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[ Abstract] Objective To investigate the genotype resistance profile in real-life patients with
chronic hepatitis B who got suboptimal response after = 48 weeks adefovir dipivoxil (ADV) treatment and
clinical factors related to ADV resistance. Methods The clinical data and serum samples were collected
from patients with CHB who got suboptimal response after = 48 weeks for ADV treatment. The genotype
resistance of ADV was detected by PCR products direct-sequencing and pyrosequencing. Correlation between
resistance and treatment history, HBV DNA level, etc were analyzed, respectively. Results Total of 104
patients with CHB were enrolled and ADV genotype resistance were found in 22/104 patents. There were 25
(60%) ADV resistance mutations were identified and rtA181T was the most common resistant mutation. Less
resistance were identified in ADV naive patients than patients who took lamivudine/ADV sequential therapy
(¢ = 5.448, P = 0.020). ADV resistant positive was not significantly related to ADV treatment duration (¢ =
1212.5, P =0.647), HBV DNA level when detecting (¢ = 1.648, P = 0.102) and ratio of HBV DNA decline
during treatment (r = 1 135.5, P = 0.877). Conclusions About 21.15% ADV treated patients who got
suboptimal response after = 48 weeks ADV treatment were identified as ADV genotype resistance. RtA181T

was the most common resistant mutation. Patients got suboptimal response after long-term ADV treatment

DOI: 10.3877/cma.j.issn.1674-1358. 2015. 01. 004

FEETH: “F 7 EEREEKRETIH (No. 20122X10004904) ; HE TR B G526 R4 % 1)
T H (No. GHF20100207) ; Jbsimifids AA B Z2 % ) D 2835 H  (No. 2012D003034000030) ;& #8 DA K RERIF
LI H (No. & 2011-2017-02)

fEG Bp7: 100015 dbat, 1 BRI BT Jb st ks BE BT vh ooy 'y AR S BFse i %5 276500 HIET, H
TR N B o T B 2 s X

JEWAEE: %, Email: chengj0817@sina.cn; 74, Email: huichunxing@126.com



F ARSI R S IR 45 il (1150 20154F:2 H 55945 5513 Chin J Exp Clin Infect Dis (Electronic Edition), February 2015, Vol. 9. No. 1 S 11 -

should consider drug resistance analysis even without virological breakthrough.

[Key words] Adefovir dipivoxil; Resistance; Chronic hepatitis B; Pyrosequencing
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