JOURNAL OF THE AMERICAN COLLEGE OF CARDIOLOGY

VOL. 79, NO. 7, 2022

ª 2022 BY THE AMERICAN COLLEGE OF CARDIOLOGY FOUNDATION
PUBLISHED BY ELSEVIER

EDITORIAL COMMENT

Measurement of Lipoprotein(a)
A Once in a Lifetime Opportunity*
Santica M. Marcovina, SCD, PHD,a Michael D. Shapiro, DO, MCRb
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It is within this context that Trinder et al, 2 in this
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issue of the Journal, report results of their study
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There are a few important considerations to take
into account when interpreting these results. First,

The International Federation of Clinical Chemistry
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mously, but, as acknowledged by the authors, the

global standardization of Lp(a) methods with the

impact of statin therapy on Lp(a) concentration may

expression of Lp(a) concentration in SI units.7

be dependent on the speciﬁc drug, dose, potency, and
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baseline Lp(a) level. Additionally, the UK Biobank

in the near future, Lp(a) concentration will only
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disease at entry. Thus, the generally modest variation
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in Lp(a) measurements observed in this study does
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surement variability.

THRESHOLD IN CLINICAL TRIALS?

ARE REPEAT MEASURES OF Lp(a) REPRODUCIBLE?
Taken together, the results of this study indicate that
the molar concentration of Lp(a) appears reasonably
stable, regardless of statin use, suggesting that longitudinal measurements of Lp(a) are not needed for
ASCVD assessment in the context of primary prevention. National and international professional society guidelines have recommended measuring Lp(a)
in select populations, while some have recommended
that Lp(a) be measured at least once in the general
population. 3-6 The ﬁnding of this study, conﬁrming
that plasma Lp(a) concentrations are generally stable,
support that a once in a lifetime measurement may
reliably allow patients and clinicians to determine
whether Lp(a)-related risk is present.

At present, there are no speciﬁc interventions to
lower Lp(a). However, novel drugs able to speciﬁcally
and potently lower Lp(a) are in different phases of
clinical trials, and the Lp(a) HORIZON (Assessing the
Impact of Lipoprotein (a) Lowering With TQJ230 on
Major Cardiovascular Events in Patients With CVD
(Lp(a);

NCT04023552)

phase

III

cardiovascular

outcome trial is well underway. The Lp(a) threshold
for enrollment in this trial is 70 mg/dL or 150 nmol/L.
Therefore, in addition to method standardization, a
global method certiﬁcation system should be implemented to verify that methods are able to provide a
high level of accuracy and precision around the Lp(a)
treatment threshold to ensure that patients are not
undertreated or overtreated with Lp(a)-lowering
drugs.
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WHAT IS EXPECTED FROM CLINICAL TRIALS?
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In addition to providing conclusive evidence that
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lowering Lp(a) improves cardiovascular outcomes,

surements of Lp(a) and the existence of 2 different

other important information is expected to be

units to report the results may cast doubt about

garnered from these intervention studies. Sound ev-

implementation of Lp(a) screening in the general

idence has been provided that the risk conferred by

population before assay standardization. However,

elevated Lp(a) strictly depends on its plasma con-

considering that in primary prevention, clinicians

centrations, with individuals with the most severely
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elevated Lp(a) being at greatest risk of CVD.8 There-
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