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Advances in the study of gambogic acid in the treatment of breast cancer
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Abstract Gambogic acid, as the main bioactive component of gambogic, exerts anti-tumor effects through various mechanisms, in-
cluding induction of apoptosis, inhibition of tumor angiogenesis and metastasis, and reversal of tumor multidrug resistance. In particu-
lar, it can exert a variety of anti-tumour effects in the treatment of breast cancer and is expected to become a breast cancer treatment
drug. However, gambogic has its own defects, such as poor water solubility and short half-life, which limit its clinical application. With
the continuous development of nano-loaded drug formulations, it is expected to improve the shortcomings of gambogic acid and bring in-
to play its powerful anti-tumour effects. Therefore, we reviewed the literature related to gambogic acid in breast cancer treatment in the
past five years, in order to lay the foundation for maximizing gambogic acid against breast cancer.
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Abstract Ischemic heart disease (IHD) is a serious and multiple disease that endangers human health due to myocardial cell damage



