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ABSTRACT: Transforming growth factor-8

(TGF-B ) pathway is an important intracellular signal transduction pathways, it can

promote cancer metastasis through its effects on the tumor microenvironment, enhanced migration properties, and inhibition of immune

cell function. A close link between TGF-f3 signaling and cancer progression has made this signaling pathway as a new therapeutic target.

In this paper, we study the correlative references of recent years, summarize the advances in the research of TGF- 's effect on tumor

metastasis. Basing on this, we prospect the research of the novel TGF-f3 -based therapies in the future.
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