Esc peptides for novel therapeutics against Pseudomonas aeruginosa
pulmonary infections: beyond antimicrobial activity
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BACKGROUND & RESULTS
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Figure 2. Fisher Rat Thyroid (FR'!') cells or bronchial ep.ithelial cells (CFBE410') expressing F508f1eI-CFTR we.re pre-incub:‘;\ted NPs DIFEUSION THROUGH ARTIFICIAL BIOLOGICAL BARRIERS & KINETICS OF PEPTIDE RELEASE
with the corrector VX-809 (to deliver the mutated protein to the membrane) for 24h and then with Esc peptides for 10 min at

different concentrations, in the presence of FSK. Then, CFTR channel activity was fully inhibited by the CFTR specific inhibitor
PPQ-102 (30 uM) and CFTR-mediated transepithelial electrical conductance was calculated. ﬂm“'5i°“’s°"'°“t diffusion tec"“iq“h
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Figure 3. CFTR-mediated transepithelial conductance upon treatment of F508del-CFTR FRT cells with Esc analogues (10

uM) for 10 min in the presence of 20 uM FSK. Data are expressed as mean = SEM from 3 independent experiments.
* p<0.01; ** p<0.001; ** p<0.0001, vs FSK.
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Advantageous properties for treatment of Lung pathology in CF !
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