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HEEEREL (FEX) Oxidative stress—regulated glucose transport in skeletal muscle from
training and cast immobilization in mice
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WFIEE R OB R (J€30) : Rat skeletal muscle expresses NO synthase and that activity varies
among several muscles. We hypothesized that NO as one of reactive oxygen intermediates
modulates skeletal muscle glucose transport. First, we tried to make available methods for
the model of training and inactivity in mice. Next, to determine if an epigenetic
modification of NOS gene involves in mediating glucose transport in skeletal muscle,
methylation of cytosines at CpG sites in promoter region of NOS gene was analyzed in
these samples. Our results demonstrate that DNA methylation of the NOS promoter may
be involved in the regulation of glucose metabolism in skeletal muscle.
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