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ZBEFR(ZHF)HRB(HBV)BL R ENLREA K
PAEME, £8 HBV BE 84 W BIEKIER ., HBsAg H#
AMREMER HBV B EEIF#, Mm% HBsAg A% X
$i-HBsk i B8 — B % i\ 9 & HBV # B MG B2 & 45 &
Hoofnagle %" # & , HBsAg 1 #i{-HBs [ # {8 1 -HBc W #: £
M AT 5| R4 ML/ HBV B %, 8 7% 8.0 Hi-HBc P 4 & 1 7]
B HBV 5 RBRE, WE EREXFTEFRET KEH
LTI

HEl, KEHFH% HBsAg BItERY HBV BRI R E
# HBV B % (occult hepatitis B virus infection, OBI) , B %
#r#e B ¥ HBV B ¥ (silent hepatitis B virus infection)» = #%
Pk, OBI & 15 B IiL ¥ 5% % 50 89 & D B9 4b, LK 7 &£ HBV
DNA, {8 X% # ¥ 3] HBsAg ) HBV & 3u, \I kA HH
Pi-HBeR HL-HBs'™ o ML4EK, 1 T 34 W45 KWL (PCR) B R
BT EMA,OBl MAFEHBB ZMIEW., B OBl H
WATHR WEKMAKTELENGERWT,

—.OBI TR REWER

AR BIREEFRBE RFE ARSI OBl B HIT

HREHEXEREFTHEWT . HRERALRKHARE
VR REHEH OBl WA HIFIE, SHAFOBIRILES
WX HBV MM fTIRE PR R KR HREXMR HBV
iR E2F LAV T4 iR

1.HBV ¥iA75 E ft OBI #; ) % . &£ HBV WATREAR—
B K HBsAg B R BB L HRESI I HFERATR(<L
2% ) FHATE(2% ~7%) FIE HATK (8% ~10% )., HBV &
MATX OBl WA B FRMTX ., 7 HBV AT XM P
H . ESEFK, @5 "Ml A (38 HBAg Btk , B S BB IE#
BRI 5 ) 5 OBI R H 38 % 5% ~23% %, MifE B & B
SRFFHEBHENN 0% ~4%  AE 1, hFERR
R ,HBV 3 EEA A WRELEEPEE EEREAR
YEEHHIEL R R H HBAg 1B Z I, RUFEX LK
Hi-HBcHtEEF OBI MR AR, BHUAHABLRENE
B REUTHEKKHY—TFHE B R,297 & Hi-HBc W .
HBsAg BHERR I % X 1 448 & HBV DNA ftE REN
0.34% 1% T 6 Hi47 X 2B 74 B 9 W 25 B8 7%, 768.23% (13/158)
Hi-HBoR 2 B4k 11 5% 4 ) HBV DNAM,

2. RFEBFFEXT &P 9 OBI & Hi 3 . % OBI M HF 72 LARR L
RPBEE(ED) KEXAIFRBER HIVBLEHE, ARHE
K MR BFE 4R L9, HBsAg B 4 0 R [F) I PR 26 B JF 5 /8
# ' HBV DNA W& H E H0% ~42% 227 k2, pHE
Bl —TiEERA, ARIEKGEBRK HCV B AXFR A
ZFPOBI B AR, FHREREFRH(22.0%,11/
50) MG MR B EKXRZ(14.5%,16/110), FFE /L 8 & B 1§
(8.0% ,4/50)" , B+—BIEX 57 FIHi-HBcH I P ¥

£1 AR HBV #ifT K “#H"#iM A OBI MK H

1L 1% bR & 4 HBV DNA( +)

