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Analysis on liver pathological changes and pathology correlated factors in 147 patients of chronic
hepatitis B with ALT less than two-fold up limit of normal

WAN He-he', ZHANG Guo-liang®, LIU Li-li*, HOU Yong®, LIU Yong-hua’, YANG Xiao-jun’, LI Yan’,
WANG Jin-ping’, DOU Hong-man®, ZHANG Zi-xia' (I.The Graduate Division of Anhui University of
Chinese Medicine, Hefei 230038, China; 2.Department of Infections Diseases, The First Affiliated Hospital of
Anhui University of Chinese Medicine, Hefei 230031, China, 3.Department of Ultrasound, The First Affiliated
Hospital of Anhui University of Chinese Medicine, Hefei 230031, China; 4.Department of Pathology, The
First Affiliated Hospital of Anhui University of Chinese Medicine, Hefei 230031, China)

Abstract: Objective To study the liver pathological changes in 147 patients of chronic hepatitis B with ALT less
than two-fold up limit of normal and its correlation to sex, age, course of disease, HBeAg stage, the expression of
HBsAg and HBcAg in liver tissue, the level of ALT and HBV DNA. Methods Retrospective analysis was used
for 147 patients of chronic hepatitis B with ALT less than two-fold up limit of normal who accepted liver biopsy
were included in this study. Immunohistochemistry was applied to detect the expression of HBsAg and HBcAg
in liver tissues. Results Total of 147 patients of liver tissue inflammation with two or more account for 78.2%,
and patients of liver tissue fibrosis with two or more account for 54.4%, including 2.1% of patients with S,. There
were no statistical difference among different sex, HBeAg stage, the expression of HBsAg and HBcAg in liver
tissue (all P > 0.05). The grade of liver inflammation was positively correlated with the stage of liver fibrosis and

the age, with correlation coefficient as 0.566 and 0.185 (both P << 0.05), respectively. There were no correlation
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with the degrees of liver inflammation and the course of disease and the level of ALT and HBV DNA (all P >

0.05). The stage of liver fibrosis was positively correlated with the age and the level of ALT, with correlation

coefficient as 0.317 and 0.227 (both P << 0.05), respectively. There were no correlation with the degrees of liver
inflammation and the course of disease and the level of HBV DNA (both P > 0.05). Conclusions All of 147
patients included in this study have different degrees of liver histological damage. The biopsy of liver is useful to

judge the disease process and guide the remedy for the ALT << 2 ULN especially in elder patients with CHB.

Key words: Hepatitis B, chronic; Alanine transaminase; Pathology; Age factors
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