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[ Abstract] Obijective To discuss the effect of homocysteine on glucose metabolism and p—Akt (Ser-473)
in the PI3K/Akt insulin signal pathway in the muscle tissues of mice with hyperhomocystienemia, and to reveal the
mechanism of abnormal glucose metabolism induced by homocysteine. Methods  Forty mice were divided into the
fasting control group (N =10), the feeding control group (N =10) , the fasting hyperhomocysteinemia (HHcy)
group (N =10) and the feeding HHey group (n=10). 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 was obtained. The blood glucose and blood insulin levels were detected .The insulin sensitivity index was
calculated. Akt and p—Akt (Ser-473) were observed in the muscle tissue by the western blot. Results In the
fasting HHey group or the feeding HHey group, the blood levels of glucose and insulin were higher than the fasting
normal control group or the feeding normal control group (P <0.05) , the insulin sensitivity index was decreased
(P<0.05). Expression levels of p—~Akt (Ser-473) were decreased compared the fasting normal control group or the

feeding normal control group ( P <0.05). Expression levels of Akt had no obvious changes in each group.
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Conclusion Homocysteine induces abnormal glucose metabolism, the mechanism may be related with the decrease

of the phosphorylation of Akt  (Ser-473) in the PI3K/Akt insulin signal pathway in muscle tissue.
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