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[ Abstract] Objective To analyze the serological patterns of both HBsAg and HBsAb positive
patients with chronic HBV infection, and to investigate the virus gene sequence variation or missing pre-S/S field
for genotyping and in order to explore its clinical significance. Methods Total of 100 cases with chronic
HBYV infection whom with both HBsAg and HBsAb positive at the same time were screened by enzyme linked
immunoabsorbent assay analysis method and the results were reconfirmed by chemiluminessence micro-
particle immunoassay. HBV DNA content were detected by real-time fluorescent quantitative PCR. There
were 60 cases with HBV DNA positive and 40 cases with HBV DNA negative. Among the 100 cases, 60 cases
with both HBsAg and HBsAb positive as experimental group, and 60 cases with chronic hepatitis B whom
with HBsAg (+) and HBsAD (-) as control group. HBV pre-S/S gene sequences and sequencing analysis of the
two groups were detected by polymerase chain reaction (PCR) method with in vitro amplification. Compared
the two groups of pre-S/S gene variants according to the sequencing results of genetic classification, thus
combined with clinical data to explore its clinical significance. Results Among the experimental group,

genotypes B were 19 cases and genotype C were 41 cases; among the control group, of genotype B were
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18 cases and genotype C were 42 cases. Patients with genotype B were older than cases with genotype C in

experimental group (50.0 + 16.3 vs 34.0 + 13.4, F =31.6, P = 0.0432). The amino acid mutation rate in S area

of cased with genotype B and C in experimental group were 10.4% and 21.6%, respectively (F = 24.31, P =

0.046). The amino acid mutation rate in S area of cases of genotype C in experimental group was 41.6%, which

significantly higher than those in control group (3.2%), with significant difference (F = 85.68, P = 0.006).

Conclusions The serum HBV DNA positive rate in patients with HBsAg (+) and HBsAb (+) accompanied by

HBeAg (+) increased significantly. The phenomenon of both HBsAg and HBsADb positive genetic mutations and

pre-S/S area has significant relevance, while the mutation rate of genotype C higher than that of genotype B.
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5-GGAGTCTACAGTAGAGCCACAAT3 (1286 ~ 266) .
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