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Clinical study on nifedipine combined with benazepril in treatment of elderly
hypertension

YANG Shao-peng', JI Fang®
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Abstract: Objective To investigate the clinical effect of nifedipine combined with benazepril in treatment of elderly hypertension.
Methods Patients (86 cases) with hypertension in Rehabilitation Hospital of Hexi District in Tianjin City from April 2015 to
December 2015 were randomly divided into control and treatment groups, each group had 43 cases. Patients in the control group were
po administered with Benazepril Hydrochloride Tablets, 10 mg/time, once daily, and the dosage was increased to 20 — 40 mg/d
according to blood pressure conditions. Patients in the treatment group were po administered with Nifedipine Controlled-release
Tablets on the basis of the control group, 30 mg/time once daily. Patients in two groups were treated for six weeks. After treatment, the
clinical efficacy, endothelial dilation function, endothelial secretion function, and arterial blood pressure change in two groups before
and after treatment were observed and compared. Results After treatment, the clinical efficacy in the control group was 79.07%,
which was significantly lower than 93.02% in the treatment group, with significant difference between two groups (P < 0.05). After
treatment, the 24 h SBP, dSBP, nSBP, 24 h DBP, dDBP, nDBP, and BPF in two groups significantly decreased (P < 0.05). And the
arterial blood pressure change in the treatment group was significantly better than that in the control group (P < 0.05). After treatment,
the FMD in two groups significantly increased (P < 0.05). And FMD in the treatment group was significantly higher than that in the
control group (P < 0.05). After treatment, the serum NO level in two groups significantly increased, ET and NPY levels
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significantly decreased, and the difference was statistically significant in the same group (P < 0.05). And the NO, ET, and NPY levels

in the treatment group were significantly better than those in the control group, with significant difference between two groups (P <

0.05). Conclusion Nifedipine combined with benazepril can decrease blood pressure variability and improve vascular endothelial

function in treatment of elderly hypertension, which has a certain clinical application value.

Key words: Nifedipine Controlled-release Tablets; Benazepril Hydrochloride Tablets; elderly hypertension; vascular endothelial;

systolic pressure; diastolic pressure
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