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to learn. 
Transthyretin Amyloid Cardiomyopathy (ATTR-CM): 
Getting to the Heart of the Matter 

The Facts
ATTR-CM is a rare, progressive disease caused 
when transthyretin, a transport protein that naturally 
circulates in the blood, becomes unstable and misfolds.1,2   

A Difficult Road to Diagnosis 

Awareness of the disease is low, 
and symptoms of ATTR-CM are 
similar to those of heart failure.7

People with ATTR-CM may not receive a 
definitive diagnosis, and if they do, typically 
remain undiagnosed for many years until the 
disease has significantly progressed.8 

How is ATTR-CM diagnosed?
Once ATTR-CM is suspected, based on the signs and 
symptoms presented, a number of tests can be used 
to help diagnose the disease or identify people at risk. 

These include:9,10

Treatment Challenges 
Currently, there are no approved 
pharmacologic treatment options 
for the treatment of ATTR-CM. 

Management options include symptom 
management and in select cases, heart 
and/or liver transplants.2 

Education, awareness, and treatment options 
are critical to improving the diagnosis and 
care of people affected by ATTR-CM.

Once diagnosed, the average life expectancy for 
people with ATTR-CM is approximately 2 to 6 years.4,5  

ATTR-CM can either be hereditary, also known as variant, which is caused by a 
mutation in the transthyretin gene, or with no mutation and associated with 
aging, known as the wild-type form (ATTRwt).3 
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The misfolded protein can build up in the heart as 
amyloid fibrils, which causes the heart muscle to 
become stiff, eventually resulting in heart failure.1,2

Symptoms May Include:1 

It is believed that 
less than 1% of people
with ATTR-CM are diagnosed.6
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for the ATTR-CM community.
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