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Rath M, Pauling L. Hypothesis: lipoprotein(a) is a surrogate for ascorbate. Proc Natl Acad Sci U S A. 1990 Aug;87(16):6204-7
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Lower KIV-2 repeat number, higher Lp(a) particle number
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A mayor numero A menor numero
de repeticiones KIV-2 de repeticiones KIV-2
Pequefias y numerosas
‘ Lp(a) pueden infiltrarse ‘
mas facilmente en las
promoviendo la

acumulacion de placas

y aumentando la
probabilidad
de eventos

cardiovasculares
Menor concentracion Mas concentracion

Lower risk

Kronenberg F. J Intern Med. 2013 Jan;273(1):6-30 Wawscomgresdz02a.amarevd.es Cegla J. Ann Clin Biochem. 2021 Jan;58(1):16-21



1. ¢lLa elevacion de la Lp(a) es un factor independiente,
genético y causal de la enfermedad ateroesclerotica?

ApoB

1. Atherogenic properties
2. LDL-like particle . = =

Apo(a)

1. Thrombogenic properties
2. Attenuated fibrinolysis activity

OxPL 2. Inflammatory properties
3. Apoptosis of macrophages
4. Destabilization of the plaque

y 28 de febrero

20125

Apo(a): apolipoproteina a; CV: cardiovascular; Lp(a): lipoproteina a; OxPL: fosfolipidos oxidados.
1. Tsimikas S. J Am Coll Cardiol. 2017; 69(6): 692-711; 2. Kronenberg F et al. Eur Heart J. 2022;43:3925-3946; 3. Jang A.Y. et al. Circ J. 2020; 84: 867-874.
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Influencia genética y modificacion del riesgo CV segun los niveles
de Lp(a)

Genético'+

Modelo de herencia: autosomico codominante multialélico.

« Entre el 40 y 50 % de la variabilidad viene determinada por el numero de repeticiones del gen
Kringle IV.,.

« El resto de la variabilidad se debe a SNPs y variantes del gen LPASS,

@\«i} ) Variaciones | Niveles elevados de Lp(a) — Menor esperanza de vida’
(:';:‘ e
'\\ @ 4 _genetlcas Niveles bajos de Lp(a)—— Reduccidn del riesgo
v /! asociadas con de manifestaciones de enfermedades
N ateroscleréticas CV7

» Estudios de aleatorizacion mendeliana han demostrado que la Lp(a) elevada es una condicion
genética causal de aumento del riesgo CVS3.

- Efecto sumatorio e independiente sobre los niveles de LDL y sobre el riesgo de padecer ECV4

Apo(a): apolipoproteina a; CV: cardiovascular; Lp(a): lipoproteina a.

1. Tsioulos Q et al. Int J Mol Sci. 2024;25: 3537. .2. Kronenberg F et al. Eur Heart J. 2022; 43: 3925-3946. 3. Nordestgaard BG et al. Lancet. 2024;
404(10459): 1255-1264; 4. Schmidt K et al. J Lipid Res. 2016; 56: 1339-1359; 5. Clarke R et al. N Engl J Med. 2009;361(26):2518-2528. 6.
GudbiartssonDF et al. J Am Coll Cardiol. 2019:74(24).2982—2994. 7. Kronenbera F et al. Eur Heart J. 2022: 0: 1-22. 8. Kamstrup PR et al. JAMA.
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Prevalencia de niveles elevados de Lp(a)

En un estudio > 20 % tiene valores de Lp(a) >50 mg/dL

(n= 532.359) - > 5 9% tiene valores de Lp(a) >100 mg/dL
1 % tiene valores de Lp(a) >180 mg/dL

>1,5 billones de
personas a nivel
mundial’

se observo?

