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Fig. 1 Oral administration of hyaluronic acid helped mice against Listeria monocytogenes infection
WT mice were oral administrated with PBS or HA for 8 days before Listeria monocytogenes infection by oral gavage. Bacterial loads in feces 24 h

post-infection (a), liver (b) and spleen (c) 72 h post-infection.
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Fig. 2 Oral administration of hyaluronic acid helped mice to control Citrobacter rodentium infection
WT mice were oral administrated with PBS or HA for 8 days before Citrobacter rodentium infection by gavage, bacterial loads in feces (a) and body

weight change (b).
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Fig. 3 Oral administration of hyaluronic acid helped mice to control enteropathogenic Escherichia coli infection
WT mice were oral administrated with PBS or HA for 8 days before enteropathogenic Escherichia coli infection by gavage, bacterial loads in feces (a)

and body weight change (b).
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Fig. 4 Oral administration of hyaluronic acid had no effect on DSS-induced chronic colitis

Body weight change (a) and daily colitis disease activity (b).
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Fig. 5 Oral administration of hyaluronic acid had no effect on DSS-induced acute colitis

Body weight change (a) and daily colitis disease activity (b).
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Hyaluronic Acids Protects Against Gastric Infection”
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Abstract Hyaluronic acid, an important component of extracellular matrix, is up-regulated in intestinal injury to
promote wound healing. Here we investigated the roles of hyaluronic acid on different enteritis or intestinal
infection models and found that oral administration of hyaluronic acid improved the ability of mice to control the
infection of pathogen, including Listeria monocytogenes, Citrobacter rodentium and Enteropathogenic Escherichia

coli. These results indicate that hyaluronic acid protects host from gastric infection.
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