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PURPOSE

o To evaluate the rate of N-terminal prohormone of brain
natriuretic peptide (NT-proBNP) progressor indices 1
and 2 observed at various intervals in the ATTRibute-CM
efficacy population in patients with symptomatic
transthyretin amyloid cardiomyopathy (ATTR-CM)

CONCLUSIONS

e Acoramidis treatment leads to significant improvement in NT-proBNP progressor indices as compared to placebo
« These results indicate that acoramidis reduces ATTR-CM disease progression, likely resulting in the reduction of subsequent clinical events

RESULTS

Baseline demographic and disease characteristics « Therise in NT-proBNP from baseline to Month 30 observed with . For progressor index 2 (>500 pg/mL, imputed values), a 14.5% absolute reduction in the
. As previously reported, baseline demographics and clinical placebo was attenuated with acoramidis treatment. The ratio of rate of progressors was observed with acoramidis at the end of year 1 (Months 9-12)
characteristics in the intent-to-treat (ITT) population were well the adjusted geometric mean fold change from baseline to Month (p =0.0005), gradually increasing to reach 25.8% at Months 27-30 (p<0.0001) (Figure 3)
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*The values at the top of the bar are percentage of patients meeting the criteria after imputation (patients with missing data considered as meeting the progression criteria)

®The values at the top of the bar are imputed values (patients with missing data considered as meeting the progression criteria)
"The values in the lower base of the bars are percentage of patients meeting the criteria based on observed values

The values in the lower base of the bars are observed values, indicating the percentage of patients who have actually met the criteria at a given visit group
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