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Regulating effect of Shenge Tablets on glycometabolism of type 2 diabetic rats

SU Hong-shuo, YU Dan, CHEN Nan, LIU Chen-yue, DU Xiao-wei
College of Pharmacy, Heilongjiang University of Chinese Medicine, Haerbin 150040, China

Abstract : Objective To study the effect of Shenge Tablets on glycometabolism of type 2 diabetic rats. Methods Type 2 diabetic
rats were established by feeding high glucose and lipoids food and injecting small dose of streptozotocin. Then the models were
randomized into model group, positive control group, and low-, mid-, high-dose Shenge Tablets groups. The rats in each group was
administered by ig gavage for 30 d, then, their behavior, blood glucose, sugar tolerance, and serum insulin were detected. Results
Compared with the normal control group, the body weight and the levels of blood glucose, sugar tolerance, and serum insulin of model
group showed significant differences (P < 0.001). Compared with the model group, the levels of blood glucose, serum insulin of
positive control group, mid- and high-dose Shenge Tablets groups were significantly decreased (P < 0.001, 0.01); The level of sugar
tolerance of large dose group was significantly decreased (P < 0.01). Conclusion Shenge Tablets can effectively regulate the
glycometabolism of type 2 diabetic rats and improve their insulin resistance.
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Fig.1 Changes in blood glucose of rats ( x £+ s, n=10)
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Table 1 Results of sugar tolerance test (x £+ s, n=10)
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Fig.2 Changes in serum insulin of rats (x £+ s, n=10)
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