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High-calorie diet caused deregulation of the nutrient sensing signaling such as
sirtuin-autophagy, thereby resulting in metabolic abnormalities and non-alcoholic fatty liver disease.
Those metabolic abnormalities and pathological findings were improved through normalization of
sirtuin-autophagy dysregulation by treatment with ketogenic amino acid load. Furthermore, in addition to
the calorie restriction, protein-restricted diet intervened autophagy dysregulation in diabetic condition
in the kidney, especially proximal tubular cells, resulting in advanced renal pathologies. In particular,
improvement of metabolic abnormalities were accompanied by an_improvement in_insulin resistance, which
might be due to the normalization of autophagy dysregulation in insulin sensitivity organs. In
conclusion, autophagy regulation could be a crucial therapeutic strategy for metabolic unhealth and its
related organ injury.
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