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Statistical analysis

Experimental results are expressed as mean * standard deviation and plotted as box plots or scatter plots. Box
plots show the median as a line, 25th to the 75th percentile as a box and min and max as whiskers. Scatter plots CONCLUSION
show the mean as a line, and min and max as whiskers

REFERENCES

Normality for each parameter was assessed using the Shapiro-Wilk test or Kolmogorov-Smirnov test. For variables * Tizoxanide, the active of metabolite of NTZ, lowered pro-inflammatory cytokine secretion post-LPS challenge in vitro 1. Trebicka et al. Visceral Medicine 2018 Vol.34:270-275 8. Megraud et al. Antimicrob. Agents Chemother. 1998 Vol.

presentinganormaldistribution,comparisonbetweengroupswastestedusingunpaired Student'sttest(*:p<0.05; . . . o P . .0 . . 2. EASL-Clinical Practice Guideline on Decompensated Cirrhosis, 42:2836-2840

kk: 5<0.01. #%%: p<0.001). A Welch's t test was applied for inequal variances (# p<0.05; ##: p<0.01: ###: p<0.001) * This ra.pl.d .antl-mflammatory effec.t was also observed invivo in arat model of endotoxemia, as NTZ mitigated inflammation and lowered 3 gzii:fﬁ:i?f:glr;?oebpzt?:tgsycz:;iZfr:frg;igiﬁ40-2266- ?6Leiyret:l,;rl;;z?:]::feﬁ:tz.;glz2023,2\20%?:82;1.92112

A one-way ANOVA test (8: p<0.05; §8: p<0.01; §88: p<0.001) was used to compare LPS-TZ/NTZ-treated versus hepatic injury markers when administered post-challenge 70 | . - I Sl Hpepatoli’;yzozsat;st;act#m%

was applied ($: p<0.05; $%$: p<0.01; $$%: p<0.001). For the in vitro study, Kruskal-Wallis test with Dunn’s multiple - ' 5. Hecht et al. Antimicrob Agents Chemother 2007 Vol.51:2716-2719 13. Legry et al. Journal of Hepatology 2022 Vol.77:359-360

comparison was used (x: p<O 05; mn: p<0 01, mun: p<O 001), and each concentration of compound was p|otted and renal functions 6. Hoffman et al. Antimicrob Agents Chemother 2007 Vol.51:868-876 14. Abd-Elsalam et al. ] Clin Gastroenterol. 2019 Vol.53: 226-230
' o ' ! ' ' ! 7. MacVay et al. Antimicrob Agents Chemother 2000 Vol.44: 2254-2258 15. Glal et al. ] Hepatobiliary Pancreat Sci. 2021 Vol.28:812-824

using a non-linear regression to determine IC50. For some data, a log-scale was applied for better visualization * These findings further support the development of NTZ (G1090N) as a new therapeutic approach for ACLF

DISCLOSURE | MB, PD, SD, CV, DH, VL and SS) are employees and stock shareholder of GENFIT S.A.; JT is consultant for GENFIT S.A.; BS is scientific adviser of GENFIT S.A. AASLD The Liver Meeting® 2025



