EFFECT OF NITAZOXANIDE ON ORGAN FAILURES IN DISEASE MODELS OF
ALCOHOL-MEDIATED ACUTE-ON-CHRONIC LIVER FAILURE (ACLF)
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BACKGROUND & RESULTS

* Investigational drug G1090N, a new formulation of nitazoxanide (NTZ) is currently being developed for

the treatment of acute-on-chronic liver failure (ACLF), a severe complication of acutely decompensated
cirrhosis. Phase 1 clinical trial with G1090N (NCTO7110441) confirms favorable safety and tolerability profile REPEATED NTZ ADMINISTRATION IMPROVES HEPATIC AND EXTRA-HEPATIC ORGAN FAILURE IN AN ETHANOL BINGE-INDUCED ACLF MODEL
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