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Clinical application and significance of one-step human
CYP2C19 genotype detection

LI Xiang,LIU Ning, XIAO Ledong,et al
( Coyote Bioscience Co ,Lid ,Peking , Beijing 100081, China)

Abstract: Objective To verify the analysis capabilities of one-step real-time PCR method in the directly detect
CYP2C19 gene classification. Methods Using one-step real-time fluorescent PCR detection with human CYP2C19 genoty-
ping kit ( Coyotebio) to detect whole blood or genome,and compared with the pyrosequencing method and other qPCR kit.
Results Accuracy of one-step real-time PCR is 100%.The coefficient of variation (CV) of repeatability for all genotypesare
was less than 5%.To detect known genes of different concentration, each sample can be detected correctly. Genomic DNA of hy-
brid mutation type (1 ng) and blood samples (10 times dilution),7 times repeating detection, the coefficient of variation
(CV) of sensitivity are less than 5%.For EDTA anticoagulant samples, the samples of sodium citrate anticoagulation, chyle
blood samples ,heme pollution samples, each sample genotypes can be correctly detected. Conclusion One-step detection
method is of high accuracy and wide detection range ,repeatability , sensitivity and specificity all can reach the level of genome
DNA test samples.So one-step detection method could meet the clinical CYP2C19 gene classification testing purpose.
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