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Abstract Amyloid light chain(AL) amyloidosis is a clinical syndrome caused by the aggregation of clonal im-
munoglobulin light chains secreted by bone marrow plasma cells in myocardial interstitial sites which induces heart
failure, arrhythmia and myocardial ischemia. Heart failure is the end-stage of AL cardiac amyloidosis, but the
mechanism of heart failure due to AL cardiac amyloidosis has not been fully elucidated. This article summarizes
the mechanism of it which includes amyloid fibrils occupying effect and toxic effect, free light chain toxic effect,

coronary microvascular injury, extracellular matrix homeostasis disruption, conduction system damage, aiming to
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provide reference for further research and clinical treatment exploration.
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Abstract  Dilated cardiomyopathy(DCM) is one of the common inherited cardiomyopathies and an important
cause of sudden cardiac death. Up to date, 51 DCM-related genes have been reported. Different gene-related DCM
subtypes have specific clinical characteristics and genetic heterogeneity. Among them, the gene of RNA-binding
motif protein 20(RBM20) encodes myocardium specific mRNA splicing regulator, which is one of the definitive
pathogenic genes of DCM. RBM20-related DCM presents severe clinical manifestations such as high genetic pene-

trance, early onset age and high rate of sudden cardiac death. The unique pathogenic molecular mechanism of
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