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i 7% HBsAg 7 HBeAg #y & & 46 M Jlfm /R & X
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LT 4997 (hepatitis B virus, HBV) 2 A N5 32 %
YL SN2 AL, T DA | v 08 v I R, S U R v
TR A 70 B P T s 2 R DG 9 , )™ T e o AR,
ZERL A A R PR R Y 0 3k T A ), B 5 T AR 2 A
(WHO) 38 , 23Kl 60 ¢ A 1T, 24 20 {2 N\ % 124+ HBV,
Hor 3.5 {2 Mgk QBT 56 3, h 2 HBV R 1Y i I
ATIX, FL7E 1965 47, Blumberg 4" 5 A f LI ¥ 6 % 1
TR ANEATIR (Australia antigen) , fiv 4 29 £ BT J R TEFR
T #iJR (hepaitis B virus surface antigen, HBsAg) , H I, £ i
BN T HBsAg /KT 2 HBV SR FEA S b, H
W R, 18 2 B 9% (chronic hepatitis B, CHB) Jz & & AF
IR SR S A ) T REAIR T, T 40 . B 40 i 7 2%
RT3, e 7 B AN e A 80 i, X2 3 HBV $F4L
PRIBYL ) SN K Fattovich 4550 — 5 g 39 25 4F 94 5%
CHB [ 9K SR ST A 30, S 42 ) 00 A6 287 0 Joe oo R A
IRV B AT , A= A7 383K 95% , PR S e 45 il & CHB JRY7 1 ¢
e, HBV J lf 2212 Wi i iF R A0 45 7312 W (HBV DNA #5
R i 24708 S A5 (R ) R IfLI 2 A ( HBsAg € &
F1 HBeAg 5 1) . HBsAg Fll HBeAg 4 f Aor il 2 3T 4 R K
B H R 2 S, ANUE S HBV DNA & SR A #h 58, 38
RETE b 52 R AR X HBV (19 e i 2 31 00, T3 5 o I 47
JRERIRYT U IR TR IGIT R ITTRL, L s R IR IR @ A
) £ AR A 97 J7 %8 s HBsAg il HBeAg 1145 tit A6 72
I RS P R AR B T B APE Y

— | If3E HBsAg 5 R 1115 PR 3 X

1. HBsAg 45 8 ¢ 2L b DF 98 7R HBsAg & k5
HBV 53 @ TR AE S, HBV &l /&L ccc DNA
SRR, TEAE T 300 5 SE A T e s g 52 o ) A1 i RNA
(mRNA) T RNA(pgRNA) |, 4k ifii 43 HBV DNA 3l %
1 HBsAg i #% .

HBV DNA 52 ]38 % : pgRNA 8 o 96 5% 5% I8 i 52 1 vh
6] &, BB 71X 7 % DNA, B J5 72 DNA £ X [ ( DNA
polymerase , DNAP) YE FI T & Ji hy &8 43 WU 25 4k HBV DNA,
e 5B R AL R 2 T

HBsAg 45 /i1 % : HBsAg IR T 3 ARS8 719 3 4
HEZE (PreS1 ,PreS2 #11 PRFs) , %3 HBV mRNA % S5 4211
BRE, AR R N 3 R S AE N B R 5 B A A SE
JISERE 1) BEAVURL ( Dane 902 ) o HBsAg 11945 I J22 26 1o
AL I SRR T A, 290 107 ~ 107 TU, i 330 28 i 451 A,
YLk 3B 1 E R G . Jaroszewicz A5 B 5T A N
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Nguyen %W ForF/KFEXF HBV DNA 7€ &5 Al HBsAg i
T1500T , F48 TR F A9 I R S : 17 HBV DNA JKSFF
FE42/R HBV DNA 5 il 7KV F 5 L7 HBsAg K- R EA
PSS S, T SR S8 29 25 JURE ( Dane JHUART ) (1452 il R B,
LR BBy 2 (BRIE RS Y ) JB0RE (000 , 1 5 B AR 3 cee
DNA %53 (1 F F A1 mRNA Bl 3 26 KF TR

2. HBsAg s BRI 5 4% . B ATHF 5T HBsAg A9 4 f2t
i 22 R FHAMORL T 53 7 v (HESE 23 ] Architect ) 11 HL Ak 2% %
b S HT AR (B A A Elecsys ) , Ho i 0B 43 H1 ik
1 HBsAg 7 1 K6 0 i JFF 45 o )32, 0 9 [ ok 0. 05 ~
250 TU/ml, f1A% 1: 500 43 F% AT K00 35 6 % 125 000 TU/
ml; Fl SR T T TR RS, SRR B, th R R SRR 25 1
FEORUR . AL R I AT HOR T HBsAg 2 A
RO AT DL A SRR, K6 BR AT Ak 3 52 000 TU/ml,
TR A AR S, AR R A 5, A B e S
RZE, LIRS WHO fRdE, Z2 W58 B —F A ¢
PEREFT

