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Pharmacological actions of Fasudil and its clinical application to treatment
of cardiovascular and cerebrovascular diseases
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Abstract: Fasudil, a Rho kinase inhibitor, can inhibit blood vessel spasm by blocking phosphorylation of

myosin light chain in vasoconstriction. Currently, it is mainly used for the treatment of subarachnoid

hemorrhage. In recent years, more and more studies about its mechanism in treatment of cardiovascular and

cerebrovascular diseases have been furthered. This article reviews the pharmacological actions and clinical

application of Fasudil on these cardiovascular and cerebrovascular diseases, such as transient ischemic attack,

cerebral infarction, posterior circulation ischemia, subarachnoid hemorrhage, myocardial hypertrophy, myocardial

infarction, and congestive heart failure.
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AR, 2 i h Mk v e 1) Al e DR 2R T
EEHRIE IS S5 ATP 564+ ROCK LX) ATP
SO AT BEWT T ROCK [3E Pk, I ] fgim ok 4
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BALEE, S HPH MIER]. 1 Oka 451
TUE SV 7 M 2R 52 751 A S b R T A A 0 L
(78 3. 10 mg/kg FlE T 7350l FFEK 19.4%. 43.6%)
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