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Left Ventricular Noncompaction Cardiomyopathy
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[ Abstract] Left ventricular noncompaction cardiomyopathy is one of the first rare diseases in China. Its clinical manifestations are
mostly cardiac insufficiency, arrthythmia and thromboembolism. Although left ventricular noncompaction cardiomyopathy was first reported 30
years ago,the pathogenesis has not been fully clarified. Therefore , this article aims to clarify the new progress of genes that may be related to
the pathogenesis of left ventricular noncompaction cardiomyopathy by reviewing relevant literature in recent years, so as to increase the

cognition of gene diagnosis of this disease and provide more evidence based medical evidence and reference for the future clinical diagnosis

and treatment of this disease.
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