In vivo effects of a novel Inhibitor of apoptosis signhal-regulating kinase 1 (ASK1) In
mouse models of liver injury and metabolic disease
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RESULTS

EP-027315 Protects Mice from Diet-Induced Liver Injury

RESULTS

EP-027315 Protects Mice from Acute Liver Injury

BACKGROUND AND AIM RESULTS

Apoptosis Signal-Regulating Kinase 1 (ASK1) is a redox-sensitive
kinase. In the setting of oxidative stress, ASK1 activates mitogen-

EP-027315 Is a Potent and Selective ASK1 Inhibitor
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Figure 4. EP-027315 decreases liver pJNK, plasma ALT, and apoptosis in a dose-

dependent manner. One-way ANOVA analysis vs APAP (n=6). *<p<0.05, **p<0.01,
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Figure 7. EP-027315 (30 mg/kg) decreases liver pJNK, plasma ALT, and apoptotic
signaling in DIO mice without changing body weight. One-way ANOVA analysis vs
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injury and inflammation were assessed by plasma ALT, plasma IL-1[3,
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Phosphorylation of p38 and JNK normalized to total protein was measured by
MSD. One-way ANOVA analysis vs vehicle (Veh). *<p<0.05, **p<0.01,
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Figure 6. Histological evaluation (H&E of liver damage by APAP). Blue arrows
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