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‘ Production of Shiga toxin
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| epithelium, thrombotic injury to
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Estimated from outbreaks as
the interval between ingestion
and first loose stool cannot be
determined in sporadic cases.
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STEC detected in stool

How was STEC identified?
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Culture or E. coli O157 nucleic
acid amplification
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What is the Shiga toxin genotype?
Is the diarrhea bloody?
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