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181 BB RITRBEIR TT & < AR
IRV ITT FOTET S PN

[ 2005 4 12 7 s (1 O R R BT R ) KA Lok BINANT T 2
TURF 58 995 B (HBV ) L2 AR 5C 18 P BT 09 01 58 AN W T8 Ao S KF JIE -~ 2%
(APASL) | RRUH T~/ 25 (EASL) ke 56 [ TR =7 2 (AASLD ) Bl 88 & A 1 4% H 3
F IR LU & (CHB) Il PRAE B SR o DRt (P A S 56 R PR I e
28 CHLFRED) ) e PRI BB 2% 350) -5 €A LT B 23 5 (R 7 ) ) 4 S 2L 1
EI N BRI L 5, % CHB IR 7 R gb AT B 45 B i T (v 2P RV IR I &
FIR) o (LR &L 5 R ihie, Al 287 CHB TR REA T 1098 T 2
1M CHB JUsBEIR YT AT RS2 2 70 N 22, A (e e AL 6 Al B it AT fkih
JEAREIA B HARTPRCR . BEAE M SR I PRIESE RO AT R 3R, L K 2% By 2w (3t
W) NI TR

ACIEH) FT AT CHB HUR 7567 I R 52 e S BIF 5 ) S IR, 18 AT I
B i I 2 55, SR AR IR R A 98 S g L 2.

&1 SCP IR 4E S X R

HhCA R i} P LR

LIRS HBV hepatitis B virus

18k TR CHB chronic hepatitis B
CHENFRIFEER R HBsAg surface antigen of hepatitis B virus
AT T e PUR HBeAg e antigen of hepatitis B virus
T TR 2 HE e s il ALT alanine aminotransferase
RITE R R AT R B AST aspartate aminotransferase

JH- 4 Af 5 HCC hepatocellular carcinoma
B (1R) 254 NUCs nucleos(t) ide analogue
THE IFN interferon

R TR Peg-IFN pegylated interferon

R 2 BRI AR A EIE B 245 S 4

TR Frid

TESE 439

[N HE— 2 TT, S5 RPPAG I AS T RE R (5 A

P 2 T IR HE— BT R PEAG 45 JE 0T BEAEFEXT A5 B S A, mT BB AR PR A, B

SN HE— WS TE VAL 45 SR T RE X A5 B S, AR T RS PRAG AT EAG BB 2 C
A4S

580 20 A L SRS B () PR (6 UE A B i A AR T (A AR S AE 1

N . S0 PRV 9 728 53 K sl A 7 e < A 2 T 5 P L, W IR T L A kg 2
ArEg il -
TR FE
— "R

HBV &G n] 5 [ A S AE FIEF4EAL , = F 3 m] A o TRl AL E: 2 10, B4
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BRSNS R T AR AT, HBV JEge St R AT, A Rl IX HBV Jge
A TR AN [A], At R 3L 2y 3.5 {2 N B s HBV , &R4FEFE T HBV 8 4L 85 il 2¢
AR AR B9 AZOE i 100 77, FeIE HBV @B, 1 ~59 X ARFHBsAg
PR 7.18% ,1 ~4 5 NFFHBsAgHE 380 0. 96% , 5 LRI AT 7 A 45 %
FHEE , HBsAg#EAF SR AR T [, Ak, i FIREIA D ARZ, KiE HBV JggL
AR, LRI IR TARTE SR ik

18 HBV By 2 v, 48 JCER 0 by [ 7 S0 A0 22 4y L sk B ke gy, A /D3 45
( <5% ) R . HBV R QAR L n 432 4 A B S dieing 52 B e
BRI AR TR ShI SR A

1. Sz 32 8] (immune tolerant phase) : IfilJ HBsAg i1 HBeAg fH4: .HBV &
TG R (IME ALT 1EH 4R S el R M sO0E G 4 4efb sl e 2218 . 1§l
SANEL L LA IR i G e it 52 W 2x Fp e 248 1% Jo W B 2E i, B & Y HB-
sAg 5 FRFAN,

