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HBV &3 245 1l #% h HBsAg F1 HBV DNA & i fH 4 .
RMFEE R RES FEY B AREHBV I B MR, &
BLERS> HBV /RYe & I ¥ HBsAg B , {HL1f 14 58 JFF 41 41 HBV
DNA fFEEFF7E , T 82 i PSS ¥ HBV Rt (occult hepatitis
B virus infection, OBD) M#E:&", HBsAg FAtE HBV Rt 5
FEIEREA £, b T HBsAg Bt HBV BRyex LU % 3
TR, BB R M RAT R A PR A ™, H #7 OBI
HIRATIREH R FEE P T OBITER B ARE B R AR KT
EEZE, H TERHRM RO T ER—  RREER T &
FOEMEREINBK, A XRRIL4ER OBl RITHR ¥ A
F B KRER SRS BHITER,

— .OBIiE &

OBI 22— IE A HBV B, "4 Hmi, —RhR
& A5 HE B -HBe F/ERH-HBs Bt , 5 —Fh B il & 245 &
2%, M 1978 4F Hoognagle % ¥ K 3Rk 4 HBsAg B 4 .
Pi-HBc FEPEAE 2 4 1 38 7T A S 3032 1 % % 4= HBV B 1
K, FEARFERISCHRF 41 T ZHE X OB HIE L, Allian®iA
4 OBLZH5 B3 ML 7 55 e BT B9 4 13941, HLAAFE7E HBV DNA,
{BTCERME HBsAg K HBV R, 7T 18 B APLH Z %
B OHUE(Bi-HBC) S Z iR R ik (Hi-HBs), BBk
BHAFREBFE 5T 2% (EASL ) 1A AT B4 “2008 4E o BE 44 2 B 46 05
B ERBHTE"Y, LK “2008 4F F /R K 40 2R 240 7 8
OBIJE SR BB M FF R B AR LW HBsAg B , (B FF
I HBV DNA i FH £ 8 HBV B3, 33| A T —AN i 1§
HBV DNA KIlG F48 (<200 TU/Mml),

Z..OBIK I gk

1. PSS : 414 HBV DNA B9 R 212 57 OBI i
BB, ATMERARHIH RSB, Raimondo 5K
W 98 4| HBsAg Bt . JCHF 9% B9 fe B A BE AT 41 4145 4 , HBV
DNA % % 4 16.3%.
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2. HBsAg ¥l : B Rl HBsAg BOR B i XA 5 #, B
REIX SR fHAR (ELISA) | BB ST S i (RIA) 3%
FEE AR A% R %% 4 BT (CLIA) A 30K F 8§ % 3%
(MEIA)., HBV DNA S X B 75l 25 7] 5| i 4 R fir
MR AL, BRI R , S BOBUA B X LU
it HBsAg™, Yoshikawa Z"*'XF 26 41| HBV DNA P i 214
HBV Bk M F H TR ER SRR, &3 6 5] HBV &%
RESEAKERE, HH 36 HBVDNAKRERES
1% 10" ~ 10°copy/ml, BB A # ] H} HBsAg,

3. Hi-HBc K ¥l : HBV B 4 1f 155 5347 681 , OBI AT L4
FEHUAFR Y (B3 -HBe FRYE Bk Hi-HBc fE4-HBs FAH:)
B 1fn #5 2% FE £ OBI, SkbifA B ¥ BN i 7% 2% A% OBI., #i-HBc
FRY:fEST-HBs BAYE AR -R HBV DNA B4 i R 88, i HixX
MONBRA TR RAERHE", Panigrahi %)% HBsAg i
PR AT AR , & B M -HBc FA#: % HBV DNA
BIR %8 27.1%, Hi-HBc PIHES R4 OBIM X RE &8
JTIZAESE , HBe B SR B9 7726 7T A 9 2 OBI & R hRiR
77

4. HBV DNA BBkl : B AT OB B AERG 2 iin e £
Lot E 3 PCR 7K 1 3 HBV DNA [EEU™ . Biswas
FUHREY, 5 H TR AR HBsAg R e, 1B S A
HBV DNA BB A I 7T B0 8 180 9 ~ 11 d, BB AR 1)
AW 25 ~36d, A TIREPCRIGERFEMAGE 2
R EBER PCR G| YN B HBV R4 E 3N EHA
K, IS X MO B EY, SRRIEIA M A B BRI
HEAD, URESRIEERF SIS, H TS
BRIk, WHO £ 7 HBV DNA BB 8l 4 H B oz
#E, B4 10° TU/ml (500 000 TU/vial)!™,

= AFAE OBl MR TR EMR

HATE P53 OBl A TR 2A B 3T B4 H7E TR (n
NRATR REARER FES) 8  Sms ARG
HIVERE BTEE BSEBHEES) 24 HBVIERLEK
SWBE B R 2 — AR,

1.OBI 58 .