Aquellas personas que han sufrido un evento CV presentan una prevalencia duplicada frente a la
poblacion normal®

Los pacientes con niveles Lp(a) >200mg/dL presentan el mismo riesgo

de ECV que aquellos que presentan hipercolesterolemia familiar* Condicién genética mas frecuente
asociada a ECV con gran impacto en el

Lp(a) >200mg/dL es el doble de prevalente que la hipercolesterolemia aumento del riesgo
familiart

Apo(a): apolipoproteina a; CV: cardiovascular; ECV: enfermedad cardiovascular, Lp(a): lipoproteina a
1. Tsimikas S et al.J Am Coll Cardiol. 2018; 71(2): 177-192; 2Varvel S et al. Arterioscler Thromb Vasc Biol. 2016; 36: 2239-2245; 3. Delgado-Lista J
et al. Lancet. 2022; 399(10338). 1876-1885. 4. Burgess S et al. JAMA Cardiol. 2018; 3(7): 619-627.
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rygiisrie <o ge st 2025
Lp(a)

Prothrombotic T Oxidized PL Proatherogenic

LDL-like

TPlatelet response T SMC proliferation

| Plasminogen activation T Foam cell formation

| Fibrin degradation T Necrotic core formation

| Clot permeability T Monocyte chemoattractant

T TFPI

1 EC binding
2023 (n=200) Serie RhC Hospital La Paz | oA,
> 50 mg/dL (n=72) (34%) >50 mg/dL (n=26) (47%)
> 100 mg/dL (n=36) (17%) >100 mg/dL (n=15) (27%)
2024: (n=239) 2024 (n=61)

> 50 mg/dl (n=82) (34%)

>50 mg/dL (n= 29) (48%)
>100 mg/dL (n=36) (15%).

>100 mg/dl (n=18) (30%).

www.congreso2025.amareva.es




La Lp(a) es una particula 6 veces mas aterogeénica que el c-LDL

con niveles interindividuales variables“{
2. Diferencias aterogénicas entre la Lp(a) y el cLDL

NUMERO DE
REPETICIONES

Broncel et al Explor Cardiol. 2023;1:180-92

El KIV-2 puede presentar desde 1 a mas de 40
copias, condicionando la longitud y el peso
molecular total de la apo(a)’.

KIV: Kringle 1V; Lp(a): lipoproteina a.
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Genetic Effect on apoB*

\ *apoB attached to either an LDL or Lp(a) particle /

\_

En la mayor parte de la poblacion, las particulas de ¢c-LDL con mas
abundantes y su contribucion al riesgo CV superior?.
Sin embargo, la Lp(a) es

6

veces mas aterégena por particula que el LDL, especialmente
relevante en individuos con Lp(a) elevada?

~

J

1. Tsimikas S et al. J Am Coll Cardiol. 2017; 69(6): 692-711. 2. Bjomson E et al. J Am Coll Cardiol. 2024; 83(3): 385-395.
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Rol de la Lp(a) en la aterosclerosis

1 plaque
vulnerability

® Interviene en todas las fases
de aterogénesis. Aquellos
pacientes con mayores niveles
de Lp(a) presentan mayores

T g = 253

pm“fenﬂoﬂ = T e SN '~,~; .

Eﬁ,’: depositos arteriales de Lp(a)’
factors and
e I e * Esta involucrada en
¥ Mmoo mecanismos
proaterogénicos,
protromboticos y
proinflamatorios?

Uno de los elementos fundamentales es la alta acumulacion de fosfolipidos oxidados, los
cuales favorecen la progresion de ateroesclerosis y aumentan el riesgo de eventos CV?

Apo(a): apolipoproteina a; CV: cardiovascular; Lp(a): lipoproteina a; OxPL: fosfolipidos oxidados.
1.Jang A.Y. At al. Circ J. 2020; 84: 867-874; 2. Tsimikas S et al. J Am Coll Cardiol. 2017; 69(6): 692-711
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La Lp(a) elevada tiene impacto en caracteristicas clave que
determinan la vulnerabilidad de la placa aterosclerética’*

Progresion de la

placa’

Fenotipo y
gravedad?

