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WFZERC R OMEEE (330) : To elucidate the possible role of glycogen synthase kinase 33
(GSK-3 B8) 1in sarcopenia, we investigated the relationship between its phosphorylation
levels and the differentiation potential of satellite cells in vitro. The level of
phosphorylation of GSK-3 3 was slightly decreased in satellite cells derived from old
mice compared with adult mice. No significant difference in differentiation potential
was observed between old and adult satellite cells, suggesting that satellite cells retain
sufficient capacity to myogenic differentiation, irrespective of ageing. Additionally,
we investigated whether inhibition of GSK-33 activity by lithium promote cell
differentiation. This treatment almost equally accelerated myotube formation in both old

and adult satellite cells. Taken together, inhibition of GSK-3 3 may contribute to

attenuate age-related decline in skeletal muscle mass
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