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Mechanism of pharmacogenetics on drug withdrawal

CHEN Wang-qing, ZHANG Wei

Institute of Clinical Pharmacology, Central South University, Changsha 410078, Hunan, China

ABSTRACT Drug safety, pharmacokinetics and
pharmacody namics are the most important indi-
cators that determine whether the candidate
compounds can can be developed into drugs. The
listed drugs withdrawn from the market were of-
ten of serious adverse drugs reactions. Drugs in
different individuals/ groups may have different
pharmacokinetics and pharmacodynamics, and e-
ven cause adverse drug reactions(ADR). While
pharmaco genetics focuses on the influence of ge-

netic factors on both. To clarify the mechanism

of abnormal reactions caused by genetic varia-
tions, not only enhance drugs safety, with a
more comprehensive description of the indica-
tions, but also could rew rite the fate of drugs to
be withdrawn, which can make it better service
to humanity.

KEY WORDS Pharmacogenetics; Withdrawal;
Genetic factors; Polymorphism; Adverse drug

reactions
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