Inflamacion arterial®

Placas vulnerables4

La Lp(a) elevada impulsa
la progresion de la placa,
incluso en pacientes con
niveles controlados de
cLDL (<70mg/dL)

EEREIE

Progresion de la placa carotidea evaluada mediante

resonancia magnética en un paciente con Lp(

\ elevada

a))

c-LDL, colesterol unido a lipoproteinas de baja densidad;CT, computed tomography; 8F-FDG, fluorine-18 fluorodeoxyglucose; Lp(a), lipoproteina(a); PET,positron emission tomography,

La Lp(a) elevada se asocia
con una presentacion
mas grave de la
enfermedad y una forma
de enfermedad coronaria
compleja de tratar

Lp(a) Lp(a)
180 nmol/L 35 nmol/L

Angiografias representativas de pacientes con
diferentes niveles de Lp(a) j

La Lp(a) elevada se asocia con
un aumento de la inflamacion
de la pared arterial que no se
atenua con la reduccion del C-

LDL
Lp(a) Lp(a)
normal elevada

Cardtida

izquierda

TBR of de las
carétidas

TBR dela

. aorta .

Aorta

Cross-sectional PET/CT images and
quantification of 18F-FDG uptake

La Lp(a) elevada se asocia de
forma independiente con el
desarrollo de placas
vulnerables (nucleos necréticos
mas grandes y cubiertas fibrosas
mas delgadas) que son propensas
aromperse.

Repeat CCTA assessment of vulnerable plaque
characteristics in patients with advanced CAD

k and elevated Lp(a) levels /

Hippe DS, et al. Arterioscler Thromb Vasc Biol. 2018;38(3):673-678; 2. Leistner D & Laguna-Femandez A, et al. Eur J Prevent Cardiol. 2024; 3.
n der Valk FM, et al. Circulation. 2016;134(8):611-624. 4. Kaiser Y, et al. J Am Coll Cardiol. 2022;79(3).223-233.
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Lp(a) elevada como condicidén genética causal en el aumento
del riesgo de enfermedad CV1-3

fiall & = L| >100 /L
e Myocardlal infarction _ x3-0 31 Myocardial infarction 7 & Ischaemic stroke i -
L= ® Lp(a)>125 nmo/L
= . . = 3 =
g Aortic valve stenosis || N * 3 © ; 2 g u Lp(a)>150 nmo/L
k2 8 & 2 10 mLp(a)>175 nmo/L
5 A0 I <20 E £ P
=c -
gg Heart failure [l x1-7 1 - i §
o . . . . . v v v . s
<] Ischaemic stroke x1-6 4 s o
g _g' - %1 Heart failure : Aortic valve stenosis /'
g Cardiovascular death [l x1-5 = : =
2 £, {21 o
g All-cause death ] x1-2 g § l '
None Two-fold Four-fold o el T : “\
e — - 17 VO acv° 0\“0 WX calur® 'ff’ ot
Increased risk at top 5% of A — i - - - - st Fad ™’ \—\ea“‘a‘ * o 8% e 8
Lipoprotein(a) at >90 mg/dL (190 nmol/L) il 0 o a1 s 0 105 2 23 pol?™®
Lipoprotein(a) Lipoprotein(a)
Los niveles elevados de Lp(a) tienen A medida que aumenta la Lp(a) La proporciéon de ECV atribuible a Lp(a)
implicaciones en patologias muy prevalentes se aumenta el riesgo asociado a >175nmol/L es mayor de lo que cabria
y en la mortalidad por cualquier causa’ diferentes patologias? esperar por su baja prevalencia®
A 50 % el ri 4 Aumenta el riesgo de infarto de
umenta un 50 % eC “19590 < miocardio, EVP, ictus, valvulopatias 1 Lp(a) = T impacto en el pronéstico?
mortalidad CV y otras enfermedades?

