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CHIRT 4895 EF (hepatitis B virus HBV) JE LAl 5[/
BRSBTS, ORGSR O . AL, B
A . EH 19674 B ORI & B I 4 3R i T J
(hepatitis B surface antigen, HBsAg) LIk, HBsAg
MEAIVE R A8 L H 98 993 7 8% B 1 5 10 12 W 48 b i
RN H T2 N I HBs Ag i€ 512 W Sk 5 A o
HBsAg/ZHBVI4ittjti 1, /DK AP . HBsAgIlL
T H ORI R ARG B R R B R AR —, HE
HBsAghr il )" 72 N FH 7 1 AR W R0 72 A DO R g 0 A4 )
o, DR SHIHBVIT 00T, i A I HBsAgfE IR
JYPIHBV R AN L, A SCHiHBsA g A=) 774 i
S RN I EAE QT 259

— HBsAgZr 1L i

1. HBsAg ki ccc DNA: HBV A /M IDNAY
2, JBTWENWRERFEE. HBVIEAGIM)S, & 5elisd
WAL, 5 HHBVIFHE S FORXEEDNA . i i 1)
DNAZE A )5, EDNAERGEER T, 9Kk
WEEDNARL 5 0 578 # W EEDNA—IL ) Al 5 FIRDN A
(covalently closed circular DNA, ccc DNA) . ffif5, ccc
DNAFER—MAGE « W 5 AR A ERE S VR g £
K IAAEAE AN A% P, BCA R # 3 DR 4 SR A, T
i P HBV 47 27 AT /- HBsAg..

2. HBsAgl 45 ¥k . HBVAE ML T2 K442~
45 nmK[(IDNAFKL (Danefifi) , Danefihi 3 XUz
A, AhFemE R AR OMIH R KPR (HBs)
HwH, E#& 2 AN/MHBstEH (SHBs) . FHBs#HH
(MHBs) . KHBs#[1 (LHBs) . Wit MEE
IR QIR OEE (HBe) , Wt S HmERES
Wi Mg B AR KT 4. SHBs 2L H117~25 nmBRJERL 121
B SEARE R, R HAT A YOk I LHBs ¥
(f110 00015%%. thAh, SHBsthfgLAZ AR (E4£20 nm) ok
BROR (EA£20~22 nm) 555 2 0RL T 253 2] 1L,
B I 4835 (R S5 B WURLAS BAT AL B« 7380 AHBs
M1 (SHBs. MHBs. LHBs) nJ LIk ifs R F fF 481
PGk R, GiRR AHBsAg.

LY 58 995 75 K5 DR AL B 3L A7 480 AN T3] 1S9 O 78015 32
HE Copen reading frames, ORF) , Zmidf)tu i, #
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Oy BABEMXE PR . 2l g4 P o,
Byt (HBsAg) WHiSX 4ild ISHBs. PreS/S
il FIMHBs . PreS1/PreS2/SIX 4l ({ILHBs . 1% Lo Pt
Jii C(hepatitis B virus core antigen, HBcAg) . X¥ilst
(hepatitis B virus X antigen, HBxAg) N[/l [Hedi)R
(hepatitis e antigen, HBeAg) . Ut4h, HBVI3Fh# fi
M (SHBs. MHBsHILHBs) 13t ] () FF i[5 S HEAS i)
TR RS LR AT s BB A B, WL S5 M AT AR 4, SHBs
7E T L 2 TS T 11226/ 2 JE R 1T /K 2 1 21K
MHBsFILHBs} %4 SHBs%i#J, {H{EMHBs7:SHBs3L
AT pre-S2[X. (55N LML) , LHBsWIESHBs
Hepith ¥ npre-S2[X Flpre-S1X. (108m119 N R A
B

