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Age (y) 40.0 (19-80) TBIL (mg/dL) 0.6 (0.2-1.9)
Weight (kg) 78.80 (50.6-144.0) Albumin (g/dL) 4.600 (3.50-5.38) Figure 3. Effect of Covariates on Model-Predicted AUC ;.24 for Compound A
BMI (kg/m?) 25.50 (18.6-44.8) AST (U/L) 21.0 (10-93)

Table 1. Summary of Subject Demographic Characteristics
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Figure 1. PopPK Model Scheme of Compound A and Metabolite B
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contribute to a clinically significant alteration in Compound A exposure (Figure 3). COﬂClUSiOn

The atypical PK profiles observed in these data were adequately described by

///' modeling the absorption of Compound A via parallel input processes as well as
I ' | modeling the formation of Metabolite B as a function of both first-pass and systemic
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