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[ Abstract]

Objective To study the liver histological changes in chronic hepatitis B(CHB)

patients with mild elevation of serum alanine aminotransferase (ALT) and the related clinic factors,

providing basis for antiviral therapy. Methods 105 CHB patients with mild elevation of ALT were

included in this study. Their liver histological changes and the relationship between these changes and

gender, age, HBV-DNA level, HBeAg status of patients were retrospectively analyzed. Results Among
105 patients, 100% (105/105) had different degrees of inflammation, 80% (84/105) were G2-G4; 67.6%
(71/105) had different degrees of fibrosis, 46.6% (49/105) were S2-S4. There were no significant
differences between different grades of inflammation in patients with gender, age, ALT level, HBV-DNA

level, HBeAg status. Age increased as the stage of fibrosis increased, and there were significant differences

between S1, S3, S4 and SO. But there were no significant differences between different stages of fibrosis in

patients with gender, ALT level, HBV-DNA level, HBeAg status. Conclusion There may be obvious

change of liver histopathology in CHB patients with mild elevation of ALT, who should be considered for

liver biopsy, in order to determine the timing of antiretroviral therapy without delay.
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