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Fig 1 Binding of D-[U-"* C] glucose on celll
membrane of muscle
TB: Total binding of “C-glucose;
NSB: nonspecific binding of *C-glucose
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Study of the mechanism of glucose uptake impairment in skeletal muscles

after severe scalding in rats

Xu Linshui, Wu Xigui (Department of Biochemistry, Third Military Medical University, Chongqing, 630038)

Abstract In order to investigate the mechanism of the impaired glucose uptake of the skeletal muscles

after severe scalding, the changes of the binding sites of glucose transporter in the {raction of skeletal muscle

membrane were observed in rats after they were inflicted with 30% TBSA full thickness scalding. It was

found that the total binding sites of glucose transporter of the scalded rats were not significantly different

from those of the the normal { P >>0.05) but the effect of insulin-stimulation on the translocation of glucose

transporter to plasma membrane from intracellular pool was significantly decreased ( P <C0.05). These find-

ings suggest that the reduction of the translocation of glucose transporter to plasma membrane after scalding

can result in abnormal glucose uptake and consequently insulin resistance.
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