#EEARLREL
wcjd@wijgnet.com

K

R A SHILZE 20098:3388; 17(7): 712-715
ISSN 1009-3079 CN 14-1260/R

& /K %4 3 CLINICAL PRACTICE

ZBIRt R fmEcccDNASHBXE B E AT AR 4 AT iE h R ik

BEW, HEHM

PR &, (383

[ L ke
HBV cccDNA
A HBV A % #
T+ Ak, £FHBV
mRNA #= 37 & B
ZARNA B A B A%
., Bl B4, 2 HBV
B Z%, stHBV#) &
B o B AR A
AL RAE+HE
Z#F 5L, HBxA
HBV # X F 7% 7
% 4E 22 (ORF) % 75
o —Fr B A R K
WAEERW S
REG R, £AT
AR#HER, @i
55 24
o JiEL 3G 7H Ao A5 AL
AR EEA.
12 % % A E g X
R B e 4T 5L 04
WA RA .

W@ T E A

REW, TR
i, LiET(AE
KEFVAET A

NN

BEN, TETEFXRS—WEERLRA 5 Bk A&
R &7 W 530023

BHEMN, FEVTESRE —WEERFRA &Lk A %
R &7 W 530023

G, JTOTPEXRGF—WEBERS TANFERE %
ik BB K T 530023

{3, JRTPERRS —WEERBEA S GExa%
X &7 W 530023

1EE R AXBEOI, BELARERT FRIdE6
BEN, RENMMURISRIETR, SUBOMBRSESTWN, MeX
S{EREE TN

BIRMEE: BE, 530023, | (BIEESBXETM, | P&
SR —IEERTLR. ksfw1@163.com

RS EER: 2008-08-19 {BOHHA: 2009-02-13

BZHH: 2009-02-16 7EZHMREED: 2009-03-08

Relationship between
hepatitis B virus covalently
closed circular DNA and

HBXx protein expression in
hepatocellular carcinoma and
its significance

Ai-Ping Pan, Gu-Ye Huang, Jing Chen, Yan-Ling He

Ai-Ping Pan, Department of Clinical Laboratory, the First
Affiliated Hospital of Guangxi Traditional Medicine Col-
lege, Nanning 530023, Guangxi Zhuang Autonomous Re-
gion, China

Gu-Ye Huang, Department of Hepatology, the First Affili-
ated Hospital of Guangxi Traditional Medicine College,
Nanning 530023, Guangxi Zhuang Autonomous Region,
China

Jing Chen, Department of Biology Laboratory, the First Af-
filiated Hospital of Guangxi Traditional Medicine College,
Nanning 530023, Guangxi Zhuang Autonomous Region,
China

Yan-Ling He, Department of Pathology, the First Affiliated
Hospital of Guangxi Traditional Medicine College, Nanning
530023, Guangxi Zhuang Autonomous Region, China
Correspondence to: Ai-Ping Pan, Department of Clinical
Laboratory, the First Affiliated Hospital of Guangxi Tradi-
tional Medicine College, Nanning 530023, Guangxi Zhuang
Autonomous Region, China. ksfwl@163.com

Received: 2008-08-19 Revised: 2009-02-13

Accepted: 2009-02-16 Published online: 2009-03-08

Abstract

AIM: To explore relationship of hepatitis B
virus covalently closed circular DNA (HBV
cccDNA) expression to the expression of HBx
protein within hepatocellular carcinoma and to

investigate their significance.

METHODS: The tumor tissues and their adja-
cent-tumor tissues of 42 HCC cases were select-
ed. The expression of the HBx protein was de-
tected by SABC immunohistochemistry and the
expression levels of hepatitis B virus covalently
closed circular DNA were measured by real time
polymerase chain reaction (RT-PCR).

RESULTS: The expression of the HBx protein
was negative in normal liver tissues while there
were 31 positive cases (73.8%) in tumor tissues
and 35 positive cases (83.3%) in adjacent-tumor
tissues without significant difference. The levels
of HBV cccDNA in the adjacent-tumor tissues
were higher than those in HCC tissues but no
significant difference was detected between
them. The levels of HBV cccDNA in tumor tis-
sues whose HBx proteins expression were posi-
tive were higher than those whose HBx proteins
expression were negative (P < 0.05), and similar
result existed in the adjacent-tumor tissues (P <
0.05). There was a positive correlation between
HBx protein expression and the expression lev-
els of HBV cccDNA (r = 0.778, P < 0.01).

CONCLUSION: There is a positive correlation
between the expression of the HBx protein and
the level of HBV cccDNA, and their interaction
might have a very important effect on emer-
gence and development of HCC.
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time polymerase chain reaction
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NAZK(5.7241.23 copy/mg) B 4121+ (5.31 £
1.21 copy/mg) M) iy, MHZZE T2 A0 50 0 ik 2% 1 22
S(P>0.05).
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