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[ Abstract ] Sleep apnea hypopnea syndrome is an independent risk factor that can cause hypertension. It has a strong relationship with
cardiovascular disease. Resistant hypertension is a problem that is hard to resolve. Previous studies have found that about 80% of patients
with resistant hypertension are suffering sleep apnea hypopnea syndrome and there are also a few studies which identified that the increase of

plasma aldosterone concentration is common in resistant hypertension, with a prevalence of 20% . This review aims to discuss the relationship

between sleep apnea hypopnea syndrome and plasma aldosterone concentration in the patients with resistant hypertension.
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Research Progress of Relationship Between Water-salt Metabolism
Related Genes and Essential Hypertension

WANG Yue, ZHOU Jianzhong
( Department of Cardiology, The First Affiliated Hospital of Chongging Medical University , Chongqing 400016, China)

[ Abstract ] Essential hypertension is the most common cardiovascular disease, and is influenced by genetics, environmental, and per-
sonal behavioral factors. The disorder of water-salt metabolism is one of the most important mechanisms of this disease,and its related genes
may play an important role in the development of essential hypertension. This article reviews the current research progress of relationship be-
tween water-salt metabolism related genes and essential hypertension.
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