©
2018 2020

miRNA
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Comprehensive analysis revealed that mir-5129-5p was upregulated in both
skeletal muscle and plasma in cisplatin-induced muscle atrophy of mice. However, this miRNA was not
expressed in humans. Therefore, due to the species difference, applied research using serum samples
of patients was not possible. On the other hand, it was clarified that the expression of the
mir-29-3p family targeting IGF-1 and the expression of IGF-1 decreased in skeletal muscle in mouse
of cisplatin-induced muscle atrophy, and the protein synthesis pathway was suppressed. Furthermore,
it was suggested that cisplatin-induced muscle atrophy is suppressed by supplementing with IGF-1.
This study suggested that the increased expression of the mir-29-3p family in skeletal muscle could
be a diagnostic marker for cisplatin-induced muscle atrophy.
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