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Candida albicans: commensal and pathogen
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Applicationl:

Experimental setup
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Applicationll:

Inflammatory bowel disease (IBD)
« Chronicinflammation of the gastrointestinal (Gl) tract

Experimental setup
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v’ Increased flatness in microcolonies under DSS

« Severe andrising healthcareissue in the world, especially in industrialized countries

Gut-on-chip has been developed to a disease-model
mimicking IBD using dextran sodium sulfat (DSS)

v Elevated levels of proinflammatory cytokines

Epithelial side <— perfusion C. albicans
DSS hyphae growth
CaCo-2 cells ° : °o e b u:y r:;te ) |
dendn-ﬁcce//s< os v' Reduced expression of E-Cadherin
membrane o /o o % Y
I — suchasIL-6 and IL-8
HUVEC cells perfusion —

But+DSS

But+DSS

v Preventive effect of butyrate on the tissue damage caused by DSS

v’ Reduced fungal volume and invasion after pretreatment with butyrate
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