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Risk and prevention of blood transfusion transmission of occult hepatitis B virus infection
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Abstract : Hepatitis B virus (HBV) infection is a major public health problem in China and is also one of
the focal points in the field of blood transfusion safety. Occult hepatitis B virus infection (OBID) is a specific
clinical type of HBV infection,which is characterized by detecting hepatitis B virus (HBV) DNA in serum or
liver,but hepatitis B surface antigen (HBsAg) is negative. HBsAg testing of blood donors, especially nucleic
acid testing (NAT),effectively controls the majority of HBV transmission, but the risk of residual infection
still remains. The OBI blood donors are the potential infection sources of HBV, OBI donors contain HBV
DNA with very low viral load,and even a highly sensitive individual donation nucleic acid test (ID-NAT) may
be intermittent or undetectable. It is currently lack of a standardized, validated and effective method for OBI
testing. In order to improve the accuracy of OBI detection, more sensitive, standardized and effective HBsAg
and HBV DNA detection methods need to be developed;at the same time,the development mechanism of OBI
should be deeply understood to accurately diagnose OBI for improving the safety of blood transfusion.
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