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Neuronal circuits are formed by axons that have elongated and reached their targets.
The tip of each axon, called the growth cone, explores extracellular guidance cues and
can turn in the appropriate direction. In this project, we found that repulsive cues
cause asymmetric endocytosis across the growth cone via cytosolic Ca2* signals and that
this asymmetric endocytosis is both necessary and sufficient for repulsive guidance. We
also showed that a localized imbalance between endocytosis and exocytosis drives growth
cone turning.
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