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Roles of Sirtuins in energy metabolism of hepatic stellate cells
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Abstract: Liver fibrosis is caused by various chronic injuries and
metabolic disorders. Cirrhosis is the end stage of progressive liver
fibrosis, which is estimated to affect 1% — 2% of the global population
and cause more than 1 million deaths worldwide every year. Activation
and maintenance of hepatic stellate cells ( HSCs) are the main driving
factors in liver fibrosis. At the same time, the process of trans —
differentiation of HSCs involves reprogramming of energy metabolism,
which is a key metabolic feature necessary to promote cell growth.
Current studies found that Sirtuin protein family plays an important role in
the progress of liver fibrosis, and further found that in the progress of
liver fibrosis, especially after HSCs activation. Energy metabolism
reprogramming involves various cells, including liver cells, HSCs, and
immune cells. Targeting intracellular metabolism to limit fibrosis
progression is currently a research hotspot. This article reviews the
regulatory role of the Sirtuin protein family in energy metabolism in
HSCs.
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