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Inflammatory Signals Associated with Atrial Fibrillation
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[ Abstract ] Atrial fibrillation is a kind of arrhythmia with complex pathophysiological mechanism. A large number of experimental and
clinical data show that the pathophysiology of atrial remodeling is closely related to inflammation. The mechanism of association between atrial
remodeling and inflammation is complex, and different underlying diseases and conditions may affect these pathways. Inflammatory markers
are associated with the development of atrial fibrillation and recurrence after radiofrequency catheter ablation. But the most commonly used
anti-inflammatory drugs, such as glucocorticoids, increase the risk of infection, bleeding and high blood sugar. In addition, inhibitory
therapies, such as cytokines, severely interfere with normal cardiac function, in which case the development of specific anti-inflammatory
interventions seems to be more challenging and complex. This review provides a brief overview of the association between atrial fibrillation and
C-reactive protein, tumor necrosis factor-a, transforming growth factor, interleukin-6, interleukin-10 and interleukin-37. This review also
explores the drugs that may be used to prevent or treat atrial fibrillation by reducing inflammatory response, reducing risk factors of atrial
fibrillation , changing lifestyle and other methods as upstream treatment ideas.
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The Relationship Between MicroRNA and Atrial Fibrillation

LI Siyao,ZHONG Jianghua
(Cardiology Department , The Affiliated Haikou Hospital of Ceniral South University Xiangya School of Medicine , Haikou
Peoples Hospital , Haikou 570208 , Hannan , China )

[ Abstract ] Atrial fibrillation is the most common persistent arrhythmia with high morbidity and mortality. Its prevalence is expected to

increase further in the coming years. Although the new molecular concepts of atrial fibrillation pathophysiology have emerged during the last

decade , the currently available therapeutic approaches have still major limitations including poor efficacy and serious side effects, such as

malignant arrhythmias in the ventricle.

Atrial electrical remodeling, structural remodeling and autonomic nerve remodeling are the

pathogenesis of atrial fibrillation, but the exact mechanism driving this remodeling is still not fully understood. MicroRNAs represent a

subgroup of small non-coding RNAs that degrade or inhibit the translation of their target mRNA, thereby regulating gene expression and

playing an important role in a wide range of biological processes. Clinically,there is increasing evidence that microRNAs play a key role in

the development of cardiovascular disease.
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