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Abstract Objective To investigate the clinical implications of HBsAg quantitation in the natural history of chronic HBV infection
and HBV - related cirrhosis. Methods A total of 185 patients with chronic HBV infection were included. Patients without cirrhosis were
divided into the immune tolerance group (n =34), HBeAg — positive chronic hepatitis B ( chronic hepatitis B, CHB) group (n =25), in-
active carrier group (n = 24) and HBeAg — negative CHB group (n =34) ; patients with cirrhosis were divided to HBeAg — positive (n =
33) and HBeAg — negative groups (n =35). We detected serum HBsAg, HBV DNA, ALT and other indicators. Results For patients
without cirrhosis, HBsAg levels were (4.60 +0.32) log,,IU/ml in immune tolerance group, (4.36 +0.45) log,,IU/ml in HBeAg — pos-
itive CHB group, (3.51 £0.30) log,,IU/ml in the inactive carries group, and (3.62 £0.35) log,,IU/ml in HBeAg — negative CHB
group. For patients without cirrhosis, their age was correlated with HBsAg level (P =0.000) , but no correlation existed between ALT and
HBsAg (P =0.152). HBsAg levels of immune tolerance and HBeAg — positive CHB groups were correlated with HBV DNA levels (P =
0.000,P =0.009). HBsAg levels of HBeAg — positive (4.27 +1.33) log,,IU/ml and HBeAg — negative (3.81 +1.07) log,,IU/ml
groups were similar in cirrhotic patients, and HBsAg was not correlated with age or ALT (P >0.05). Conclusion HBsAg level in
HBeAg — positive patients may reflect HBV DNA replication. In patients with or without cirrhosis, HBsAg can not reflect the inflammation
of the liver.
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