIRIAI T HIAAR S UL L5 - HORBR B AL B B )8 g R ST A
B SRR OB RS e U YR YT AT T PRI T AL < 1.0 x 10°/L i (E) 1/
B4 < 50 x10°/L, FAHZLE 51 pmol/ LORRIZ LAMHEIRLL R A £#)

= B (R RUMG T

(—) HAETE N F IR RAST HBV 21 (BR) RIUMI 2584 5 Fh, FREC By
4 Fifr,
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1. FKFKAE (lamivudine , LAM)  [E N ZNFEHLXGT PR IIG PRI IR 45 R K01, H 1
KA ARk 100 mg F7K K 7] B Ef il HBV DNA 7K-F-; HBeAg I35 24 7 R bl G
Y7 B[R] AE K T R 0 L, IR YT 1.2.3 .4 F1 5 AR 435 R 16% (17% 23% ,28% Al
35% " IR ALT KP4 R &, e HBeAg I3 22 FE B i . BEHLWE
Il AR I 2 BH , 19 1 2 R 2 1 B I8 2 2 AL R 0 iE AL F B 2 bk R g TR
JY 3 AF 0] GE SR I | AR T S B 2 AR B JTF R ) Sk A 000 e AR A T
Rk B ZRDK R E R YT IS WRE B TSN RE, 7 K AR 7E 17 B AT 9E 45 1
BN PR IE RS LR T LB F R T RS A, et BT, 3R
] 1 PR T 5 0 Y s MR AL ) I PR R R 2 4k ™

PR T EA RN ARG, L PRI UL BN . BEIR YT B[R] S8 K, 995 75 1
YRS KA RIS (55 1.2 .3 4 4E43 50 14% 38% 49% F1 66% )77

2. PfEfE T E (adefovir dipivoxil, ADV') : [E Py #Fifi LA & Il PRI 56 2 B
HBeAg BHPEMEPE 2 B T4 5 3 11 IR Pk =5 1 ] BH S 404k HBV DNA &k ™7
fE3E ALT &% MG H LR IEIRTE LT 4L, %F HBeAg FAME B E A7 1.2,
3 4EW}, HBV DNA < 1000 #% U1 /ml 24354 28% 45% F1 56% ,HBeAg [l 15 2+ 5%
BB R 12% 29% F1 43% ;T 25385351k 0% 1.6% F13.1% ", %t HBeAg
BHIE B EVAYT 5 4F ,HBV DNA < 1000 #£D1/ml &8 67% ALT &5 R K 69% ;4
J7 4 4 5 4EE A T HE SORE IR TL RN A 4EAL R B ot 25 0 91 R 83% F1 73% 33697 5
AR ER ) BRI 25 3L R 2870 K AR 0K 29% IR T3 27 T 25 & A2 2Rk 20% | I PR Tt
RN 1% 5 VBT o 3% 77

B[P AR 5 BR IR A LK a8, X T hi oK R i 2 i 8 1 £ Y- 4 Be A =i il
HBV DNA {E#E ALT 5%, FLIBE 2 24 255 f B 1 4 =5 TG O T 24 & A= SR BRI %
Z I FE 45 5 W , X R AR K R g i 24 A A A R Il Ak 3 B &
] 4 3 A T A R

3. BEKF (entecavir, ETV) . — i B AL XU E X B G IR i 56 % B, X F
HBeAg PR OB R B8, B R F51R97 48 Ji ik HBV DNA R [% = 300 #%
DN/ml LITFE R 67% ALT &% # K 68% A LA k355K 72% , 94 F 1%
ZROK I E G AW 4 HBeAg I 1 55 R AL (21% F1 18% )™ b F
HBeAg FHTEHE , B H1A77 48 JEIF HBV DNA FREZ PCR Al KA #
}90% ALT &4 3%k 78% P L2036 g 10% 8

KIARE T 5E B, Xk B B2 N A3, R SETR Y7 T R R = 1 HBV DNA
MHER . HA TR Bn B EE 3 EEMMEEN1.7% ~3.3% ™,
W45 Rk PR, Pk K@ RIT RIUER A B RF 45 H 1.0 mg JREEH
HBV DNA (ks b8 b, (B I7 3016 2 A, ELJ B 2 58 i & A= 2 Bl g 1
O BON RS . FRE I R 45 RS DL E A SRR

