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AMPK/PGC-la-mediated metabolic reprogramming of hepatic stellate cells
promotes stemness of hepatocellular carcinoma via metabolite lactate shuttle
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‘ ® Glucose uptake ability, oxygen Graphic Abstract: Metabolic coupling between HCC and HSC in TME. Figure 3. Overexpression of PGC-1a reduced the side population of HCC.
consumption rate (OCR) and lactate
accumulation, as well as AMPK activity,
PGC-1a expression of HSCs were
measured In a co-culture system with
HCC cells. ‘
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