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Centrosomes, composed of centrioles and Pericentriolar material (PCM), functrion as mitotic
bipolar spindles that regulate equal chromosomal segregation. Centrosome amplification (= 3), as
is frequently observed in various kinds of cancer cells, is known to cause chromosomal
missegregation. Although centrosome duplication is strictly regulated in normal cells, the
molecular mechanism remains unclear. This time we find the centrosome localization site (CLS) of
Polo-like kinase 4 (PLK4), a key regulater of centrosome duplication. Screening for CLS-binding
proteins by mass spectrometry, we have identified several proteins that specifically bind CLS in
PLK4 and regulate the centrosome localization of PLK4. Futhermore, we demonstrate that the
recruitment of PLK4 to centrosomes is augmented in cancer cells, thereby leading to high—grade
mal ignancy of tumor cells such as chromosomal instability and metastasis




