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MicroRNAs—New Target for Ventricular Remodeling Treatment
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[ Abstract ] Along with the improvement of medical level, especially the treatment level improvement of percutaneous coronary

intervention, the death rate caused by myocardial infarction is reducing year by year. Whereas, the incidence rate of heart failure due to

ventricular remodeling for myocardial infarction is increasing year by year. It still lacks efficient methods in clinical applications for the

treatment of ventricular remodeling for myocardial infarction, the death caused by heart failure is increasing year by year. More and more

researches show that microRNAs play important roles in many heart diseases and has close connection with ventricular remodeling. Hence,

this article summarizes the actions of microRNAs in ventricular remodeling, and discusses the function and effect of microRNAs in the

pathophysiology progress, and the new method for ventricular remodeling treatment.
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Role of Immune/Inflammatory Response in Coronary Heart
Disease of Lupus Patients
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[ Abstract] Coronary heart disease is the main cause of death in patients with systemic lupus erythematosus ( SLE) , and immune/

inflammatory dysregulation characteristic of SLE increases the risk of atherosclerotic disease and vascular injury. Impaired vascular endothelial

and atheroprotective mechanisms mediated by immune/inflammatory are central to atherosclerotic heart disease. This paper will review

epidemiology and discuss the role of immune/inflammatory in the pathogenesis of coronary heart disease in SLE patients.
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