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Mechanisms of Polyene Phosphatidylcholine in Inhibiting Liver Iipid Depositing in Rats with Fatty Liver. Li Hongshan,Chen Shaodong.
Department of Liver Disease ,Ningbo Infectious Disease Hospital ,Zhejiang 315000 ,China

Abstract Objective To discuss the efficiency and mechanism of polyene phosphatidylcholine in inhibiting liver lipid depositing in
rats with fatty liver induced by high — fat diet. Methods SD male rats were used to establish NAFL model by high — fat diet for 10
weeks. After six weeks, the rats were respectively divided into model group and polyene phosphatidylcholine group by random, and were
given corresponding medicine or drinking water via gastrogavage. After the rats were sacrificed, blood and livers were collected for re-
search. The followings were tested: (1) liver pathology; (2) the adiponection content in serum,and triglyceride, free fatty acid, adipone-
ction receptor 2, AMP — activated Kinase, acetyl CoA carboxylase, fatty acid synthase and malonyl — CoA content in liver tissue. The cor-
relation analysis among all the data above was studied. Results (1) There was serious hepatic steatosis in model group. The triglycer-
ide, free fatty acid, acetyl CoA carboxylase, fatty acid synthase and malonyl — CoA content in liver tissue of model group were elevated
significantly, while the adiponection content in serum and AMP — activated kinase, adiponection receptor 2 content in liver tissue were re-
duced markedly. Polyene phosphatidylcholine could reduce pathological changes significantly. The triglyceride, free fatty acid, acetyl
CoA carboxylase, fatty acid synthase, malonyl — CoA content in liver tissue of polyene phosphatidylcholine group were reduced significant-
ly, and the adiponection content in serum and AMP — activated kinase, adiponection receptor 2 content in liver tissue of polyene phos-
phatidylcholine group were raised markedly. (2) Triglyceride and free fatty acid content in liver tissue were negatively correlated with adi-
ponectin content in serum, AMP — activated kinase, adiponectin receptor 2 content in liver tissue, while were positively correlated with
fatty acid synthase, acetyl CoA carboxylase, malonyl — CoA content in liver tissue. Conclusion Polyene phosphatidylcholine has strong
inhibitory effect on liver lipid depositing in rats with fatty liver. The mechanism may be based on improving the fatty acid metabolism.

Key words Experimental fatty liver; Triglyceride; Free fatty acid; Adiponection; Polyene phosphatidylcholine
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