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[ Abstract ] Objective: The cytochrome P450 enzyme family are the main metabolizing enzymes for
many drugs and xenobiotics, referred to as CYP450. Polymorphism of Cytochrome P450 3A4 (CYP3A4),
one of CYP450 sub-family, is one of the main reasons leading to interindividual differences in drugs
metabolism. The effect of CYP3A4 and other CYP450 sub-family gene polymorphism of anesthetic and
analgesic drugs were discussed in this article in order to provide a guidance for personalized medicine.
Methods: This article was conducted via searching recent domestic and abroad literatures. Results and
Conclusion: Anesthetic and analgesic drugs, such as fentanyl, midazolam, ketamine, tramadol, codeine
and oxycodone, may have different efficacy and adverse reactions in individuals due to polymorphism
of CYP3A4 and other CYP450 sub-family. In order to improve the efficacy and avoid toxic and adverse
effects of anesthetic and analgesic drugs, it is necessary to implement personalized medicine on clinical
use of anesthetic and analgesic drugs.
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