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We have examined the possibility of a novel therapy using histone deacetylase
inhibitors (HDAC-I) for muscle differentiation. At first, we have investigated the change
of C2C12 cells (mouse myoblast cell line) after the administration of TSA. We have not
observed the efficacy of TSA. Next, we have used retinoid (Am80). However, we have obtained
no distinct effects on C2C12 cells.
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