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Abstract: Breast cancer is one of the most common malignant tumors affecting women worldwide, and the drug resistance of

chemotherapy has become one of the most common challenges in the treatment of breast cancer. Betulinic acid is a naturally occurring

triterpenoid compound with various pharmacological effects. Betulinic acid can play an anti-tumor role in breast cancer by inhibiting

the proliferation and growth of tumor cells, promoting the apoptosis of tumor cells, inhibiting the invasion and metastasis of tumor

cells, inhibiting inflammatory reaction, and playing a synergistic anti-tumor role with other drugs and other mechanisms. This article

reviews the mechanism of betulinic acid against breast cancer, in order to provide reference for the clinical use of betulinic acid.
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