2. s RS (immune clearance phase) : HBeAg [H{4: .HBV DNA 7KK .
ALT /K- e 3l AR RAEIRFE (A At e fR B At . KR4 HBV &%
Pe R s th S it 52 S 3E JR O S el BRI, 3 — I A & 1) HBsAg YR BRZHG I

3. JE1E s (inactive phase) ;: HBeAg 712k | i #47i-HBe . HBV DNA /K FARAIK
RTINS E] ALT 5 HE S IE AR o IR 3 T T A JHE A A R P 10 XL IG: 32
%

4. W] (recovery phase) : EIE B HBV JER YL rh , HBsAg 15 B 2 Il K il
Ji — M HBsAg FREE PR I, IE 98 5E A4 4R A0 A W ele =8 , BRI A 19 .

HBV J&Yu )& HCC WEZAHCH R . HBY BYLETEA AL ifE 0T,
K HCC RJLRWEAR . IHAEAL 8 & A HCC By & fa N = AT B 1% AR g
W Eh &R G IF HCV &Y HBV DNA FRZz i /K- (ALT (57K F- \HBeAg [HYE
AT HBV LR C RH

ORI RV

L. TR IR) £ e s R R s A TR AR R A (AL

2. TR A (1) SR L3 ALY AST JBL20 % 3 L g S ]
Bl R T | I3 A ARG AR s (2) 9 R o A I TS S A : HBsAg | Hi-HBs
HBeAg . $i-HBe \HBV DNA, 3 [ &b 5 & JB YL, 16 W A& U HT-HCV  $it-HDV F47t-
HIV(AL) .

3. SAREER A T IE  IRSEFEE A TR S L CT 5 MRI kA (A1),

4. JEEEEERE AT XTIA F] CHB 2 Wibs o 1Y B8 SR 7 e 4 200 Bk 2, 0
RIE IRFCFNEFHEALFREE (AL)

= JR9T BAR RIRIT 4

(—)iRyT BAw

CHB $UJs B 1AYT B SV B A « e KPR EE M A B 6 S8 R HBV, sk 4 JH- 441 i
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PRAE NI SR AEAb , 98 22 F0 BH 1 5 95 1 58, sk 20 AN By 1B I 2R A A2 L A4k |
HCC J HIF AR B9 & A, AT A0 A 395 o S K AR A7 R[]

( ZOIRITLN

CHB B3 PR aEIRYT 620K HBV DNA [ S A] 6BAIR Ko H ki o
82— 7 T A A A 2R FR AR K R A B2 0 BT I ACRE B9 R A o — T THIE
REFRAGAZ 7 (R ) 2 U9 (NUCs) BT 25 KU, 3% in HBeAg FH 1 CHB M35 1Y
HBeAg Il 524 % ) % HBeAg [H14:/HBeAg BHPERY CHB 3% HBsAg (K T #:
MR BR A AT AErE " . U AT SR AU B J7 EaAS I HBV DNA,

1. AR RIRYT 205 . o8 HBeAg FHVEIR /& HBeAg [T 1Y) CHB M4, FIAE Y
IRV 240502 HBsAg (X TR T BR , PR SO TEDT-HBs & TRz T BR . 15 21 Bl AR ¢
SRR RAE 22 28 B T A0

2. WEANIAIT LS X T HBeAg P CHB B35, i 7= TG TT 4 5 I Fr 4t
() HBeAg I 75 2= 54, ;X P40 Z AR BE TS 10 M0 o

3. BEARMIGIT & 5 X T K BE ik 21 HBeAg I 7 27 %% 4 i) HBeAg [H
P/ HBeAgBfIPE B3, 7E NUCs Frtip T sl THL & (IFN) « 1697 )5 4EFF HBV DNA
TR B, BT AR T LA3R 5 , (e Uk R 218

g &P R RBUR R IR T N 25 W)

Hi, 24 NUCs M TFNa PR H T CHB 397 .