4. B R % (telbivudine, LAT) ; — T HH 2 4F (1) 8Kk 22 00 1 IR B0 56 35
1490 HBeAg BHVER ZIGYT 52 JAME, Bl 41 HBV DNA FF&ZE PCR 4G
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7KL 2 860. 0% (ALT & H 3K 77.2% | it 25 KN 5. 0% JH2HH
NE R 64.T% TR R @RI, HH HBeAg MG (22.5% ) 5
Ja #Z AL HBeAg PP S E 16T 52 JE A, FL HBV DNA #1ii] \ALT & 5 2 [ i 2
RAZIMETHOKREH . 1697 2 0T, HERIF (B HBeAg 15 2% I LG % 46t
AN FIMR 245 K A= AN ThR R E R o e E A9 22 o s PRI 36t 22 B ot
TR TR PE AN 25 & A R TRk I ED . BN AMG R BF T 3, 34k HBV
DNA < 10° # Dl/ml % ALT = 2 ULN (1) HBeAg [V %, 8k HBV DNA < 10’
% D1/mli) HBeAg PHVERR T , 285 L e iRY7 24 JE AT 4Nk 3] HBV DNA < 300 #%
UL/ml JGY7 2 1 4E 2 4RI B 4T BT P RORBLAR A i 24 ok A 7%

BT VRS R 35 kAR AN ROK R e AL, (H3G YT 52 JEI I 104 5] i
KA 3 ~4 BRI ( CK) FHE 8 435 7. 5% F112.9% | TiHioK R 4145351k
3. 1% Fi4. 19% 47

5. #4155 BE (tenofovir disoproxil fumarate , TDF) ; TDF 55 [ {8 45 =5 fi 45 £ A
LS BHR/DN IBIT A& 4 H300 me, ASZHETRE i AR HEME Ll o

TE— I FEHLACE X BRI R 3 % H , TDF 5, ADV /97 HBeAg FHM: 135 HBV
DNA < 400 $ 01 /ml 43514 76% F1 13% , ALT & % K435k 68% F1 54% ; %t
HBeAg [HPEME 4 2, BT 4% 48 J& Bt HBV DNA <400 # U1/ml 3 43 %14 93% Fi
63% ;iZ M 5E Won Wi HBV BI4E LT ADV, oK & 305 B 46 5 TR A ¢ iY i 24
AR RN B AR B R IA T 3 4RI, 72% 1 HBeAg FHE H3E T 87%
HBeAg BAPE R 174 HBV DNA < 400 % U1 /ml, 7R A & BUMH 25748 5

()% (BR) 26T B AH O 7] @

1. BT RIAHCTRARFELR AT - (1) A fb2ed545, FEA ALT AST JHZL R .\ H
B (2) WBEsabradk, 228 HBV DNA il HBeAg $i-HBe; (3) #8504 1 7
BL R LR | LT LA A LER G S5 o AN 2R ST IR T R G S A T I A 2L
Ry o

2. JRIT R RRHAR G A R NI . (1) AR bR IR IR R B 1 IR GE
223 W, LUEREWIE s ] & 3 M H 1R (2) Eesednik , F 2404 HBV DNA
1 HBeAg Ji-HBe, — a7 R fa 1 ~3 A AR 1 Wk, UG &3 ~6 > H Rl 1
W5 (3) MR 1 7 25, o ARG L 5 A | 0L 37 LT A LR B S5 45 s o

3. WISFRAAEALIG T A W IR B, BRILL N R AN, 1097 - e B 2 N 28
A5 0 AT F A TP ORI 25 A 510 EAME IR T AR (BR)
BT8P LR A BR 28 TR &1 S TG Y7 B 08 7 2% I 28 O J B v, JF 4R
B4R 4 HBV DNA WEi 25 R A T IALI6YT o (E2 , 45424 4 0% e 6 W 0 Bt ] 53
FI W FAE VT B FrANTa] o 1 5, X F R AN 84335, SR AR Rh 6 977 o i v B
AR, 1T PRI RO IR E

4. FYIRERERITIRM RS . WiEHAH & FHVE 25 ARHY
Yak A T 2558 00 IR BB O 28 T bl A5 2 vl Rg S 350 IXURE , 48 1 R IR
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MAE

