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Background Results — liver steatosis Results — liver fibrosis Conclusions

Our clinical-stage NLRP3 inhibitor, NT-0796 has shown rapid,
sustained and reversible reductions in multiple markers of
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inflammation in preclinical models of obesity (3,4). Beyond this,
NLRP3 inflammasome activation has been implicated in the
pathogenesis of MASH (5), and here we test the hypothesis that
NT-0796 can also reduce hepatic steatosis, inflammation and
fibrosis.
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* NLRP3 inhibition with NT-0796 reduces key MASH-associated
pathologies, including hepatic steatosis, inflammation and
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