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Mammary development and breast cancer: A Wnt prospective

YU Qing, ZENG Yi
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Chinese Academy of Sciences, Shanghai 200031, China

Abstract The Wnt pathway has emerged as a key signaling cascade participating in mammary organogenesis and breast oncogenesis. This
paper reviews the current knowledge of how the pathway regulates the stem cells and the normal development of the mammary gland, and
how its various components contribute to the breast carcinoma pathology.
Keywords Wnt; mammary organogenesis; stem cells; breast carcinoma
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