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BACKGROUND & RESULTS

 Inflammation is a common elementin the pathogenesis of most chronic liver diseases leading to fibrosis,

TOWARDS BETTER MEDICINE
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« C57BL/6 male mice (9 weeks old) received intraperitoneal (i.p.) injection of APAP (300 mg/kg). Mice were treated

orally with CLM-022 (5 mg/kg) or control vehicle (Ctrl) 1 hour after APAP administration (n=8-16/group). Mice
were sacrificed 24 hours after APAP induction. Blood was collected to measure serum ALAT and ASAT levels CONCLUSION
using the Daytona plus automate. Livers were harvested and snap-frozen to assess NLRP3 protein expression

using the Jess system, with total protein used for normalization (Bio-Techne) * In the present study, we demonstrate the ability of CLM-022 to inhibit the NLRP3 inflammasome through the inhibition of 1) NLRP3 priming of LPS-induced human PBMCs, 1. Tanwar S, Rhodes F, Srivastava A, Trembling PM,
2) IL-1B production, and 3) pyroptosis in WT human THP-1 macrophages but not in NLRP3 KO THP-1 macrophages Rosenberg WM. 2020. Inflammation and fibrosis in

chronic liver diseases including non-alcoholic fatty

Evaluation of CLM-022 on LPS-induced endotoxemia in rats

- Male Sprague-Dawley rats received a single i.p. injection of 1 mg/kg LPS (Escherichia coli 0111:B4). CLM-022 e Oral administration of CLM-022 in mice provides hepatic protection in a model of acute liver injury '2‘2‘?1r0‘2f225e and hepatitis C. World J. Gastroenterol.
(1 mg/kg) or control vehicle (Ctrl) were administered intravenously 30 minutes after the LPS injection. Serum '

. . . e Intravenous administration of CLM-022 in rat alleviates systemic inflammation and improves hepatic parameters in an endotoxemia model 2. Vande Walle L, Lamkanfi M. 2024. Drugging the
was collected after 3 hours to measure cytokines by Luminex technology and hepatic markers ALAT and ASAT y P P P NLRP3 inflammasome: from signaling mechanisms to
using the Daytona plus automate  These findings support the potential of the investigational drug CLM-022 as a treatment of acute and chronic inflammatory late-stage liver diseases, including ACLF therapeutic targets. Nat Rev Drug Discov. 23(1):43-66
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