NSAIDs Co-Administration Enhances Antibiotic Susceptibility In
MDR E. coli: Mechanistic Insights into Cell Membrane Integrity
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i | _\} « To assess its potential impact on membrane integrity, (nucleic acid and protein stability) etc. in E. coli.
P— Y T UTIand GIs UPCTRTANY" » To provide insights into the rational use of NSAIDs and antibiotics in combination in clinical practice to
\ T Escherichia coll mitigate antibiotic resistance issues.
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Results & Discussion
Strains were resistant against almost all of the antibiotics and sensitive to only a few antibiotics. Antimicrobial activity of antibiotics in synergy with IBU (400 pg/ml)
But when the synergistic interactions of antibiotics were examined with NSAIDs, most of the -
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Figure 3. (a) PCN, (b) PCN+ASA and (c) PCN+IBU induced nucleic acid leakage in E. coli at 1 X
This study has demonstrated the potential of combining antibiotics with NSAIDs to MIC at various time intervals (0 h, 4 h, 18 h, and 24 h).
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against multidrug-resistant strains, suggesting their potential as adjunctive agents in
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Réfél"éﬂ@és Figure 4. (a) PCN, (b) PCN+ASA and (c) PCN+IBU induced protein leakage in E. coli at 1 X MIC at

various time intervals (0 h, 4 h, 18 h, and 24 h).
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