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Abstract: Objective  To explore the serological model of low level HBsAg and its clinical value.
Methods A total of 9 972 positive samples with HBsAg=0. 05 IU/ml. were collected. The serum markers of
hepatitis B virus (HBV) were quantitatively detected by chemiluminescence method. The low level was deter-
mined by HBsAg<C100. 00 IU/mlL. When the initial HBsAg<C0. 50 TU/mL,the samples were reexamined af-
ter high-speed centrifugation, and there examination result was the final result. Results Among the 9 972
HBsAg positive samples,1 951 cases (19.56%) had low level of HBsAg. There were 11 HBV-M serological
models,and 5 models (97.59%) had detection rate ==1. 00% , followed by "145" model,"15" model,"1245"
model,"135" model and "1235" model. Anti-HBc negative was detected at different HBsAg levels, and the
highest was found in the subgroup of HBsAg<C1.00 IU/mL (3. 69%). The positive rate of HBeAg decreased
with the decrease of HBsAg,and the positive rate of anti-HBs increased with the decrease of HBsAg. HBeAg
had a significant effect on the positive rate of anti HBs. Conclusion The low level of HBsAg quantitative de-
tection has its own unique characteristics,so it is of great value to improve the detection sensitivity.
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