(1)OBI 5 AEF 4% & (HCV) Bt ¥ . HBV 5 HCV i)
BB EEL, SHBRASH Y LR, Bk HOV B &
OBIM &R R R, HFEEF"RHFQ-PCR ¥:Xt 62 il fal
1 4T -HBc FH A 18 4 79 B T 4 B8 3 3417 1fL % HBV DNA
BRI, 45 % % HBV DNA B4 16 #1(25.81%) , il 15
HBV DNA A& PSR AE IS ShE R A AR RS
EH B INE(P<0.05), Cacciola %42 200 #i HBsAg BH
% HI-HCV Pt PR B & T 4140, HBV DNA R 11 38
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H33%(66/200) . & 3 OBIH HCV R & AF LI R A R
H33%(22/66) , A& 3 OBI ) HCV B & FF i {L i % £
F K 19%(26/134) . Squadrito Z 1% 134 il HCV R % , 1
H& 3 OBIE 53 6, B BB ZE A S04 A , K BLKR B BUIF 48
M 9 B B & A 8 H1& 3 OBI(P=0.002) , XELiFHEE
B OBI{iEi# HCV B & L MF BN K B, XA p i
AREMEER, BREMB R MEFEANHER, A
Giannini F" PR L RO IR LR A, B3t 13941
HBsAg At Hi-HCV B & B , £ B OBLEH-HCV
R HEF R RSP A EER, U SREHRR™
HERERELHEXM,

(2)OBI 5 ERAM % EE . HatEW s EF KRB
3% 38 5 % R4 40 I 7 HBV DNA 25 SR Ml | 1F 52
OBI 28 “ BB R KB EFRNE RRE.
Shiota %"} 1#f 26 45 HBsAg . ¥L-HCV 35 BA ¥ - 40 ff 5% 28
#ZPHBVS.CE X FMEH & 69%, He Z " R B R
K PCR TR 60 H il & EAr S W AKIER .2 W T IR
(B ~ )R 4 B35 ¥ 47 L 7% HBV DNA &0, FH#EF N
78.3%(47/60) , 32/~ OBI Al RE 23k B ~ A R 10 F B\
B, FEMES%T 104 41 i 1527 B 48 B 317 PCR %
A BB 2 B 30 41 (29.8% ) 5 HBV DNA FA#E, 32 %t A B
A 8 B 4 8 & 5 B o 4T HBV DNA & 3 , HE B OBL,
Castillo Z "7 76 BIR AR E R ¥ M En SV R E
B R L4 R 5 TR 229% 8 OBI, 46% B Bt HCV Bt \32%
OBI & HBREH: HCVRE,

(3)OBI 5 fF R % OBl EFHE XK B — 1 EE LKA
#,BHAEEEF T REK HBV BRI MEUENE., Bif—
T H A 9853 IE L™, OBI Ifl 7 HBV DNA K77 7T LA Fi il
FZEFRRFELREWFEREER, I 824
HBsAg FAt . $1-HCV Bt i A58 4L 8 5 AT BRBR BT
HBV DNA PAtE: 4 #1HBV DNA FAMA 7R S ERNBAER
439K 27%H 11.8%, £ 10 F A BB R 5514 100% 1
17.6%(P<0.01), Kim%™'%t 36 4 HBsAg FAt NG T
R E R 193 & A 840 B 5 34T HBV DNA KB, iF
4 B M 3% H HBV DNA FIKE Hi % K 48% , T 4 AP RSk
HREN R 0%, Bt OBI ] 8RR NFEE LK R0 I
K—ANEERE, 14, OBIFE HCV B SR &
AHRE R 8RR R HAEERAER

(4)OBI SR A=A E EREMBERET , ¢
HBV E HIMERZ AN ATEESE L, FBRENER
ZEFLR ANEREESR, FHEER, HBsAg B
i & P AT 4 58 25 AT Y HBV DNA Kl 4 P 7 2 43 51
K 10%H1 6%, T % B —T KA BR, TR E
HHARFEOBL OBIEERRRRMNIERNERZ—,F
H—EHR,

