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Diagnostic Value of Liver Biopsy in Patients with Normal Liver Function Infected with Chronic Hepatitis B Virus. Chen Shixiang , Hu Ai-
rong ,He Weixin , Chen Xiqing , Xiong Zhiyuan, Jiang Jun,Fan Ping. Department of Infectious Diseases, The 113" Hospital of the people's
Laberation Army , Zhejiang 315040, China

Abstract Objective To evaluate diagnostic value of liver biopsy in patients with normal liver function infected with chronic hepati-
tis B virus( HBV) . Methods 244 patients with normal liver function infected with HBV were examined with liver biopsy, liver function,
HBV DNA level and serological markers of hepatitis B e antigen( HBeAg) . All patients were divided into different groups based on serum
HBeAg and HBV DNA levels. Results From liver histopathology,53 cases (21.7% ) was diagnosed with chronic hepatitis B virus carri-
er,143 cases (58.6% ) with slight chronic hepatitis B(CHB) ,34 cases (13.9% ) with moderate CHB and 14 cases (5.7% ) with severe
CHB,in which 7 cases (2.9% ) were diagnosed with cirrhosis. 48 cases (19.7% ) had inflammation grades with G=2,and 54 cases (22.
1% ) had fibrosis stages with S=2. The inflammation grades and fibrosis stages in patients with HBeAg negative and high levels of HBV

YE#H AL 315040 T, fR R 113 25 B i@ Y B CRRAAE 207 (PR BT RE RO VLR 87 ) 5315040 T ili s R B - TR AL YR R
Be () 2% 2% )
WIRAEE 2%, BT {546 ;. harl224@ 126. com

- 113 -



J Med Res,Sep 2011,Vol. 40 No.9

DNA replication were more severe than HBeAg positive group (P <0.05). No significant differences were observed in the inflammation

grades between HBV DNA high group ( =10’ copies/ml) and low group( < 10’ copies/ml) ,however fibrosis stages were significantly differ-

ent between the two groups. Conclusion Most patients with normal liver function infected with HBV have mild inflammatory histological

changes and (or) different degrees of liver fibrosis. Serum HBeAg and HBV DNA are unable to reflect the real condition of lives injury.

Liver biopsy is more valuable to evaluate the disease severity of asymptomatic chronic HBV carriers and to determine treating plan.
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