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Duchenne muscular dystrophy gDMD) is a lethal muscular disease caused by
mutations in the DMD gene. In recent years, the development of exon skipping therapy for converting
DMD to mild Becker muscular dystrophy (BMD) has been progressing. Since the DMD exon 3-9 deletion is
asymptomatic and about 10% of DMDs have mutations in exon 3-9 region, we investigated using iPS
cells for the development of exon 3-9 skipping therapy. Myocardial cells were induced to
differentiate from exon 3-7 (DMD type) and 3-9 deleted (asymptomatic type) iPS cells prepared by
gene editing. Abnormal expressions of genes of maturation factors and myocardial loading markers
were improved in exon 3-7-deleted myocardium compared with exon 3-9 deleted myocardium.
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