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Ciprofoxacin Selects for PatA/PatB Over-expression in a wild-type and
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Methods: S. pneumoniae ATCC49619 (wild-type) and clinical isolate SP32 (I460V in ParE) were both PmrA-mediated efflux) (right panels of Figure 1). Notably, however, the level of expression of pmrA in SP32 was decreased upon CIP exposure but remained higher than Minimal Inhibitory Concentrations (MICs) were determined by
exposed for up to 13 days to CIP at half its MIC, with daily readjustment. Efflux was detected by the in the ATCC49619 strain. +gar dilution method, in the absence or the presence of reserpine
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Resuilts : The table shows the MICs of 5 quinolones and the expression of pmrA and patA/patB at day 0 reserpine for CIP, GMF, and for LVX in SP32 (Figure 2) GMF ’ d '
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= = = = \_ « The PFGE profiles were different for ATCC 49619 and SP32. However, they were unchanged for each strain and mutants thereof throughout the experiment. ) quantified by Real Time PCR (syber Green method; hexA gene as
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Conclusions:Before CIP exposure, SP32 showed over-expression of pmrA assoclated w\th an increased e, El ;E x© Day 13 Res (-) strain as well as in a PmrA-overproducer.
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ATCC 49619 and SP32, which was associated with an increase in the MIC of CIP (~2-3 fold) and GMF o =g i = 1 o A q q q
(~1.5-2 fold), the Iatter increase causing only a non-clinically significant change in MIC. 1 o a > aE « This change is associated with
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Two quinolone efflux sytems have been described so far in S. pneumoniae, O cIP GRN GMF
namely PmrA, a member of the MFS transporter superfamily (1), and m pmrA patAjpatB ( A
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