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Preliminary Study of Arotinolol vs RAS Inhibitors on the Arterial Rigidity of Young and Middle Aged Hypertensives. Wang Yumet, Xiong
Minjun, Ma Yongjiang, et al. Department of Cardiology, The First Affiliate Hospital of PLA General Hospital, Beijing 100048, China

Abstract Objective Various antihypertensive drugs have different effects on blood vessel, which is the important target organ
damaged by hypertension. The present report elucidates the effect of Arotinolol (a vasodilating beta — blocker) on conductive arteries in

young hypertensives. Methods Totally 87 young patients without target — organ damage and concomitant disease were divided to 2 trea-
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ting group; CCB combined with RAS antagonists(42 patients) and Arotinolol with CCB (45 patients). All blood pressure was well con-

trolled. BaPWV and ABI were measured by BP —203RPE [ device before, 3 month after and 6 month after anti — hypertension treat-

ment. Results Treatment with Arotinolol had a more lowering effect in heart rate (P <0.05) and diastolic BP( P <0.05). baPWV was

lowered after BP control in both group(P <0.05), with the same rgetextent in both group, and with no significant difference between the

two group. There were no obvious change in ABI with BP lower, in both group. Conclusion Arotinolol had a better effect in lower heart

rate and diastolic BP. Lowering of BP can cause baPWV slow, but do not affect ABI. Arotinolol had the same effect on arterial stiffness with

CCB and RAS antagonist.

Key words Hypertension; Arterial stiffness; Pulse wave velocity; Ankle — brachial index
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