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ABSTRACT: Death of cancer patients is highly correlated with tumor invasion and metastasis.
Epithelial-mesenchymal transition is a biological process in which epithelial cells lose their polarity
and adhesion ability and acquire the migratory and invasive properties of mesenchymal cells,
which is an important prerequisite for tumor invasion and metastasis during tumor progression.
The occurrence and development of tumor are accomplished by multiple factors and systems.
In this paper, we review some factors and their correlation through related factors:IL-37, Twist,
WWOX, RUNX2 in regulating EMT and invasion and metastasis during tumor development, in
order to provide new targets and new ideas for early diagnosis, anti-tumor therapy and prognosis
of tumor.
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