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[Abstract] Objective To explore the expression and significance of serum urotensin [[ (U]l ) in patients with
Serum levels of U]l ,hyaluronic acid (HA),

laminin (LN), type [V collagen (C-]V ), aspartate aminotransferase (AST), alanine aminotransferase (ALT) and

chronic hepatitis B (CHB), liver fibrosis and liver cirrhosis. Methods

HBV-DNA were detected in 40 cases with CHB, 47 cases with liver fibrosis, 38 cases with liver cirrhosis and 30
healthy subjects, and all data were statistically compared. Results Compared with health control group, serum U [[
levels in the three patient groups were all increased (P<C0. 05). There was an increasing tendency of serum U][ lev-
el from CHB to liver cirrhosis (P<Z0. 05). Serum level of U] was positively correlated with HA, C-IV, LN, AST,
ALT and HBV-DNA (r=0. 784, 0.473, 0.355, 0.776, 0.653, 0.571,P<C0.05). Conclusion Serum level of U [[

could be increased in CHB patients especially in patients with liver fibrosis, which might be with clinical significance
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in the diagnosis and monitoring of early liver fibrosis.
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