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Structure activity relationship study of a follistatin-derived myostatin
inhibitory peptide for enhancement of skeletal muscle mass

Takayama, Kentaro

3,300,000

12%

Myostatin is a negative regulatory factor against muscular mass. Myostatin
inhibition is one of the promising strategies for the treatment of muscle atrophic diseases.
Follistatin is well known as a myostatin inhibitory protein, and the N-terminal domain interacts
with the type-1 receptor binding site of myostatin. We focused on this interaction and synthesized a

series of fragment peptides to explore a new inhibitory peptide. Consequently, 14-mer peptides was
successfully identified and the important residues for effective inhibition was clarified. Injected
intramuscularly, this peptide significantly increased muscle mass to 112% in mice. Also, structure
activity relationship study afforded a new derivative with selectively enhanced myostatin inhibitory

activity.
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