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activate the Nrf2 pathway via the inhibition of Bach1 transcriptional repression and the
stabilization of Nrf2. Numerous in vitro and in vivo studies have demonstrated that
activation of the Nrf2 pathway by these compounds results in the reduction of both
oxidative stress and inflammation. However, unlike electrophiles, these compounds are
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Non-alcoholic steatohepatitis (NASH) is a progressive liver disease highly associated . .
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HMOX1, NQO1, GCLC, and TXRND1 gene expression were measured in HepG2 cells B) ROS levels measured in HepG2 cells after 1 h exposure. P P vehicle HPP3033 vehicle FXR HPP3033
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Curcumin or HPP3033 compounds for 1 hour. Increase in reactive oxygen species (ROS)
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Mice were fed a choline/methionine deficient diet for 4 weeks. After 1 week of diet, mice | Treatment with HPP3033 leads to activation of the Nrf2 pathway, higher gene expression of heme oxygenase, and
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weight. After randomization, mice were treated QD for 3 weeks with vehicle (n=10), as a treatment option for NASH.
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the treatment period, blood and liver samples were collected for histology and biomarker ' 1
guantification. Data are shown as mean N SEM. Statistical analysis was performed using ) )
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