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i genes gnrS and aac(6))-ib-cr detected in R3 Figure 1 - Neighbour-joining dendrogram based on the adk, fumC, gyrB, icd, mdh, purA and recA concatenated nucleotide sequences. Bootstrap values (>60%) generated from 1000 replicates are indicated at branch
Isolates. points. Strains colour code and designation: black, MWWTP1, blue, MWWTP2, orange, MWWTP3, red, urban water streams. A/IM3A, raw MWW, E/M3E, treated MWW, S, urban water streams . The Sequence Type
(ST) determined? for each isolate/gene is indicated in brackets (order: adk, purA, recA, fumC, gyrB, icd, mdh). Outline: solid, same origin; dashed, different origins. Antibiotic resistance phenotype, shadowing: black,
resistant; grey, intermediary; white, susceptible.; n/d, not determined

Conclusions

The results obtained in this study suggest that quinolone resistance in environmental E.coli are mainly due to gene mutation, which occur frequently
and most of the times with the same substitution in the genes gyrA and parC.
The high diversity of phylogenetic lineages versus the freqguent occurrence and stability of gyrA and parC mutations suggest a process of

convergent evolution, which mechanisms deserve further studies.
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