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[Abstract] Occult hepatitis B virus infection is a worldwide public health problem, which
seriously affects the clinical diagnosis of hepatitis B and threatens the safety of blood transfusion. The
concept of occult hepatitis B virus infection, the pathogenesis of occult hepatitis B virus infection, the
prevalence of occult hepatitis B virus infection in different groups, including healthy population and
different patients, and the possibility of transmission were summarized. The prevalence of occult
hepatitis B virus infection was found in healthy population and different patients, and there is
possibility of occult hepatitis B virus infection to be transmitted through blood transfusion. The paper
provides a comprehensive introduction of the pathogenesis and prevalence of occult hepatitis B virus
infection. More attention should be paid to occult hepatitis B virus infection.
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FHIA N HBV B 2 M i AAr 5 . (R Z A
2, A IR A AR IR B AN BEAG I 21 B 3 1LV HH Y HBsAg, A
AT AR LI B8 i 3 PR £ HBV Y DNA, 3 BB FR 2 0
[ B HBV JE& Y (occult hepatitis B virus infection, OB,
OBI & 11 I 775 38 # 5 K 22 B BURR 1Y) HBs A g K I3 551 e =
it , 5 HBsAg BIYER 12 O RUF R () E M L, #
5 UK 1995 75 DNA JKF- . Wong % '#F5¢ 1 40 4] OBI
FEE R 40 118 M 2 BB E 9 HBY Z iR, &30 OB A&
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LTI T -HBe FIH7i-HBs RG24 5, OBI Al 943
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A3 FEAR M o HBsAg i/~ G h HBsAg 7K
ST ARG BR 7 S ORI R . @1 H HBsAg AIHi-HBs
B8 2 AW TE B T DL B HBsAg, 5 30 JG 2 46 ) 51
HBsAg FIA77E" . QU IRIFHEYE T HCV 8L T BURF 4 7%
(HDV) , 1 T R 19 T30, HBV 42 il 2 32 B4 ), 5L
OBII &A™, @A B 585 A B i) JF R G e 75 22 46 19 D )
21 B HBV & (1) T I, T2 HBsAg Kl i I g

S H PR AR — A R & R OBI Y H A K . A
LTS JE A (preS) Fll S FE Pl 1y — LE B g2 AR o7 15, , LA, preS1
nt3 014 ~3 198 HICZEAE | preS1 nt 3 046 ~3 177 LR 5275 |
s115-116 “INGTST” 14 A 28 25 45 2 /b HBsAg & i /K -
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R EGT S e PR 58 AR T R 2L T 4R A B 2 3 3 OBI
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FRHLH P R HE B, M2, OB K AEfEA ] A
FIREAAAEA R ML , o m] BEZE Rl — A fE e 2 R 2 3L
FIFEH S8 OB & 2, H R AEWLHIIE A T5 T E 5% .

2. AR OBI & AE & . OBIAE A [] [ 58 Fii i X A [
ABEPRATREARR . B TS e AR R i sE a2 4k,
H HTEBR I AR TP i3 GE OBL I okl £ . 7F
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(1) ik % 7 OBI & A= 2« v 2 HBV (= A THB X, ik
M HBV ATHRL R 1.1% ~ 3.1%" . FReeie i g fpit
Sl T Ak i 1 2 B4 o PR R I A AR A 1 L 22 f
R0 T HBV B8 0 B i 457 {0 OBI WA 76 2 g i 25
i 102 4, 224 TR GFH b DX AR R il rf 2 B OBI™ . Liu
2R Meta 23T & BUTE HR [ 571 227 44 k14 H OBT A4
KA 0.094% . OBLAE H [E JC AR 1 AT i L 23 e
FRIARAE B A AR TR E R (R 1. ZEHBV
AEWATIX, HR 1M OBI & 2B ST AL, QN8 T A% 2% 1989 —
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AXs

(2) ZFPE M S pE AREH OB &R ke EH A L IF
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H L TR HBV B s g s e, 76 7 7 It ik
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AL HBV 5HE2% HBV ELAT [, (A 3545 % B G145R
AR B AR A IE R , W F) 3 %2 B, 31 491 30 2 A s i
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HLERCFRBLY . S A ORISR 2 FRE B 1 B KSR
[, 28 V0 G R PR AR 56 PR R 2 — rl RE R M A alad 25 19 HBV
BRYLAEAE . TSR HBV PR YL A & OBL#R W] F: 3 £
JE T A 0 Sy P AV S g P P 4]+ B