1. NUCs A 430 =28 . L-AZH R (hoK R e & e e FE hfb i) B4 5
KUY (B RT) UL AT BEIR A &Y (PSR B R v T ls) o I8
2 HEEROK R PR S R T L R e T CHB IRYY . ERE K
MR BR L3k 4 Fh2 ¥ ah 2w =5 et & gk 4t H T CHB 3397

2. THER a 43 i IFN o J Peg-IFN o, FE I C AL #EH T CHB A4
¥7 . Peg-IFN 5 NUCs j3¥7 CHB ffk 5 I35 3.

%3 Peg-IFN 5 NUCs JR 718 1 LU FR ALk 5

Peg-IFN TR U BT R — i
TEii 25 K 4 ARET S22
HBeAg 5l HBsAg il {if A 54403 B RS
NUCs BUG BE1E H R AR RE IR T L BT AN
Tt 2 PE 4 T 24728 57 R
H R 45 25 HBeAg Hl HBsAg [fil 17 227 Ha %A1%

T IRIT TR

FUAT, A 6 IE B 22Ul s SRR CHB R s A5 o B IFN o 5 NUCs #2835
7o BRE FHEYTEAE Z K P AR 2 1 = AR 5 1 W R 0 T 0 —16) 7, X — Wi A
VLR IBYT T RN . (EAEEME HBV BYLiGYT b, WA & 25 i b TR R



RS I PRIk () 2010 4E 2 1 454 35 %5 1 3] Chin J Exp Clin Infect Dis (Flectronic Version), February 2010, Vol 4, No. 1 - 85 -

BBz s B ATEETCER AR T 48 B N Tl IR, I REEAR | Z s i REAL AT E A 5
LRI LIS A 202 B R 25097 B N A BOA A R kSR R

(—)TIME «

MEE FiE, FE o (i@ ok Peg-IFN) B9 £ B A 5 B NAEAETH 25, 46 S s
ST HBV AERT, T VA7 45 B BT HBV DNA KT F BR i B & A Pl &
SR ARG B2 2 A I HBsAg T, IR Ik, AASLD FE R4 A #3511, % 18 3
CHB HU 5 167 BRI PR R A b G K 0 VR Y7 i 24 10 & A2 AU, 377 Peg-TFN «
VE RS ziy . —*

1. 38 W UE 5 2w

(1) AT IENIE : X T HBeAg FHM: 5 HBeAg BHPERY CHB 35, 1R Y7 1Y AE b
WEEE % =) L HBV DNA JKSF L5 55 & B K VAR 00 9 550
B, HFE Y HBV DNA K 1 x10° #01/ml (1 TU/ml = 5.26 $01/ml) I
() MLY% ALT KRR E S R (ULN) | IS A s o R 22 5 BTG sl R E VIR
SN (R ) L HEALT, N % FEIRTT o JRYT 0 W IR W % 8 2R 8 AR 6 e BRIk O LA R
FORRE2E YR aT RAGPES . B B B T ARk A RE : D5 e i 32 W . 0 Tk
2830 % LUK (ALT 5221 % \HBV DNA JK 4575 (> 108 #5 D1/ml) | JeATfa] fiF
WEBIR R S | JC i ol R AL 0 s (4 B 3, ANZESR B 2047 TG R i 97, (HLA 20
HATREYT ; @42 )F CHB 35 . X} F ALT 82 745 ( <2 x ULN) (12122 K & R 2
FERRAR BB, AT LIARIRIT (B0 BE s s OARAZ I A £k F . SR A 31 HBV
DNA, BMffi ALT 7K-F-1E % A1 ( 5;) HBV DNA < 10*#5 D1/ml, th 3 % Ei557 ; @ 2 Rl
R AR IR IARAZ AN A 28 25 | A 5 e PR LA K A 42 il iy 7™ . OIS sl Ao
Jos R TRN o BO28 231F

(2) FIMRIBIT I E X QR K ICRE I697 24 J HBV DNA JAFEZR K
SERFE < 1 logy, [U/ml; Q%K #2240 24 167 24 J& HBV DNA /KEREMRE < 4
log,, TU/ml; QIMLF24 0 2 . HBeAg FHYER) CHB i Hi B HBeAg IfiLiE 2754