p(a): lipoproteina a; CV: cardiovascular; EVP: enfermedad vascular periférica; PAF, Population attributable fractions; ECV (CVD), enfermedad cardiovadcular; CHD,

nfermedad coronaria
. Nordestgaard BG, et al. Lancet. 2024; 404: 1255-1264; 2. KronenbergK, et al. Eur Heart J. 2022; 43: 3925394 6;

. Welsh P, et al. Eur J Prev Cardiol. 2021; 28: 1991-2000.
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Auditorio Caja de Musica

del Palacio de Cibeles e iMedirla al menos una vez en la vida en adultos?

3. (Cuando se debe medir la Lp(a) y a qué pacientes?

oooo

1] Cl.
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NO Obietivo LDL n=114 pacientes

Cambio peticion paciente

7.3%
Intolerancia estatinas
31.2%
J B
Lp(a) >50 mg/dl Lp(a)<50 mg/dl No objetivo LDL EA estatinas
50.5% B

www.congreso2025.amareva.es Unidad de RhC HULP



3. ¢(Cuando se debe medir la Lp(a) y a qué pacientes? ;... una vez en la vida?

Estrogen
2mg Tablets

3 x 28 Tablets

www.congreso2025.amareva.es Enkhmaa B. Atherosclerosis 349 (2022) 53-62



4. ;Los habitos alimenticios y la actividad fisica modifican los niveles de Lp(a)?

1 Diet

a. Replacement of dietary saturate:

Patients

Healthy obese (n = 62)

Int Patients

Interventions

Main Result

31 Overweight/obese with

b. Low-carbohydrate, high-saturate

C.

Fogacci F. J. Clin. Med. 2024, 13, 751

Diets enriched with walnuts or pi
d. Alcohol consumption:

Dietary
SFA
reduction

Obese and Type 2 diabetes
(n=131)

Obese (n = 30)

Type 2 diabetes (n = 26)
Obese managed with bariatric
surgery (n = 26)

6weeklow v o2 mg/dL 4-week plant-based diet 16% Lp(a) plasma level reduction
194 healthy subjects 8-week regimgn of 43 g of walnuts daily No change in Lp(a) plasma level
aeoctiin vs. standard diet in any group
-mon o

bariatric su

Opposit

Overweight/Obese patients
(n=293)

L

40 obese women

16-week consumption of either 42.5 g/day

No change in Lp(a) plasma level
in any group

Lp(a) reduced by 17 mg/L after
coconut-oil intake, but increased
by 25 mg/dL after intake of
unsaturated long-chain fatty acids

29 overweight or of rru)éed r}uts (cashev’” 1vonds,
bese individuals A el

7-weeklow  © pist- wts) or
followed by
bypass) anc
follow-up ( .
(n=82) fat diet vs.
59- week lov 5. diet rich

9 _.atty acids

_.parison of the effect of palm

coe“

—cand ex

702 obese patients
(372 without metabolic
syndrome)

Single case report of a
normoweight subject

164 overweight/obese
subjects with mixed
dyslipidaemia

-, cocoa butter, extra virgin olive oil as
the main oil

No change in Lp(a) plasma level
in any group

~=~nricon of the effect of high-fat

T amaroy)

8-11% decrease in Lp(a) plasma
'~vals with high saturated fatty

91 overweight subjects

WWWwW

58 healthy subjects ‘ s; 5% Lp(a) levels in
1-year follo rn wvith higher Lp(a) at the
sleeve gasti e with the high trans-diet
\d/irrz'n];‘;:v asma level increase with