5. /DL CFE A B TG AIAL B A% (IR ) 2R S A 22 4 e Fit 52
R (EAE G RN WA /D 0L DL N B R & A, B The A 4 LR .
RS LA R FLIRIR TP 855, D5 RIS . B USUAYT BT 4R Il AH &0 s, DL/
U o X yayy o BRI LT CK 55 L R 5 S B S T 5, S £ R R I IR % B0
w4 B g AR 2 BRIV JILTC ) S5AE B B, N VIR, — ELIFS M PR BHAE
WLR kS WL f ol LR R 12 55, W S S 2y s i H = e 2590, IF 44 T B A A
NIRRT T,

= R TIRYT

G PER T VRYT A IR T8 Tk ORI 58 /) B 2R B, L E G i e = 97 350ef
YRy CRITF R R e e ey s o MR IR o, PTHESRALIRAR S S Th e A R
FURE/IS (R 32 B, X6F T4 P B0 I, 1H S BET 32 s A B 42 32 T 40 R sl
(FR) RNiaTr w3, i S5 vl B IRIK o, 1.6 mg, BEF 2 ¥k, J2 F 4T,
JPRE 6 A (I-3) 1 BRIk o, BEA HALHT 2 R R AN T 259 7 3000 75
KEEABENLNS BRI AR 5 30 3E

T 00 2y e 2l AT

Hh R 25 R T R M SR RAE TR E N )32, R B I ACRE IR AT RE
FEVRA — B ROR  E M TR T AT T4 1) A AR BE ML XS BRI PRAJE 5% 5K 56 ik
HHUw R

T R ERAY T HEE R L

(—) 18 HBV #E71 # FldEiG shik HBsAg #EH7%

121 HBV #4575 BB A T HORsEIRIT . (BN 3 ~6 S HilkfrAfb2: e
= HREP G FERA, A/ S PUR BRI N E, °T ] IFN-o 3% 1 (FR)
Fiayy (1-2) . XHERE > 40 5 Renil B i HCC Kk &, Bif ALT
TEH B T, o am ZU R UM 2 2 2246 2 1 e H R S PR #1607 o

e Bt HBsAg #5347 & — AN Tr YU BEI6I7 (B B 6 > H T — ik A4k
HBV DNA AFP K JiFHE#E = WA R A o

() HBeAg [HEMEPE BRI B 5

1. 358 IFN-a:3 ~5 MU, &8 3 kaib@ B 1k, 2 FiEad, — o7 6 > H
(1) WARE, MR RO AT E K PR S 1 AFai B RS (1) . TR G 3
(1) o7 225 TS 32 1 0 X I ) i ST R WiaY 6 AN AT JC R 28F, ) et H BB &
HAHR 25

2. R gAML IFN-0-2a: 180 g, B 1 R, B NS PR 14E( 1) o Hik
FR 8 AT R T AR R B N S A2 PR S R A T R

3. RO AL TFN-a-2b: 1.0 ~ 1.5 pg/kg, B8 1 W, B2 F S, 7 & 14
(1) ERFEATT AR AT AR B 588 1 28 S 32 PE S R R A T3

4. FIKKRE:100 mg, B H 1 RO Ak, 7EiAF] HBV DNA K F4K: 00 F FR (ALT
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W HBeAg MUIGEFHALT , FEIUE Z /0 1 4E (G B W R A, 45k E] FF 6 4
)R  H PR R E R 2 453, n %R (1) HE Ky
WO E K

5. P AR S 10 mg, 1 /d DR, SPfn SRk kE™ (1),

6. BERT.0.5 mg,1 k/d AR, FPRRATSIBCERE,

7. B FRE 600 me,1 Yo/d DR, SFREA S BRI E .,

(=) HBeAg BHVEIE I 2 B4 52 3%

KBS LR FFREK (1), BIFEM T =5 25 & A4 R
A (BR) KUE7T

1. 58 IFN-o: @ HERR TR D 1TAFECT ),

2. B WAl TFN-a-2a: 180 pg, FI& LRGP RS 1 4E( D) . BAEH
o T T AT AR 0 5 i 52 P 5 PR 25 T

3. PRI PR 5 s B R R T« 0 s R (R R I
K fEi5 %] HBV DNA X T F R ALT %5, 2/ EILE 1 4E24 (G E /03
WEL BRI 6 ) AR H AP/ Tk F) 2 4Rk %, w] % e
U () . TR E kR, A UE KPR .

