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HBsAg & &8 1% 1+ HBV R 33 5 )R 4 7 F o9 B2 #F 70 &

R EX o

Wi % 2, T 46 %5 75 (hepatitis B virus, HBV) Il i % 16
P (HBsAg) 3= S BTN & AL Sk 1) HBsAg & &
MHEEA B 25 B, Fom AR R A B AT DG ARk,
%F HBsAg 5E &5 HBV J&R s [ 4R b T R 7 3w 5 7
TE RS H i 2 , A S0t HBsAg 2 it 76 HBV S U AH G R
o T SR EA TR R

— HBsAg & 55 HBV J@&JL g 45 58

HBV JRIL B AR I4 2 HBV B w8 v Ak 1 o EZE R A,
B4 LI HBV JERYL [ AR s — vl Jal 43 4 4 39, BV G iz iiif 52
1 (immune tolerance, IT) | 2 ¥4 %5 % ) (immune clearance,
1C) ARG e MK () & il 3 [ low (non) replication, LR ] I i
WEE L IT WA AU I VS HBsAg FI HBeAg B f, HBV
DNA 4 5 (5 > 2 000 000 IU/ml) , FF41 41 2= To IR FE T Bk,
B G218 BT 2F 4 Ak i 1 . 1C W1 1M 3 HBV DNA 2k & >
2000 TU/ml, 45 ALT Hp25 sl 0] BF &, JH 20 402 v i 5™
R VEIRBE LR 2 Ak m] Pttt e, 384 BB Tk R Sk iR
AT TR . AR BEAE HBsAg ALl K1y d i, ok
B BT H T HBsAg 2t 5 AR L IOC R, I 2
TR T 92 1) 45 SR 3R B, 1T 3 HBsAg /K 8 2% & T 1C 1,
Jaroszewicz 120 & X B 214 4] 18 $4 2 %9 T % ( chronic
hepatitis B,CHB) . & W75 45 F. B IT 4440 1C 44 HBsAg
K- 4% LR Fl HBeAg [ PE CHB 41, 43514 4. 96 log,,
IU/ml 4. 37 log,, IU/ml,3. 09 log,, IU/ml, 3. 87 log,, IU/ml
(P < 0.001), i IT 4HF 70% 53 HBsAg > 50000 1U/ml,
LR 41 80% 3% HBsAg < 5000 1U/ml, [a]%F LR 41°F ¥ Fiis
14 4~ H ,HBsAg > 3500 1U/ml f3FH 80% Kk H18H: Z BT 4
G, ALz s H HBV D BEPRIAY (5 59. 8% , A KL KA
i 25.3% , Nguyen 257 &1 o W ABEREAT T HIF5Y 220 {3118
PRI 4 B 5 HBV B C JEFE RS IT 41 32 fi] \IC 4 55
%1, LR 44 50 4], HBeAg FAE CHB 4H 83 4], 44 5 & ¥ 1T 41
HBsAg 7K F-f i (4. 53 log,, [U/ml) , LR 4 5 A% (2. 86 log,,
IU/ml) , K4S A= E L (P=0.001),IC 4111
1 HBsAg /K75 HBV DNA G AH KM, 41~ W Be 5 R WA 5]
HBsAg 7K V-5 ALT FHIXHE, Chan 25 56 117 (iR ATHL
SRBREIRYT IR E HBV JRYLE HBsAg 75 LRI Bk
5T, 49 ] HBeAg it Ji BH 1t £ 35 3 4k Il 7% HBsAg /K
(4.01 £ 0.91)log,, IU/ml,68 5] HBeAg [H M f 3 L8 i 35
HBsAg /K- (2.73 = 1.15) log,, IU/ml, 253 B %P (P <
0.01) ;[AlAY Chan 554£(99 + 16) 4~ F By M #< 5], HBeAg
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PR TT 4110074 HBsAg 7K PHFZEAE 5 logyo IU/ml, B SR LIBHAE
0.006 log,,1U/ml [ 7K 3F- a5 F B, {H 52 i 15 45 o B 78
HBsAg FB#& <1 log,, [U/ml; HBeAg FAVEM IS 34 CHB B3
HBsAg LI4§4E 0. 041 log,, TU/ml 7K - F [, HBeAg BH R
TH M CHB (R HBsAg LL44F 0. 043 log,, 1U/ml [ 7K E R
R falt = H 000 1 3 45 I BRI R A B 5T % BE, HBsAg
F£2 040 TU/ml K- LA 21k 3R 16 2h 45785 3 10 U
87.2% 5Ny 75.3% o 1fif Brunetto 2507 5@ 55 209 f5]-|E 1%
stk HBV #5345 & (1 0F 5800, QS BK 5 HBsAg < 1 000
IU/ml 1 HBV DNA <2 000 1U/ml, 121K iE i % K 94. 3% , fi
AN 91 1% , FE 5P 95. 4% , BHPETIONME N 87. 9% , B
PRI K96. 7% ., Park 45V WLEE 1T 104 ] HBeAg BI1EHE
Hi % B, HBsAg > 850 1U/ml A1 HBV DNA >850 I1U/ml il
HBV T 2l (i 32 15 2] 84. 6% , Uk 64.5%

