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Figure 7. Systemic clearance of APAP in different Figure 8. Simulation from the present PBPK model

RESULTS pediatric age groups predicted from the present showed that 24 hr urinary recovered APAP-G and

PBPK model were similar to that estimated from two APAP-GSH (reflecting NAPQI generation) reached
independent pediatric population PK analyses 3233 950 adult levels at 4 and 10 years old, respectively.

APAP PBPK Model 4 MW = 151.2 g/mol, LogP= 0.51 A
Acidic pKa =9.48, f, = 0.82

B/P =1.59, K, scalar =1.81 CONCL USIONS
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CL. = 0.62 L/hr predicted PK and metabolic pathways of APAP in children.
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