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WFZER R OMEEE (FE3C) ¢ Inhibitor targeting the TGF— B type I receptor kinase, recently
developed for cancer, reverses impaired myoblast differentiation caused by myostatin,
activin, and TGF-pf3 1. Inhibitor ameliorated muscular atrophy in a caveolin—-3-deficient
muscular dystrophy model with decrease of p2l, a target gene of the TGF-f, and with
increase of satellite cells. Inhibitor thus could be a rational drug for muscular atrophy.
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