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Effect of baicalin on diabetic retinopathy in type 2 diabetic mice
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Abstract: The effect of baicalin on retinopathy of type 2 diabetic mice was explored. In this project, the levels of
blood lipids and fasting insulin ( FINS) was detected by enzyme-linked immunoassay ; the protein and gene levels of VEGF,
bFGF and TGF-B were detected by Western blot and Real-Time quantitative PCR (qRT-PCR) respectively, to analyse the
effects of baicalin on retinopathy in type 2 diabetic mice. The results showed that the fluorescence intensity of the baicalin
group was significantly decreased, the content of TC, TG, FINS, LDL-c and the mRNA level and protein expression of
VEGF, bFGF and TGF-beta were significantly lower than that of the model group, while HDL-C content was significantly
higher than those in the model group (P<0.05). Baicalin may play a protective role in diabetic retinopathy in mice by in-
hibiting the progression of diabetes in mice and the expressions of VEGF, bFGF and TGF- beta in mice.
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