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We found that Listeria monocytogenes ActA, a surface protein required for actin
polymerization and actin-based bacterial motility, plays a pivotal role in evading autophagy,
but in a manner independent of bacterial motility. L. monocytogenes expressing ActA
mutants that lack the ability to recruit the host proteins initially underwent ubiquitylation,
followed by recruitment of p62 and LC3, before finally undergoing autophagy. We found
that the involvement of Afp, newly discovered Atgh-interacting protein, in autophagy
targeting Shigella.
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