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WFZERk RO EE (330) : Microtubule (MT) plus end tracking proteins (+TIPs) are involved
in the regulation of MT dynamics. It was reported previously that an increase in
intracellular C&" concentration ([Ca*];) induced bycell membrane disruption stimulates
rearrangement of MTs, suggesting that some +TIPs are regulated by Ca?. In the present
study, the behaviors of +TIPs following an increase in [Ca®'], was observed. Disruption
of plasma membrane and increase in [Ca®'], stimulates redistribution of adenomatous
polyposis coli (APC) and EBl. Present study also indicated that Ca? stimulates

redistribution of APC through a tyrosine kinase— and GSK-3f-dependent pathway.
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