(D) fREEHH 2, BT AT 2R 2

HBeAg FHYE# HYVA YT H51E 9 HBV DNA = 10 #% Il/ml, HBeAg [ ¥4 Jy
HBV DNA =10’ # 01 /ml, ALT IE# 8T8 . V877 HbRE HE S 8 [0 o RE 2L A
PEAN HCC i & A o T B KA YT , i i 10 PR 24 &k A SRAR A BT (R ) b
WINATT , FAEE 24 7 v 1 S B

T Z W HA ST RE AL IE RRE R T BE, T/, WA
BB NINRIRETT UG , A H 3 TR A2 155 0 i s in 38 90 iy 7 ) i (L)

() 2 PO 2 T80 T4 BT R4k i 3%

XFF AL AR AL 2, LB REAG ) HBV DNA, Aif ALT 5 AST & 75 7t
5, TS [R) B R SR B, Bt AR (BR) 2R B #6387, LBk 3 AT
DHBEIEAE B a8 D AR A TR o DT B K INA YT, I 316 T 24 k2B AR i A%
() KAUWETT , NAERE 22, — B & AR T 2575 5, W A% i o P G il 8 it v
HIRETGYT TR 265728 S RAZ T (RR) 22 (11-2) .

TARZIEYT T SBUT 2, B, 0 e A R AL B R AR SIE (1)

(73) BEAF (IR ) 2R N it 245 B )5 R ) 7

1. R B ARVA T I8 AIE « 0 T I 28 0 05 8 40 il ik DA A H 8 I 25 1) s
(4 ALT IE% HBeAg PFHVER St 32 301) , Fr 2 G X de g < 30 %, i 24 -
R AT (BR) EMUMNATT

2. JEMPERT (BR) 2259 - N4 foid , JFERYA 7 I B0 UG 25 V6 i 5
TR 25 %% A RAR 25

3. WBIT TR R AR IR HBV DNA , DL Rz i & 305 & 1
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O BN TE R . X5 I HIV G R A K v g 7 2 i 25 B 0 B 28 AN A
&, ERRR TGS SN 25 6 R (R ZREG PR BHRTT o

4. — BRI Zy B4 T Bia) 7 3 TR Z R E RIS, — B
R 5 R Y i 245 5 HBV DNA JFU6 T2 i in FH B84 5 Ba K 536 97, 36 25
SRR T 2 R A D RS SRR o ST A 2 W 2 58 A (TR T I PRIFSY
FHXTEE D A S IR YT e B L AR R AN e 25 1 M R e B
BB A5 ARt 253, O nl i P A P 5 Be R A0 o X T Bl AR 6 e e 254, Al
IR R E & R EBRER YT s 3T R B R #, IR ] i1 B
R0 XEFRAH (BR) LM 253, IRl % SO sl i PR KIS 1697, E
IRE S HE R E M Peg-TFN BR-E 0 T, IR 8y AT S SO A 2 LA P o

5. RGP SUAYT A IR R N, R — A (1) 28R A R 24
1 5EJa SO A (R ) SR25 90357, R B 28t 6 22 b (1R ) S 24 19 42 57 4K o
PRI , B EE S B2 T SR YT

T8 RS LR AL

1. i MYEREE TR o SR T IUR o BT LA R B IE LT
PR B AR R e T LA A (BR) ARG r (1) o

2. XFFARH (BR) R HLIEIR T Ja B M O & 1 3, BRI r 240 6 4
HIf s HBV DNA REEIEIE < 2 log, % UL/ ml, Wk A8 6 7 77 4k 8aayr () .

3. WA M BN G T I B ok T ARG M2 32 A7 L S el
HFAYY B B, NUH HLT A HBsAg; 5 9 FHPE, RIGE HBYV DNA [ {E: A1 ALT 1E
HLWIAEIRSTHT 1R R LK 5 sOHAAZ T (1R ) 2R o

XF HBsAg BAYE HT-HBe BH % &, 78 25 T K IP) sG] 12 e 2 0 1 57 2 41 i
B CRERE AT XS B ol T ok EL AR AR e BED LA ) J6 7 IF, B D0 I HBYV DNA
il HBsAg, 4t 3 BH 6% U)K B o PR g9y

