Seladelpar Leads to Decrease in Serum Proteins Associated With L2P-037
PBC Disease Severity: Proteomic Analysis From the RESPONSE Trial
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In the RESPONSE study, 193 patients with PBC were randomised 2:1 to receive placebo or seladelpar 10 mg for 12 months?

« Primary biliary cholangitis (PBC) is a chronic, autoimmune, cholestatic liver disease that is associated with progressive liver
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