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[ Abstract] Ojective To investigate adipose degeneration induced by hyperhomocysteinemia (Hey) in liver
of mice, as well as to reveal the mechanism of adipose degeneration induced by homocysteine (Hey). Methods
Forty mice, six weeks of age and healthy, were divided into the fasting control group (n = 10), the feeding
control group (n=10), the fasting HHey group (n =10) and the feeding HHey group (n=10). Normal food
was fed in the fasting control group and the feeding control group. Normal food and 1.5% ( mass fraction)
methionine were fed in the fasting HHey group and the feeding HHey group.  After mice in each group were fed for
three months, the blood samples of mice were collected in every group. The plasm levels of glucose, insulin,
triglyceride (TG) and total cholesterol (TC) were determined, HOMA insulin resistance index (HOMA-IR )
was calculated. The morphology of liver was observed by HE staining. Results In the fasting HHey group, the
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plasma levels of glucose, insulin, TG, TC and HOMA-IR were higher than that in the fasting control group (P<
0.05). In the feeding HHey group, the plasma levels of glucose, insulin, TG and TC were higher than that in the
feeding control group (P <0.05). Structure of the liver tissue had abnormality such as adipose degeneration. The

number of adipocytes in the liver tissue of mice in the fasting and feeding HHey group increased compared with the

fasting and feeding control group, at the same time, the liver cells of hepatic lobule were disorganized in the fasting

and feeding HHey group. Conclusion

Hey induces insulin resistance, effects lipid metabolism in liver, thus

contributes to adipose degeneration in liver, and leads to formation of fatty liver.
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Tab 2 Comparison of the concentration of glucose, insulin, TG and TC in the plasma (X )
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Figl HE staining of liver tissue of mice
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