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Abstract  Lamin A/C is located on the nuclear membrane. Mutations in the gene coding for laminin A/C
(LMNA) can lead to a variety of diseases, which is named laminopathy, through a series of mechanisms. Dilated

cardiomyopathy(DCM) is one of them. This paper will introduce the incidence and prevalence, pathophysiological
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mechanism, clinical phenotype, and treatment of LMNA-DCM.
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