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Recearch progress on anti-tumor mechanisms of paeonol
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Abstract: Paeonol is the main active component of Moutan Cortex. More attention has been paid to its antitumor effects. Recent
research reported that paeonol inhibited the proliferation of different tumor cell lines such as liver cancer, gastric cancer, breast cancer,
ovarian cancer, and so on. Paeonol suppressed growth of tumor cells through inhibitting tumor cell proliferation, impacting tumor cells
growth cycle, regulating apoptosis related factors and pathways, lowering tumor cell resistance to chemotherapy drugs, and increasing
radiosensitivity. The new progress of the study on antitumor mechanism of paeonol was submitted in the article. At present, the
research on antitumor mechanism of paeonol is still in the initial stage. Further studies on signal transduction pathways, regulatory
targets, tumor suppressor genes, combination drugs, and in vivo experiments are needed.
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