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The role of HMGA1 for the G6Pase gene transcription
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Gluconeogenesis, an extremely important metabolic pathway in the regulation of blood
glucose levels under fasting conditions, is activated by glucagon and suppressed by
insulin. The rate of gluconeogenesis is modulated by the levels of rate-limiting
enzymes such as glucose-6-phosphatase (G6Pase). In this study, I analyzed the
mechanism of the G6Pase gene expression and revealed that HMGA1 repressed the

FOXO1-dependent G6Pase gene activation.
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