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Duchenne muscular dystrophy (DMD)? is the most severe and common myopathy, affecting one in every 3,500 newborn males. \
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<« Figure 1. Muscular degeneration in DMD®. A) Normal muscle histology. B) Early alterations such as necrosis. C) Late stage of myopathy with adipocyte \\/

infiltration and fibrotic tissue. *, adipocytes; arrow, dystrophic fibers. /\I
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There are currently nO curative treatments for this disease, but different ameliorating therapeutic approaches are being studied. />
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Autologous ex vivo cell therapy In vivo gene therapy

Patient cells = donor cells ¥ immune response 30 DMD patients’ cause of death: cardiorespiratory failure
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