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Application of Cardiac Magnetic Resonance in Cardiac Amyloidosis
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[ Abstract] Cardiac amyloidosis( CA) is a serious disease in which a large number of amyloid fibers are deposited in the extracellular
matrix of the myocardium, affecting the structure and function of the heart. With the progression of the disease, it eventually develops into
severe refractory heart failure. The incidence rate of CA is low. At present,the diagnosis is insufficient,and it is difficult to distinguish CA from
hypertrophic cardiomyopathy , hypertensive heart disease,aortic valve stenosis and other diseases that cause cardiac hypertrophy. Because of its
non-invasive , high soft tissue resolution, non-radiation and other advantages, cardiac magnetic resonance such as late gadolinium enhancement,
T1 mapping, extracellular volume , T2 mapping, cardiac magnetic resonance feature tracking and diffusion tensor imaging play an important role
in the clinical diagnosis, disease stratification and prognosis evaluation of CA. This article will review the application progress of cardiac
magnetic resonance in CA.
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