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WFZER A2 (J£3C) : Enterohemorrhagic Fscherichia coli (EHEC), a major pathogen of
pediatric hemorrhagic colitis, cause hemolytic uremic syndrome (HUS) and encephalopathy.
Shiga toxins (Stx1 and Stx2) produced by EHEC damage target cells which highly express
Gb3, but the transport mechanism of Stxs from the intestinal tract to the target cells is
unclear. In this study, we demonstrate that Stxs bind to LacCer in neutrophils and accumulate
in the nucleus bypassing lysosomes and Golgi bodies. In view of neutrophil accumulation in
glomeruli of patients with HUS, they should transport Stxs to target cells from the intestinal
tract.
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