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Liver cancers, including hepatocellular carcinoma (HCC) are among the most
common cancers worldwide and are associated with a poor prognosis. The only curative treatments for
HCC are surgical resection for early-stage. However, most patients are diagnosed at advanced-stages.

For the treatment of unresectable HCC, transcatheter arterial chemoembolization and systemic
chemotherapy, but the effects are limited. Therefore, the identification of novel molecules that can

become targets for future therapies is urgently needed.
We have reported that dual-specificity tyrosine-regulated kinase 2 (DYRK2) functions as a tumor
suppressor by regulating cell survival, differentiation, proliferation and apoptosis. We found that
HCC patients with low levels of DYRK2 had a significantly worse overall survival than those with
high levels. Overexpression of DYRK2 inhibited cell proliferation and induced apoptosis. The forced
expression of DYRK2 may become a potential target for gene therapy of HCC.
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