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Effect of atrovastin and nifedipine controlled released tablet on blood pressure and

vascular endothelial function

XUE Hong', ZHANG Ye’, WANG Xu-kai’, YANG Cheng-ming’, WANG Hong-yong®, FU Chun-jiang’ (' Department of
[nternal Medicine, Chongging Public Security Fire Corps Hospital, Chongging 400013, *Department of Cardiology, Institute of Surgery Re-
search, Daping Hospital, Third Military Medical University, Chonggqing 400042, China)

Abstract: Objective To evaluate the effects on blood pressure and vascular endothelial-1 function of
combined therapy of atrovastin and nifedipine controlled released tablet in essential hypertension. Methods A
randomized, double-blind, controlled trial was performed. Eighty-two patients with essential hypertension were
randomly divided into two groups, receiving nifedipine controlled released tablet 30 mg once daily, or atrovastin
10 mg once daily and nifedipine controlled released tablet 30 mg once daily for 12 weeks. Another 30 subjects
with normal blood pressure served as normal blood pressure control. Antihypertensive efficiency was observed
during the whole study period. The concentration of plasma endothelin-1 ( ET-1) nitric oxide (NO) were meas-
ured before and after treatment. Results Blood pressure decreased significantly in both groups, but more sig-
nificant in combined therapy group. In the combined therapy group, atrovastin resulted in a significant reduction
of plasma ET-1 and a rise of nitric oxide (NO) (P <0.05, P <0.01 respectively ). Conclusion  Combined
therapy of atrovastin and nifedipine controlled released tablet has more significant hypotensive efficiency. The
mechanism of atrovastin responsible for the hypotensive effect may be related to the improvement of endothelial
function.
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