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Molecular analysis of SH3P2 function during cell migration
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SH3P2, a novel regulator of cell migration, binds to hnRNP-K and MyosinlE. Overexpression of
SH3P2 inhibited the splicing of MMP-3/-9 mRNA. GST pull down/LC-MS/MS assay revealed that SH3
domain of MyosinlE interacts with Caveolinl-Cavin complex, which plays important roles in caveolae
formation. These results indicate that SH3P2 regulates cell migration via hnRNP-K-mediated mRNA
splicing of MMPs and Myosin1E-mediated caveolae formation.
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