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* Lp(a) is composed of a cholesterol-rich
particle containing apoB, which is covalently
attached to apo(a) via a disulfide bond"3#

ApoB
cholestersl, * Apo(a) is specific to Lp(a) and shares
triglyceride, and ; ; 13
phosnph‘c/)tl:i;rild-?i;?core structural homology with plasminogen
\

p
Apo(a) isoforms are genetically determined

« Apo(a) isoform size, defined by varying kringle « More than 40 apo(a) isoforms exist,
IV type 2 (KIV-2) repeats, is a major genetic typically with 1to >40 KIV-2 repeats"3®
determinant of Lp(a) concentration?

Smaller isoforms correlate with higher Lp(a) plasma concentrations and increased ASCVD risk>*®
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Apo(a) isoforms are genetically determined (cont.)

* Lp(a) concentration is mostly genetically determined by variation at the LPA
gene locus and is inherited through autosomal codominant transmission.*'°

* Levels are generally established in childhood and remain similar over time,
with minimal influence from diet or lifestyle."3™
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Lp(a) contributes to cardiovascular disease risk through 3 mechanisms
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Elevated Lp(a) can result in up to a 4-fold increase in ASCVD risk™
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Priority Actions

Measure Lp(a) once in a lifetime Standardize Lp(a) testing and reporting
Given its high prevalence, genetic basis, When possible, use isoform-insensitive
generally stable levels over time, and assays, which minimize the impact of apo(a)
independent role in ASCVD, measure Lp(a) size variation, and report Lp(a) in nmol/L to
at least once in a lifetime for all adults to reflect particle concentration and support
accurately characterize risk.">*'"° consistent interpretation.2®'
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Apo(a)=apolipoprotein(a); ApoB=apolipoprotein B; ASCVD=atherosclerotic cardiovascular disease; LPA=Lipoprotein(a) gene.
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