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Research progressions on the mechanism of microRNA regulation of glucose metabolism in Hepato-
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[Abstract] Liver cancer is one of the most common malignant tumors in the world, and the incidence
rate has increased year by year, especially in China. Although there are more and more studies on the
biological metabolism of liver cancer, the transcription and regulation mechanism of many tumor inhibitors or
oncogenes is still unclear. MicroRNA is a single —stranded non-coding RNA of about 19 to 25 nucleotides
that can affect gene expression and many biological processes after transcription, including glucose

metabolism of liver cancer. Glucose metabolism is regulated by various genes and molecular . This paper will

explain the effects of miRNA on glucose metabolism in Hepatocellular carcinoma systematically from two

- Rk -

aspects and looks forward to its clinical application.
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