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• Quality assurance was performed by sterility checks, colony counts, and testing CLSI-recommended
quality control reference strains.7 Interpretation of MIC results was performed using EUCAST criteria,
except for amoxicillin-clavulanate MIC values that were interpreted using CLSI breakpoints.7, 8

• E. coli �Z�L�W�K���0�,�&���U�H�V�X�O�W�V���•���������P�J���/���I�R�U���F�L�S�U�R�I�O�R�[�D�F�L�Q���D�Q�G���R�U���•�����P�J���/���I�R�U���O�H�Y�R�I�O�R�[�D�F�L�Q�����Q�R�W
susceptible [NS] to either agent based on CLSI/EUCAST criteria) were selected for screening
of fluoroquinolone resistance mechanisms. Isolates were subjected to genome sequencing,
followed by screening of plasmid-mediated fluoroquinolone resistance genes and mutations in the
quinolone resistance-determining regions (QRDR) of GyrA, GyrB, ParC, and ParE.

Screening of resistance determinants
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Results
• A total of 24.9% (415/1,664) E. coli met the MIC criteria for screening of FQ-resistance (R)

mechanisms (Table 1), and the occurrence of this phenotype was higher among isolates from
Eastern European countries (35.1%) than that observed among E. coli originating from Western
European countries (�������������R�I���D�O�O���L�V�R�O�D�W�H�V).

• Most FQ-NS isolates (39.0%; 162/415) had double mutations at GyrA and ParC, followed by
isolates (29.9%; 124/415) with double mutations at GyrA and single mutations at ParC (Table 1).

• Among FQ-NS isolates, plasmid-mediated FQ-R genes, such as qnr variants, were detected in
11.3% (47/415) of these isolates, whereas aac-(6’)-Ib-cr variants were noted in 17.8% (74/415) of
isolates, including 1 strain with both genes (Table 1).

• Gepotidacin had an MIC50 of 2 mg/L and an MIC90 of 4 mg/L against both FQ-S and FQ-NS
isolates (Tables 1 and 2).

• Nitrofurantoin had activity against the FQ-S and FQ-NS subsets (99.7% and 97.1%S,
respectively), whereas amoxicillin-clavulanate (84.7% and 62.2% susceptible) and trimethoprim-
sulfamethoxazole (79.7% and 44.4% susceptible) had limited activity (Table 2).

• Fosfomycin (91.8–98.4% susceptible) and mecillinam (91.5–98.6% susceptible) were also active
(i.e., >90% susceptible) against the various E. coli subsets presented here (Table 2).

• Gepotidacin had an MIC50 of 1 mg/L or 2 mg/L and an MIC90 of 2 mg/L, 4 mg/L, or 8 mg/L against
isolates with various QRDR mutations (Table 1).

• Against isolates carrying plasmid-mediated FQ-R genes, gepotidacin had MIC50 and MIC90 values
of 2 mg/L and 4 mg/L against those isolates with aac-(6’)-Ib-cr, whereas MIC50 and MIC90 values of
8 mg/L and 16 mg/L against the qnr subset (Table 1).
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