= 31 young men non o, | , but larger with

ix:aiitn‘g‘ oil, and butterfat enated fats-enriched diets.
different an . 6-week effect of butter or an unsaturated i
carbohydra 49 hypercholesterolemic margarine used for cooking or spreading No change in Lp(a) plasma level
@igadd  subjects in a reduced fat diet In any group
vs. 60-7%)
High—inten: 5 test fats dominated by (approxi_mately Lp(a) plasma levels increased
v e 43% g/kg) stearic, palmitic, oleic, C18:1 after each fat except oleic and

g1 e trans, or linoleic acid incorporated into C18:1 trans: oleic, C18:1 trans
t & y . o ; N N
[:,i‘l,\m;]f’b% 16 young healthy men meals (1 g fat/kg body weight) aftera 12-h  intake was associated with less
vs. very lov fast in random order on different days, area under the plasma Lp(a)
(n=22)vs. separated by 3-week washout periods concentration curve

manacemenr

.congreso2025.amareva.es

Enkhmaa B. Atherosclerosis 349 (2022) 53—-62



4. ;Los habitos alimenticios y la actividad fisica modifican los niveles de Lp(a)?

2 Physical activity and & exercise: No or minimal association

Overall, there is inconclusive evidence that
standard physical activity improves Lp(a)
plasma concentrations,

but some intensive training could be suggested
in patients able to afford it.

However, this evidence also is mainly based on
the results of small and short-term trials.

www.congreso2025.amareva.es Fogacci F. J. Clin. Med. 2024, 13, 751



5. ¢Es atil la administracion de AAS para el tratamiento de la Lp(a) elevada?

Prevencion 12

Aspirin and Cardiovascular Risk in
Individuals With Elevated Lipoprotein(a):
The Multi-Ethnic Study of Atherosclerosis

0.20 p=0.003
Author ‘ ) Total . . .
Population . Lp(a) measurement Outcomes with aspirin use Limitations 0.15
(Year) Participants @
! ! ! ! ! ! 5
Chasman, | WHS 25,131 rs3798220-C carrier HR 0.44 (95% Cl 0.20-0.94) for MACE Only Caucasian participants, SNP E 0.10
etal. status among carriers present in 3.7% of individuals, use 5
(2009)* of genetic instruments oo
Lacaze, et | ASPREE 12,815 rs3798220-C carrier Net benefit of 8.1 events with aspirin European ancestry, elderly
al. (2022y° status and LPA among SNP carriers; net benefit of 1.7 individuals, use of genetic 0.00
H 3 H H inti H 0 2000 4000 6000
genomic risk score events in highest quintile of GRS instruments Days
Lp(a) - ) ) )
| roup =+ Lp(a) >50 mg/dL, no Aspirin =+ Lp(a) >50 mg/dL with Aspirin =+ Lp(a) S50 mg/dL, no Aspirin = Lp(a) S50 mg/dL with Aspirin
Bhatia, et | MESA 2,183 Lp(a) >50 mg/dL vs. HR 0.54 (95% Cl 0.32-0.94) for CHD in Observational, subject to residual Number at risk
al. (2024)° <50 mg/dL Lp(a) >50 mg/dL confounding and confounding by g i imgtogndl I i b2 =
e o v = Lp(a) <50 mg/dL, no Aspirin 787 693 586 416
indication © Lp‘(’a) <50 mg/dL with As;rm 973 868 719 507
[ | | | I 1 . 0 2000 4000 6000
Razavi, et | NHANES Ill | 2,990 Lp(a) 250 mg/dL vs. HR 0.48 (95% Cl 0.28-0.83) for ASCVD Observational, subject to residual Days
al. (2024)’ <50 mg/dL mortality in Lp(a) 250 mg/dL confounding and confounding by o Gumuiative nimbisr of events.
p(a) >50 mg/dL, no Aspirin 0 9 19 28
indication g'u;”n >50 mg/dL with Aspirin 0 12 18 28
I Lp(a) 50 mg/dL, no Aspirin 0 17 42 72
Lp(a) 50 mg/dL with Aspirin 0 16 48 80
0 2000 4000 6000
Days

