Phenotypic Analysis of Multi-Drug Resistant Cystic Fibrosis Clinical Isolates of
Pseudomonas aeruginosa strains
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: . . Biofilms were done using crystal violet staining method and normalized
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Introduction .p - with Agy, after 18 hours of static growth. PAAkO88 showed more biofilm
P. aeruginosa is the leading Gram negative infective agent in CF P||:t)eraC|II|n/Tazob 28 2256/4 =8/4 formation than PAAK095 in both minimal and complex media. In minimal
patients (1). CF is a genetic disorder characterized by mucous actam media, PAAKO88 also showed greater biofilm formation than wild type
accumulation in the lungs, which facilitates bacterial colonization (2). Tobramycin 216 216 <2 PAOL.
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OprN, MexXY) present in P. aeruginosa and these pumps have broad 40 q RT-PCR E ~ PAAKOSS (10 cells perworm)
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