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We searched molecules involved in the pathogenesis of sarcopenia from secreted molecules
down regulated both in aged mesenchymal progenitor cells and mesenchymal
progenitor-depleted skeletal muscle by comprehensive microarray analyses. GDF10 was
found to be down regulated in both analyses.

To investigate the mechanism how GDF10 acts, we have developed culture system both for
satellite cells and mesenchymal progenitor cells derived from human skeletal muscle. Using
this system, we analyzed the signal transduction pathways activated by GDF10, and
identified components of its signaling pathway.

We have established a system for purification and culture system for satellite cells and

mesenchymal progenitor cells from skeletal muscle human samples aged over 70.
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