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Curative Effects of Atorvastation on Pulse Pressure and
Arterial Elasticity of Hypertension with Atrial Fibrillation
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[ Abstract ] Objective To observe the curative effects of atorvastation on the pulse pressure and arterial
elasticity of hypertension with atrial fibrillation. Methods 70 patients ( pulse pressure = 60 mmHg) were
randomly divided into the control group and the observation group. The observation group (40 cases) was treated
with atorvastatin combined with antihypertensive therapy. Before treatment and 24 weeks after drugs, the patient's
blood pressure, arterial elasticity index C1 and small artery elasticity index C2 were detected. The improved situation
of pulse pressure and arterial flexibility in the two groups were compared. Results Compared with the control
group, pulse pressure was dramatically reduced in the observation group after 24 weeks of treatment, and the
differences were statistically significant (P < 0.05) . C2 of the observation group was obviously higher than that of
the control group (P<0.05), while no significant change was observed in arterial elasticity index C1 (P> 0.05) .
In the control group, there were no significant changes in C1 and C2 (P> 0.05) . Conclusion Atorvastatin can
significantly improve the arterial elasticity, reduce the pulse pressure of hypertensive patients with atrial {ibrillation.
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Tab. 1 Changes of blood pressure and pulse pressure in the two groups before and after treatment

[mmHg, (xx5)]
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ME e 143.6 + 10.9 76.2 + 8.1 70.6 + 8.9 1322 +£10.3 75.9+8.3 549+6.5

5XIEH b, *P<0.05.
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Tab. 2 Changes of C1 and C2 in the two groups before
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