Mitochondrial protein Prohibitin-1 as a promising candidate to counteract
Salmonella Typhimurium infections in the gastrointestinal tract
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Introduction

« Annually, gastroenteritis (GE) causes ~2 million deaths globally.
« Enteropathogens, particularly Salmonella Typhimurium (STm), are primary

Fig. 1 Overexpression of PHB1 in the IECs confers a protective effect to the host against STm
Invasion in vitro.
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« Mitochondria within IECs act as signaling hubs in the host defense against
bacterial pathogens, both as targets of bacterial toxins and as inhibitors of
Immune responses. Prohibitin-1 (PHB1) is a chaperone protein of the
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Fig. 4. Protective effect of PHB1 is extended against E. coli LF82 In
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Fig. 6. Downregulation of cytoskeleton
and actin remodeling genes in the
KEGG “Salmonella _infection” pathway
of uninfected Tg mice.

Fig. 3. Overexpression of PHB1 in the IECs reduces inflammation against STm invasion in vivo and
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protects mice for longer periods of time.
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This protective effect is extended to additional enteropathogens.

« PHB1 reduces cytoskeletal genes at basal level in the host, potentially
altering the ability of STm abillity to hijack them and limiting invasion.

« PHB1 might contribute to control reduce M cells availability and
proliferation to limit STm invasion.
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