Seladelpar Leads to Rapid and Sustained Alkaline Phosphatase Reduction, Regardless of Baseline Levels, Over 5 Years of Treatment in Patients with
Primary Biliary Cholangitis
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« Seladelpar is a first-in-class delpar (selective peroxisome proliferator-activated receptor delta [PPARJ] agonist)
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[esophageal varices hemorrhage, spontaneous bacterial peritonitis, hepatic encephalopathy]) or who met liver _
safety criteria that led to seladelpar discontinuation (i.e., intercurrent events) were considered non-responders for
all subsequent time points

« Safety was assessed by patient incidence of adverse events (AEs) up to Month 60, stratified by baseline ALP o
Liver-related AEs were identified based on a prespecified search strategy of preferred terms

Among the 215/330 (65.2%) patients who did not attain ALP normalization at Month 12 and the 102/330 (30.9%) patients who did
not attain CBR at Month 12, ALP levels reduced over the treatment period; at Month 48, mean (SE) ALP percent changes from
baseline were —43.5% (2.7) and -34.7% (6.2), respectively

Patients with high baseline ALP levels who did not attain ALP normalization or CBR at Month 12 still experienced biochemical improvement  * AEs were reported in 327 (97.0%) patients overall, with similar proportions observed across ALP quartiles (Table 2)
with continued treatment — Incidence of AEs leading to discontinuation was greatest in Q4; however, there was no change to the overall safety profile of seladelpar across quartiles
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