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[ Abstract] Objective To investigate the change of expression of cystathionine— 8 —synthase (CBS) in
insulin resisitance model, so as to discuss the regulation mechanism of gastrodin in insulin resisitance. Methods
The SD rats, six weeks of age, were made the insulin resistance model by High sugar fat diet and High fat gavage for
3 months. When the insulin resistance model was established, the rats were randomly divided into the insulin
resistance group (N =10) and the gastrodin treatment group (N =10) . The gastrodin treatment group was fed by
High fat diet and High fat gavage and intraperitoneal injection of gastrodin for 1 month; the fasting plasma
concentration of homocysteine was measured. The expression of cystathionine— 3 —synthase (CBS) in the rat liver
tissue were detected by immunohistochemisiry, RT-PCR and Western Blot. Results Compared with the insulin
resitance group, the plasm concentrations of homocysteine were decreased (P <0.05) and the mRNA and protein
expression levels of CBS were up-regulated in gastrodin treatment group (P<0.05) . Conclusion Gastrodin can
reduce the plasm concentration of homocysteine, the regulation mechanism may be up—regulating the expression of
CBS in liver cell.
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Fig. 4 The protein expression of CBS in the liver

tissue
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