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Background: Interfering with intercellular communication quorum sensing (QS) circuits in bacteria could present possible control over several QS-controlled virulence factors

important in bacterial biofilm formation. This could limit infection without antibiotic use, circumventing antimicrobial resistance (AMR). We present an anti-quorum sensing polymer,
HB-PNIPAM-HL, with uniquely functionalized chain ends targeting the HSL QS pathway in P.aeruginosa. We aim to measure HB-PNIPAM-HL effects on several aspects of QS-controlled
virulence in P.aeruginosa.
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£ - Presto Blue —s HB-PNIPAM-HL decreases protease and
: " elastase production (LasA & LasB),
" enzymes that causes epithelial
/ \ disruption, tissue penetration and
15- W st 2 bask E ML B iR RT-PCR shows that HB-PNIPAM-HL /] endothelial damage, degrade elastin
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H P.aeruginosa at 18h. Normalization proteolytic activity of the supernatant
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