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being used in the evaluation 
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PBPK Model for Parathion

Described in model:  hrome P450 
isozymes (CYPs) located in the liver catalyze 
the activation of parathion to paraoxon, the 
toxic cholinesterase (ChE) inhibiting agent.
A-esterases oxonases (PON1), located in brain 
catalyze the hydrolysis of paraoxon to nontoxic 
hydrolysis products.    
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