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& Shiga toxin-producing E. coli (STEC) infections can lead to the development
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of a fatal condition called Haemolytic Uraemic Syndrome (HUS)
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A highly pathogenic STEC has emerged in the UK and
@ other European countries, belonging to Clonal Complex (CC)165
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CC165 harbours STEC-associated virulence factors (VF), as well as VF
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There were 48 isolates of CC165 in the
public health archives. Forty-three were
STEC, four isolates had eae (intimin) but no
stx (Enteropathogenic E. coli) and one
Isolate had no stx or eae
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The majority of STEC isolates belonged to
two sub-clusters, C1 and C2. C1 isolates
harbour stx2d subtype whereas C2 are both
stx2a and stx2d (Figure 1)

Isolates that had eae also had the Locus of
Enterocyte Effacement (LEE) and harboured
a variety of LEE and non-LEE effectors
associated with the attachment to the gut
mucosa

Extra-intestinal E. coli (EXPEC) associated
genes were |located on a plasmid

Loss and acquisition of VFs was observed
between C1 and C2
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Plasmids encoding EXPEC VFs
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Discussion ® The emergence of STEC-HUS CC with EXPEC virulence genes and multi-drug resistance is a public health concern
® Short read sequencing can detect the presence and absence of virulence and AMR genes within a population. Long read sequencing supplements this data and identifies the co-
location of genes
® This study highlights the dynamic nature of the STEC genome and provides insight into to the emergence of STEC that cause HUS
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