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[ Abstract] Transthyretin amyloid cardiomyopathy ( ATTR-CM) is an infiltrative cardiomyopathy,and recently more attention has been

paid on it. Due to the lack of specificity of clinical manifestations, there remains substantial delay between initial symptoms and diagnosis. The

understanding of ATTR-CM has made some progress with the attention to the disease in recent years. Biomarkers are of great value in the

diagnosis of diseases. Although there is lack of specific biomarker for ATTR-CM at present,some biomarkers have been confirmed to be related

to ATTR-CM and have certain value in the auxiliary diagnosis of ATTR-CM. This article reviews the recent progress of biomarkers related to

ATTR-CM.
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