3. HBsAg & Al 73 ih: HBsHE 12 mRNAFE %
PeAs, HEMHBsHISHBs P F2.1 kb{mRNAZw 5, i
LHBsI tH 55 4 —H2.4 kb%ifish, PR H 3 LA R B 7
KBB4 . SHBVE R RIEG XMAE 575 a 450
JABNT BEERT poly AR INAE 5 MR K i R U Rl -1
(glucocorticoid response element, GRE) , Pl _L4Fy%
L HBVA il (¥

EHBYV S i35 BR 1) B # AN, MSHBsHISHBs R
H GBS A, mAEARE S EHB VAl &
LHBs#H 445 il 1 ™. BARLHBs[{ImRNA[f) (45
(IM/SHBSsJF 41, HIEAE P i (TMHBs MISHBs 2 11,
MHBsFISHBs 8 [ (17 25 1) b Agi] 42 1) 2 i — > = 2% 11
HUISE B, B IR AL ] v A b 8™ o S 7 B — A 52 410 9
BEMIURL, SHBsHILHBs) £ [ WUk 26 20044 Lu il 4 3¢, H.
AEL AT A R A A TR X Bt S 40 e e
(R ITTA — LR PR R A B ), BT e b 20 K &=
SHBs, X ZELHBsARed &, &ML 5w, [Fmf
AT S HOA T (K B AR K, Ak i Frpre-S2
X il I /EHBVA S 70 h, BRI Gtk b AN 2
W, WAL A pre-S2X MHBsXIHBV (/s ek A\ 4
b JfAE A 7, (R IE B K ikpre-S1flpre-S2 485 Y LHBs
WU HBV () I 4 B R A S5 (7 FE T
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1. HBsAgZr T-AEN24ThhE: HBsAgli 4%, Hrp
adr. adw. ayrfllayw> iy FEW R, LA ILFEDUR L E
Ra, K, PR YOE BEa A RER . HBsAg oY
JH R BRI G 2 Wi debr 2 —, (A HAE b 5L bs I
AT RO 5, SO RE I BTHB VAT JG & Il G
PERRYS . HBsAg) 3= 2501 A )% Dy et 0. 25 3 w5 2L [
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Begy, WeAh, JLRETE I GY T A0 A i A e R B 4
B E TR . —SeF Y LRI S SFE K R K] pre-S 1 [X 5
e FIREE M R Yo VEAE L, SR ek 45 5 2 M4
[0 P = W= RN 7 1 P = S i P e
SEEM, BRI, FE B R I SHBS IR 11 $ S A8 T 40 B A
F IR IAER, A R Ae P4 &4 SHBsE 11
FTL, MtE L%, HBsAg B A BB H R4 5, B
PURRE FRa, S50 T8 TG R mEAEH . (HM
JEE A I A REORF, K S HBSER [ ] i s e P 55 2 kL
R iz g HpRIPURIG TPRER, T S B s 52,

2. HBsAgiE sl Jridk: FAE1970TFUf v vk FH U
Yo 33 0 V5 S Bl S i 2 e YED e HBsA g, Ja SR 18 i
R B 22 (R e T, AR IR K 22 80k e 1l e
7k BT ITIR, HBsAg e &l i J7 V2t 20T ik,
HaT, P8R 5 AN 7 vk FL eSS A ] (Architect
HBsAg QT) FMZ K/~ 7 (Elecsys HBsAg 11) . #ifs
o) N ()52 A B BRI 2R 6 1R 4k 2 RGO G2 3 A
e, IR B A HBsAg 0.2 g/ml, K SE FE 40.05~
250.0 TU/mI"™ . B [ 20 ] I FH Af) U0 7 P R4 2% R
P AN e, e 85 R LA B B BROG SR 1 BA B Cut-
of FEBUL R, (FrAME 5 /Cut-off) 1. FrASHICut-of i
< 1.0A/Kr HHBsAgIL R NPE, 1T HE i%Ax A HBsAglY]
Pk, TfFdk—2 s . FRAR R Cut-oftfE4 = 1.0H1K 4
HBsAgfy VA, W FEEAT — IR E

