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The role of the protein kinase DYRKI1B on chemoresistant GO quiescent malignant
melanoma cellswas investigated. DYRK1B is enriched in GO phase cells and shows
enhanced expression in several chemoresistant carcinoma cell lines including malignant
melanoma-derived cell lines. Histopathology confirmed that a population of cells have
elevated expression of DYRK1B in malignant melanoma specimens. DYRK1B specific
kinase inhibitor sensitized chemoresistant carcinoma cell lines to conventional anti-cancer
drugs. Attempt to establish an in vivo quiescent cell imaging system has been so far
unsuccessful.
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