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Research progresses in Cardiac MRI for heart

involvement of Fabry disease
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[Abstract] Fabry disease is also named Anderson-Fabry disease (AFD), which is a rare genetic lysosomal storage disease,

and heart involvement of AFD is one of the main death causes. The cardiac MRI (CMRI) manifestations of AFD and the

latest progresses of AFD heart involvement were reviewed in this article.
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