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Development of the inhibition of skeletal muscle atrophy with anti-ubiquitination ol
igopeptide
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In atrophied muscles, ubiquitin ligase, Cbl-b, increases and it stimulates the ubi
quitination and degradation of IRS-1, an intermediate in IGF-1 singnaling pathway, resulting in IGF-1 resi
stance. In this study, we evaluate the efficacy of application of anti-ubiquitination oligopeptide that in
hibits the interaction between Cbl-b and IRS-1 into starved C2C12 myotubes and denervated tibialis anterio
r muscle of C57BL/6 wild-type mice. Oligopeptide significantly inhibited the decrease of AKT phosphorylati
on in starved myotubes. In addition, sectional area of denervated muscle fibers treated with oligopeptide
was significantly larger compared to non-treated denervated muscles. These results suggest that applicatio

n of anti-ubiquitination oligopeptide could be an effective tool for therapeutic use In muscular atrophy d
iseases.
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