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Analysis on serological and molecular biological characteristics of occult HBV infection among
qualified young blood donors with anti-HBc positive in Suzhou area
ZHANG Hui
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Abstract: Objective To explore the biological and serological characteristics of occult HBV infection among qualified young
blood donors with anti-HBc positive in Suzhou area. Methods 120 young blood donors with negative HBsAg and reactivity in NAT
in our hospital from October 2013 to June 2016 were selected as the research subjects. The anti-HBs quantitative detection and two
pairs of semi-hepatitis B detection were performed. The samples of anti-HBc positive were conducted the viral nucleic acid extraction
and nested PCR at the basic core promoter(BCP) region, pre-core(PC) region and S region. The samples with positive amplification
results were performed the gene sequencing and sequential analysis. Results Among 120 volunteer blood donors,anti-HBc(+) had
31 cases,in which 25 cases were in the 22 —25 years old group and 6 cases in the 18—21 years old group, the difference was statisti-
cally significant(P<C0. 05) janti-HBs(+) had 89 cases,among them, 16 cases were in the 22— 25 years old group and 73 cases in
the 18 —21 years old group. The nest PCR was used to conduct PCR amplification in 31 samples of anti-HBc(+) .in which 1 case
was BCP region positive and 2 cases were S region positive,all belonged to the 22— 25 years old group. In the typing and sequencing
for the samples of S region positive, the results showed that all 2 cases were B type HBV. Compared with wild type DNA sequence,
among them 1 cases had amino acid sequence E44U variation and 1 cases had T532G mutation. Conclusion For the anti-HBc(+)
young blood donors qualified in HBsAg detection, it is not guaranteed that their blood do not contain HBV DNA. It is still needed to
further increase the sensitivity of nucleic acid detection method in hepatitis B highly prevalent areas fro decreasing the risk of HBV
transmission by blood transfusion.
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