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Advances of SMKIs in treatment of breast cancer brain metastases
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Abstract: Breast cancer brain metastasis (BCBM) is the second most common cause of brain metastasis after lung cancer. With the
continuous extension of survival time for breast cancer patients, the incidence of brain metastasis is on the rise. Surgery and local
radiotherapy are the main treatment methods for brain metastasis at present, and systemic treatment with chemotherapy and targeted
drugs also plays an important role. However, the existence of the blood-brain barrier reduces the delivery efficiency of most anti-tumor
drugs, leading to the continuous progression of brain metastasis. Therefore, it is urgent to explore new targeted treatment methods.
However, at present, BCBM patients are often explicitly excluded from most clinical trials, resulting in a lack of relevant clinical
research in this field. Small molecule kinase inhibitors (SMKIs) have the characteristics of small molecular weight, high lipid solubility,
and low invasiveness, and can specifically target breast cancer cell-related kinases, effectively preventing and treating brain metastasis.
This review summarizes the SMKIs currently under study for the treatment of BCBM, aiming to provide a reference for the clinical
treatment of BCBM.
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