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Trimethylamine-N-oxide and Coronary Heart Disease and Heart Failure
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[ Abstract ] Cardiovascular disease is one of the most common diseases in today’s era, and it is also one of the main diseases that cause
acute death. Although there are standard treatment programs, the mortality rate of cardiovascular disease patients has not declined, but has
an upward trend. At present, more and more studies have found that there is a close relationship between gut microbiota and cardiovascular
disease. Trimethylamine-N-oxide (TMAO) , the metabolite of gut microbiota, has been proved as an important risk factor for cardiovascular

disease. Therefore, this article reviews the relationship between TMAO and coronary heart disease and heart failure, and after regulating

intestinal flora and changing its metabolites TMAO, it will affect the development of coronary heart disease and heart failure.
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Risk Factors for Coronary Heart Disease in
Patients with Systemic Lupus Erythematous

ZHANG Yiwen, WANG Han,QIN Li, YANG Xiaoqgian, TONG Lan,CAI Lin
( Department of Cardiology, The Third People’s Hospital of Chengdu, The Affiliated Hospital of Southwest Jiaotong
University , Southwest Jiaotong University Medical School ,Chengdu 610031, Sichuan ,China)

[ Abstract ] The incidence of coronary heart disease in systemic lupus erythematous (SLE) is gradually increasing, which is the main
cause of death in patients with SLE. There are many risk factors for patients with SLE complicated with coronary heart disease, including
traditional cardiovascular risk factors and SLE related risk factors. This paper will summarize the cardiovascular risk factors of SLE with
coronary heart disease.

[ Key words ] Systemic lupus erythematous ; Coronary heart disease ; Risk factors
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