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Activation of p53 in chronic liver disease has been shown to induce chronic

inflammation through hepatocyte death and cell senescence, leading to non-cell autonomous liver
carcinogenesis originating from liver progenitor cells. It has been suggested that the )
tumorigenicity of liver progenitor cells Is associated with attenuation of retinoid signaling.

Additionally, retinoid supplementation therapy with non-cyclic retinoids has been shown to be
effective in preventing carcinogenesis. Based on these research findings, the development of a novel

cancer prevention method targeting activated p53 in chronic liver disease is expected.
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