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Changes of Serum Resistin on Fatty Liver Disease in Rats Induced with High — fat Diet and the Polyene Phosphatidylcholine Intervention.
Che Caiyan, Li Hongshan. Department of Liver Disease, Ningbo Number 2 Hospital, Zhejiang 315010, China

Abstract Objective To investigate the changes of the serum resistin in experimental fatty live rand the effect of Polyene phosphati-
dylcholine on fatty liver disease. Methods Fatty liver in SD male rats were induced with high — fat diet for 12 weeks. Rats were divided
into normal, model and Polyene phosphatidylcholine group and administrated with Polyene phosphatidylcholine for five weeks at the begin-
ning of the eight week. The observing items including: Hepatic steatosis ( HE staining) ; The serum resistin, hepatic triglyceride ( TG)
and free fatty acid (FFA) ; The correlation analysis among serum resistin, hepatic TG and FFA. Results Serious hepatic steatosis, in-
creased hepatic TG and FFA were all observed in the model group (P <0.01), as well as the increased serum resistin content (P <
0.01). Compared with model group, the triglyceride and free fatty acid content in liver tissue of polyene phosphatidylcholine group was re-
duced significantly( P <0.01) , and the serum resistin content in liver tissue of polyene phosphatidylcholine group was reduced significant-
ly too( P <0.01). Significant positive correlation was observed between hepatic TG, FFA and serum serum resistin. Conclusion Serum
resistin significantly increased in experimental fatty liver in rats which probably plays very important roles in pathological mechanisms of
fatty liver disease. Polyene phosphatidylcholine can decreased the serum resistin markedly, which probably is the key mechanism of its
prevention and treatment effect on fatty liver disease.
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