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e RO EE (33C) : It is known that neutrophils rapidly migrate into the infection
sites of invading pathogens, although the molecular mechanism remains largely unknown.
In this study, to resolve the molecular mechanism of cell migration in neutrophil, we
examined the activation mechanismand roles of GBF1, intercellular trafficking associated
protein, in cell migration. We found that GBF1 is activated by PI(3, 4, 5)P,, and that
GBF1 is involved in subcellular localization of ARF1 and GIT2 during cell migration.
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