Development of Cefiderocol Resistance in an Enterobacter hormaechei Strain Following Antibiotic Exposure
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Table 2: QT-PCR notable for elevated
SHV-2 expression

Figure 2: SHV-2 Sequence Map demonstrates transition
from low-copy to high-copy plasmid in cefiderocol
resistant isolates
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This case documents development of cefiderocol resistance
in an E. hormaechei isolate after 41 days of therapy

Movement of the SHV-2 gene from a low-copy plasmid to a
high-copy plasmid, in addition to integration into the

chromosomal and plasmid alleles deletions. Partnership between molecular testing
and enhanced antimicrobial stewardship should be encouraged to optimize selection
of regimens and durations to prevent resistance to FDC.
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