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Research Progress of Salt Sensitive Hypertension
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[ Abstract ] Salt sensitive hypertension is a common type of hypertension in China. Salt sensitive hypertension is characterized by diffi-
cult to control blood pressure and more serious complications, which leads people to concentrate increasingly on salt sensitivity of high blood
pressure. In order to guide the diagnosis and treatment of high blood pressure, and delay target-organ damage, researchers have researched
to understand how salt sensitivity develops in humans, and found new therapeutic targets. In this review we will summarize pathogenesis,
gene research and therapeutic targets of salt sensitive hypertension.
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Status and Prospect of Dronedarone in Treating Atrial Fibrillation
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[ Abstract ] Dronedarone is one of the new drugs available for the treatment of atrial fibrillation. The pharmacological effects of the

drug are similar to amiodarone, but it does not contain iodine and as such will not cause adverse reactions associated with iodine. The effica-

cy and safety of dronedarone for the treatment of atrial fibrillation has been extensively studied in clinical research. This paper briefly intro-

duces the clinical status of dronedarone and clinical new prospect, aiming to guide clinical medication.
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