ARBFR AR R, 18 M HBV 8 5 4K 5 1A TR By
B HBsAg 7K ANR] , 3 L ad JH: 2 a2t 09 = AT WG 2 o s R
TSR {H I 5 215 £ M AE I S 24 4% 25 TE S5 HBsAg
FRLL R B T B R B S A RE TN CHB JR & &4 A & 1
HBsAgHll HBeAg S i B sl ML 27 5 40 , LA Ry ik BE400 75
BT AR AR LR

. .HBsAg 5 HBV DNA  J&A 4] & P14R B8 420 0 A%
(HBV ccc DNA) 4 44

LR e, HBsAg Ji FE 51 7% HBV DNA JK-FAHSC,
PSR AESIR AR B B, AT RE 27 BT ASIR], £ 1C W % &2 IE
26, T IT LR e U B CHB 4115 % JE A 61>, (1
Kim 257 %F 645 ] CHB 8 % 19 BF 5¢ % B, IT 21, 1C 21 70
HBeAg fH#: CHB 41 H2 3 HBsAg 5 HBV DNA S IEAHY:, H
U4 ST & B0, HBsAg K- 55 HBV DNA 7 B A HISE A
15, [il— HBV DNA 7K PSR [R50 HBsAg /KP4 7E
WK 25 5o FLJR R AT BB 2 HBsAg /K75 IF 40 I8 N cec
DNA 7K J% 6 47 5, 5 15§ HBV DNA 7K I J6 4% 56
%o HBV ccc DNA fig 5 i b S 32 HBV Jg& e i) JHF 2 it 45
i, S R PUR AT i AR R AN D i A M 2R R AR AR
1M ccc DNA FURTDAFEZH S pEAl | R e AR A2 2 55 I 2 o
JSIG ARME LA 3k F R . A5 Y 5 8 3 %) 86 i) CHB H8 35 JHF ik
22 % I 3 A i & B S 40 2R () HBV cee DNA 5 [fiL 7
HBsAgJ% Ifil & HBV DNA 7K 2 i % 424, Wursthorn 251
i 26 £ HBeAg FHY%: CHB % 4 PegIFN-a-2b B A Bl fli 4R
FERIRYT 48 AW & B, FEHUR SR T i B T IF A ccc DNA
JKAF-FUME HBsAg fE fK -2 A R J3H 5% 26 £
HBeAg [ CHB /1175 25 T PeglFN-a-2a FIHL K K E KGR
SPEE B IR R TT R RARYT 45 S 7% HBsAg /K5
cee DNA JKSF- 3545 8 3 1 AH 56 1, 1 I 75 HBsAg VB8 cee
DNA (AR AR ARG, o1 RB A B F B 3516 97 1
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WEE

