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Gene oriented individualized therapy
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[ Abstract] Objective: Overview the effects of genetic testing for individual treatment, illustrate the prospects of gene oriented
individualized therapy, main methods of genetic testing and recommended drugs needed genetic testing. Methods: This literature reviews all
literatures that related method of genetic testing and individual therapy from database like CNKI, VIP data, Wan fang data, Pub Med, SCI,
website of FDA official and other database during the year 1990 to 2016. It sums up the effects of genetic testing for individual treatment,
the progress of genetic testing so far, genetic testing method and recommended drugs, challenges and so on. Results: Since the precise
medicine concept has been put forward, situation of Domestic and foreign genetic testing have progress in a certain degree; genetic testing
methods from the initial chain termination method to the current single-molecule nanopore technology, it is not only an increase in signal
intensity of the fluorescence and improves the sensitivity of the instrument, but also achieves a high-throughput sequencing. Conclusion:
Genetic testing technology not only enhances health professionals' awareness of the disease at the genome level, but also enables clinical
pharmacy to further analyze the impact of genetic factors on the efficacy based on the traditional model. By this way, clinical pharmacy's
work becomes more complete and reliable, achieving targeted selection of medication and individual therapy.

[ Key words ] precision medicine; genetic testing; individual therapy
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