4. Chasman DI. Atherosclerosis 2009;203:371-6. g Bhatia HS.. ) Am Heart Assoc 2024;13:¢033562.
5. Lacaze P.J Am Coll Cardiol 2022;80:1287- 7. Razavi AC. Am J Prev Cardiol 2024;18:100674. 1. Bhatia H.S et al. J Am Heart Assoc. 2024:13:€033562.

www.congreso2025.amareva.es



With ST-Segment Elevation Myocardial Infarction

Gennaro Galasso”, Elena De Angelis™”, Angelo Silverio™*, Marco Di Maio', Francesco Paolo Cancro”,
Luca Esposito”, Michele Bellino’, Fernando Scudiero’, Antonio Damato®, Guido Parodi’, and
Carmine Vecchione™*

“ fropti(-_jrs ._omc.l :JAL RESEARCH

- cember 2021
inC ascular Medicine m.2021.807925

A\ (

Little is known about the predictors recurrent ischemic events in patients with ST-segment
elevation myocardial infarction (STEMI). This study aimed at investigating the predictors
of recurrent (MI) at long-t follow-up in a real-world STEMI
cohort. All consecutive STEMI patients who underwent emergent coronary angiography
and primary percutaneous coronary intervention between February 2013 and June 2019
at our institution were included. The primary outcome was recurrent MI; secondary out-
comes were all-cause death, target vessel revascularization (TVR), in-stent restenosis, defi-
nite stent thrombosis (ST) and non-TVR. The study population included 724 STEMI
patients; at median follow-up of 803 (324 to 1,394) days, the primary outcome was
reported in 70 patients (10.1%). All-cause death occurred in 6.8%, TVR in 4.2%, in-stent
restenosis in 2.5%, and ST in 1.9% of cases. At multivariable analysis, diabetes (hazard
ratio [HR] = 1.18), serum level of lipoprotein(a) [Lp(a), HR = 1.01], and lnglognphk :vi-
dence of restenotic lesion (HR = 2.98) resulted

Benefit and Risk of Prolonged Dual
Antiplatelet Therapy After
Percutaneous Coronary Intervention
With Drug-Eluting Stents in Patients

sity), Chongaing, Peop
v of Nxeclog. Diping osptal, Th T Milkary Wedea Uriversity (Aerny Medical Universityl, Ghongaing, People
ted Hosptalof Quring Medical University, Qunvng, i Provin, eoplo's epiblc of i

With Elevated Lipoprotein(a) s i Tass Sainas, isbithed patsats Wi Tates L. tors Liii‘:?;.‘i"r‘i., from mﬁ.",‘:i
Concentrations Ay Ml Ui ML Lp(a) level > 30 mg/dL had an n

patients with diabetes (HR = 5.34), and in patients with both diabetes and restenotic lesion
(HR = 17.07). In conclusion, in this contemporary cohort of STEMI patients, diabetes, Lp
(a) serum levels and lesions were with recurrent MI at
long term. The coexistence of Lp(a) level > 30 mg/dL showed an incremental risk stratifi-
cation capability, supporting its implementation for long-term prognostic assessment in
this high-risk clinical setting. © 2021 Elsevier Inc. All rights reserved. (Am J Cardiol
2021;159:44-51)

Kongyong Cui**%, Hao-Yu Wang "**!, Dong Yin#*%, Chenggang Zhu"***
Weihua Song'***, Hongjian Wang '***, Lei Jia"***, Dong Zhang "***, Ci
Lel Feng "*** and Kefei Dou"**

Cardiometabalc Medicine Cente; Depariment of Cardilogy; Fawa Hospit, Nationg Abstract
e Academy of Medical Sciences and Peking Uinion Medical Colege, Beiiig
of Gardiology. Fuwal Hospitai, National Center for Cardiov