= HBsAg 5&  SHUREIAIT

1. HBsAg E R 5% (M) 254 (NAs) 193477 : A
HBsAg/E 5 B (1R ) 25 By 7 il A 1, FL R 1k
TUBRIBTFE AT NAs 3697 399 ] HBsAg #9 /K 28 4k, H R
R AT BE R AEZ T (R) Z5 U A J& LA cce DNA A 4% HAR, 10
JEAMRI AT 41 RNA 5065 55 AT 4028 HBsAg 73 1%
REOKFETRYT R ARG T2 245 HBsAg R AS 31 (¥ o (2 50
FETFEHAI 204 10.6 4F 1] PeglFN 36T % FE 41 327 1 24
J5 HBsAg K 3 78 21 By v (07 KA 31 i ] 2 2 5. 4 410
Borgniet%: " WX 16 5 %1097 5 K4k HBsAg KR (4
o TARZEBZGIRIT,6 BB KK E B2 ia77,6 Bl TR & fir
K FEFHOAYT) , BRI FE 45 5 2 W38 % 1174 HBV DNA
T TERIG 1 ~5 4103 HBsAg 5 /K T 52 Wi BE 4k T
W, HBsAg I 25 i9F-14 f (7 500 ] Dy HBY DNA K T 463 T
B 9 30 S H L AUA 2 il J: HBY DNA Fl HBsAg [ i} 314
%, Brunetto % J347 1 386 {5 HBeAg B YE CHB i % ]
PeglFN-a-2a BEA 22 REH] (n = 127) Rk R (n = 122) 34
ST IRIT 45 TR G HBsAg 3 R[5 0. 71 log,, TU/ml F10. 67
logo TU/ml, L FHHEK K 240745 F [ 0. 02 log,, TU/ml, B 3
— 4R IR T 0 HBsAg T R B9S2 a8 T 18 (1R) 2%
L7/

Chen 27/ %} 54 {i] HBeAg P CHB 525 (31 {4l b {45
FHHEIEIT ,23 Bi] PeglFN-a-2a 17 ) WFFE 45 KM, it R H
R 7 BAYT , HBsAg R FE3A W BB, BIHes eyl A
I7 )5 12 J) FZEt8 PR e 8aa) 7B 3 A X Flai 4
AT LR HBsAg [ 25540 M2 R AR AR M SR R 5 HL ok
& GLOBE 4¢P EEIAIT 4 | 48, IfL 3% HBsAg & 2 T [ >
1 log,, IU/ml % 3B FUFIMNKE k23 % L1 HBsAg 15 5% , HBsAg &
T > 2 log, IU/ml % Hh R4y % /£ T HBsAg Ifil 2%
Ft . Wursthorn 281 B LR E IR 16T 88 1] HBeAg
FHYE CHB f3%, Horb 32 Bl H 75 W) | 4E N HBsAg & H F
W& > 1 log, IU/ml, 4 8 {4l # % 75 3 45 %& 4 HBsAg i, A
J 56 5 s HBsAg P T [ 14 Kk WL g€ 51 HBsAg
THBR(P=0.0024) , B[ Jung 25" HF5% % BN, 28 f4i] HBeAg
FHM: CHB B S B RFIRYT 1 48,5 il HBsAg i
W& > 1 log, IU/ml, Hih 45 4 {5 f % % 4 HBeAg W%, 5
HBsAg/E i 6 FFEE A LE , HBeAg {152k %22 R G it 2 78 X
(P=0.034), ifii 55—k [E 2% % 95 5] CHB % 2 B
FFIBIT 2 LR HTE W, HBeAg [ CHB % L4k
HBsAgHINAYT 1 L HBeAg 5 f T [ 3 21 T 00 5 75 272 107 24
T35 27 225, A VAT 911A] HBsAg 7K P-4 BUA W ik i )
e, DO HE— B A IO E B T AR,
BRI T WA 07 HBsAg A2 BN W R 5 A7 18 % L 4k
ALT KRS0, 34k ALT= 2 ULN % HBsAg 5E #t KT
W I 7 T ALT KOFTE % (P = 0.007) , [ HBeAg
fi SRR 2 AR, 7 3 e A5 AL T BB 5 R e I R A
5, HBeAg FHVERIE S #1812 70 I 46 BB 7T (RR) 26
UIAYT U] HBsAg & B F W] %, il fg it — 2 R 2k
HBsAg IMi52EI " o — I B RE L BEHL X B BIF 52 22 W, 103
{5] HBeAg FH P CHB [ % 22 855 48 H G 1A )T 144 A, K2k

