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Abstract; Metastasis is an important contributor to death in many cancer patients and a major barrier to effective treatment. In many tissue
types, metastasis is facilitated by epithelial-mesenchymal transition (EMT). It has been found that EMT is a continuous and dynamic
process, and some cells express both epithelial and mesenchymal markers, which is called partial EMT. Partial EMT in tumor cells is
thought to enhance their invasiveness, generate circulating tumor cells and cancer stem cells, and promote resistance to anticancer drugs.
These phenotypic changes are regulated by various factors in the tumor microenvironment. This review discuss the relationship between
partial EMT and the tumor microenvironment, and the influence of tumor metastasis and development.
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