Medical College, Befing, C

Background: Elevated lipoprotein(a) (Lplal) is a risk factor for first atherosclerotic thrombosis events, but the
role of elevated Lp(a) in secondary prevention is controversial. This study aimed to retrospectively investigate
the influence of elevated Lp(a} leveis on the prognosis of patients with coronary artery disease

ith

advances in p strategies, and PCI are routinely collected
primary percutaneous coronary intervention hy real-world registries, but their prognostic performance at

ST-segment elevation myocardial infarc- long term is still poorly known. Against this background,
il associated with a hxgh risk of death we aimed at investigating the predictors of recurrent MI in
“In previous  a contemporary population with STEMI who received pri-
e had a myoc:u'dml infarction (Ml) mary PCI treatment.

Methods: The team collected and compared clinical information of patients hospitalized during percuta-
neous coronary intervention (PCY). This study used a multivariate logistic regression model to evaluate the
relationships between Lpla) levels, cardiovascular risk factors, and the prognosis of caronary artery disease
in patients undergoing PC
Results: There were no ignificant between patiant d according to Lp(a) level
in terms of sex; age; body mass index and obesity; hyp ; smoking; cardiac ; acute myo-
cardial infarction; multivessel lesion; in-stent restenosis; secondary PCI; apolipoprotein Al level; incidence of
high total or high low-d lipoprotein ; or family history of hypertension, diabetes,
or coronary artery disease. The average Lp{a) did not decrease after 1
ear of statin treatment after PCI. One year after patients began statins, there were no significant ditferences
tween Lpla) groups in the incidence of high triglycerides (P=.13), high total cholesterol (P=52), or high
density lipoprotein cholesterol (P=.051). Multivariate logistic regression analysis indicated that diabetes
) was associated with in-stent restenosis, whereas diabetes (P=.02) and multivessel lesions (P< .00
ociated with secondary PCl in patients who underwent coronary angiography 1 year after £4
ith normal Lpa) levels, high Lp(a) levels did not significantly increase the incidence of i
acondary PCl in patients who underwent coronary angiography 1 year after PCI
goed high concentrations of Lpfa) did not significantly increase the incide
PC| in patients who underwent coronary angiography 1 year afte

treated acute coronary syn
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Methods

This was an observational, single-center, cohort study
including consecutive patients who underwent primary PCI
at our Institution. From February 2014 to June 2019, all
consecutive patients with STEMI who underwent urgent/
emergent coronary angiography at the University Hos)
of Salerno, Italy, were prospectively collected in the institu-

ACS register. Only drug-cluting stent (DES) was
the study period. Patients who underw

restenosis; ipoproteinia); percutaneous cod

Abstract

Background: Lipoprotein(a) [Lp(a)] was positively associated with recurrent ischemic events in pa-
tients with acute coronary syndrome (ACS). This study was performed to investigate the effect of Lp(a)
levels on outcomes of dual antiplatelet therapy (DAPT) > 1 year versus DAPT < 1 year after percutane-
ous coronary intervention (PCI) in this population.

Methods: A total of 4,357 ACS patients who were event-free at 1 year after PCI were selected from
the Fuwai PCI Registyy, and patients were stratified into four groups according to DAPT duration
(< 1year vs. > 1year) and Lp(a) levels (< 30 mg/dL vs. > 30 mg/dL). The primary endpoint was major
adverse cardiovascular and cerebrovascular event (MACCE), defined as a composite of cardiac death,
myocardial infarction or stroke.

Results: After 2.4-year follow-up, the incidence of MACCE (hazard ratio [HR)], ... 0.284, 95% con-
Jidence interval [CI] 0.115-0.700; HR pry 0.351, 95% CI 0.164-0.751) were significantly reduced in
DAPT > 1 year group than that in DAPT < 1 year group in individuals with elevated Lp(a) levels.
However, in individuals with normal Lp(a) levels, no statistically difference was found between these twa
groups in terms of MACCE, although the risks of all- death and definil bable stent thromb
were lower in DAPT > 1 year group. Notably, the risk of clinically relevant bleeding did not statistically
differ between these two groups tn individuals with different Lp(a) levels.

