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[ Abstract ] Paroxysmal supraventricular tachycardia is a common clinical arrhythmia, which is divided into sporadic and hereditary,

but the genetic mechanism of the latter is not clear. This paper mainly introduces the progress of molecular genetics of paroxysmal

supraventricular tachycardia.
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Catheter-based Renal Sympathetic Denervation for Resistant Hypertension
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[ Abstract ] Catheter-based renal sympathetic denervation( RDN) is a new non-drug method for resistant hypertension. As a minimally

invasive surgery, it can selectively ablate renal sympathetic nerve fibers and block the transmission of nerve impulse between central

sympathetic nerve and kidney and control blood pressure. There are many controversial studies on the treatment of resistant hypertension with

RDN. This article reviews the research status of RDN in the treatment of hypertension.

[ Key words ] Resistant hypertension ; Renal denervation ; Current situation of research
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