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The role and research progress of E2F8 in liver diseases and digestive system tumors
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[ Abstract] E2F8 (E2F transcription factor 8) is an atypical E2F transcription factor with dual DNA-binding domains,
which is specifically highly expressed in the liver. Under physiological conditions, it cooperates with E2F7 to regulate the
cell cycle and mediate hepatocyte polyploidization, thereby maintaining liver homeostasis. This factor is highly expressed
in digestive system tumors such as hepatocellular carcinoma, esophageal cancer and gastric cancer, and its expression level
is closely associated with patients' clinical stages and poor prognosis, with a stage-dependent dual function in hepatocellular
carcinoma. Meanwhile, it is also involved in the pathological regulation of non-alcoholic fatty liver disease and hepatic
fibrosis, and is expected to serve as a diagnostic biomarker or a novel therapeutic target for digestive system diseases.
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