Lp(a):

The Hidden
Cardiovascular
Risk

MNormal cholesterol
does not always mean
normal cardiovascular risk.

bl AR

GENETICALLY
DETERMINED

HIDDEN
RISK FACTOR

| ATHEROTHROMBOTIC
' THREAT

Largely non-madifiable Can be normal lipads,

high risk

Pramates atherosclerasis

with lifetime exposure and thrombosis

LIPOPROTEIN(a) STRUCTURE
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Adapted from Cegla J et al, 2019
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HOW Lp(a) INCREASES CARDIOVASCULAR RISK

GEMETICALLY
DETERMINED

@

Lp(a) levels are set by
genetics and remain
stable throughout life.

@ STRUCTURE

Lp(a) is an LDL-like particle
with an additional
Apola) attached.
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& PRO-INFLAMMATORY

Enhances cholesterol
deposition, inflammation
and plaque growth.

PRO-ATHEROGENIC

@ PRO-THROMEBOTIC

Interferes with fibrinolysis
and promotes clot

formation.
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Higher Lp(a) levels are
associated with higher risk
of ASCVD, stroke and

aortic valve stenosis.
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