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Research advances of time - dependent inhibition of cytochrome P450 enzymes
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[ ABSTRACT] Cytochrome P450 enzymes mediated the metabolism of the overwhelming majority of drugs.
Some clinical drug interaction problems were due to the drugs caused by time - dependent inhibition (TDI) of
cytochrome P450 enzymes. However, TDI study was not included in routine in wvitro inhibition screening
protocols. This artical reviewed the significance and evaluation methods of TDI research. Meanwhile, an

introduction on the strategies for clinical prediction using in vitro data was presented.
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