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Degenerative therapy for heart failure using skeletal muscle cell-extracellular
matrix interaction.
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Skeletal myoblast sheet transplantation, a method used for treating failing
hearts, results in the secretion of cytokines that improve heart function. Enhancing the survival
rate of implanted myoblasts should lead to more continuous and effective therapies. We hypothesized
that laminin 211, which binds to a -dystroglycan on muscle cells, could inhibit dropout of implanted

myoblasts from host myocardia. Laminin 211 expressed-fibroblasts and skeletal myoblasts
multi-layered sheet were transplanted for an ischemic cardiomyopathy model rat. Laminin 211 secreted
by implanted fibroblasts inhibited the dropout of implanted myoblasts from grafted myocardia,
resulting in more permanent therapeutic effects upon myoblast sheet transplantation. This approach
using laminin 211 could have been expected the application for the cell-based transplantation such
as cardiomyocyte derived from induced pluripotent stem cells.
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