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Analysis of the molecular mechanism of immobilization-induced muscle atrophy
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We have analyzed the molecular mechanism of skeletal muscle atrophy due to

immobilization. Transcription factor KLF15 is an important regulator in immobilization-induced
muscle atrophy. It was revealed that transcription factor C/EBPB and & are involved upstream of
KLF15. We have also searched for target factors that function downstream of KLF15, and identified a
humoral factor that increased both in mice and human during immobilization. These results suggest

that immobilization induces muscle atrophy via a C/EBP-KLF15 axis.
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Role of KLF15 in regulation of skeletal muscle mass
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