(3) WA T« (T AR B RG4S M ) AR IS R AE T 5 R AR K R
ASFERE JRIT 2GR 2GR BN S A2 7 R S R AL AR 2 T R AN,
B Y SR BRI RE AN A [R] , 42 [RIRE T3 SE9R 97 5 T2 15 H BN 285 00 HE B 285 A s
(AR —2, W& A HBeAg Il I 2~ 545 40 97697 1 R R 20N #E 2k & (HBV
DNA < 10°# Dl/ml) | & 1fiL 3% ALT /KSF (>3 x ULN) | 73 &6 7R 4% 4iE 1% 35 %% B
B8 12 JE B HBV DNA BE % < 10°#% 0l/ml, HBeAg A & % % &
HBeAg Ifil 15 7 4% MERR N 50% ; HBeAg BH M T3 2R 15 FF S0 1 2 o 28 IO Ak %6
N 50% 1 BT 24 JEIN HBeAg /KSR [ AT LTI HBeAg I 3% 22564

HBsAg 5 2 7E TN AR AGFF S0 122 28 F HBsAg 11 2% B4 FHA fR ik — Aot
FEUESE .

HBV J:[H A % B 785 545 C BRI D BB FXT IFN o f9R 240, (A3
PRI AR G T AR (452 22 , AN BE SR R VAT e R B9 K o
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2. 23 KSR AT R

(1)EH T4 o:HBeAg FHYERY CHB B3, &l IFN o B AEERI & H
5 MIU (AT AR 40 £ 2 i 2 4 D0 18 24 R & 50 1) , JL 8 6 MIU/m” {3 1H X (43 3
WK S5 MIU) F&H 1R, 2 RS, — 78 48 Ji . ang i, ¥ Eyral
IRATIERIF AR BT K, 17 HBeAg FAPERY CHB 35,3538 IFN o 97 FE 2/ 48
J&, — RS HY 24 A AP IR BE AR E R A A R0

()R BT IR a: HRETH Peg-IFN o-2a WA IRIT 7 & 180 pg,
R, B R g, JT AR 48 JA'T; Peg-IFN a-2b SR A HEZEIAIT FIE N 1.5
ne/kg, B 1 IR, B ST, TR 48 i, Flm AR A T 2 MR SR N R e

3. WY WA 8252 TFN o JRY7 B R, N0 F e il 4 1fiy 20 B T BSCR L ALT
Ko 12 JEF 24 FEEFEEAS 75 HBV DNA 7K LB IEW) UG 0 25 .

(1) HBeAg BHM: M & T MRy 12 J& .24 J& .48 JEAIyG T J5 24 JA B
HBeAg #11 HBeAb, HBeAg & Il iF 244 B L3 ALT IE% (SEHS PCR kg il A
F1fiL % HBV DNA J&4 M AR AYHE T, 40 & Az HBeAg [MLTE #4002 KWK
Ui, BNA & HBeAg I35 54 5% #0300 7% 507 9 HBeAg BME CHB Rl g, iR
HBV DNA Kl A2, 76 & A4 HBeAg Il iF #7535 6 4~ H 20 Wil HBsAg, I H %
B HBsAg 145 OMERIEHN, — B H IR & TCR &, b 2% Fe i 3Gy 7 & [ 151k
TGS AL (R) = ] .

(2) HBeAg [ £ 35 48 JEIA YT BA Rl I RE T Wil 259 iy & e A Rk .
UK 7527 2% (HBV DNA < 10* #5 D1/ml) 5 PR S AR 56, S2AF PCR AR TR
F| HBV DNA J2H B, [H R Fr2 %5 HBsAg {H R A . QiR A A 2|
HBV DNA 6 4~ H Jg ikl HBsAg,

XTFITA IEN o 3697 B9 S AR W HE 2 AH SN BN

4. RNEN AR IFN o 43855 1 AR SN A58 BN, SEET A R
R, FHeH R4 R B a8 BRAE , # D8O 2 BN BN, 5 R EAL

(1) WEFERE R . R IFN o N R B8 UL A AS R RO, 2R3 R & #4  FE %
KW 2 AT OB R AUR TR . R4 B L LU A2, 78 1 5
B e B Wi JH e o PTAE T30 T S 3 [T B 101 AR BT =] DT AR | X 2, B A 3k
P g LA A 55 AR SIS i VR 28 LAV IR o AR 0l B s i & B O
SRR ™ W AR IR T H R YR YT o

