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Background and Objectives

Antimicrobial resistance (AMR) plays an important role in the spread and
pathogenesis of Clostridioides difficile infection (CDI). An association
between AMR and CDI outbreaks has been identified’43, however, such

studies have been limited to a few strains in limited geographical regions.

This study aimed to investigate the prevalence of AMR genotypes in the global population of C. difficile.

Methods

1. All publicly available read files were downloaded.

2. All non-redundant illumina read files were screen for quality
and contamination using kraken24.

3. Read files of epidemic strains (sequence types (STs) 1, 2,
11 and 37) were screened for clonality (nucleotide identity
> 99.98%) using SRST2°> and Sketch®, respectively.

4. All remaining read files were interrogated against several
AMR databases.”

Results

1. Population structure of C. difficile
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Conclusion

There was a higher prevalence of AMR among ¥
epidemic C. difficile lineages. Despite its
intrinsic resistance, some C. difficile strains
carried aminoglycoside resistance genes,
suggesting its role as a reservoir of AMR genes.
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2. Overall AMR prevalence
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Background and Objectives

Bacterial species! = unique genotype + unique phenotypes (two or more independent phenotypes)
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Clostridioides difficile species problem: A diverse population classified into a single species based on 16s rRNA
Study Objective: Use ANI to re-evaluate the species definition of C. difficile
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There was a clear species boundary separating C. difficile from the 3 novel genomospecies.
Several potential phenotypic differences were identified. Difference in toxin gene architecture
and its divergence may complicate the diagnosis of C. difficile infection.
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