MiR-22 differentially regulates energy metabolism
in normal versus hepatic cancer cells
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MiR-22 expression is decreased in HCC,
but not in early stages of NAFLD in patients

f Linear progression of non-alcoholic fatty
liver disease (NAFLD) and hepatic cancer
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Conclusion: MiR-22 functionis relevant on a whole-body level, as its ablation led to a striking exacerbation of
diet-induced obesity and hepatic steatosis. MiR-22 deletion further led to a metabolic reprograming in the liver

(glycolysis and lipogenesis 1). Nevertheless, itsrescue (overexpression) in a hepatic cancer cell line resultedin a
Warburg-like metabolic switch, calling for caution when considering this miRNA as a therapeutic targetin HCC.
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