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Role of Giamediated insulin signal transduction in insulin resistance of burned rat
QIAO Feir LI Xiao-huis LU Bang-chao (Department of Phaimacobgy, Third Military Medi cal University, Chongging 400038, China)

Abstract; Objective To investigate the wle of the Gi-mediated insulin signal transduction in the burn rats insulin resistance for the mecha-
nism of the resistance. Methods The content of Git in rat liver cells after severe scald was detected with the Western blot. Blood sugar and insulin

were detemined with the use of gly cometry and radio-immunity assay. Results Expression of Gix was decreased obviously in the liver cells from the
first to sixth day after scalding, and reached lowest in the third day. Meamwhile, the level of tyrosine phosphorylation of IRS-1 was not increased un-
der insulin stimulation. The level of blood glucose and serum insulin was obviously increased on the third day after scalding. Moreover there was a
significant negative comrelation between the concentration of blood glucose and the level of Gt expression. Conclusion Reduction of Gia expression
in liver cells in rats after scalding is one of the most important mechanisms by which the impaiment of tyrosine phosphodation of IRS-1 and posttrau-
matic insulin resistance hap pen.
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Tab1 Plasma concentration of sugar, insulin and Gixprotein in
rats 3 d after scalding(x £ s)

Panmeter Normml Scalded
Insulin (mU/ L) 17. 1+3.2 20.5+1.5"
Glucose (mmol/ L) 2.58 4£0.08 3.13+0. 21
Gia protein 100 40.75+18. 18 °F
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