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Abstract  This article reports a case of transthyretin cardiac amyloidosisCATTR-CA) who was diagnosed be-
cause of repeated dizziness, diarrhea, limb numbness, and other symptoms of multi-system involvement. The pa-
tient was admitted due to dizziness for more than 1 week, and was finally diagnosed with mutant ATTR-CA(AT-
TRm) after completing immunofixation electrophoresis, echocardiography, cardiac magnetic resonance,” ™ Tc-py-

rophosphate(” ™" Tc-PYP) , gene and other related examinations. After specific treatment with tafamidis, the pa-
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tient'’s condition was improved and discharged.
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Figure 1 Echocardiogram images

B2 OHEE

Figure 2 Electrocardiogram image

B3 . E MRI
Figure 3 Cardiac MRI images
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