NTZ ALLEVIATES STRESS-INDUCED HEPATOCYTE CELL DEATH THROUGH MODULATION OF
OXIDATIVE STRESS AND DNA DAMAGE SIGNALING PATHWAYS IN ACLF MODELS
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Evaluation of TZ in human hepatocytes stressed with H,O, NRF2-mediated Oxidative Stress Response

Immortalized human hepatocytes were stressed with 0.5 mM H,O,, a method commonly used to trigger
cellular oxidative damage and cell death. Tizoxanide (TZ ,6 yM) was added concomitantly with H,O_for 3 or
6h. Caspase 3 cleavage was assessed by Western blot analysis
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