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7R OEE (330) © A point mutant of a tyrosine kinase JAK2 (V617F), which is a
cause gene of polycythemia vera, induces cell proliferation and tumorigenesis through
activation of a transcription factor STAT5. In this study, we found that a transcription
factor c-Myc and its target genes such as ornithine decarboxylase (ODC) and Aurora
kinase A (Aurka) were induced by JAK2 mutant through STAT5 activation. We also
showed that c-Myc and ODC were important for the JAK2 mutant-induced cell
proliferation and tumorigenesis and Aurka was critical for the resistance to anti-cancer
drugs.
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