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Mitochondrial dysfunction is detected in Duchenne Muscular Dystrophy (DMD) patient tissues and cultured cells as
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** Mitochondrial deficits are an early and critical facet of DMD.
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“DMD is characterised by a systemic mitochondrial impairment that is central to disease aetiology rather than
a secondary pathophysiological consequence of dystrophin-deficiency” (Timpani et al. 2015).
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Figure 7: Plasma markers of muscle damage, creatine kinase and muscle-specific
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