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Background: T3SS is associated with poor clinical outcome in P.a. acute Expression of Type Il secretion system (T3SS) in P.aeruginosa (P.a) is associated LR e T et | emosr | soraes st son0pen) P oy — p . E 0 . 250 . o0 -
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Mouse model: acute lung injury induced by CHA (T3SS+) or CHAApopBD that the 8-hydroxyquinoline INP1855 decreased T3SS functionality in vitro. 2 PRSP n»@ RSP 23 e ;g " LI £ 20 H N
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THP-1 cells (via inflammasome activation; ECCMID2014 P0174). INP1855 To study the effect of the T3SS inhibitor INP1855 : INP1855 ~ T35 oytotoxicity ,
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burden only in mice infected by T3S+ CHA strain, with reduction of IL-16 towargs gplthellal and phagocytic cells (m.wm.) . 7549 opitholial cells_ THP-1 monocytos INP1855 7 mice survival and bacterial clearance for CHA T3S+ strains INP1855 . IL-15 and IL-18 secretion and
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