FEACT T R BEMRIRIIA Y7 45 k5, AR 8 8 1 ER e 5= 2 i e] ( -1, 1T -
3) : (1) X FFEL HBV DNA < 2000 [U/mlf) 38, 16 5¢ Ak Sy BRAa R il 55116 97
Ja N EEERTT 6 A H (1) 5 (2) H2k HBV DNA ZKF-485 (> 2000 1U/ml) 1)
B NG RFEA YT 2N RE DI BEIE W18 1 S YT 5 /U TRIAE 145 2 b (D)
)X FHYrfE< 12 DHREFE, ATRIE HORRE (1) B R e () o
(4) X TP E R BB LS TR R sl P8R B iR () o (5) #%
H(RR) KRG T B K, B i Ak, N T AR B, (6) TR
A B BEII VR L N 55 Gt

4. HBV/HCV 5 IR 5835 IR TT « W IH 8 38 I SE e 2 AR i 34 o
# ARG VE ITIRYY . WSS HBY DNA = 10° 4% U1 /ml, 1fij HCV RNA JI R,
W 5GiRYT HBV &gt . X HBV DNA 7P HoAl A 2] HCV RNA 35, B e s
R O AL T IR AAI B F5 45697 3 A, 4 HBYV DNA JGR 2 s 7
WU AR IR E Bl S8 5 sl P 8 R R IG T
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5. HBV #1 HIV & B4 B & IRIT N TR & 18 1 OB RYUR 18975
WERD R RSS2 a Y () o A —id M ALT Fhai[ (1 ~2) x ULN]RY
RS EATER(11-3) .

XFF R 4T HAART 3497 I 80 A 75 B2 9E 17 HAART YA 97 10 5 % (CD4 >
500/mm’) , W% FJCHT HIV 36 PR 25 90 R4 790 O RUIFR IR B 1A 07, IR & — 1
MR o SPT1ERE TSR o

X IETE R A 30 HARRT Y7 I B4, 77 HARRT & oht OB K0
H2Y TR 2 B T o S EAE S EEAYT (1-3) . XFFhioksk
FE I 25 82, N 2 A Bl s 5 iR va T () o

YFEH HAART 7 E 0, BRAE % B 24815 HBeAg MG #HEH: I8 T
SR B DLIE G T IR ], AS 7 25 1 G A 325 WA i st b b 2 R T 48 05 75 4 2L
2 (1M-3) .

6. LR SE TR . h TR 2k BT R & A RPE g, A
TR MPURTEIRYT o (BR80T S A BRI 2, N Z A T HUR TG
JP(I) .

HBV JEYL T80 2508 , (35 20k W 2 18 I 20b: R v i e, 18
HBV DNA a] 6, 480 A% (BR) bk &6y (1) .

7. LR 20 5 K PR 4R (HCC) W1 AEBF 9T R , HCC VIR AR It
HBV DNA /K3 EH A G & kB s W £z —"" BYumasia)r ol B3
TR A AR B, %) HBV DNA FHAE AL AR HCC 3% Y
N (R ) RIAIPTR T IRYT

8. IFRAE R 0 T2 BT A Al TR i HBV AH KM %, 40 HBV DNA
ARG R, B bR ARET 1 ~3 S H G ARAPCKR R E , B H 100 mg R ; AR
T2 T HBIG ; AR J5 K M 8 FIHL K 56 5@ /N & HBIG (45 1 45 H 800
U, L5438 800 1U 245 H T 800 U) (1) , HARHEHi-HBs /K F-J8 % HBIG 7

w2 A 25 18] [ ( — M de-HBs SR 2 r“jt? 100 ~ 150 mIU/ml, R J5 2} 4F N de 4
KT 500 mIU/ml) (HFRAE AP AR A Rt — 2B ( I1-1) o X KA fiok 5k 2 i
25, e AL E R B «nrﬂﬁﬁiﬁraﬁwﬂ(@ﬂ)*{u% SO TRk
Rf&E#H (RS AR HT HBV DNA B, #8485 2 4F HBV RE k&) , 0] % &R I Hiok
FeRE Bl s F BRI S TR (1) .

O. AT HRAASCAG HAL T . B IS L PEIB M 2 B4 58 3, 25 VAT 38 N E , R
WERF A N TR B (BR) K UWi6 Yy, 3+ B AET ﬁ%ﬁlmﬁﬁﬁxﬁaﬁa#&ﬁ@
w1,

TE L IRBUIE R 25 A7 i b R A S IR A0 B3, 65 7 P A K I o LA
WEIR B GR 25 (B L R B sl BV AR 45 ) L 75 T8 204 XU, LA R i | e 5 4 28 )
15 F BRSO T IGIT AT 4k2k

R BB OB R AR, U TG R U 2 B 2 T HUm B IRIT , FE L7
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FE IRV, A ] B | FB B 25 B N R B RS 0T, v DUSE B oK R g, B Lk
AR IRT (D) .