Conclusions: This study firstly demonstrated that extended DAPT (> 1 year) was statistically associ-
ated with lower risk of ischemic events in ACS patients with elevated Lp(a) levels after PCI, whereas
this association was not found in individuals with normal Lp(a) levels. (Cardiol ] 2024; 31, 1: 32-44)
Keywords: lipoprotein(a), acute coronary syndrome, percutaneous coronary
intervention, drug-eluting stent, dual antiplatelet therapy, prognosis
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ABSTRACT

Background. TUp (a) Vevels are assoc
ember 2021 going percutaneaus coronary intervension (PC1). However,theve ae iited stalesovesigating ssocation be.
“ 2 tween Lp (a) levels and long-term outeomes In the efa of new it ).
y 0 Methds: A total of 495 patierts with avaiable data on Lp (a de tovo lesions with new

2013and 2017, The p ajor

e evene (ACE) which wasdefined 54 composie o carkacdeah.myocinhal e, sten vombosts
et and ew lesions during 3 years. Paterés were

dvided into 2 b () leve: high 230 mydL: 1 = 109) and low |

e Dol g hiteg 30 mgdL>: 0 = 386) regression analysts was performed » for J-year

.
Results; The incidence of 3-year MACE was significantly higher in high Lp () group than low Lp (a) group
(33.0%vx 15.9% p < 0.001). Multivariable analysis showed that Lp (a) Jevel of 230 mgdL was an indepen
dent predictor for 3-year MACE (HR 201, 9531 1.30-3.11, p = 0,002
Conlusion: High Lp (a) level was associated with worse long-term outcome even in the era of new gener
ation DES,

2022 Japanese College o Cardiology. Published by Elsevier Lid. Al rghts reserved Al ighes reserved.

Introduction [6-11] and Lp (a) is one of the residual risk factors [12-15]. However,
there are limited data on long-term outcomes in ew generation DES
New generation drug-eluting stents (DES) provide better clinial out-  era, High Lp (a) level may be associated with worse long-term outcome
comes, including lower incidence of in-stent restenosis (ISR) or stent  even for patients with new generation DES implantation. The present
thrombosis (ST), than balloon angloplasty, bare metal stents (BMS), or study was undertaken to assess whether the Lp (a) level could predict
first-generation DES because of their improved stent technologies [ 1-4].  cardiovascular events after POl with new generation DES,
Management of low-density lipoprotein cholesterol (LDL-C), mainly
with statin therapy, also provides better fong-term outcomes in the era
of new generation DES. However, cardiovascular events ocur frequenty
even after lowering LDL-C level Lipoprotein (a) (L
form of low- hthe large pl
(a)is
like u'wuml by, ge [5]. Several linical
sudies have demonstrated that high Lp (a) levels are associted with
reomes in patients undergoing percutaneous coronary
rvention (PC1) with balloon angioplasty, BMS, or first-generation DES
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Methods

This study was a retrospective, observational single-center study.
Among consecutive patients with coronary artery disease who un.
derwent PCl at Hyogo College of Medicine from January 2013 to
December 2017, 495 patients were enrolled in this study. Inclusion
criterla were as follows: 1) patients undergolng PCI for de novo le-
sions with new generation DES; 2) patients with available data on
Lp (a); and 3) surviving patients at discharge. Patients were divided
|||mlvaoupnmmlmwla\|\Irvr1 .mp ) group (230 mg/dL.
= 386). Because the




6. :Qué ocurre con las estatinas y la elevacion de la Lp(a)?
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6. :Qué ocurre con las estatinas y la elevacion de la Lp(a)?

Statin treatment increases lipoprotein(a) levels in subjects
with low molecular weight apolipoprotein(a) phenotype
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