Efficacy of Olpasiran by Apolipoprotein(a) Isoform Size: Insights from the OCEAN(a)-DOSE Trial
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Background

* Lipoprotein (a) [Lp(a)] is a presumed risk factor for
atherosclerotic cardiovascular disease (ASCVD).

* The apolipoprotein(a) [apo(a)] component of Lp(a) can
vary markedly in size due to a variable # of Kringle 1V-2
[KIV-2] repeats.

A total of 270 patients had apo(a) isoform
and Lp(a) available at baseline and W36.
At baseline, the median Lp(a) [IQR]
concentration was 260.2 [197.9-358.5]
nmol/L.

Tab 1. Placebo-adjusted LSM % change in Lp(a) from
baseline to W36 with olpasiran by # of KIV-2 copies
(dominant isoform)

Baseline #KIV

* No significant change was observed over time in the
percent expression of the dominant apo(a) isoform
with olpasiran vs. placebo (mean change from
baseline to week 36 [+SD]: +1.1 [+9.8] % with
olpasiran and +2.1 [+12.8] % with placebo, p = 0.65;
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