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Abstract

Objective:To investigate the effects of aerobic exercises on liver tissue and cytochrome P-450 2E1(CYP2E1) in rats
with non-alcoholic fatty liver disease(NAFLD) induced by high fat diet.

Method : The rats were randomly divided into normal group,model group and model + exercises group. Aerobic
exercises intervention was applied on the model+exercises group for 4 weeks. Total cholesterol(TC), triglyceride(TG),
liver pathological changes and liver tissue CYP2E1 expression were detected in each group.

Result: After six weeks lipid emulsion gavage,the level of body weight, TC and TG rised evidently (P<0.05),the
liver pathological changes indicated NAFLD model was produced successfully, the level of hepatic cytochrome P450
2E1 rised evidently compared with control group (P<0.05). After four—-week aerobic exercises, the level of TC, TG
and cytochrome P450 2E1 declined evidently(P<0.05) and the liver pathological changes improved significantly.
Conclusion: Aerobic exercises not only can improve hyperlipidemia,but also can reduce CYP2El expression,
prevent and treat peroxidative injury of liver tissue in NAFLD.
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