RSB A R uR 2R (TR 2000 4E 8 A 553 3% %3 # (hin J Exp Clin Infect Dis (Flectronic Fdition) August 2009, Vol 3, No.3 - 311 -

iR RIS -

IR e BT REE
IM¥E ccc DNA B2

INE KFE NF BEB REL B RAFE

[(HE] BHH HIHPEEFERNETE LR R B F ME HBV ccc DNA
g, Bk 40 PlBHZRIFREE & 1: 1 BEYLACHE 52 P8R F R ek T A
FGYT , A BB YRGYT 52 FFHEEL R 52 8 ; M ALt E B R A
B RN B AR S 2 BRI 46 28 3 0 J81.26 JA] .52 J&] .78 J&] 104 I3 HBV cce
DNA &% HBV DNA & &, &R /74 20 FIEFEIRITHI (0 ) MFE HBV ccc
DNA HRAPBUKSE R 8.29 x 10° $8 01/ ml ( 55%F A P >0.05) ; 82 ERES
BRIGYTARAE (26 JA) B 1 42 (52 J)) L HBV cecc DNA HABUKF-4-514 2. 61 x
10° N /ml 7.78 x 10° N /ml ( 5IGIFRIAH L HE P <0.05) , fE2 2 4E (78
B B 1 42(104 ) Il HBV cec DNA S Bk 4058 3. 38 x 10* #01/ml .
3.60 x 10" 0 /ml ( 5IRIFRIMI LA P <0.05) ; B2 PR S BRIRITRE R |
AEIME HBV cece DNA 43RBT RE 2. 502 log,,.3. 028 log,, ( 5XF BAM LB H P <
0.05) B2 4E K 1 4E1M3E HBV cce DNA #5258 Tt 0. 638 log,,.0. 665 log,,
(EXTRAMEWE P <0.05), &€  FIERFEXF IR HBV cce DNA A B
BIHIVEA ; ¥ HBV cce DNA AIYE R PR F BRHUR BRIR T R EE SIS

[x@iF] EBHEIRTFR ;PO E R RS RN ; M A3 IR DNA
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[ Abstract] Objective To investigate the impact of adefovir dipivoxil on ser-
um covalently closed-circular DNA (cce DNA) of patients with chronic hepatitis B.
Methods Fourly patients were randomly assigned to receive adefovir dipivoxil or pla-
cebo in a ratio of 1: 1. All patients were treated for 52 weeks and followed up by anoth-
er 52 weeks. Serum HBV ccec DNA and HBV DNA levels were detected with real-time
polymerase chain reaction ( PCR) at the time of 0, 26, 52, 78 and 104 weeks.
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Results Before the treatment (0 week) , the median level of serum HBV ccec DNA of
20 patients in the observing group was 8.29 x 10° copies/ml, which was insignificant
compared with the control group (P >0.05) ; median serum HBV ccc DNA dropped
to 2.61 x 10° copies/ml and 7.78 x 10° copies/ml after adefovir dipivoxil treatment for
half a year (26 weeeks) and one year (52 weeeks) , respectively, which were signifi-
cant (P <0.05 for both) compared with the starting point. Half a year (78 weeks)
and one year (104 weeks) after stoping receiving adefovir dipivoxil, patients’ serum
HBV cce DNA showed an average of 3.38 x 10* copies/ml and 3. 60 x 10* copies/ml,
which were both significant compared with O weeek treatment ( P <0.05 for both) . Af-
ter received adefovir dipivoxil for half a year and one year, patients’ serum HBV cce
DNA averagely decreased 2. 502 log,, and 3. 028 log,,, which were both significant
compared with the control group (P <0.05). After stopping receiving adefovir dipiv-
oxil for half a year and one year, patients’ serum HBV ccec DNA had an increase
which showd 0. 638 log,, and 0. 665 log,,, which were both significant compared with
the control group (P <0.05). Conclusions Adefovir dipivoxil has a significant
effect on serum HBV cce DNA which can be used as important monitoring indicators of
virus resistance.

[ Key words] Chronic hepatitis B; Real-time quantitative polymerase chain re-
action (FQ-PCR) ; Covalently closed-circular (cec) DNA
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