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[ Abstract ] Pathological cardiac hypertrophy is a coadaptive process accompanied by metabolic profile change and mitochondrial bioen-

ergetic decline, and is an independent predictor of higher rate of cardiovascular events and mortality. Many signaling pathways are involved

in the maladaptive metabolism of hypertrophied hearts, and targeting abnormal metabolism is likely the new therapy of hypertrophic preven-

tion and reversion.
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New Progress in the Treatment for Cerebral Apoplexy of Nonvalvular
Atrial Fibrillation

HU Hongling' ,LUO Suxin'"
(1. Chongqing Medical University Graduate School ,Chongqing 400016 ,China ;2. Department of Cardiology,The First
Affiliated Hospital of Chongqing Medical University ,Chongqing 400016, China)

[ Abstract ] Atrial fibrillation is the most common arrhythmia in clinic,and easily leads to stroke ,which has high mortality and morbidi-
ty. In recent years,we have attached great importance to the prevention of stroke in patients with atrial fibrillation, but the effect was not obvi-
ous. The gold standard in prevention is oral warfarin anticoagulant therapy, and its use is limited for warfarin’ s narrow therapeutic window,
and frequent monitoring of INR values. New oral anticoagulants (NOAC) make up for the inadequacy of warfarin, but not all patients are ef-
fective. For these patients, the percutaneous left atrial appendage occlusion has brought us new hope. This paper reviews the therapeutic ad-
vances of preventing the stroke in patients with atrial fibrillation .

[ Key words ] Atrial fibrillation ; Stroke ; Warfarin ; New oral anticoagulants ; Percutaneous left atrial appendage occlusion; WATCHMAN
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