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The co-regulatory molecules of epithelial-mesenchymal transition and cellular

senescence during tumor development
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Abstract: The epithelial-mesenchymal transition(EMT) and cellular senescence are two significant cellular
processes, which are related to tumorigenesis. EMT is an important mechanism for migration and invasion during
tumor development. Cellular senescence functions as a critical cell-autonomous mechanism that can prevent cell
transformation and tumorigenesis. Although EMT and cellular senescence occur in the different periods of tumor
progression, emerging evidence indicates that numerous EMT-related signaling pathways and transcription factors
can regulate cellular senescence. Meanwhile, the classic signaling pathways participating in cellular senescence also
affect the EMT process. Here, we discuss the recent advances in the understanding of how these important cellular
processes are linked and reciprocally regulated.
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(10 Bl T A 2 3 5 0 i ) 1 25 D) A G . Rb 2 1 1)
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H #0| E-cadherin [J3RIE, M-S — AN 0] FUFE )



694 AR

6%

TEAS, XA AR I T Rb 19 R . 7E MCF10A
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