10. JLEHRZ X T 12 £ L F(KE= 35 ke) 81 B2 8L, H
IFN-o YA I7 IR 38 BEIE 7380 2 4k 5 KR, ™ 348 3 ~ 6 MU/m’, B K5
B 10 MU/m® (1), 7EAIIE R SERE B, o n] $5 s B 70 & A7 /e i ir
KREBIT( 1), s

T PR AR IR

HBV It 5 1 I 98 RE S B8 I LR 35 i T 21 4 A 2 58 9 178 8 1) 32 2 HfL 2 B
it o HEER I K &R HI5] 2 A AN TSR HI 70 DL S RO EESE AN Rl
BT B AL LRI A0 A A 40 Bt A SR I PR FH AT e T A= fh 2= F5
(I-2,I-3),

PURIRRIT HOR L5 G0 7 B —30 41, FEA B BURBUIR 23697 - AT ALT
W T 3 BUFH 252 B B R SE IR LSS TEHUW BETR YT B A T ad 235 PR
PRINZ5%) . ANEIRE R F 2 R8T 9 0254, DL i 28 i i 67 $83 5 DXL 25 49 1] A
HAERTE A RR

+ N Brerdetbin sy

AR EH, 2 IFN-o S (IR) ZUYIPUR R IT )G , W 40 Bl = ]
DLEFHEAL B B AL A Frdids . R, BUW EEIRTT R BT A 4E4iB TT 1 3Lt

ZAPUTE 44k A 12 77 7076 S5 Al R ITE I A B s — )7 3l (B Sk —
AT REEA BEAL ACE I R, I B S 2k A 45 R, DAtE— 20 gk =
JPRL o

TIL R EBET

RIT SR G , AN IR N A2y e PAEN 2R 2 A AR 1 I ALT
AST [V HLL 2 (W ERF) (HBV ML iE2#Fr &A1 HBV DNA, D543 ~6 > H Kl
LR, 2/0BET5 12 A~ H o BEVTH A i 15 A8 4k , 0 46 %6 BE 15 18] B o

XFFHRE2E ALT 1E % H HBV DNA B, @i £ /04 6 4~ H #147 HBV DNA |
ALT AFP FIHE S BAGZ KA . X F ALT 1E % {H HBV DNA FHM: &, @95 3 1~ H
farilll 1 Yk HBV DNA F10 ALT, % 6 > H #£17 AFP FE 75 B A5 K A 5 b 2B i AR i
HAER A

X g v QR AL R FE S HCC mfa s (> 40 %, Bk g
W JHIhREA R C A AFP 88 m 8 ) , R 3 ~6 S H Kl AFP FIE B 7= B AR
(WERFE CT 2 MRI) , IR & B HCC, Xf A fb R B i A 1 ~2 T H
iR A FIHALIE X sy, DOESA LS B Er Ik il ok J =k g o .




HAESIS A RSSO0 4E2 H 455 % %5 1 3 Chin J Exp Clin Infect Dis (Electronic Edition) ,February 2011, Vol 5, No. 1 - 95 -

B 1 AP A R DL TR 1 MR 43

RS TE X

I BERILXT R I PR 156

-1 A BB BEH LI AR X5

-2 BAZIBIE 72 B 10 BB

-3 I 6] 0 B 2R 50 B, 25 R P A ) BRI
Il 52 B AU AR AR RAT i A

BF 2. B TR A A 56 4 a0 22

1. Jp5 5527 W 2 (virological response) : #8 Ifl.7F HBV DNA #:ilj A% ( PCR %)
SR T AL T R (58 2 EE 22 N2, complete virologic response ) , BUHHELL T [ =
2 lg 1U/ml 4395 85 24 M 2 , partial virologic response) .

2. I35 2% i 2 ( serological response) : 45 Ml HBeAg 4% FHuk HBeAg I ¥4
e, 55 HBsAg %[l HBsAg Ifl 1 7 54t .

3. H Ak 24 Wi 2 ( biochemical response) : 5 I ALT F1 AST P&k & 1EH -
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