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Ticagrelor in Acute Coronary Syndrome with Chronic Kidney Disease
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[ Abstract ] Acute coronary syndrome( ACS) is a major cardiovascular disease with tremendous impact on human health. However,

most antiplatelet drugs are metabolized by the kidneys, thus the selection of antiplatelet drugs in patients with chronic kidney disease ( CKD)

and ACS had become a hot research for a long time. Due to the special pharmacokinetic and pharmacodynamic characteristics, ticagrelor

showed great advantages in many studies compared with clopidogrel,

and it can significantly reduce the incidence of major adverse

cardiovascular events in patients with ACS and CKD. Based on the recent studies all over the world, we reviewed the advance of ticagrelor

for ACS with CKD.
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Obstructive Sleep Apnea Hypopnea Syndrome and Hypertension

LING Mengjun',CHEN Ming’
(1. Chongqing Medical University Graduate School, Chongqing 400010, China; 2. Department of Cardiology, The First
Affiliated Hospital of Chongqing Medical University, Chongging 400010, China)

[ Abstract ] Obstructive sleep apnea hypopnea syndrome is closely related to the incidence of hypertension and is an independent risk
factor for hypertension. Hypoxemia caused by apnea can lead to oxidative stress, which results in a series of pathophysiological changes
including sympathetic excitation, activation of renin-angiotensin-aldosterone system, release of inflammatory factors, and ultimately elevates
blood pressure. The reduction of sleep-related respiratory disorders plays an important role on the comprehensive management of refractory
hypertension.
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