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Improvement effect of n-3 polyunsaturated fatty acid on rat nonalcoholic fatty liver disease
Yu Richeng +Luo Jianhua » Liu Qian
(Department of Endocrinology sGuizhou Provincial People’s Hospital sGuiyang ,Guizhou 550000, China)

[Abstract] Objective To investigate the improvement effect of n-3 polyunsaturated fatty acid (n-3 PUFA) on rat nonalco-
holic fatty liver disease(NAFLD) induced by high fat diet. Methods Thirty Wister male rats were divided into the control group,
model group and n-3 PUFA group. The high fat feeding was adopted to establish NAFLD model. After 20 weeks of experiment, 7
cases were extracted from each group for detecting serum and liver total cholesterol (TC) and triacylglyceride(TG) ; other 3 cases
were performed the liver HE staining, the levels of MCP-1,iNOS, TNF-¢« mRNA protein were detected by using the Real time quan-
titative PCR(qPCR) and Western blot. Results The TC and TG levels in serum and livers of the model group were significantly
higher than those in the control group(P<C0. 01),but which were evidently decreased after adding n-3 PUFA(P<C0. 05). The HE
staining clearly observed the rat hepatic cells fatty degeneration in the model group, while polyunsaturated fatty acid had obvious
improvement effect on it. The inflammatory molecule MCP-1,iNOS, TNF-o gene expression levels in the model group were signifi-
cantly higher than those in the control group(P<C0. 05),while the expression levels of MCP-1,iNOS and TNF-q in the n-3PUFA
group were significantly decreased compared with the model group. Conclusion High fat feeding can cause the severe fatty degener-
ation in rat liver, but polyunsaturated fatty acid can play obvious improvement effect.
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