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[ Abstract]  Amyloidosis is a group of diseases caused by amyloid protein deposition in the
extracellular matrix, causing damage of multiple tissues and organs, and the diagnosis of cardiac amyloidosis
is established when heart is involved. The aim of this article is to review relevant concepts, classifications,
pathophysiological features and clinical manifestations as well as diagnostic algorithm of cardiac amyloidosis,

in order to improve the clinical recognition and correct diagnosis of this disease, so that patients receive

timely treatment and benefit from it.
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