3. HBsAgiE i Hcce DNAT K A&: 1 THBsAg
TR T 40 % AR A HB V] (cece
DNA) [Fese FIEEFELE R, M HBsAgE & 5E fE—
€ R b WO AN B Y cce DNAGE & 2 6K 1, B L
HBsAg # A b & FF 40 Py % 45 cce DNAIFRE, i
HRE EHBYV DNAGE &2 W PtHBVIARIT 1) “&hr
M7, HEMiE T, REERITEAZ. SR,
HBsAg/E & I HR A S o, BRI, Py
PAHBsAgH g7 S #E) K3, 1fi HI 5 HBV DNAE 7
RAWAF BN Z I

FL7E20044FHBsAgE & 5 HBV DNAE R XA T
T, DeguchiZE!" g KikiE T HBsAg)E f il i I A
X, WI{EHBeAgHVE & S HBeAglI M & AHEL, i
HBsAgE B4 )a# ¥ 5. HHBsAgE & 5HBV DNAE &
(IR G, HAHSE R B r = 0.862, JEH —SUHBsAgE
it 5HBV DNAGE A SCHEA U4k, HBsAgiLRETE
JJHBV DNAGE =B A b, [MEHBsAgH) R 4E
7vece DNABE SR PRIk /D . Rk, HBsAgie s (14 I g
g F2 tHBV DNAE £ 5 # ccc DNAI M 75 B

4. HBSAGYEHUR B VAYT MM (E: BESRHBsAg
Al RHEMHBY DNASE 7, #4HBsAgtn] fI Sk vk
PURTERIT AR . HATHBsAg F 5 T8 T E M
PO FI697 7 R VA PR FE AR . fE B Chan !
— I R 4 TR E (PeglFND BEGHK R

€ (Lamivudine, LAM) )7 L4k HBsAgE m Ik T <
10 000 TU/mlf{JCHB i A3 HF 400 #5272 N % (sustained
virological response, SVR) & KfuU&rE, Fmrk,

ISP 1 B e AR B A 86%  56% 43%H192%., 1AL,

FRFManesis 2> I F 2k % 1l A5 HBs A g1 58 235 B s
BL10.64F, T TR FFES0A YT WAL FF 2E5.44F . Marcellin
SECUR AR TR I, 35% TR BUw dia )T A 7SR
12 HBIHBsAgSE £ << 1500 1U/ml, X863 20t 4k
SRASE [T RIS BETE FRHBsAg,  MEFSTR WIHBsAg
TE I E R T A TR . thAh, RS
B T3 N R Ry B T, SR R MR
(HBsAg) ffi T-ccc DNAFIILEHBY DNAFUMISVR [ fE
77, JLROCHIZE 4> 40.769, 0.734510.714. 4L, 47
WEFCUE AEA R HTHBY 2541697 i # v, HBsAg) R %
WREAR, TR EE KT (R K25%™.

5. HBsAg#Z 545 sS40 M1 HBVIE [N 5 B AERAR,
BILAMDNAYG fE R AE R A 1045, K4 HBsAg
'S DX DRI (1) AT ] — A % 6 TR ke 6 (1) o5 AR 3 A7 vl g &
FHBsAgH R MM BeAE . HBVHJFE AT SR KR T =
HBV & il (25 g 11 482, AL $E ) 32 (4 &5 1 %
P, BRI TG O s BR & 1 Chepatitis B immune
globulin, HBIG) FIPXE A ff) 2548,

