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Changes in intestine of KD patients

A wide variety of bacteria was isolated from jejunal biopsies in the acute phase of KD
as compared with those from control children

KD patients had a significantly lower incidence of Lactobacillus than disease control 
patients

Macrophage/dendritic cells and activated CD4+ T cells were significantly increased in 
the lamina propria of KD patients in the acute phase.
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NOD2-/- and Dectin-1-/- mice are protected from 
LCWE-induced KD vasculitis
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LCWE i.p.
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Germ-Free mice develop markedly decreased cardiovascular lesions
in KD mouse model
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LCWE injection increases intestinal permeability
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Conclusions

 LCWE-induced cardiovasculitis was decreased in germ free mice

 Depletion of gut commensal fungi and bacteria diminished KD vasculitis

 LCWE injection increased intestinal permeability

Gut Microflora
LCWE

? Role of microbiome in KD pathogenesis, new diagnostic/therapuetic strategies

KD vasculitis
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