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Detection of CYP2D6 drug metabolism related locus

polymorphism by PCR-RFLP
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Abstract: Objective To establish a method for the determination of human cytochrome P450 2D6 (CYP2D6) gene polymorphism
by polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP).Methods The experimental conditions were
improved and optimized by increasing the sample size of DNA template, reducing the primer concentration and the amount of re-

striction endonuclease in PCR amplification system.The method for detecting the CYP2D6 genotype of liver drug enzyme based on
PCR-RFLP method was established.Results The CYP2D6+2,CYP2D6%10 and CYP2D6%*14 genotypes could be detected by PCR-
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RFLP method, and the process was simple and economical. Conclusion PCR-RFLP method is simple, efficient, accurate and eco-

nomical for detecting genotypes of CYP2D6 drug-related gene loci and can be used in clinical and laboratory applications.

Key words: Cytochrome P-450 CYP2D6;

analysis;  Genetic testing
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