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Evaluation of human CYP2C9 and VKORCI gene

polymorphisms detection based on fluorescent
quantitative PCR
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Abstract Objective: To evaluate the performance of human CYP2C9 and VKORC1 polymorphism detection kit
based on fluorescent quantitative PCR. Methods: The genotypes of 20 samples were detected by both Sanger
sequencing and real-time PCR blindly to evaluate the accuracy of this kit. The intra-batch precision was evaluated
by measuring every genotype sample (including CYP2C9*3 homozygous wild type, CYP2C9*3 heterozygous
mutant, VKORC1-1639G>A homozygous mutant and VKORC1-1639G>A heterozygous mutant) 10 times. The
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DNA samples were detected by gradient dilution to evaluate the minimum detection limit. Results: The results of

real-time PCR were in complete agreement with that of Sanger sequencing, so the accuracy was 100%. The intra-

batch of samples with four genotypes was less than 5%. The genotype was detectable when DNA concentration
was 0.964 pg/uL. Conclusion: Real-time PCR is a reliable method for the detection of human CYP2C9 and

VKORCI1 genotypes. This evaluation model can be applied to the evaluation of other gene polymorphism kits

based on fluorescence PCR.
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Figure 1 Results of fluorescent quantitative PCR and sequencing of different genotypes
(A) CYP2COZ & HF A RUFIVKORCI 4l A 28745 5 (B) CYP2COZ & AL AIVKORCIAE & 5848 5 (C) CYP2CO4 & Wy A= AUA

VKORCIZ4& RAFHY

(A) CYP2C9 homozygous wild type and VKORC1 homozygous mutant; (B) CYP2C9 heterozygous mutant and VKORC1 homozygous

mutant; (C) CYP2C9 homozygous wild type and VKORC1 heterozygous mutant.
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1 CYP2C9 FIVKORCIHEZE B # Tl 45 R (CtfH)
Table 1 Precision results of CYP2C9 and VKORC1 (Ct value)
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ZH afi A 7R B R G oA T alify AR
FAM VIC ROX FAM VIC ROX FAM VIC ROX FAM VIC ROX
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2 CYP2C9 FIVKORC 15 (/4 il BR4#& i 5 R
Table 2 Results of minimum detection limit for CYP2C9 and VKORC1
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