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WFZERE RO (3£3) : Bone marrow derived mesenchymal stem cells (MSC) could be
1solated and cultured from muscular dystrophy model mouse. And it was proved that
gene manipulation by helper-dependent adenovirus of was possible without any tricky
technique. Moreover, we found MSC’s novel competence to treat muscular dystrophy.
MSC has intrinsic ability to modify muscle degeneration and regeneration. We found
various growth factors are produced from MSC, and some growth factors of them give

effects on muscle regeneration.
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