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Research progress in the relationship between occult hepatitis

and hepatocellular carcinoma

Zheng Jie ,Zeng Aizhong
(Department of Infecious Diseases ,Key Laboratory of Infectious and Parasitic Diseases in Chongging,
The First Affiliated Hospital of Chongqing Medical University)
[Abstract]It’s certain that chronic hepatitis B is a main risk factor for hepatocellular carcinoma (HCC). However,it’s uncertain
whether occult hepatitis B virus infection (OBI) can result in HCC. We draw the conclusion that OBI is an important risk factor for
HCC after reviewing literature at home and abroad. OBI maintains the same carcinogenic mechanisms as overt hepatitis B virus(HBV)
infection : for example it also can cis—activate genome by integrating into the host genome,or trans—act to genome/protein by synthe—
sising hepatitis B virus X antigen, preS,and hepatitis B surface antigen,which can impact signal path and induce the imbalance be—
tween proliferation and apotosis. Secondly, the persistence of low level of HBV can induce slight and continuous necro—inflammation.
It’s a cycle of necrosis and regeneration, which can lead to cirrhosis and HCC. Finally, mutation and methylation also play important
roles in HCC.
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acid, pgRNA) By AR v UL e R A 3, X B B A2 28 T OBI
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Tab.1 Prevalence of OBI in patients with and without cryptogenic HCC

5T GOy P bR HCCH OBI AT (% ) XFHR4L OBI Jif 13 (% ) PE
ZEPRAL A 2012 | iR 30.77(16/52) 3.33(2/60) X’=15.55,P<0.001
Wong 216l 2011 i JjiRa N 72.7(24/33) o T

Hassan %51 2011 W il st 76.2(16/21) o Jo

Fang 28 2009 I i 70.4(95/135) 10.6(38/359) Xx*=89.24,P<0.001
Chen 2131 2009 BRIES| Mg 40.5(90/222) 8(24/300) Xx’=79.15,P<0.001
Pollicino 21151 2004 BERA A8 67.6(23/34) 17.9(7/39) x*=18.53,P<0.001
Yotsuyanagi 2161 2000 H A JIlRE 47.6(20/42) 2.4(1/42) X’=22.92,P<0.001
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HCC & OBI Al OBT FLi, Al A B AR A9 HBV
T AR, M HAX A 1T 2 HBsAg ANFRik, IEAh , HBV
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KT B, HBV JE PR 4 A A 14 22 ) ph W 1 M S 121 i
W L LA 25 4L X (region full of connecting cylosine and gua—
nine by phosphoester bond, CpG )i £ /5 FH Z: b 4E HCC (& 4:
R TR IR 07 i A o B 5 s e e AT A 9 B 3
1k, B, $2 1 DNA FSEAR R £ S8 W] cccDNA f il e (o,
MRNLH AR (A0 5 RAG 20 A H) OBI G 2 Iy 5E s A A il ,
HBV DNA CpG & i) JEAL AT DL P8 JE [ 26387 HBV DNA
H 34 CpG &, BIRHEES S X FIZ R IX Y ATG {7 45,
HBxAg A LI #i) 73%/)y RNA (micro-ribonucleic acid 152,
miR-152)155 DNA H Z:AbH4 2 (deoxyribonucleic acid me—
thyltransferase, DNMT) 1 35 ,miR-152 7] X DNMT1 RNA3’
S RIS, 5 S mRNA AR FACE B R FRAIG, HBxAg iR
KA 5E DNMT1 #1 DNMT3A FH&, HBV BRYL4Mf &% HCC
AN DNMT1 DNMT3A 1 DNMT3B T,
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