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Effects of Berberine on the Expression of GPVI on Platelets of Diabetes Rats
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ABSTRACT Objective To investigate the expression of GPVI on platelets of diabetes rats induced by STZ and effects of
Methods
diabetes group, diabetes rats treated with berberine, 10 rats in each group. Except for noraml rats, 30 others were fed with lipid

berberine on it. Forty male rats were randomly divided into four groups: control group, fat enriched diet group,
enriched food. After fed with fat enriched diet for 8 weeks, the rats in diabetic groups were i. p. injected with 1% STZ, others
were 1. p. injected with the same volume of citrate buffer vehicles. After successful establishment of diabetic model two weeks
later, one group of rats was treated with berberine at the dose of 100 mg + kg™ - d ™' for 8 weeks.  Results Expression of
GPVI(CD32) .GPII b(CD41) ,CD40L(CD154) was higher in the diabetic group than that in normal control group( P <0.05 for
all) by FCM analysis. And no significant difference in all above expressions was found between berberine therapeutic and diabetic
model group. There was a direct correlation between GPVI and blood glucose, CD41, CD40L. Scanning electron microscope
indicated that the normal lamination of artery endothelial cell disappeared in diabetic models, accompanied with many platelets
adhesion,and much netted fibres and collagen exposed. In the berberine treatment group, a few platelets aggregated to artery
endothelials.  Conclusion The expression of GPVI on platelets of diabetic rats was siginificantly increased and platelets were
activated, which induced inflammation of endothelial tissues and the formation of thrombus. GPVI may contribute to
artherosclerosis and thrombus formation in diabetic rats. Berberine could inhibit the expression of GPVI, but couldn’t reach to the
statistics difference, which may be due to small samples.
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