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Increased antioxidant response in medium-chain acyl-CoA dehydrogenase deficiency: does lipoic acid
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An intronic variation in SLC52A1 causes exon sRipping and transient riboflavin-responsive multiple
acyl-CoA dehydrogenation deficiency. Molecular Genetics and Metabolism, 2017, 122, 182-188.
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Riboflavin-Responsive and -Non-responsive Mutations in FAD Synthase Cause Multiple Acyl-CoA
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Proteomic investigation of cultivated fibroblasts from patients with mitochondrial short-chain
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Cellular consequences of oxidative stress in riboflavin responsive multiple acyl-CoA

dehydrogenation deficiency patient fibroblasts. Human Molecular Genetics, 2014, 23, 4285-4301.
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Molecular mechanisms of riboflavin responsiveness in patients with ETF-QO variations and multiple
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