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* Vs vehicle with * p<0.05; **p<0.01; ***p<0.001; ****p<0.0001

I N T R O D U CT I O N R ES U LTS § Vs combination lani/firso with § p<0.05; §§p<0.01; §§§p<0.001; §§§8§p<0.0001

Pilot study in this model was conducted to evaluate dose-response of lanifibranor. We chose for the combination study the dose of 10 mg/kg as a suboptimal dose for lanifibranor. 30 mg/kg
being the optimal dose in this model with substantial and significant reduction of steatosis, inflammation and fibrosis.
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