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Clinical research progress in the treatment of transthyretin amyloid with tafamidis
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ABSTRACT Tafamidis is a selective stabilizer for transthyretin (TTR), used for the treatment of transthyretin amyloidosis with
cardiomyopathy (ATTR-CM) and transthyretin amyloidosis with polyneuropathy (ATTR-PN). This article provides a review of the
basic information and clinical studies on the efficacy and safety of tafamidis. It is found that tafamidis slows down or prevents the
progression of TTR amyloidosis by inhibiting the dissociation of TTR tetramers. Multiple clinical studies have shown that tafamidis
has good efficacy and safety, significantly reducing all-cause mortality and cardiovascular-related hospitalization rates in patients
with amyloidosis, and delaying disease progression. Although tafamidis treatment may have certain limitations, it is still a key drug
for the treatment of TTR amyloidosis, and the first drug approved for the treatment of ATTR-CM.
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