(2) MR ARG RPN TFEN o A A [RIFREE - BE i, 5840 58 34 ] & A4 40 i e
B AR AN MR B R B A BT R, A TEIRIT RITHEOE W, nT 4k 2k
IFN 697, R R A AR 25 0, A Mok 400 Jif PR S RIS, Tl R R
211 it B 7% 354 IR 7 ( G-CSF ) 7 201 - 5 10 441 i 4 % 311 3% 8§ ( GM-CSF ) R 97
SMEIM A0 A B <1.5 x 10°/L 5 rh PRk 40 i 3% <0. 75 x 10°/L 8 if /M
<50 x10°/L {83, 3 N8 IEN FIE 4k S8 57 IF s Wi . A0 & i ;3 40 i i
B<1.0x10°/L s vp b 40 B3 18 0.5 x 10° /L 5% i /M40 <30 x 10° /L {4 (&
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7, RS, e A RE IS AR, U5 5 F MO IN R B T IRTR YT o

) MMM RE R AFE= 1 555 g S EaitE | 5% B 4ER
T TR T2 BN Bi s 45 ) e A AL AS W Af

(4) BIEFN W ARG R IFN B R EH . B3Ry o] i i
ARARBREE B S PUORAR TR S5 HUR PR . HAbpg B B e MRy 0 b R G5
AL 23 A B LA R R e ER T, AR R T RV f5c i L , 7 52 S0 M ) R
e

(5) HABAS BL 2 /%5 8 T R O AR AN 55 o U e i Ak 5 RO JULSRR | oF
40 % VL I IR A O A i) AR 28 TRN Y& 7 18] 75 s e s 3. 2D %L TFN 33
7 1) R 3 T RS R B 1 5 B (G e T, A G B 2R R R A & R
MLPRANEE R B DR vsGaR , ALK IR R AT 58, K245 H IFN J5 0] 3 479%
2. TEIFN VGRS 3, M /Bl A BT, MEE 7 gk sk &2 1E
W BBAY T L E Wy T RS BRI, A K VAR B RS R
REMR o R MU St R DL BT AR AR o 2R LA A A B2 s 356 400 8
AR ZE Ay RS TR B A A T B L e R M A

() B () 2=y

1. & RE5 RS T . HBeAg FHYE/HBeAg BAEDR) CHB 3% K T iifk (€45
FRAHA B 2 AR ) B 5 ] 37 F NUCs gEAT 00 tai6y7 1,

5 IFN-o 2500, X+ T HBeAg B CHB 83, HBeAg Il 175 5 5% e 2 5 i 1
HIIT ROEM FE bR . B 34 ALT K (>3 x ULN) FlE{IK i) F 28 HBV DNA
(< 10" ¥ 0l/ml) J& 3% Fl NUCs 3477 i HBeAg I 175 27 % 46 iy 35 000 [H & 212
(A1),

2. MR ROT R AR AP NUCs Yy nTVE h—Z36 7 254 (H I R 1k %
PRy B AF FH ol H i 25 28 55 8 A BRI 25 W, i i B s sl B & R
(AL) , LIB/INVEIY W, R 25RO FE Y7 2% F AR 2 30 [ BLR Be AN 25 Z 40
RN 30 S i) B0, e 40 4 SR B TR BE 0 19 25 4 2 K VA T A5 DL R 2 A R
(C3),

(1) A FRITFEIEYT . HBeAg [HY: CHB B 3545 HBeAg Il i 4% ¥ 5 vl dE 47
NUCs (A BRITREIATT , (H A RE TN 4 7 B 6 ELATT A2, DX i3 Bt T HBeAg I
T, R REKE ALT( > 3 x ULN) JE2E HBV DNA < 10745 0l/ml 3%
i HBeAg MG UL (A1) . —H 345 HBeAg Il i 274t ,NUCs JR/Y7
REARSEDEAT 6 ~ 12 N H , Tl 80% B RAFHE AN (1697 45 W 5 Pi-HBe 742
) .

