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[Abstract] Tomoxetine is one of the main drugs for the treatment of ADHD, which is mainly matabolized by the cy-
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tochrome P450 enzyme, and is the substrate of CYP2D6 enzyme. CYP2D6 enzyme has a significant genetic polymor-
phism. Different CYP2D6 enzymes vary in their ability to metabolize tomoxetine, thereby affecting the clinical efficacy
of ADHD. The related literature at home and abroad in recent years is retrieved, and the research progress of the asso-
ciation between CYP2D6 gene polymorphism and therapeutic effect of tomoxetine on ADHD is summarized. CYP2D6
gene polymorphism can affect the efficacy of tomoxetine, and the patients with slow metabolism of CYP2D6 need higher
doses. The risk of adverse reactions is higher. The effect of CYP2D6 genotype and phenotype on the metabolism and
clinical efficacy of tomoxetine remains to be further studied. A comprehensive and systematic investigation of the distri-
bution of CYP2D6 polymorphism in ADHD patients remains to be carried out. This will be beneficial to the develop-
ment of individualized dosage of tomoxetine in the treatment of ADHD.
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