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BACKGROUND & AlIM RESULTS

» Acute-on-chronic  liver failure (ACLF) is a severe «clinical syndrome in patients with

cirrhosis, marked by systemic inflammation and multi-organ failure, and associated with NTZ RAPIDLY REVERSES SYSTEMIC, HEPATIC AND RENAL INFLAMMATORY RESPONSE IN ACLF

high short-term mortality
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RT-gqPCR, expression data were normalized to housekeeping genes and compared across treatment groups

Transcriptomic analyses
Reads quality were analyzed using FastQC and trimmed when necessary. After mapping to the rat genome (BN7.2),

DEseq2 was used to retrieve differentially expressed genes. Enrichment analyses were performed with Gene Set
Enrichment Analysis (GSEA) and 181 KEGG pathways as gene sets. The Normalized Enrichment Score (NES) and CONCLUSION
adjusted p-value (FDR) were retrieved for each pathway
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