3. HBsAg /K76 CHB %251 i 7 A 40 A3 4 FiF < R0 —
Tt 226 5] HBV B — YL i R 2 B 85 1697 R B9
T, GRIETiRS 2 SR G058 T8 A 0 £8 1 HBsAg 7K Bk 35 0 TR
SN HBeAg BF 1 2835 5 [v) IS4 75 6 G 328 it 52 100 0 0 92
PRI HBsAg /K- 5 HBV DNA # i JC i 35 AH G i 7E 2
PEIF R K 95 3k B2 v ) LA B A OGP ISR R R
HBsAg/K -5 HBV DNA # 47 HBV D HL[H % g % vh B
FISEHE, 76 HBV A 5 D9 20 A 2 vp R WL AR G P50 Nguyen
ST U 220 f51) HBY KL % (B ok C LN R ) | i
HBsAg fiiJ% 76 CHB [ 4% 52 v 19 43 i 5 AF . 45 R BoR: @
CHB -1 1l HBsAg Vi & FLAT b 3 25 5, Hoop Sz iif 22 1)
T, TS PEVE BRI 5K @K B AEL A C AU B35 1l
HBsAg jifi [ 25 E TG 1T 32 ;@I iE HBsAg i J¥ 5 HBV
DNA #i AU FE CHB 332 15 B 101 LAtk 35 A0 G M i i 375
HBsAg 5 ALT /K F-ToAH S

4. HBsAg % SR A I R B X« AT 4F Ok, HBsAg YA
HARYH & R, HEr 2 2R A+ HBV i #x (1) HBsAg & MK
TR FHA 70 4Rl , 5250 W7 HBV B LR 45 1 5 7 FHAS AR
B4 CHB YRYT iR 8259 5 HBV J& Y L) K i 7 bx
KA EAERFSE BRI , Bl HBsAg 5 PRI 767
R4 WA, e R S R A T T S 3 A5k TN O T L KG9k
I R R R

VT4E K HBsAg B5E A A LLF 2k . D7 CHB 2
HR A S HBsAg % 1 46 I v] LIS B X 4> HBeAg B A9 18
PEIF S8 50 R Ab T35 sh B SR AR 16 3l . Jaroszewicz 45"
WF5E A B HBV J& G35 rh HBeAg B 48 1 T R AR &
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Tl HBsAg KP4 SELR ME B I 3 i (= > 3500 1U/ml) ,
PRI RIIT 205 1515 3, B HBV PR #43803% o Brunetto
AR E— T D B CHB B KW BE TR 58 W5 2
HBsAg <1000 IU/ml F1 HBV DNA <2000 IU/ml T 7] i 6 Hb
LWl HBV HEE 3 g% e, S0sR 8 R S 1 43 91, 7%
H194.5% o QFESTRIVHI A L2010 4R TR IR 18
PECRIFR & 5@ 1) 48 1L W AR YRI5 7 3 72 P S 3% HBsAg
1l HBeAg i 7 522 5t Fr il ¥ 3 528 fL [l i 45 5 HBV DNA
Ak EATEEA I AR AT I & B, TR
HER O ZEACT IR RIRIT LR P #E4T HBsAg il HBeAg &
SR , 6 T G- TR 45 05 3 2 1o 25 R HBs Ag % [ R 1fL 75
My, AR T TR ERT SR N B R RIT
(response guided therapy,RGT)” BRSBTS R
HBeAg BIM: [R5 19 HBsAg 2 1 A8 £k A1 Sy 21 2 1) 9 15 T
545 Moucari % fl)—2H 48 f5i] HBeAg B 584 B9 1945
RN, AR EATIER o2a JAIT R A M HBsAg T &
TR T R ARSI N B E . IRIT 12 F1 24 J )5 &
H L7 HBsAg B35 T % 0.5 logy, TU/ml 111 log,, TU/ml
BB AR HBV DNA 8  &HiR . (G55 0EF
HIYJE HBsAg 193] )24 WU AR T 74 (12 J8 A 24 J#]) RD
BEIXAMIB YT 45 AUET ) HBV DNA 5 52 i 25 3 F JC I 25 %
Brunetto 4! £ —7i 386 {3i] HBeAg FF1: i H M50 B/, 2R
BT IR R o-2a UG HOK I E IR YT BH 1Y HBsAg &
0 NI IRIT A A Y HBsAg /K P XEITE5 TS 6 1A
) HBV DNA {J5 < 400 #% D1/ml 3 (97 280A 1R b () T 1
o WBITS5 R HBsAg 1 < 10 IU/ml 853477 1] 8] HBsAg
FERTRE > 1 log,, IU/ml, 53497 )5 BEVI 3 4F 1% HBsAg 5 A
TR W EMI, WursthormE P BIFSE 162 (| 2855 IS 5 v
JT I HBeAg FHPERE , 45 R R 3 4EREVI T 5 HBeAg KK
RHAE LS, HBeAg 11 2k 21 1) HBsAg 7K V- T I 2 B fnb 25 fin
P, IRIT 48 JAN HBsAg AKF T FE > 1 log,, IU/ml 35, $54k
1AIT 3 4F J5 H HBsAg Jl§ 25 % N 26% . Chan 251 f§ — 13
HBeAg FH R L BT RBFGEH &2 B, JRT7 6 A A i i3
HBsAg Cut-off {H < 300 IU/ml 1 HBsAg 7KF F & > 1 log,,
TU/ml, BRI DL PIA~FE 45 T 0006 7 5 B4R 2 niy 2 5
TR FRE R PR 43 1R 62% F189%

