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[ Abstract] Objective To observe the characteristics of clinicopathological in
HBeAg positive and HBeAg negative patients with chronic hepatitis B ( CHB ).
Methods All 548 patients with CHB diagnosed by liver biopsy pathology were divid-
ed into HBeAg positive and HBeAg negative groups in this study. Patients’ ages, the
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grades of liver inflammation (G) , the stages of liver fibrosis (S), ALB, GLB, TBil,
ALT, GGT peak values and serum HBV DNA load 2 weeks before and after liver biop-
sy were evaluated and the relationships between pathological and clinical changes were
investigated. Results The grades of liver inflammation and stages of liver fibrosis
were significantly correlated with liver function changes (all P <0.01). Those with
obviously abnormal liver function would suffer from a more serious hepatic pathological
changes. The stages of liver fibrosis and grades of liver inflammation were positively
correlated (P <0.01), and the stages of liver fibrosis became more serious with the
rising of grades of liver inflammation. Average age of HBeAg positive patients was
younger than that of HBeAg negative; ALT, AST and HBV DNA were higher (all P <
0.01). The grades of liver inflammation and stages of liver fibrosis for HBeAg negative
patients were related with ages (all P <0.05) and HBV DNA load (all P <0.01).
While the liver tissue changes in patients with HBeAg positive were not correlated with
ages and HBV DNA load (all P >0.05). Conclusions The liver function of CHB
patients were closely associated with the severity of hepatic pathological change, and
the stages of liver fibrosis became more serious with the rising of grades of liver inflam-
mation. But there were differences between HBeAg positive patients and HBeAg nega-
tive CHB patients. Patients with HBeAg negative were older than HBeAg positive pa-
tients, while ALT, AST and HBV DNA load were lower, which suggested that ages
and HBV DNA load in serum are effective predicting factors for severity of hepatic
pathological changes in CHB patients with HBeAg negative besides the changes of liver

function.
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