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Study of characteristics of HBV nucleic acid screening positive population among voluntary blood donors in Ziyang City
WANG Yuhong' ,2WANG Huaguo®
(1. Department of Qualituy Control s Ziyang Municipal Centralr Blood Stations,Ziyang,Sichuan 641300,China;
2. Department of Clinical Laboratory s Ziyang the First People’s Hospital s Ziyang s Sichuan 641301 ,China)
Abstract ; Objective To study the characteristics of hepatitis B virus(HBV) nucleic acid test(NAT) positive population in vol-
untary blood donors. Methods A total of 20 000 voluntary blood donors in the Ziyang Municipal Centralr Blood Stations from May
2015 to May 2016 were selected and performed the nucleic acid mixed sample qualitative detection, splitand single detection, and
supplementary serologic detection, then performed the follow up. Results Among 20 000 voluntary blood donors, 178 cases
(0.890%) were HBsAg reactive by HBsAg ELISA detection,in which the HBsAg reactivity rate of the first time blood donors was
significantly higher than that of the repeated donors,the difference was statistically significant(P<C0. 05). Among 18 000 cases of
HBsAg anti-HCV and anti-HIV1/2 results negative,17 cases(0. 094 %) were MPX reactive,the MPX reactivity rate had no statisti-
cal difference between the first time blood donors and repeated donors(P>>0. 05). Among 17 cases of MPX reactive samples, 11 ca-
ses(0. 061 %) were HBV DNA,the HBV DNA ratio had no statistical difference between the first time blood donors and repeated
donors(P>>0. 05). Among 11 cases of HBV DNA positive samples, 10 cases conducted hepatitis B supplementary test and hepatitis
B supplementary serological tests,2 cases were negative, 1 case was simple anti-HBs positive, 7 cases were anti-HBc positive,among
them 6 cases were anti-HBc positive and 1 case was anti-HBs positive. Conclusion Hepatitis B virus nucleic acid testing positive for
anti-HBc positive ratio is higher in blood donors,in order to reduce the risk of blood transmission of hepatitis b virus, suggest not to
carry out the nucleic acid detection of blood stations increase blood tests for detecting anti-HBc project.
Key words: voluntary blood donors; hepatitis B virus; nucleic acid screening positive population; characteristics
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