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[ Abstract] Objective To investigate the clinical significance of the high sensitive HBV DNA detection for
the antiviral treatment of the chronic hepatitis B (CHB) patients with HBV DNA low viral load. Methods Total
of 160 sera specimens separated from 112 cases of quasi discontinuation group which were detected lower than
the detection line (<< 10° TU/ml) and 48 cases of quasi treatment group detected by domestic reagent were tested
again using COBAS Amplicor system and compared with the results of quantitative HBsAg. Results There
were 52 (32.5%) cases with HBV DNA quantitative value > 10° [U/ml by Amplicor COBAS system out of 160
serum samples lower than the detection line (10° IU/ml) detected by domestic reagent, 115 (71.88%) samples
were detected higher than the high sensitive HBV DNA detection line (20 IU/ml). And 72 (64.29%) cases of the
withdrawal group were detected than 20 IU/ml; in the treatment group, 19 cases were detected higher than 10°
IU/ml, 43 (89.58%) cases were detected = 20 IU/ml in quasi treatment group. There was a significant positive
correlation between different HBV DNA load groups by COBAS reagent detection and HBsAg concentration
logarithm value (P << 0.01). Conclusions High sensitive quantitative PCR should be furtherly conducted for
HBYV DNA low load patients to guide the initial application or discontinuation of nucleos(t)ide drugs.
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HBV DNA 20 ~ 10° IU/ml 63 2.65+0.87 0.79 < 0.01
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HBV DNA i F# i i 23 1.74 + 0.44 0.68 <0.01
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