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Identification of mammary stem cell and

the prospect on breast cancer targeted therapy
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Abstract: Mammary stem cells (MaSCs) play pivotal roles in mammary homeostasis and breast cancer, yet the
nature and properties of MaSCs are remained elusive. Triple-Negative Breast Cancers (TNBCs) are clinically

defined by the lack of expression of estrogen receptor (ER), progesterone receptor (PR), and the absence of
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amplification or overexpression of HER2. Treatment of TNBC patients has been challenging due to the absence of

well-defined molecular targets. Supported by grants from the ““Strategic Priority Research Program” of the Chinese

Academy of Sciences, we have carried out a systemic research centering on mammary stem cells. We identify the

essential niche signals that MaSCs are dependent on, establish MaSCs in vitro culture system that allows screening

of MaSCs key factors, identify MaSCs novel surface marker, investigate the properties of MaSCs and explore their

relevance in TNBC tumorigenesis. These studies have led to a better understanding of MaSCs and breast cancers,

providing novel strategy for potential TNBC cancer treatment. In this article, we summarize our original works

funded by the “Strategic Priority Research Program”.
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