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Summary Heart failure is associated with activation of the sympathetic nervous system. Renal denervation
has been developed in order to decrease blood pressure in resistant hypertension by a reduction in renal afferent and
efferent sympathetic nerve activity. In addition to reducing blood pressure, it is able to reduce heart rate and left
ventricular hypertrophy, improve cardiac function, and ameliorate albuminuria. Therefore, renal denervation is a

promising technique that may improve the outcome of patients with sympathetic hyperactivity and cardiovascular
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diseases. This article will review the renal denervation in treatment of heart failure.
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