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[ Abstract ]

Common therapies of breast cancer such as chemotherapy, radiotherapy had severe systemic side effects. To reduce

those side effects, developing strategies of targeted therapy was necessary. Three research fields on targeted therapy of breast cancer

were reviewed in this paper: antibody based breast cancer therapy, microcarrier mediated breast cancer therapy, breast cancer stem

cell targeted therapy. The ideas of the tree strategies had been illustrated and the challenges existing in the strategies also been ana-

lyzed. Some opinions had been put forward to solve this challenges.
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