HBsAg {5 [ # 554k HBsAg & it & T K K 4= HBsAg W bR #
(5.11 log,, vs 4.50 log,,IU/ml) , 3 HI/JT 24 JE B} HBsAg &
HREE MR ZE( -2.41 vs -0.20 log,, U/ ml), i HBeAg
FAHE: CHB 8% 32k HBsAg i it i I T HBeAg FHIE % ,H
YEYT 3 4F HBsAg E AL % 0. 20 log,, IU/ml™"™! | Lee 21
WiEE B35 7477 HBeAg FHE: CHB BEERAIA 3 MA N
HBsAg TR . ( —3.51 vs —3.22 log,, IU/ml) ,{BFE/S ) 6.
12 124 A AR B2 T

KA (BR) 209697 CHB R4S 25 bR vl 45 o B A, 2 51
RERf 1524 )5 o & i RV, I8 45 B3 B IR B A 35 A0 .
Wei 252V 553 17 4] HBeAg BITE CHB 8% 208 He K 197
JE RIS RS9 5 4 W 2 (HBV DNA /K- < 300 #% 1/ml,
HBeAg [V #5548 ALT 1IEH 2 42) (IBFGE &30, FEIR 9T 24
JilFN 52 J HBsAg 5 5 I F# % L HBV DNA T [ 6
W HU T 28 1R 3RT7 J5 BN 21 O, 55 AMARYT 104 JE i HBsAg
FEHE < 2 log, IU/ml BE @ 3 WU & 1387 J5 Re e i 2, fH M
TAE R 93% , BAAE AL K 100% .

NI R A B B A% (R ) 286 Y7 J5 HBsAg & & PRl
TBE > 1 log, IU/ml S48 F45- 25 52 AT B, (HAH OC F I HIF =
SRR IR AR T A R, AN SR AR KFEAS IS8 AE 55 L W s,
A2 HBsAg 72 4Gl v] Bip Bl i <2 W &6 R 3 T {55 IR AT (R
HAIRTT , I HAT 25 )5 50 B R U AR

2. HBsAg 5 T RKIAIT AL 1994 45 F2#H W
#¢5| CHB BEFETMEIGIT i B h HBsAg & i 3 T [
K& HBeAg I 2FHEAAY LU I W38 . 53R 7 3R 5
M & AH L, ¥R Y7 i 2 o HBV DNA JK 7 HBeAg il HBsAg
TR R A 0 B RE TR TR 27, LA B A5+ 24 s HBsAg 7K
AT LATRNAS: 25 )5 A e B A S O o AR SR STAE S, TR
IRITHTRELR HBsAg (IR/K - 5RY7 it B2 b HBsAg T [ B R
ALATIN T 46 2 0997 28, R 52 J836 97 4 5 B HBsAg &
i < 1500 TU/ml AT LATOM 5 4F B 7525 I8, SURRPE AR =
P53 3 R 52% F1 73% , BH P F5000 6 A0 BH A 00046 45 50 A
46% F1 77% % . Alal i RBFSE o, 4% 6 2 F B AR R R G
J7 IR HBsAg 575 5 /12448 fk, Sonneveld 452 58 T
—ZHPARRIN A A D £ [H B h 32 /) HBeAg BH: CHB % 4%
% PeglFN-a-2b VY7 f5 HBsAg i BEASAL S RGN A R R, &
WA BB BEETT IR IRYT 4 JH HBsAg JF46 T F%, 52 J& N T 1%
BRI, SRR N E B, 2R A5 EE X
(P< 0.001) 38975 12 F124 AT M Fr e A Bl fig
a3 KA 3% F1 8% , B FINAE X 97% F1 92% , I\ N
12 JEI i HBsAg i 2 28 4k 19 T 4 B 0 T 24 J8. *T HBeAg
[FIPERg CHB 3%, Rijekborst 250 J\ K 75 # 5% PeglFN-q-2a
TBYTIG 12 J, 40 HBsAg {4 AN T [, [ HBV DNA & T~
[ <2 log,,#5 D1/ml 5 , KA HFEE N 2 (W W] BE 1 JL-T- 2 0, B
HETE 100% o ZBFFRRE—2E 0 HEYT I 12 WG 0L, %
HBsAgii¥ B AN T B, IRl HBV DNA 2848 TR <2 log,#% J1/ml
B, XA A HBVA SR A (245 A B C.D R &) )R YL g vR
I7 BT (AR 3 T [ RR S5 5 , DO BUAR T AT DUAE S 540
PELI RS, LIS DA DB A Z, S TR IR A
0 R B R A, IR 2 AR v B O AR
FH M B AE W AR IR . Bt NEPTUNE BF 5% 45 SR #2 7% PegIFN-
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a-2a G712 F1 24 FIf Y HBsAg 1% B 51097 )5 R R L N 24
£ 2%, HBsAg > 20 000 1U/ml, #RFGFR42 W 2 ) T GETE N 0, 11
HBsAg <1 500 1U/ml i, ¥4 52% (1 58 3 ZRAT 45 22 i 2%
Moucari 25§ 4= T PegIFN-q-2a 180 we/ JEIG¥7 HBeAg [H
P CHB [ 48 1], & A B TCHR i 1 27 W 5 7 Bk HBV
DNA HBsAg 7 i Jo 2= 3], (HIR Y7 12 JH B, HBsAg & 1 T f
AL 0.5 log, TU/ml [ 48 Ji 45 24 J5 1 800 B 2 L& 3
3k 89% (35/39) , AHIAL 10% F8.735 tH BT 24 )5 RS 7 24
N5, 24 J& HBsAg i FRE#H IS 1 log,, [U/ml A4 #3448 JF
2 RS DA 35 91.2% (11/12) o Chan %)
4 PeglFN J897 6 /> H B, M7 HBsAg /KF < 300 1U/ml
HEH HBsAg K7 > 300 TU/ml g 3545 25 55 5 0 #4124
R(62% vs 11% ,P < 0.001 ;3F522 [ 24 & XN HBeAg If 1 5%
# HBV DNA <2 000 TU/ml, JFEE 8136975 12 A A ) L s
JRIT 6 I H HBsAg TF% > 1 log,,IU/ml H HBsAg /K < 300

