The Impact of Lipid Accumulation on Mitochondrial Metabolism In the Liver
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ABSTRACT

High rates of new lipid synthesis (de novo lipogenesis) and dysfunctional mitochondrial metabolism are central features of non-alcoholic fatty liver
disease (NAFLD). However, it is not clear whether sustained induction of de novo lipogenesis will alter the activity of mitochondrial oxidative
networks during progressive severity of NAFLD. We tested the alterations in mitochondrial metabolism in livers with high rates of de novo
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* Non-alcoholic fatty liver disease (NAFLD), characterized by excess lipid accumulation, is the most common
chronic liver disease and is a common co-morbidity of obesity and type-2 diabetes mellitus [1, 2, 3].

» Dysfunctional hepatic mitochondrial metabolism has a central role in the pathophysiology of NAFLD [4,5].
« Sustained induction of hepatic de novo lipogenesis (DNL) is a characteristic feature of NAFLD [6].
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progressive severity of NAFLD.
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