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WFZER - OMEEE (3530) © Tnanattempt to reveal the molecular mechanismof skeletal muscle
atrophy, we identified microRNAs (miRNAs) that were related to atrophy by microarray
analysis and investigated their function in mouse myoblast C2C12 cells. Results suggested
that mmu—miR—148a promotes muscle atrophy of differentiated C2C12 cells. It is necessary
toverify its usefulness as amolecular target for the treatment and prevention of skeletal
muscle atrophy by more detailed research.
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