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Mechanisms of different effects of muscle protein metabolisms in oral
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Oral administration of Met to rats increased blood levels of Met
metabolites, but did not alter insulin levels or ghrelin levels. However, when C2C12 myotubes were
treated with Met, no suppression of degradation was observed, and neither autophagy activity was
reduced, but rather autophagy dysfunction was induced. The C2C12 myotubes were treated with
metabolites of Met, but they did not suppress degradation. These results suggested that the
suppression of muscle protein degradation by Met was not caused by the metabolites or hormones. We
examined the effect of Met on the degradation rate of skeletal muscle protein in ex vivo. The
degradation rate in fast twitch muscle protein was suppressed by Met. Therefore the regulation of
skeletal muscle protein metabolism by Met may differ between fast and slow twitch muscles..
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