2. OBI 55 il A8

(1)OBI 5 HIV @&  HIVAH R OBIKNE EHEE .
HATIA N, HIV B35 CD Tk B 4 ARET , 5L RS %

FINEEMLT , 7 BX HBV 881 T B, HBV R KK F-E 4,
WAL OBI™, HIV %L & & OBI 1 K 4 #TE 0% ~ 89% FETE
AW, Nodez %5 Fl# R S840 % & PCRAR I 85 4l i
1 HBsAg itk Hi-HBc Bt R EZ R A KR ERXBIEES
R HIV RS S, R & B HBV DNA (<200 IU/ml) , 4T
BEPR LR PCRAT 92 5 HBsAg Btk HIV-1 BRI M1
¥ & HBV DNA, & Bl HBV DNA PRt % % 29.35%(27/92) ,
& 3 OBI fl k& 3+ OBI £ CD.* T #k B 40 fi 3+ % . 820
Hi-HBc FHER B ERHH KT ¥ BN, FIERROBLE
FRENEFREIFOBLE , GE R/ HIV S H OBIE+
B -HBc & H %,

(2)OBI 5ENMEH B REHAE HRETIEEET A
KHREEZHBKFNEREE, 0V HBV BEMEREA
. 2006—2012 FHRBMIX T HBsAg [t i % £& + OBI
HIRAEFER 0% ~ 26.6%, SELEHARKXPCREM 10241
HBsAg FATEZEREME 1 & AT B E (Y IILYE , K IR X [RlET R
#3841, OBl R4 %4 7.8%, Besisik ' Fl Siagris £ 1A
HEMBENTRE D, OBIEH RAEET-HCVREMNEE,
TR FIREE S AT Z MR R T HBV SR
BRI . SRR B R AP -HCV B0 P A9 1 % 28
HOBIMEERLEN™, R+t BEHN—MBREHR, 7
PR AT B E OBI A A= K 9.8%1,

(3)OBl 525 B %M B % . Hollinger # Sood AN, if £
A HBV B f &2 IE 4% (H1-HBe FHIE) T BB E B
ARG AT RETE M T % 4 OBI, Cholongitas %" & & iF
#3154 85 HBsAg Bt Hi~-HBe FRAESHMAR B
EREGREHBV BREMNMBE, ERATULZLER
P -HBc FH 1 B9 4t f& , It H & HBsAg FB t 30 51 -HBc 1%
Hi-HBs % ; 3% HBsAg BRI B L R B R 2
BB HERDK K E YT , T Hi-HBc H41-HBs PR & WA
TEWBHERS

(4)OBI SHRZEBE : DA PRUELE IR B E R
FEZME., Demir FV AR KA, 2 BB IRF B E ILF
HBV DNA K 324 11%, B X B4 (3%) , X RER FH
MR A TR R VE T 40 R R A e R

3. OBI 54t HBV B vk 5 1 8 % : Blackberg #1 Kidd-
Ljunggren™'3 Ffl PCR A& 3 16 % 30 4ERi % B 20 A R4k
ZRIBTF 4o B & B i 3E #0518 i 8 B 40 i DNA, [] i A
Hpaf BB e FAL, 782 A AR KR B HBV DNA,
{1 7 F5ME BB 40 P HBV DNA #FRtE, £ at
B HRS, HBV WAENBR B RS KA. Yuki %
14 ISt Z BT R EENSHERAEHITEY4250.8~
9.5 4 ) MLZE FBEDT , 280 B 1 1 BEFF F HBsAg TR
12 B BUH-HBs, XF 9 FiiE AT A8 7.2 A H LR AR,
3R A PCR 3 If & Mk VR 41 28 447 HBV DNA S XX E &
S3H, 3 B HERL I cocDNA B &l 3% %k . SR B8R 9 FilfF4
QMBI HBYV DNA SHIX R EF ik, 7 4l 7 HBV
DNA BAtE, 8 il F A R EE LR E P er L R E R
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iE, 3BIFERIRIG 8.9 FA) B ARFEAMK T cccDNA,

4. OBI 5% fil # : Candotti #1 Allain"*IF 52 HBV i@ it 4
4% 6 XS B 88 F HIV-1 fTHCV, HBV & etk 55
ARMKBARFREA X, Hig b, FE HBV R £7E
T EABRMHI-HUBs KoM E I , Hi-HBs 7] L FI55 3 B
B Y, SR, Gerlich P45 38 1 5 4 B ¥ -HBs FH
TERY OBIAK I A (4 B A R R D, 1 B E R A2) ¥ HBV
BRETZME ., MBE—TEENEBERRER, 7
HBV R 17 #1X , OBL i Ifi. 7] 8 A 2 S B HBsAg #5441
MEFF%. BRITXHMZINE KL 2BY5T HBY, Bl
i i 2455 |2 HBV R R 7T BB TR X

