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[Abstract] Objective To investigate the liver histological features and the relative influencing
factors of the chronic hepatitis B (CHB) patients with persistently normal or slightly elevated alanine
aminotransferase (ALT) level, all of the patients recruited accepted liver biopsy with a normal or mild
evaluation of ALT, especially those who were older or had a family history of hepatocelluar carcinoma. And
to investigate whether the biopsy feature could supply theoretical foundation for antivirus therapy. Methods
Total of 229 CHB patients from 2005 to 2010, who accepted liver biopsy in Beijing Ditan Hospital, Capital
Medical University were enrolled. The subjects met the diagnostic criteria (chronic hepatitis guideline) and
exclusion criteria. All study participants were only infected with HBV, excluding virual hepatitis, severe
cardiovascular diseases, etc, whose ALT level less was than 2 x ULN. The related influencing factors were
analyzed, retrospectively. Clinical data, such as gender, age, family history, history of alcohol and drug

abuse history of the inpatients were collected, respectively. Results There were 160 male and 69 female
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patiens. The percentage of whom with persistent normal (PNAL) ALT level was 45.41% (104/229), and
mild ALT evaluating was 54.59% (125/229). Liver biopsy histologic analysis showed the percentage of liver
inflammation and fibrosis = G2 grade, = S2 stage were 45.42% and 35.38%, respectively; accompanied by
the rising ALT, the degree of the liver inflammation and fibrosis were getting higher. After a 5-year follow-
up, there were 148 patients with HBV infection, who never accepted antivirus therapy, had a mild rise of
ALT level (40-50 U/L) with 29.7% (44/149), while 70.3% (104/148) patients had no change of ALT or HBV
load (P > 0.05), and there were 3 (2.1%) patients with HBeAg seroconversion, happened at the age of 27,
31 and 19. Conclusions Some of the patients with normal or slightly elevated ALT may have severe liver

inflammation and fibrosis. Although whose liver inflammation and fibrosis was slight abnormal, many of

them would had progress in liver diseases, what should be paid attention to.

[Key words] Chronic hepatitis B (CHB); Alanine aminotransferase (ALT); Liver biopsy; Histologic

analysis
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