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Effects of exercise-induced interleukin-6 secretion on protein
synthesis in skeletal muscle
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FFZERR SR OEEE (F£3C) : Murine myoblast cell line was mechanically stretched as a model for
exercise-induced muscle contraction. Mechanical stretch increased the gene expression of interleukin-6
and activated the protein translation initiation. Stretch-induced activation of the protein translation
initiation was completely blocked by tyrosin kinase inhibitor, genistein. Among the cellular protein
which is activated by tyrosine kinase, phospholipase C was important for the signal transduction of
mechanical stretch-induced activation of protein translation initiation.
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