AR B E TR A KRR MR )5, U R in
HFVIAIIX, 5 oAk 75 55 3 5ot 4 100 i % 2 OBI, 4B 4381,
= EBEEHRA B A0 M A% B E OBI M & 4 %4518
0% . 1.73% M1 51.2% . #PEGHRMEEWEEZ KB KA
I ] &% , Singh %452 38 €D B # o #9110 B2 % OBI B9 K A 3
B, 4931.4%, Tii Arababadi % fIBF 5T & BUAR B b b g7
If &% % OBI,

5. OBI 5HRIL#E : B MXTHR I 5 57 25 HBsAg LA , %y i
JEHBV R R ER KB TR, HMAEREY, HK
HBV B AT A% M % ¥ BRI RO RF,
HBsAg BAtEBR I 5 OBI f & A R AR KX R, HEHBV
REEEIL 0% ~90% K # X , BRIl 5 FAH 7% ~ 19% K
OBL, fii£ HBV 2 &R X 5% MIT4 7y B, Bk i R ARy R
H 0% ~9%"" . %% w4 B R F & 2 PCR 1 Procleix
Ultrio £ B Sl BRI 78 Go Xt TCALHR I 2 v B 6 FH o 4 1 25
FRAHEAT HBV DNA FF5ISMT, 9159 5 HBsAg R AR A 12
PCR ¥ 18 i/ HBV DNA FA4:(0.19% ) , Tfii Procleix Ultrio ¥
H 7 51(0.076%) (P<0.05), FBRBZE 40 51 248 4k i
& MR, &I OBI# 41 1(0.80%0) , Ho M3 HBV fR B2
E ¥ <66 IU/ml, 41 B+ i -HBc FH#:F 23 #1(56.1% ) ,
$i-HBc f¥41-HBs F¥:E 14 41(34.1%) , H-HBs FA 1% 4 5
(9.7%) o AW B H WA W -HBC 7T MR8 1S BF48 B9
RAFR, BRI -HBC 5 R I 52 9% SR A T F ),

6. OBI 55— AB¥: H AT —M A B OBI & A4E R A94R8
B>, Minuk FiH 487 5 HBsAg MMt K B R, %5
LIRT A HBV YA A BEH HBV DNA R H %% 17.5%( 14/
80) , i K & /R 9 A ¥+ HBV DNA # 11 % % 8.19% (33/
407), BREF“HBAGHEEE, M ILARE R ARES
HBsAg BH#: £ 485 4] i 7 45 A 7 17 538 PCR #:3 , 4 ] [R it
P4 HBV S XA C X Pt 447, OBI Kt 3 0.82% , 1
T2 6 BT FHRE BB R 4B BT C KR,

V4 HBV EH R 5 OBI ) & A4 %

I.B.CEHFE 5 OBI: RERITHHBV BEMLIB.C
BT, (ARFEE FE AL % 1 HBY T M
W, % BLOBI # C EHEBIFF 5 HA(64.70%, 1117 B & T
HBsAg FHER HBV B3 (23.10%,6/26) , /5 & FELI B &
HEKFE, BN EEYHEERELX AR H 4

BlOBI ¥ CERE, £F%F &I 64 % OBI K &
EWRER 268 BEAR 450 CRER, T 74 HBsAg
PR HBV B EH N BERE, R EN, ARE
AP HBV CEFRBEAEFBOBL, R, LHLEH
PIRE, B4 OBIWER %+ , B R BRI C KBTI B
Mg X 5.

2. A.D HZEHF& 5 OBI: Albuquerque Z“* % 752 il B 7§
MBFEHT ABEHITHBYV EE R, &I OBl R ER Y
1.5%, e DR FEE K 66.7% , A B % 33.3%, Cardoso
FORFR AR, BT HCV RRE T, R4 OBIAZ N A
ERA, fdE 2L BEFNRmE D, 4L OBINTES
BATH A D HEFE H

T OBl WIBATIR# B B

OBIRRTE L FRTEE L WA, HHERITRENAE
#. BATANOBIRY M AT S5 A B HBV Ry i R A 5 |
HBsAg I DNA f Ul R M BURME M & ABER X, E45H
LEE#IT TREZ X T OBl MRS, HE AR £
K B M RS R R 3543 A B, (/02 ABERATRG £
FHH . 55 OBIRATRF TSN B S MAERRMX R
[RIFR A BE OBL A9 & A 180, A B ABER B A 55 OBI 2 fA] %
FHB, THRABPLIRHBY B R MG B e, B
ITEEFFISTHR AR — BB T R RITSE 45 SRR (0] bt , 55
— OBIAZ Il J7 I AL Wi bn o 2 BN R SR 45 0 1
1, OBIMIfERHE | B B 4 FHLIE i A Bl At ke 7
B RSB ST AR B 3 B BT R B, B B
R T KRR ARV A9 K BB B 5™,
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