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EMT plays a fundamental role in the early stages of cancer invasion.
E-cadherin is an important regulator of EMT. We identified that DYRK2 regulates E-cadherin
expression. Knockdown of DYRK2 promoted EMT and cancer invasion in vitro and in vivo.
Attenuated expression of DYRK2 promotes cancer stem-like traits in vitro, tumourigenesis in vivo,
and cancer stem cell population. We found that KLF4 serves as a key molecule controlling
DYRK2-mediated cancer stem cell. Reduced DYRK2 expression leads to an increase of KLF4 expression,
which induces cancer stem-like properties.
We also found that mTORC1 pathway is activated in DYRK2-depleted cells. The ectopic expression of
DYRK2 promoted phosphorylation for the ubiquitination and degradation of mTOR.
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