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[Abstract] Objective To study the relationship between liver leptin expression and liver histological
changes in patients with chronic hepatitis C (CHC). Methods A total of 53 patients with untreated CHC were
divided into liver leptin positive group (n =26) and negative group (n =27),15 non-alcoholic fatty liver disease
(NAFLD) patients as controls. The liver leptin expression , liver inflammation grade , fibrosis stage and steatosis grade
were detected. Results The degree of hepatic steatosis in CHC with fatty liver were significantly less than that in
NAFLD()(2 =13.20,P <0.05) , while the positive rate of liver leptin in steatosis grade 1 and grade 2 were not
significant different between CHC and NAFLD (XZ =2.57,0. 04 ,respectively,all P >0.05). There were significant
difference in the positive rate of liver leptin between CHC and NAFLD in mild inflammation grades or in mild fibrosis
stages , which were lower in CHC than in NAFLD ()(2 =4.54,6. 86, respectively , all P <0.05). There were no
significant difference in the positive rate of liver leptin between two groups of CHC in different inflammation grades |,
fibrosis stages and the presence of hepatic steatosis (x2 =0. 106,0. 846 ,0. 000, respectively ,all P >0.05). No close
relationship was found between the positive rate of liver leptin and the degree of liver inflammation ,fibrosis stage , the
degree of hepatic steatosis and serum levels of HCVRNA in patients with CHC (P >0.05). Conclusions The
expression of liver leptin is not related to the degree of liver inflammation , liver fibrosis and the presence of hepatic
steatosis in patients of CHC.
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