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The Influence of Baicalein on Islet Function in Diabetic Rats
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Abstract:Objective To observe the influence of Baicalein on blood glucose and the function of islet cells in diabetic rats and explore
its possible mechanism.Methods The model of type 2 diabetic rats was established.The Wistar rats were randomly divided into con-
trol group (NC),diabetic model group (DM),and baicalein treatment group(BAI).The rats in DM group and BAI group were injected with
Streptozotocin (STZ,25 mg/kg) twice at interval of one week,while,NC group were injected with corresponding amount of citrate buffer.
Then BAI group was gavaged with 250 mg/kg of Baicalein,while NC group and DM group were gavaged with the same quantity of nor-
mal saline,once per day for 8 weeks.The fasting blood glucose (FBG) and fasting serum insulin (FINS) were measured in each group.
Pancreatic tissue homogenate was prepared and malondialdehyde (MDA) content and activity of superoxide dismutase (SOD) in pan-
creatic tissues were determined.The expression of cleaved Caspase-3 in each group was determined by western bloting.Results
Compared with NC group,the expression of FBG.MDA and the protein of cleaved Caspase-3 of DM group were higher than those in
the control group (P <<0.05),while FINS and SOD activity decreased (P <C0.05).After treatment with Baicalein,compared with DM
group,the FBG,MDA content,and the protein expressions of cleaved Caspase-3 decreased,and the FINS and SOD activity in the BAI
group were increased (P <<0.05).Conclusion Baicalein could decrease the blood glucose and increase the insulin secretion of dia-
betic rats.The mechanism might be related to Baicalein could reduce the oxidative stress of pancreas and inhibit the apoptosis of islet cells.
Keywords:type 2 diabetes mellitus;baicalein;oxidative stress;apoptosis
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