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[ Abstract] Transthyretin cardiac amyloidosis ( ATTR-CA) is caused by the deposition of transthyretin
(TTR) in the myocardial interstitium. Its clinical manifestations are mainly heart failure and arrhythmia,
leading to poor life quality and low survival rate. Diagnosis is often delayed or missed due to the lack of dis-
ease awareness, the non-specific clinical symptom presentation of the disease, and inadequacy of non-
invasive diagnostic methods and medications in the past. The recent availability of effective treatments makes
the early recognition and diagnosis especially critical, because treatment is likely more effective earlier in the
disease course. Therefore, it is crucial to establish a diagnosis and treatment strategy to facilitate the rapid and
accurate identification of the disease. Based on the advances in research and experiences gained ATTR-CA,

our team has developed a consensus on diagnosis and treatment for the disease. In this article, we interpret
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the key points and present the update of diagnostic process, providing clinicians with an overview of key aspects

of ATTR-CA in China.
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Tab. 1 Transthyretin cardiac amyloidosis (ATTR-CA) score
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