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[ Abstract ] Brain natriuretic peptide(BNP) is a short peptide hormone secreted mainly by cardiomyocytes and is the most important
biomarker of cardiac function.It is the most important index in clinical evaluation of heart failure. As a classical evaluation index of
cardiovascular disease,BNP has also attracted the attention of atrial fibrillation researchers.Through further study and discussion on
the relationship between BNP and occurrence,development and prognosis of atrial fibrillation, we have preliminarily understood the
mechanism of BNP and atrial fibrillation,and have found that BNP plays a unique role in the early screening of atrial fibrillation,the
evaluation of illness condition,the choice of treatment methods and the evaluation of prognosis. This article reviews the latest studies on
the relationship between BNP and atrial fibrillation.
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Left Ventricular Reverse Remodeling in Dilated Cardiomyopathy

WU Qiong, YANG Ailing, ZHOU Duan, WANG Youhua

(Longhua Hospital Affiliated to Shanghai University of Traditional Chinese Medicine,Shanghai 200032, China)

[ Abstract ] The drug or instrument treatment can reduce the volume and quality of left ventricle of patients with heart failure to

varying degrees, and some ventricles even return to normal shape and size. This biological change is called “left ventricular reverse

remodeling”. Nowadays, the occurrence of left ventricular inverse remodeling has been considered as an important basis for the evaluation

of the effectiveness of the treatment of dilated cardiomyopathy and the prognosis of dilated cardiomyopathy. However, the understanding

of left ventricular inverse remodeling in dilated cardiomyopathy is still insufficient. This article reviews the progress of left ventricular

inverse remodeling in dilated cardiomyopathy in terms of its significance, relationship with etiology, function of dilated cardiomyopathy,

and clinical predictors.

[ Key words ] Dilated cardiomyopathy; Left ventricular inverse reconstruction; Predictive factors
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