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The effect of carboxylesterase 1 (CES1) polymorphisms on the pharmacokinetics of prodrugs
in humans.
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This study was designed to examine whether the pharmacokinetics of prodrug is affected by

carboxylesterase (CES) 1A genetic polymorphisms. The individual differences in the metabolism of
oseltamivir are not explained by the CES1A genetic polymorphisms. However, one subject, out of a total
number of 30, was an outlier with about a10-fold higher AUC for oseltamivir. Further studies are required
to reveal the cause of the individual differences in CES1 metabolism.
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