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Abstract: Objective

linezolid=induced drug—resistant Enterococcus fecalis (E.fecalis)in vitro. Methods

To investigate the characteristics of genetic mutations in 50S V ribosomal protein gene of
One E.fecalis strain numbered as F3
isolated from the clinical sample and the F4, ATCC29212 the most common strain for quality control of E.fecalis antibiotic
tests, was induced by linezolid with series dilution methods in vitro. Two mother strains, F3 and F4, and series of LZD-resistant
ones were isolated and the MIC value was identified by E—Test. Then, the 50S ribosomal protein genes of these strains were
amplified and sequenced. Results  Thirteen linezolid-resistant E.fecalis induced in vitro was isolated and identified. Then,
PCR and sequencing results indicated the genetic mutations in 50S V ribosomal protein gene of these strains contained
multiple point mutations in rplC gene, while in rplD gene, the common mutation was at T301C, and corresponding mutation of
amino acid was PhelOlLeu. Conclusion Linezolid—resistant E.fecalis can be induced in vitro. Linezolid resistance in E.
fecalis was closely associated with the genetic mutations in 50S ribosomal protein genes, but the resistant mechanism needed to
be further clarified.
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Table 1 MIC values and ribosomal protein gene mutations in selected Enterococcus fecalis

[E5E7S MIC {E(ug/mL) TR TR 11 B S SETR 7 1578 SR 25 B Results of genetic mutations in ribosomal protein and amino acid

Strains MIC values plC L3 plD L4
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F3-1 2% T55C Ser19Pro Gasat GlygsVal
T301C Phel01Leu
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Note: *Presented to be wild strain; W:Showed no genetic mutation compared to wild strain.
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