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Effects of Rho kinase inhibitor (fasudil) in patients with microvascular angina

MA Zong-lun, XU Meng-meng, TAN Li-juan, PAN Na-na

(Department of Cardiology, The Affiliated Hospital of Qingdao University, Qingdao 266555, China)
Abstract; Objectives To study the effects of Rho kinase inhibitor (fasudil) on vascular endothelial function in
patients with microvascular angina. Methods Fifty patients with microvascular angina were randomly divided into
conventional treatment group (group A, n=25) and Rho kinase inhibitor (fasudil) treatment group (group B, n=25).
At the same time, 20 cases of healthy people were selected as control group (group C, n=20). Curative effects of group
A and group B in two weeks were compared. Besides, serum concentrations of nitric oxide (NO) and endothelin-1
(ET-1) before (groups A, B, C) and two weeks after (groups A, B) treatment were compared. Results (1) There
was no significant difference in weekly anginal attack rates, movement duration of angina pectoris and duration of
angina pectoris between groups A and B before treatment (P>0.05). (2) Symptoms of angina pectoris of groups A and
B were improved and the total effectiveness rate was obviously higher in fasudil therapy group (80.00% ) than in
conventional therapy group (52.00% ) after two weeks (P<0.05); There were significant differences in terms of weekly
anginal attack rates, movement duration of angina pectoris and duration of angina pectoris after treatment in groups A
and B (P<0.05); They also had significant differences between the two groups (P<0.05); However, there was no
statistically significant difference in the indexes above between men and women in group B (P>0.05). (3) Serum
concentrations of NO were lower but serum concentrations of ET—1 were higher in groups A and B than in group C

before treatment (P<0.01); There was no significant difference in serum concentrations of NO and ET-1 between
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groups A and B before treatment (P>0.05). (4) Serum concentrations of NO increased but serum concentrations of ET-

1 decreased in groups A and B after treatment (P<0.01).

(5) Serum concentration of NO was higher but serum

concentration of ET—1 was lower in group B compared with group A after treatment (P<0.01). Conclusions Fasudil

can improve vascular endothelial function in patients with microvascular angina and affect the expressions of NO and

ET-1. It can improve symptoms and exercise tolerance of patients with microvascular angina.

Key words; angina; microvascular; Rho kinase; endothelin—1; nitric oxide.
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