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Summary

* In the HELIOS-A study, NfL levels significantly decreased as early as 4 months following initiation of the RNAI therapeutics vutrisiran or patisiran, and these * Changes from baseline in NfL levels and mNIS+7 at 18 months were also positively correlated across HELIOS-A and APOLLO, which suggest that the degree of
reductions from baseline were maintained through 18 months of treatment reduction of NfL may be associated with the level of improvement in polyneuropathy
— The observed decreases in NfL levels following treatment in HELIOS-A were consistent with the results in patisiran-treated patients from APOLLO * These results collectively support the utility of NfL as a biomarker of disease severity, disease progression, and treatment response over time, and provide

_ In contrast, NfL levels significantly increased in placebo treated patients from APOLLO as early as 4 months and continued to increase over 18 months biological evidence that reinforces the demonstrated clinical efficacy of patisiran and vutrisiran in patients with hATTR amyloidosis with polyneuropathy

» Baseline NfL levels were positively correlated with baseline mNIS+7 scores in HELIOS-A, suggestive of NfL being an indicator of disease severity
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