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Research progress of galectin-3 and breast cancer
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[Abstract ] Galectin-3 is a member of glycobinding protein family, which plays an important role in the tumor occurrence , pro-
gression, invasion and metastasis. The overexpression of galectin-3 enhances the activity and invasiveness of cancer cells, and inhibits
the apoptosis of breast cancer cells. Also, it promotes angiogenesis and induces tumor immune escape. In this paper, we discuss the re-
lationship between galectin-3 and breast cancer in diagnosis, prognosis, treatment and metastasis of breast cancer.
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