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Advance in mechanism of osthole in prevention and treatment of breast cancer
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Abstract: Breast cancer is a malignant tumor that seriously threatens women's health worldwide. Adverse drug reactions and drug
resistance in treatment are major challenges in clinical practice. Osthole can play an anti-breast cancer role by inducing tumor cell
apoptosis, inhibiting tumor cell invasion and metastasis, inhibiting tumor proliferation, and reducing drug resistance. This article
summarizes the research progress on osthole in prevention and treatment of breast cancer, concludes their mechanisms, which provides

support for treatment of breast cancer with osthole.
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