(3)HCV B3 OB &£ 4= % : OBI /£ HCV FHIE# 1
KA R T HCV BIMEH . FEtg B R (R 2
Frp I 1/3 60 K BT OBI, Il fig 5 HCV T4 HBV &4
M523 OBI & AE A1 ¢, HCV #%.0 85 [ il i 5 HBX 2K 1 1l
RO A VE P HBV JE D 38 fn A 1. OBI2 N
TS VR TR I R (00 R 0 R 4R (HCO) iR, R
[ AF 5% 2  48 E HOV 3 rh OB 1 & 2B R [R] (%6 3)
35T 2B OBI & A= BRI K F 25% , 16 53 — I 58
OBI % A= AR ™, B 7E HCV YL i HCC 5+, OBI

F1 R T OB R/E%

gy AR ERI BERHR OBI & 4%

’ =iy HIX Kk (%)
Keechilot' 2016 EjIjF 24292 0.016(4/24 292)
Alshayea™ 2016 VPEHITHIA 8445  0.201(17/8 445)
Wang " 2016 i 475538 0.022(106/47 553)
Pisano ! 2016 BAARAE 70102 0.006(4/70 102)
Olotu 2016 JE HAIE 502 3.785(19/502)
Kishk ¥ 2015 Bk 343 2.915(10/343)
Liu™™ 2015 E 571227 0.094(537/57 122)
Ye ! 2016 HE 1033 1.355(14/1 033)
Abbasi*! 2016 184" 0.000(0/184)

Ui : OBL: K VE Z PR TR ; “BTFEX R A 5T-HBe FHTER)
HR IS 5 “IF 0] G4 SRR O PO il i 2

R2 HBV R HA ARE OBIH) A%

s K R ﬁﬁﬁxﬁ%ﬁ% OBI &A%
ARGy BUBIX (R ) (%)
N 2016 TEAE 4 605(fdHEA) 0.130(6/4 605)
Darmawan”™’ 2015 EIEEJEPEW  195(4FFEN) 4.615(9/195)
Utsumi” 2010 EPEEJEVEIE  222(JL#) 2.252(5/222)
Borzooy ' 2015 150(BE 4 TAE#)  2.667(4/150)
Lu™ 2016 158CGHIA LY 20.253(32/158)

¥ : OBI: el P 2 R T84 U ; HBV: Z i i ; HBsAg: &
JERR I HLR ; H2 Gy B R AT JLARESE hy HBsAg BHE:
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R FRAHRAE 40% L) 1 B T HOV B . —
AR, OBI 5 HCV & Y §) HCC % A= 4 1 5, OBI 1F
HCV B ) HCC f 35 i) L 3 B 2 &5 F AR G HCV 19
HCCHH",

(4)HIV B G 3 h OB & A2 : Z U HIV B 3 Kk gy
EARR R, SHINHBY B AR 1 = b & A OBI I
A A AR E R AT HIE A I X G rh A A T )
OBI' , {H & H AW 58 #5 A5 HIV B 2 P8 3] OBI -+
2TRMFSERIE OBI K AE#Hh 4% 2245, V3 A 4 9T OBL k&
AR, 1 15% ~ 48% 7 (e 4) o R IAE AR Z AT
PETEA RPN G g HIV IR A W 55 1 AT
e Y DN 2 b R R o TR ) 311 M (BB E K )
PERCIRAC T A A 3 n] R HIV e H OBI &k E
RIS B R R 22—

(5) HoAth AT OBI e 2 5%« Gois F1 32 5 i 1) ATk o)
JEHE, Q0 A M B e (B e B RN R
MBI R FH L HAG 5T OBLR LR AYBIFERIE . 5%
B OB A 3R A 7, i 46 4% e 35 rh OBI & S5 A Xt
AR, Bebd £ R OB 2 2k SAH X 45 i =92 | MR B
FHH OBI & A2 R AE 3% ~ 8%, |4 1MLy (R &
OBI & 4= Z W] b & 18 P 19 X IR 41 (10.5% b

A5 HBsAg FAPERESE AT DL 850 27 i S e BT BB 22 L&
A OBI™  {Hik Z OBI B35 2 7= ol it v B 3R AR AL HE 9 AT
FEHGE

— I T OB 4 AT RO ST 38 , OB Al figim id %
FREEHE HBV ., 4 OBLIR G 1% THHT 1T P v
SRR LA T HBV Y, 23t HBV P51 H ) & IR AL S 4
N HBV J&HF HBV B i ok U5 , 32 B OBI 1] fig il i % V)
FERMER , TR R

