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Abstract: Breast cancer, one of the most common cancers, is a typical heterogeneous malignancy with poor clinical outcome.
Dihydroartemisinin is the main metabolite of artemisinin in vivo. Dihydroartemisinin can inhibit the proliferation of breast cancer
tumor cells, promote tumor cell apoptosis, prevent tumor cell metastasis, and induce autophagy. This article summarizes the mechanism

of dihydroartemisinin against breast cancer, hoping to provide reference for the clinical use of dihydroartemisinin.
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