Deletion of the E3 ubiquitin ligase LRSAM1
fosters intracellular S. aureus survival
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Ubiquitin E3 ligases catalyse the transfer of ubiquitin moieties to protein substrates, | | LRSAM1-deficient A549 | |Generation LRSAM1-
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Deletion of LRSAM1 results in...

Increased autophagy upon infection of

LRSAM1-deficient cells  Increased intracellular survival of S. aureus
* Increased rate of infected cells

* Reduced ubiquitination of intracellular S. aureus
S. aureus HG001

* Increased IL-6 secretion upon infection
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» Enhanced cell death during infection
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* Increased autophagic flux
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l Indicating a prominent role of LRSAM1 in recognition

45{- — — — — — \— _|p-actin and elimination of intracellular S. aureus
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