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Abstract: Objective To investigate the effect of CYP3A5,CYP2C9 and AGTRI1 gene polymorphisms on
the efficacy of calcium antagonists (CCB) and angiotensin [[ receptor antagonists (ARB) in patients with es-
sential hypertension. Methods A total of 106 patients with essential hypertension who were treated with
monotherapy of CCB or ARB antihypertensive drug in Hubei Provincial Hospital of TCM from September
2020 to June 2021 were enrolled in the study,among whom 72 patients received oral CCB antihypertensive
drugs,and 46 patients took oral ARB antihypertensive drugs. The basic data and and blood pressure before and
after taking the drug of the patients enrolled in the study were collected and followed up every week. Accord-
ing to the degree of blood pressure reduction,they were divided into markedly effective group,effective group
and ineffective group. After 4 weeks of observation,the genotypes of CYP3A5,CYP2C9 and AGTRI1 were de-
tected by PCR melting curve method. Statistical analysis was performed on the effect of the polymorphisms
and genotypes of each gene on the curative effect. Results Among the 72 patients with essential hypertension
who received oral CCB drugs,34 cases were markedly effective, 17 cases were effective,and 21 cases were inef-
fective. Among the 46 patients with essential hypertension who received oral ARB drugs,22 were markedly ef-
fective,13 were effective,and 11 were ineffective. The efficacy of CCB or ARB drugs alone was not related to

the patient’s gender,age, height,weight or BMI(P >>0. 05). For patients taking CCB or ARB antihypertensive
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drugs alone, the gene polymorphism of CYP3A5 was the influencing factor of curative effect (P<C0. 05),while
the gene polymorphism of CYP2C9 and AGTRI1 was not the influencing factor of curative effect (P=>0. 05).
For essential hypertension patients who used CCB drugs alone, the CYP3A5 % 1/ % 3 genotype improved the
efficacy by 8. 973 times compared with * 1/ % 1 genotype (P <C0. 05) ;for essential hypertension patients who
used ARB drugs alone,the CYP3AS5 * 3/ % 3 genotype improved the efficacy by 6. 09 times compared with *
1/ % 1 genotype (P<C0.05),and the * 1/ % 3 genotype improved the efficacy by 7. 025 times compared with *

1/ % 1 genotype (P <C0. 05). Conclusion
efficacy of CCB and ARB antihypertensive drugs.
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