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WFZER R DOBEE (530) : The exercise capacity was impaired in metabolic syndrome mice,
which was associated with mitochondrial dysfunction in the skeletal muscle. Furthermore,
NAD(P)H oxidase-dependent oxidative stress in skeletal muscle played an important role
in the impaired exercise capacity and mitochondrial dysfunction. The present study
demonstrated that therapies designed to regulate oxidative stress and maintain
mitochondrial function could be beneficial to improve the exercise capacity in metabolic
syndrome.
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