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EFFICACY OF NITAZOXANIDE (NTZ) IN PATHOGEN-ASSOCIATED MOLECULAR PATTERNS (PAMPsS)-
INDUCED DISEASE MODELS
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* Nitazoxanide is an FDA approved anti-parasitic drug that is currently under development for the treatment of Acute-on-Chronic
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Male Sprague Dawley rats received a single intraperitoneal injection of 1 mg/kg LPS (Escherichia coli O111:B4).
NTZ (30, 100 or 300 mg/kg) or a control vehicle (Ctrl) was administered by oral gavage concomitant to LPS injection.
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 Endotoxemia model: Scatter plots show mean +SD. For data following a normal distribution: ###: p<0.001 (two-tailed
Student T test), *: p<0.05; **: p<0.01; ***; p<0.001 (Dunnett's multiple comparisons test). For non-normally distributed
variables: $: p<0.05 (two-tailed Mann-Whitney), 88: p<0.01 (Dunn’s multiple comparisons test)
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* Oral NTZ treatment alleviates systemic inflammation and improves survival in endotoxemia and
sepsis models, respectively

e Combined with its antimicrobial and hepatoprotective properties, the ability of TZ to reduce
the inflammatory response induced by a large range of PAMPs further supports the development
of NTZ as a new therapeutic approach for ACLF

» Sepsis model: Survival curves were compared using Gehan-Breslow-Wilcoxon test (**: p<0.01)

* Cellular model: Bar graphs show mean £SD. To compare inhibition % of cytokines in macrophages, a one-sample Wilcoxon
test was used ($: p<0.05; $$: p<0.01; $$$: p<0.001)
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