WSCAMPS coordinates AP -4-dependent sorting of ATG9A for presynaptic autophagy
by recruiting PI4KIll b and generating PtdinsP4 at the trans -Golgi network
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AbStraCt Fig 1. SCAMPS5 knockdown leads to defects in the presynaptic Fig 2. SCAMPS5 interacts with PI4KB, which is essential for PI4KB localization and Fig 3. SCAMPS5 knockdown causes defects in AP -4 and ARF1
autophagosome formation subsequent Ptdins4P production at the TGN recruitment to the TGN In neurons
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Here, we identify SCAMPS5, a synaptic vesicle protein critical for
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