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Left Ventricular Reverse Remodeling in Dilated Cardiomyopathy
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[ 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.
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Current Status and Progress of Treatment of Hypertrophy Obstructive
Cardiomyopathy

XIONG Feng
(The Affiliated Hospital of Southwest Jiaotong University, The Third People'’s Hospital of Chengdu, Chengdu Institute
of Cardiovascular Diseases, Chengdu 610031, Sichuan, China)

[ Abstract ] Hypertrophic obstructive cardiomyopathy is an autosomal dominant genetic disease characterized by ventricular septal
asymmetry hypertrophy,systolic anterior motion,left ventricular outflow tract gradient, and varying degrees of mitral regurgitation. At
present, the disease can be treated by drugs, surgery, percutaneous transluminal spetal myocardial ablation, etc, which greatly improves the
clinical symptoms of patients, reduce complications and prevents sudden cardiac death. The current status and progress of treatment for
hypertrophic obstructive cardiomyopathy are reviewed in this article.

[ Key words ] Hypertrophic obstructive cardiomyopathy;Ventricular septal myectomy;Percutaneous transluminal spetal myocardial

ablation;Radiofrequency catheter ablation