U/ ml 1) BF A2 SR RGN R N 75% , TR HURS F iR &
BN LRI A R 15% (P < 0.001) , [H gt H ) HBsAg T

st 1 log, TU/ml Fl I35 HBsAg< 300 TU/ml & %) 4348
JOF 25 8 FPAE Y0 R0 1 S0 (B 53 3 Ry 75% 1 85% oy itk
— B RETR, ZE B4 S 5t 217 5] CHB B3 PeglFN-a-
2a JRYT 24 JH N 4R1S HBV DNA X450 T BR HLiR 57 48 Jil
HBsAg < 200 TU/ml # 4E K577 46 137 HBsAg 15/ Fa e
HEE 13.4%

S5 E N A 2 T 5 45 SR, X HBeAg FH 4 CHB &%
PeglFNY&YT 12 J& il HBsAg JC T K& AT 2 %Eﬂifﬂi
NZEE 24 JE ITE HBsAg /K V-5 2 N R T LATRINIE YT 45 AR i
AR R, B, Z280## W\ HBsAg TLM/Eﬁ HBeAg
A CHB B85 VAT FRE R AR AR1C W), 1 o R L g
RPELRSLET7 AN KT REA 722 o PRI I 9 Vg 55 AR 4
PeglFN-a-2a J&J7 HBeAg BHM:E M 2 HITF 12 #1124 EHBsAg
W R R#7KF-,24 JE B HBV DNA /35 F 100 TU/ml&, i A
ADV 3557, 5803 B AAL A 7 i B

LR

JEAER , BB 22 1 TEHE 22 W 1ML %5 HBsAg ¥ i 5 o
Tl [IHEAH G , B e 8 ] L3 , HBsAg 5 TR Ik, SR TMIA A
T 22 1) [ BT B DL, AN B 22 A DR E 9 fe 1 7 AR
B A HBsAg IIfi F-{ 58 2 Wr G e R 45, LA D 5 25 )
BRI SRR A RN E R R R &5
M HBsAg sEhit ;HBV S X AF 5252 HBsAg R ix%, Lk
7] 7880 ) A DOk A B T L IE At M PE A HBsAg 72 I PR35 e
HIVER
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