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Research progress on drugs in treatment of transthyretin amyloidosis cardiomyopathy
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Abstract: Transthyretin amyloid cardiomyopathy (ATTR-CM) is a rare cardiomyopathy with a very poor prognosis. Currently, there is
a lack of early diagnosis and effective treatment in the clinic. The definition, etiology, pathogenesis and main treatment of the disease
are mainly introduced in this article, and the analysis of currently listed ATTR-CM therapeutic drugs tafamidis, inotersen, and patisiran,
and the ATTR-CM therapeutic drugs acoramidis, vutrisiran, ION-682884, and other varieties under development and the latest clinical
research results are focused on in this paper.
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