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The cancer cells exhibit different morphology compared to their parental normal cells

However, the significance of the change in morphology for cancer cel | progression was poor |y
understood. In this study, we focused on the «cellular protrusion of the
head-and-neck—cancer derived cell line, which has mutation in tumor suppressor TP53. We
also focused the IRSp53 protein, which has the 1-BAR domain that forms membrane protrusion
by the direct interaction to the cellular membrane. The knockdown of IRSp53 in this cell
[ine significantly reduced the formation of protrusive structures, and exhibited reduced
speed of cell migration. Cellular protrusions are often the accumulation of E-cadherin
for cell-cell contact. Surprisingly, the amount of E-cadherin was increased upon the
knockdown of IRSp53. Furthermore, IRSp53 formed protein complex with E-cadherin as revealed
by immunoprecipitation analysis. Altogether, IRSpb3 appeared to be involved in
epithelial-mesenchymal transition, which is known to promote the cancer progression
including TP53 knockout background.




