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Abstract: Objective To explore the distribution of cytochrome P450 2C19 (CYP2C19) gene polymorphisms and metabolic

phenotypes in Alzheimer disease patients of Han nationality in Guizhou, and provide a theoretical basis for clinical
individualized medication. Methods DNA microarray technology was used to detect CYP2C19 gene polymorphism and
metabolic phenotype (fast metabolic type, medium metabolic type, slow metabolic type) in 227 Alzheimer disease patients of Han
nationality in Guizhou Area. Gene frequency and allele frequency were calculated by gene counting method, and the correlation
between gene polymorphism and age and sex was analyzed. Results Among 227 Alzheimer diseasepatients of Han nationality
in Guizhou,the frequency of CYP2C19x#1/x1%1/%2 *1/%3 *2/%2 *2/%3 genotypes were 44.9%, 38.3%, 4.8%, 8.8% and 3.1%
respectively, and the proportions of fast metabolism, medium metabolism and slow metabolism were 44.9%, 43.2% and 11.9%,
respectively. There was no statistically significant difference in the distribution of genotypes between different genders and
ages (y’=4.314, 4.435, all P>0.05), and there was a statistically significant difference in the distribution of CYP2C19 metabolic
phenotypes between different ages (x’=32.053, P<0.001). Conclusion There were more CYP2C19 metabolic function-deficient
genes in Alzheimerdisease patients of Han nationality in Guizhou. Detection of CYP2C19 gene polymorphism and metabolic
phenotype can provide a basis for clinical individualized medication, improve clinical efficacy, and reduce the occurrence of
adverse reactions.
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