X m e TiBoAg Bi-Hbe Fos OO e maEw)
=g 203 i - -3 Ny 100 5 5.00
Behzad-Behbahani 211 ENE - +/- + 131 16 12.21
Chaudhuri %% BV E - - + 377 88 23.34
Gutierrez %9 BARH - - - 2075 0 0.00
Georgiadou %! i i - +/- + 282 0 0.00
Silva 28] Y.} - +/= + 150 5 3.33
Silva %% Y] - +/- + 150 6 4.00
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HIV B & V0 31 A~ A A Rt E R E R4 (P8
BARE3.SM), RAHF 51 £(89.5%)Z2 1 REKM
W BT LUR ) HBV DNAM (B A 52 3F B A 7 HIV B
EPEAMUMEN OBl R X, HBRHEH0.6%~
22.0%"% B 3, RRBER HIVB§E D OBl KAERY
Wi, B4, % HBsAg [ ¥k B9 M 3 & 7 & (3.8%, 9/
239)) ¥ KR B F (45.0% ,81/180) %) A A B HHH 4
Hd1(15.3% ,19/124) B4 1B,

*2 HBsAg BIEIFRHBE D OBl R %

TR ER®R ik @@ HBVDNACH)
B X AN e &%)

Souza %112} B BUERF 43 0 0.00
Hasegawa %13 H#E BHERF 140 11 7.86
gt HE L 45 9 20.00
i 40 12 30.00

Honarkar %114 75 ®IEFH 35 22.86
Chan 2015 FEEE FEL 28 9 32.14

FEL 18 7
BEHEAF 38 16

38.89
42.11

Agarwal 4 16) =1); 3
Villa 17! BAA

%3 HIV B OBl i R

32 A AR ey OBI
B R A R-HBs B PV A (%)
Didier Neau %20) 3£ H - - + 160 1 0.63
Re %021 %8 - +/- + 179 17 9.50
Torres-Baranda SRV BTH - +/— +/- 35 7 20.00
Mphahlele %2 B - +/- +/- 140 31 22.10

PR RN 113

BARARS OBl R K L, LS AREFEH
WEER,HERAF SR —H-HBe(+ ) MRTELH A
7.2%(21/294) #19.7% (193/1995) , i 8 — ${-HBc ( + ) B ik
#1 HBV DNA f9 5 Hi % 4} 5 428.6% (6/21) 1 35.2% (68/
193);0b4h s W E A KD, Minuk %2005 sE7EJL %
HAKABriHE %, HBsAg BEtEA M & £+ OBl R i
HH9.65% (47/487) , X R EH N MK E /B AR OBI
WITRIBFR.

3.HBV M i&¥# 455 OBl 7R . AEFRK PR
R HBV MF¥FEWHREAR, F HUBR T H-HB
B P4 (BIH0-HBCPH #:, i HBsAg. $i-HBsBi#£ % ) &% HBV
I ¥ 3R 47 2 B¢ & (B) HBsAg.$i-HBs.5i-HBc# A #E) ,
HIRERPFFX K HBsAg Bt ., Minuk % % B4 B
# HBV 3 il ¥ 2 % % & ,HBV DNA #9# 1 % (18.0%,
14/80) 81 B & THEH X HBV B Je 1 % 2% IE 3% % (8.1% ,33/
407), FEHEE—-TMAEHABMMME L., HFEFR
KB HBV DNA I # t & 55 7 5t & Hi-HB W B A %o
lizuka %' 55t 294 43 5- HBcHL M PR B i 45 A AT 08, @
AYL-HBc It $E ) % bt & & 5 7 > 1:64 ) il #5 & P HBV
DNA R % (6.9%,12/175) B E & T H E<1:32(0,0/
119)% ;48 %% %1 (L e 4i-HBe ¥ 5 (> 1:128) B9 % ML

A AR ML 5 ¥ P HBV DNA, HEIEERRARE
Bl OBI 4 i % 5 Hi-HB R & #1 %00, X 7T f8 5 K H B 5%
Hi-HBcH R 7 ¥ & 7 Ko

4. %W ¥ OBI & i) 3 . OBI M # th & 55 HBsAg
# HBV DNA W& 7 % & %, HBsAg MR W L HAT £
ERAMBE RE %Ki R (ELISA) & A B AR %% &
(RIA) BE RSB AR A% RN %5 (CLIA) 3% MO
FEi%E(MEIA) , ARRE T BN REERR., HEf OBI
B9t HBV DNA el E EM A PCR Fik BRI M H B
HRX B, BN SR L EE— i, ARLRR
WEERRA (OB BT EE S XHER),