(2) KITREIRYT 8 H F AR 1 RIRYT Ja AN BB ARG R AR B 2p W 2B T it —
HIRIT R B, BN BESR 1S HBeAg Il TG 4% #2190 HBeAg FHM: A1 HBeAg [H 4 i
FE IR AL R IE ], AN B H: HBeAg RS B0AYT HF HBeAg % Az I 3 27 5%
B (AL) o BZYIR YT % e AR ST 7R F o (I 25 AR X AR 259, ity
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MR ESEEFRH (AL, LTIeHZA 5, f-%F HBV DNA XA F PR & FA
JPREPR (BL) o BRI A AR B ERRYI B (40 5 ~ 10 )5 ) J7 80 kA
it 52 W ANIE2E . X T NUCs S, R BITR YT 1Y 35 2 0C T SRR BT i 25057 5 1Y
I, X S5IRITETILGG HBYV DNA JK-F- B ) 3 B 7 72 A& 75 B NUCs
TRIT A Ko S DRI RYTR 24 19 A 5 T 24 5 A% 46 I 3 i) B Jeel: B i e D 7y A
Ko

3. MARE X

(1) iR ToN2A 3R97 12 Ji (A28 NUCs 2y 24 J&) i), HBV DNA PFEZR K -
T < 1log,, IU/ml,

(2) BRI IRYT 48 JEIT ,HBV DNA T [ER|SLH) PCR ERINZELLT .

(3) # R EE2= N 2 : HBV DNA R R&E > 1 log,, TU/ml, {BAJ5 7 T 55 0) PCR 4%
Rl B o R T R LR R O B W 2 PPAL I [E] g 24 ), B R &k
A8 13 R RN AT 14 5 R DA 48 SR TP S

(4) 985 B = Rk S 25 - 3397 i #2 v HBV DNA M fIR7K 5 > 1 log,
IU /ml, A L ALT AT R AE B AR )42 R . NUCs 3897 & 72
oG B H IR RSB NUCs () HBY Z 55 (A1) .

4. RIS R YT IR N 2= R 3 S AR 1 Yk ALT (HBeAg #1( 5%)
HBV DNA ; 4 FH Fl {45 =5 1 , o0 o7 Wil A8 2 B Th e I AL PR R 5 i R e
FXE , 20 W I LR 34 ( CK) o HBeAg Fl HBsAg & s s il i) i PR & S (A
it — 2T o

5. ZIEIRYT :HBeAg [H1:0Y CHB B35, —H &k HBeAg I 15 554t , [ 4%
ZE NUCs 3697 6 ~ 12 M H |, Al 80% & A5 R AN E (IGIT 45 W 5 $i-HBe FRLL
FHYE, HBV DNA KA 2]) o 328 B el b 6 > H 19 2 kil 45 2R B 7R HBeAg
%1 LR 2R 45 H HBV DNA RSN 2 i m] {22 2%

HBeAg [114: CHB £ 2 (5= 25 bR U i AN a2 o BRSEIR YT Fa /2 £ 9K 7E PCR
J7ikANEERS Hy HBV DNA | IS ] g ik 21| HBsAg {H 2% i 5 o] % B 45 1B IR 9T . T
APASL By{Z 25 pRifi X HBeAg [P f8 34, FERIF% 6 1~ H B9 3 X HBV DNA £l 1%
R AN 21 p ] 2% e fss 2

IR AL 2 PR HBV JBee 2 i NUCs 24836971 A Bl T 18 22 55 0
PR, DT B A 31 o i I 9 A3 et 1]

6. NUCs AN : NUCs 28 B A, 7 0 WL R 3R R A1 %) 28 28 0L 8 5]
i (AL) o JHIEAS [R R BE 43 407 1) £R 35 2 W vk B AR Y (R BT se o0 b9t . IR AL
B I 24 )5 25 AN B ROa T, s ol Ak, 75 2 s i (A7 3 S A
H 1K) o BELRAEIFAAENZNE 2403 (B1) o ARH'E B 2590 835 A i
AR RS P TR 5 R 10 mg/d Y FR T NAE X W B R MR I T M B 2 R =
WA AT A 3 PR AR R R B (50 mg/d ) B T4 38 ) i, 50 O B 9 e o
THH (AL B LR e n] VLR 00 35 (SR B0 WILIR P it = , ™ 22 2 PF DL A R
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RS R)  BCE IR LR B N Bl 1% 25 (AL) .

