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The impact of EMT on tumor metastasis

and its regulatory network

LI Yaqgian, LUO Xinpeng, LI Yuxuan, ZHAO Tongjun>l<
(Institute of Biophysics, School of Science, Hebei University of Technology, Tianjin 300401, China)

Abstract: The migration of malignant tumors is a process in which tumor cells transfer from the primary site
to a distant place after acquiring mesenchymal characteristics through epithelial-mesenchymal transition
(EMT). It was found that during the process of metastasis, cancer cells may either undergo complete EMT
transfer in the form of single cells or partial EMT transfer in the form of small cell clusters when they reach the
hybrid E/M state, and cancer cells in the hybrid E/M state have higher metastatic potential than cancer cells in
the complete mesenchymal state. This paper presents the latest advancements in understanding the hybrid E/M
state and the role of the EMT process in tumor metastasis. It also analyzes and summarizes the regulatory
networks associated with EMT that influence tumor metastasis. Additionally, the paper discusses potential
therapeutic strategies targeting these EMT regulatory networks to inhibit tumor metastasis. This review is
helpful to understand the molecular mechanism of EMT and its regulatory network in cancer metastasis. It can
also provide references for basic experimental research and clinical anti-tumor treatment, and open up new
ideas for targeted treatment of tumor metastasis and recurrence.
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