= OBI Ky BR A A3t DA & L

1.0BI 5 HBV 418

(1% 1 £ 3% HBV: B AT K W% E 1 5 HBV ZH 1]
DA HBsAg it MM R B A Z M, BEEES LT
HBV BB AFA. REH LS HBV B R X H
0.1%"™, EREEPHTHLTRBIEL T XMEENT
BEHECY . Mosley %% % BL4%-HBsH B RIS etk 2 I B # 4
B%R , A Pi-HBs B Mk 4 £ et W H BT R BF
2%, 3BT I OBL MR INL & 3 71 3 R L J5 2 JF , & —
HSftHFmA S HBV DNAM S BA X, B—FEB5F M
FEHRBERBE X, BN LREN IR EHEELE D
HBV DNA BB 5#Hl/E ZHFMEL R, Lk LA RE 4
11 % #1% i % HBV DNA 5 %f t 34 3¢ OBI #9485 4% .

QHABEBHESE HBV. A EMRAECHLBED
Hiftkh & 3 HBV DNA, Chazouilleres 21! ¢ JF % # /&
I HBsAg M B0 R KIF A QM 5847 TR, 232 #
2 EFHSMME, L RAEE M2 i #% + HBV DNA #F
FHEAB 100% . M EBFRER OBl BB E AL AR
BEBHERE HBV,

2.OBI 5 Z JiF 55 8 S 558 2% W - 2 JFF 5% 1 40 9 2 P 2 FUBY
LIFBSHARA T, ARSI AEERERPEERFHEN
Hi-HBsHitk D B LM, —HEFEEHE 2502 EF
ARBFITHHRBPER, B ER >0 5 M- HBHES
Sl e BRI A % W Hi-HB R M FYE M R RL & & 1, 2 K
£¥H OBI™, Luo S My Z FREE XNEHE+FH
PCR F &, RABEMN HBV B & 560% ~70% A H
HBsAg FAtEf) HBV Bl s R R E Z R R iR B £
BEFEZ—,

3.0Bl 5 REMBEEFROXLR : BHIXT HBV
FUFBC R, BIEWK E R 80% &40 Ko 8 3 1 v
HBsAg F#E, B A 20% KPR A BBRE FHIEE, B
Bk REWIESRE R T, OBl I R 2 F A MR EH -1
BEK. Squadrito 2 ¥ %§ 380 # HBsAg [ th 49 1 4k FF 3%
B (35.5% % OBI,65.5% ¥ 3¢ OBI) # 47 BE ik, 134 41 (53
#12% OBI, % 81 #%3E OBDBEZE S 50 A, K4 9 fl%E
6 B 1) & 4 4B M % , 8 #F OBIL 1 44 %3k OBI,  EAF
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MREHEX HRELSFFTH—TAHRELEA HBV C £
HUMBEEUN OBl TRENFARENEZEPIRER
ﬂ;mlsv]a

AN HERRERB, BREFRBRE S HBV DNA
MR ERR, MY OBl TRHREKEHFRYEERE,
Chan 251! % 91 % # b5 I ¥ BF B8 4L 5. % *F HBV DNA KRt}
EH32.0%(928), KP 2 B EBA T "R EEMN
TR,

4.0Bl 5SBHERFRITRX R HCV B F 4 3 OBI
RELERER, ARAEH,AH OBITRSEHAFEE
MG RIS IF M R, Fukuda ™ R, At HCVEEF R
il , &3 OBl B RE B S BEMK I TR BURMKRERE
FRETRENBTRE:BHERRBARANE R,
HTFENRFAMBIT AR AUERBR T RHAGIRESR
R—B AZEMABEREN FUBERER . £P0MH
BFFERIE L, R B %4 4 F LI B — B BB 58