WE HIV BHME S IR a8 5 B8 2 A a0 W s B T [ iRE (B2) L {H
MR SY . BB E08E AR KPR EAE# T EFBHRERT
CHB KA NGRS . 7E3EZ Peg-IFN BE G L R EIGIT I EBEh, nl &2k JH
PZJAE | N7 BE G X B Fh 25 90 BkA 0 FH (B1)

7. MHEGE L K557 NUCs 3897 9 CHB B2 38 X DL i 0 BRI 7 S B R
AN T e KIIRYT , X 00 34 09 B T 25 09 XU, B NUCs RS 38 i,
HBV i 25748 5 09 & 2RI . B R 2578 S5 B9 &35 3 T il N 25« it
2T | T 2 T A KGR TT (rescue therapy ) o

(1) M 25T By - BEBROR A AT 25 B 259 , BIV AT g T 2 2 PR 5 e A ( =%0) AIG Ti
25 R R (AN R R BB R TR R ) B2G R YT 2 AR B A A B i 24 T B
%o TR S AER M 265 % A O e M BB TR YT RIS, BUR R IR T R IR BN &
Fh LA L 259 [R ikt FH 5 920 28 i JC AT S 6 125 27 R U 49 16 TR 230 <2 15 , IT ELAa] Fob
255 FH 7 RE SE P B AR S HL i A5 B — 2B B A

(2) T 25T Z2Fp R Z 7] G855 HBV X} NUCs it 25 & A= R AH 56, 35 1
NUCs AOFP25 WIER1AYT IS HBV DNA 258 M ALT /K5 6 24k iFad AL 3 mt |
W HzZat NUCs PURTEIRTT & o AN, Ok R 22 B AF 98 45 7 FL 3005 75 2 R 28017 O
SETIN T 25 4 A= A T ELAG bR, DT IR 97 26 T A& o

(3) WRIBYT 4K ZH NUCs Tif 253, JUHIE RARE Tl AL R, 75 I
PEATIRROAYY o W H R E R T A A 2 5 m , 154 WAk 2 S A T4 kL
R R E AT R R R A RS, BARIGTY R 2 0L ( BRI
BEM 2% KA 2009 4F T . OB RGN TR 2. HAESLE A IR
JEGLIR AR - BT AR, 2009,3:72-79)

(=) BAIRYT

1. FIEE NUCs BEATATT : ELUESEEARIT AL HIV I HCV R r b He
Z9IRYT N A AL, BEATR T IR E A SR BRI B s 3 L R (A B e B RN LA B i /b
SIEIR T 25 A A A o SiaSUR 2 N Bt = S 2GR BEAE . BRBRYT T
BRI L2, TR RITRR  REEAR B EIRTT , LA M A6 T R IR 7R3 1S
R B AN B A T IR Y o RV LI SR BB SR YT R T Rk R
REBZGIRYT RN 25 & A2 BRI TR LRI AR T 1T AR L6 sk i R B A
AR 25 JXUBS: O 0o 22 A6 A 0 O TR 25 % A LR

2. ANRIFIZE NUCs BEGIRYT « M A UL S W) f 2 32 R R 35 RN it 4 13 B
TRIT R E %32 NUCs BEAIRIT LRI R (CL) A SRR PR I IEZE R 7 o
SR B 25 HE B0 AT BE 1 5 0 2B 35 ( 32k HBV DNA /K155 8k A7 e mb s (I
B AL ) T — ELIE 2406 iT RE fa S A A i OB, A & RAIEREE G107 VAR LR TS FE T 24
(&, BRI NUCs B-G, D HE SRR H i imm BRI S a2 4
PR AN B, T ELIXRR R 5 2 A 5y (B2) o AT 2% JEAR A 5 R I oK 9% i B
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4.
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