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Confirmation of occult hepatitis B virus infection among specimens with
inconsistent results between combined NAT and differential

NAT in blood screening of Chongqing area”
YIN Dan',OUYANG Xiongyan' sCHEN Xue® LI Meijun' ,WEI Lan'.BI Leijing' ,\WANG Fang'®
(1. Chongqging Municipal Blood Center ,Chongqging 400052,China ;
2. Chengdu Municipal Blood Center ,Chengdu ,Sichuang 610041,China)

[Abstract] Objective To understand the status of occult hepatitis B virus infection (OBI) among the
specimens with inconsistent results between combined nucleic acid test (NAT) and differential nucleic acid
test in blood screening of Chongqing area and to simultaneously evaluate the rationality of the current screen-
ing strategy. Methods One hundred and ninety-four specimens with reactivity in combined NAT but non-re-
activity in differential NAT were collected among 192 830 specimens in volunteer blood donors from August
2017 to November 2018. The repeated identification testing,quantitative testing,serological supplement exper-
iments, minipool NAT detection and ultra-high speed centrifugation enrichment were used to confirm OBI on
the specimens. Results Among the 194 specimens,61 cases were repeatedly identified as HBV DNA (+) ,an-
ti-HBs (+) was 47.5% (29/61) and anti-HBc (+) was 96. 7% (59/61),which were all confirmed as OBI.
Among them, 13 cases of HBV DNA quantitative test were detected. Among 133 specimens of HBV DNA
(—) by the repeated identification,anti-HBs (4) was 63. 9% (85/133) and anti-HBc¢ (+) was 79. 7% (106/
133). Among 100 specimens with both reactivity in combined NAT and HBV DNA differential test,92. 0% (92/100)
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were confirmed as OBI. The anti-HBc (+) in the inconsistent and consistent groups between the combined
NAT and HBV DNA differential test were 85.1% (165/194) and 90. 0% (90/100) ,respectively. Among 133
specimens repeatedly identified as HBV DNA (—),2 cases were detected as HBV DNA (+) by the mix spec-
imen NAT. Among 3 non-reactive specimens by randomly selected HBV DNA repeated identification test and
mix specimen NAT,after ultra-high speed centrifugation and enrichment,2 cases were HBV DNA (+) by the
specimen repeated identification, OBI was verified, moreover the virus content after centrifugation was less
than 20 TU/mL. Conclusion OBI with extremely low virus concentration is the main reason for the inconsis-
tent results between combined NAT and differential NAT in Chongqing area. The current detection strategy is

a reasonable measure to reduce the risk of blood transfusion, which is able to guarantee blood safety to the

greatest extent.
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