& LTk, OBl R—F 4¢3k i HBV B4, E R i
K ARAHFHEBIEE,E HBVBRITELAZ R,
OBI B & 7] 8538 i 4% 1 58 41 U 88 B B M 15 3% HBV, & HBV
AR ZHFESRERBMEERE, v 85 F A%
MBEEFRENEEURBHERFMNBITRREX. B
ER OBl £ R AWM BMATREMBESAAT , HAXT
EHERBEXPHAEASZRBEESN REGCER—&H
XRRGEAETH ;BT ENEHBENAE—BERE
PRHIARHRERMER LR, BEMMEREAAANFENR
AR CIER B HIV B E %) P TR IE R RATHIER
AT, ins& ek i 5 B HBV B B2 4% 0 5% - HBC i 8 9 7T 47 4%
MRFRBHIT, DR ERABES OBl BEMEREHR
%, AR R E Z I h R R Ak 5,
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20084 10 A 9 H , P EE¥ & TAY LB LEZERLFFEZRALRIARE S WELTARAEESN, BEHFR
REBRABMARSY , PEELLAAEERELKE DEXIREAZAYA REZAZRKET BIEZEZRE
PEE T

EXEIRZRERHEZRABRISWN N BT EEZRLCZANBER BENRELR HH DEED B LHFE
REMFERNTE ERBETHEASBHAXDEAARNE HASEHANAEAXRTE RETEAAXDERLE
B. ¥EEEREPEEELANEETH—BLELXFSBRIURFF RN LE SEFFZREHRLRARN, BT
HMEER,F+A4REDELAIRAMNRIEEZALBOABRR(FFEZRLHBINEY, LEXFRXRELTHEZRK
g BEEFRARSAHEXENTFERZREWR I BRAARIFRH B,

RE(PERE2LCHILBERAE), DAY LU RTERAREFFRASIAZA DR ELWARELS2
HEGFRDDEIAZAVEREERALTNH, SNEILHEZR PEE¥ L2 THRARRIEXS QB BURT HR
BEER AWE SRS AR DR EMHL BES BEHE XA KIR MG ZHHNEEERITER, EEEH,
AME ABR EMENEFERALUELER YBHKZANEIEZAYRRERACRAFNNEFEASIHERR
EWMHR. W BAIERAREFEZRLGZAUFAEERBRK DAL I LR BERREFFEZRASHH, KKK
EEAL.

BE HEBALBHE RARBSMNE—KFELW, SWIRTHFZRALHR BRI MM LA, BT HF
ERLORTAENLWEENBRAENE NEAREFFEABBER BRAFORS, HREFEAXDEELHER
EWAERHFREFEBALNYETELN2WAINEST XA RES LR A EHR S, #— P BIFRR R 2 H R
GSEFIERGZRAMDALE REALTAFVHER KAERNTFEAMRRBERF AR TR AXDED
W, AR 20 s R0 o 0 Bl 48 o R 1 22 ) 9 4o

SURESFHERFERLELSPEAGRAREHKVIABELAHED EREFEACERABFELSM—
KREE%NLELRFEBRLES ERFBLASN, BB 3 RREH 2 KRE2UE, BURHZRTH, 2E
MRBMARSYUNHFFEE R RSB HF

SUBETHEZRALBLZAREHUMR A TFRARNERFASERAMERR, BEW—HBTH HFFRT—
EIHY. BEERABBRIHFMNDHZRERDESFILREEBAL I YURR DR HINE FFLFER
FRERED, T KIS XRECERENER YHESRETRHEFRFEZRAR AN HFRUELDEES 2R
Wo SWAREHAMED EEZRENEAREBNELER AAFFERIMA N LA RENTENLF,

AREEZRSRINEELWRE THEKRRY, RDS5LARNBAN-HEE  RF THPEEELBE¥S QKR
PR oy 5 i — W '
THEFLPAFFRHREA OB EL



