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= Prior randomized phase 2b trials (SHASTA-2 and MUIR) established short-term efficacy and
safety of plozasiran in sHTG and HTG; however, long-term durability and safety data have
been limited 89

Maijority of patients achieved TG levels below
thresholds for AP risk or below normal thresholds,
96% of sHTG patients achieved TG <500 mg/dL and
........................................................................................................................................................................................ 63% Of SHTG patients and 93% Of HTG patients

150 mg/dL normal threshold achieved TG < 150 mg/dL.
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= This analysis reports 2-year open-label extension results evaluating the long-term efficacy,
safety, and tolerability of plozasiran 25 mg Q3M across mild-to-severe HTG populations
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