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Effect of visfatin on GLUT4 mRNA and PI3K signalling pathway of skeletal muscle in diabetic rats WEI
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[ Abstract] Objective To investigate the effect of visfatin on GLUT4 mRNA expression and PI3K protein
expression in skeletal muscle of diabetic rats and explore its mechanism . Methods  Wistar rats were randomly
divided into four groups ; normal diet feeding group ( N), high-fat diet feeding group ( H) , normal diet feeding +
streptozotocin ( STZ) -induced diabetic group (N + S) and high-fat diet feeding + STZ-induced diabetic group (H +S).
Diabetic rats were given intraperitoneal injection of small dose STZ to establish models of type 2 diabetes. Visfatin
were intraperitoneally injected in partial rats (V+ N +S,V + H + S) from group (N + S) and group (H + S) after 8
weeks of establishment of models . Western blotting were used to assess the protein expression of PI 3K and GLUT4.
GLUT4 mRNA expression were measured with real time RT -PCR. Results GLUT4 mRNA levels,GLUT4 and PI3K
protein expression were decreased (P <0.05)in the Group(N + S) compared with group N ,and in the Group(H +S)
compared with group H ,and increased ( P <0. 05 )in the Group(V + N +S) compared with group (N +S) ,and in the
Group(V +H + S) compared with group (H + S) respectively. Conclusion Our data show that visfatin may increase
GLUT4 mRNA levels and protein expression and lower plasma glucose levels by increase PI 3K protein expression in
skeletal muscle of diabetic rats.
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