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Therapeutic effect of adefovir anti —duck hepatitis B virus in vivo and

anti — HBV activity in vitro (2.2. 15 cells)
CHEN Yaxi, et al
(Institute of Viral Hepatitis, Chongqing Medical University)
[ Abstract] Objective : To study the therapeutic effect of the purine nuclecside analog adefovir against duck hepatitis virus (DHBV) in
vivo and anti — HBV activity in vitro. Methods : The Chongging duck hepatitis B animal model was treated with adefovir by intragas-
tric administration once a day for 10 days. DHBV DNA in serum and liver were monitored by serum dot — blot hybridization and
Southern blot. DHBsAg in serum was detected simultaneously by ELISA. The anti — HBV activity of adefovir was observed in 2.2.15
cells (human hepatocellular carcinoma cells stably transfected with HBV). Results : Adefovir could significantly reduce DHBV DNA
level. After stopping the treatment for 3 days, DHBV DNA level in serum and liver returned significantly. The O. D values of DHBsAg
in duck serum did not change at the period of the treatment. After 12 days of continuous exposure to adefovir at the concentration of
20pg/ml in vitro culture, the inhibitions of HBsAg, HBeAg, HBV DNA were 17.01% ,26.80% ,and 26.92% respectively. Conclu-
sion ; The study confirms the safety and potent dose — dependent antihepadnaviral activity of adefovir in vivo. The anti — HBV effect is

not demonstrated in 2.2.15 cells.
[Key words] Adefovir; Duck hepatitis B virus; Animal model;2.2.15 cells
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VI 3R, 8 4 RIS 1K, LARS AR S 51
FeOH A X BREG Y (BoK K8 ) 15 37 OIS 75 A9 40 M1 S 2f
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3 (ganciclovir, GCV) . B & & 35 (penciclovir, PCV) .
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