T Oz i), KZHOH A ) LECE )L™
BT LRBTR W HRMMPLA (HBsAb) , R L8
T LF R HBVES, w8230 T HBsAgIW A m ik
RSN, HE 2 HBsAg) 137~ 14785 LR E =+, T
FHBsAgANREME H AR (HBsAb) R, HmE K
FEGLASREEARR L, AT 51 5 H a8 oAz, X
oA R, A/ RrEE E AN REL 144 DL B,
G —IRATI ORI, SIS R) 2 S
Rl o, PrlsdhE Kaf L MR AR AT.8% L2
28.1%"" ., {H7ERH )5 104E P HBsA g 57 (1 & A R K T,
L IEHBVIE L B R A R FAF L, 4RaHEA71H R
FEATAT L8 78 2 RS,

R A5 32 N HBIG W 14 i THBV ()48 7 [k
J1. 20 BT AL o S HBIG TR, T 1697 511 & AEHBV
TR, 2040 3 i AT 1041 & IR I v A L R R A
B, WAEPURYCE Ka, KRR G 1 B
HBsAgZ A, S 4h— 13206 FF R M A 8 b, Ry
ZHBIGYAR YT Jo th A I H ILHBs AW AL I 58 42, RISIX
“a-PREFET EENAS SR AFEI126S. T131IN, S143T
MIGI45RAL £,  “a-¥Ef&” I BRI T2 S5 Mo
L110F, I113SHIT160KAL 5P,

KM O Rk R 2iiayy (RIPTHBVIRIT) 5l
[P R 1) 58 A8 7 BUSSE R (K e A8, BRI A P R RIS B A
HESD, RO Srt204/ELAM. LATFIET V¢ 3L[H
i 2507 5, T rtM204V/145 5 0] S ESHEEA L fsT195M
sW196S. sW196LFIL 1% 1 )48 52, 71 Yeh !
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WEIE, frk K B i HBs A g 5848 1 L 7E AS29 T fir
A, SESERE LA, JEm I HBsA gy Wb
i o rt181E 55— 22 Pk 17 1% 245 W) 1 3L W] S AR 7 1
JLIR) A ELA B A 5 e oK O s AR R 6 1 3 TR i
2N a5, rt181THHBsHU R & FIsW172/8 &k A2 L,
Warner25P % Ilrt 181 T58 48 HAT /- WA BV, fiE T Y
A= BUHB VAR BRI 20 WA HIAE o [RIRE, ETVARICH)
rtl1 69T A5 H S HBsAg)sF161 L5845 i) S 4(HBsAg fu )%
JFANA PN

Kamili%F 3k — 20 i 0] 7 PARISHE PR 1) 5 8 548 (1)1
IRRIVRE 0, A0 A T 1 SRR B e A
BIYEAT =y 7K (R 0 -HBs H A75 88wl DU G iy 47 PR R 58 A
{f) rtV173L. rtL180MAI rtM204V {7 SAHBV, ILhpiAp
FEIA [F] I 525 SIER R AR (SE164D FIsI195M)
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g Lk, HBsAghr 4%, LW Eihe
B, AN RAERF. HBsAgE BRI i
OS2I 2 AL, R A R PO 2 B 25 1 T A 7
T HoA5 A i X /2 HBsAghe ok i) REAE o & 24 i 28 o 25
BT SIS fabr . H A 3E E 9 22 AR
PR R T HHBVIRIT R S S A BT
HBsAg e 152 1 W5 0 7] - THBV DNAK T4 R BR 1)
B, PLYuE PTHBVIRIT 4 RN BUR TR YT A 2L
o 5 M IHBS A g 1) 7K P4 A7 B T-56F CHB B3 1l 52
U (967 RIS PR SR

Ak, RAEHBsAgF AT TR, FA
VI 2 iR B3 AR P It i) 8. HBSAgEHBYV T #1752 A i ) WL
IANERE . HEARHBsAg 5 HBV DNAGE & FAH I LAk
SE, (HRR LR OC R M TR UE— DU, AN SRR A
KRR G By, HBsAg 5 HBV DNASE IR fLES 35
Wi B2 TR SE . M2, NI M S HBs A gl A
KA, KT AR K BT R PPUR TR 2 H EEE X
o
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