T A4 I R RIS AT AL % OBI 1 H 2k bk
JUZINAT, OBIEHRE A] BE P 55 R 7 e f i 75 7 o S HL
BREIRASA Feo FHF3 ~ 5T ILRRAKS H HBsAg A RE A G
HBV YL OB #  7ESEi2 i B UG v Bl o B PR %
RAERE HBV (. K, 3255 OBI 9 6 i 1 4% 71 7 OBI
BEGREHBV 1 505 G

£ 1 ik, OBI 2 M Ifi P12 W RN Y 22 42 , 5 JF 452 493 7
WREA —EMENE. OBIAUFE T HCV HIV &G K
JigeE AT R A B e (R B AE AR T A A % 11
AlREtE. UL, OBI 7 it —2b 5 KR M, BFoT 3 il
JE HBY R 7512 LA /b HBV BiAS: , WF & HBV 3715 1 LA

Fz3 HCVERYEH OBIW AR

2%, P<0001) . Baghbanion § " BHIAR  SUCEE TR ERAEE R 28
. . . andour (B ESRES .
OBI 7& %@W@ AT R A ARSI Vakili®” 2013 SO(PE PRI #)  36.000(18/50)
FRTR (4.8%104.3%) . WS, Jang"®! 2011 i 32018 PR 28.125(9/32)
3. OBUfEHE: th T OBUE A WML HBsAg i e ¢y v 2000 PEGH 126(HER ) 4.762(6/126)
EPIEMIBE BRI, IEBAAAEHBVALRETHE  pagsan™ 011 Bk 19(HCC##)  47.377(9/19)
PERE R X5 R . 280 OBL AR LV P 57 Tamori " 2009  HA S0(HCC %) 42.000(21/50)

ACRARAR, OB JSL AR T LAk 25t 2 1 i 78
A AR B R R AR S RET

13 : OBI: BalEVE 2 T Y ; HCC: T4 ; HCV : T EUJIT 48 95 25

Fza HIVEYEH OBLI AR

o5 OBI LAl i 43 G ) IE 6 (192 i 5 B A FAeE READ MESLX BOISE0  OBLRAA(%)
LB T e, A R — 20 5E . Vargas'® 2016 R 192 0.000(0/192)

OBI ik 3% BE 5% HBV /G 4K A4 2 1 &% — & Sadeghi'"® 2017 B 172 18.023(31/172)
LSV AL Bouike 25 5T 220 L 4K OBI Oliveira® 2016 g 505 3.762(19/505)
Hk 1155 1 HBV 11 DNA 7K EARMS [H 2 HBV 3£ 2 Chadwick'*’ 2014 B[] 335° 4.478(15/335)
LA T % . ARG R Alvare‘i—Muﬁoz“"” 2014 iﬁ% 49 48.979(24/49)
$i-HBs £ OBL & LA T B A AT b T o o ggf‘ A

A A T -HBc o5 DNA ZMS AT Ho Al 1 V8 2% 4%
W OBI & A4 ML B A fZ Y ™. Lieshout-
Krikke 257X 4% 32 OBI #ik IfiL 2 1ML ¥ 1) 32 1. 3% 1F

MR

1. OB Bt £ i R8s s HIV: ASHupe il fain s ; o FFext 4t il

£5 HAEH T OBINEER

Ay Il BPERE ST , AL AR N 5% 7E HBV #5317

W—EH RFEFD BRI WFFE S8 OBI & H%(%)
XAk 1L OBI & AR R B (B R [ s & Asli 2016  BHH  S9(HBcAb BIENEEE &) 22.034(13/59)
TS b DX 1 PRI RIF 5 3R 42 32 OBTHR I LA 153 Iglecias™ 2016 Epg 2160 EE) 0.926(2/216)
PR32 1M1 ERSRAEAE T I A i e (A 3G 1 Zhang*" 2016 T 256(F M) 10.547(27/256)
FTREVER /NS OBI Bk I35 1 ML o F R A e Coppola 2016 HARF 68(HCC ) 19.117(13/68)
S L AETE HBVY (0 e A Rl o b 5 Baghbanian"* 2016 B 204(JieE HE) 4.412(9/204)
. \ N Esmail®! 2016 B R 144(IMZ BT 8 8.333(12/144
BL-HBs {77215 1 LI AR IR AEATC, Rastegarvand™ 2015 HHE 203Em‘2&5§$ﬁfﬁ?§; 2.956E6/203))

OBI /& 75 7T LA i+ B AL #&% i 22 )L & A

HBV &, i It Fe il . HETAESE 2 B EAREN

7. OBI: R 2 R 7R HBsAg: CHFFRPUE ; HBeAb: &A%
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