I3 HBeAg 2 SR 111 R L

1. HBeAg G Wi A2 S AL 927 FRAIE . HBeAg 2 L Bt
TEAXAETEN —FP AT e A, Ho i 5L K 5 HBeAg T AH
%, C EEF gidiz .08 H (HBeAg) , ii-C JE K& 46 %565 F /3
BHT C A C BL R E L 4% HBeAg HiiAS M, 7E M
FEs IR B T HEAT 18 1F (2 2 o R o &8 43 7K i) TR Ik
HBeAg, HIjfit 55 HBcAg 5842 A,

HBeAg 2 [ EA e i 1 VE M, TTin e S RIITF & & A
SRR Z B SR, BIA R LT P Y HBeAg AT A EI| f1 9%
i 32 B T RE , S350 T 40N 52 , 17 40 i PN Y HBeAg WT4E Ky
HUAHT A M S BE ) 5, R EBESZ PR IR YT Y CHB JR %
H1, HBeAg FHM:42 7% HBV & {fil 1% BK, J2 1% 4% 1 0 1 b i
Bi-HBelH M, 7 HBUR TR T ML [ & X% HBV G i I
MFE/R HBV 52 il , 1% YL PERE A ; 25 B AiT-C 1X 1896 fif 1

A5 5 FTEL, HBeAg 4320, #&7~ HBV {7376 &2 il , 47545 1% 4o
P, B0k HBeAg B 18 £ BT 4%

2. HBeAg & it Kl : HBeAg XISt HBV 42 i (145
b, 10 H5 AR TR BIATT % 9 O¢, HBeAg FHERY I M 2
R4 B TEIRYT i R b HBeAg [ 5% K i T 27 7 45 5 K0
I PRI R A AR S, 18 M O RUF R PR A IRIT I H AR 2
—o WWIWFSE R, il ) HBeAg B4 (H IR JT 1 [H] HBeAg
T 7 A 9 W TR LA I S H BT R

55 HBsAg & SRS, B A i Je s AL FH 0 A
HBeAg 5& ft farill i 77 £ , 1M H HBeAg 11,70 WHO Ay 4R 1 5
HHTTA HBeAg 12 s ALIRAVESLL PET U/ml Sy B, 181
CIURT 5 S (W HBeAg b HBsAg (1) 4k B BLAIL, o 7 50K
1509 PEI U/ml (1 ~ 14236 PEI U/ml), B § % K2 & 1
Elecsys A J HfE 35 () Architect ¥R 4 Cut-off {H ( COI, Il it =
) A2 R 22 13 8 U B AL PET U/ml Y

3. HBeAg & HuAS I (4 I1fi K& X : ©UFESE HBeAg Il i 2%
FEYH 4 HBV DNA JKSE R RERI ALT 7K A9 15 % 1k, BFAE
RAERICRR WS . FK1T HBeAg I3 2= 4 i) S 35 ml LA
BTN 1 B R R AE T Fried 51 L4 B
CFEAL TR o-2a 15ST HBeAg [ B E 12 J§] 24 Ji i
HBeAg (17K V- 53897 45 UG 24 JRI I HE4E HBeAg I 1% 2= 5%
A A I, 25 R R B IRYT T HBeAg /KRR 5
{52} 24 J#] HBeAg M2~ AL, iAYT o HBeAg 74T
R SR R B 0 B 5 5 TR T 24 JRI BT HBeAg K- F R %
10 PEI U/ml DL FHF2 52% Ky 3% 0] 35453 7542 HBeAg Ifi 7
SR, WIS R HBeAg FHYER CHB 5 2 TR
IRYT 24 TR R B 0 TR T 0B R TR TS A R T 24 TR
HBeAg /K F-J/2% HBV DNA B 41/ FOMF847

A2 HBsAg Fl HBeAg [ 7 5t Ko I 2 3T 41 > A 36 e AR
B EE 2L, AT AE S HBV DNA g e fa Il 9 #h 52, BB TH 4
SR AXT HBV 2% G (14 G 28 4 1 1 0 , B8 35 - T00I 47 07 2
TRIT LR TR IGT AR IR, BE S AR A M = 16 R X
ARSI TR R BH ST A EARYT

= BE

H HTF 5% iR 75 X B4 19 HBsAg Al HBeAg 22 it 45 il 7
Peg-IFN/NAs 107 P B E#EAT SR AN, LAE i — 25 g 1
HBsAg 5 HBV DNA ¥ AH 3¢ ; DA U] 7E Peg-IFN/NAs 4
ST BTN HBYV DNA (HBsAg I HBeAg #Y7E Al b H:
fhFeAR , REAE SE AT ML 2 1R YT B AR JRYT S LA RS 2R ]

Z % X #
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