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Research progress on application of detection of gene mutation in individualized
medication

LI Jing, ZHENG Lin-li, CHEN Jing, YUAN Ming-yong
The First Affiliated Hospital of Chengdu Medical College, Chengdu 610500, China

Abstract: The influence of genetic factorson drug metabolism is becoming more and more important with the rapid development of
pharmacogenomics. WHO proposed that human health problems would gradually enter the 3P (preventive, predictable, and personal)
medical age in twenty-first century, and this idea has become a medical reality. Clinical pharmacy is the important direction of the
future hospital pharmacy service, and individualized drug delivery model will become the ultimate goal of clinical pharmacy service.
Recently the projects related to gene detection about drug are reviewed in this article, and personalized medicine information at
present and the necessity and prospect of carrying out genetic testing in the Department of Pharmacy are further discussed.
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