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Groupe 1 : antécéedents fa\ljﬁiaux

29EN= @ = Parent du 1" degré a\ée& ‘maladie coronarienne ou vasculaire 1
A prématurée {hommp\ﬂ 95 ans, femme < 60 ans)
= Parent au 1¢ deeﬁre avec LDL-C > 95° percentile 1
= Parent au 1ﬂ’<€égre avec xanthomes tendineux et/ou arc cornéen
= Enfant <01>§’ ans avec LDL-C > 95° percentile g

D UtC h SCO re Grog\w‘Z : antecédents personnels

aladie coronaire prématurée (homme < 55 ans, femme < 60 ans)
. Artériopathie oblitérante des Ml ou cérébrale prématurée 1 &

%

Groupe 3 : signes cliniques 18
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X = Xanthomes tendineux &
= Arc cornéen avant 45 ans c,;\\é‘::t

https://www.fh scogpﬁ’%.e u/ Groupe 4 : résultats biologiques (LDL-cholestérol)
s =>330g!  (>85mmoll) 9
&° = 2,50 — 3,29 g/l (6,5 — 8,4 mmoll) &
v = 1,90 — 2,49 g/l (5,0 — 6,4 mmol/) &
= 1,55 -1,89 g/l (4,0 — 4,9 mmol/l) °

Groupe 3 : analyses génétiques X
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CENTRAL ILLUSTRATION: Results of FH Genetic Screening Programs
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20%1 £ 20%- Q,‘Q'Q
== & 0 .129&
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& o
10% Q 10%- @
% a0 \Z
el A&
5% 5% Probable N
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Examens cliniques + évaluation par le scogé‘\ode Dutch chez I'adulte (Dutch Lipid Clinic Network)
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1¢re étape & N
%& La sévérité de I'hypercholestérolémie requiert le plus souvent l'utilisation des statines les plusepwssantes
&6\‘ (atorvastatine et rosuvastatine) aux doses maximales tolérées {,\\Q}\‘?’
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Recommandations NSFA. Farnier et al. Presse Med 2013; 42: 930-50
Consensus Européen. Nordestgaard et al. Eur Heart J 2013; 34: 3478-90




Lifetime Risk of ASCVD (%)
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a) et maladie cardiovasculaire: quel seuil?

Lp{a) 150 mg/dL (350 nmaol/L)

Lp{a) 100 mg/dL {230 nmal/L)
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Kronenberg et al. Eur Heart J 2022; Tsimikas et al. ] Am Coll Cardiol. 2017
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2@2&@5@ Qwand doser la Lp(a)?
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Dyslipidemia management and CVD prever@mn guidelines recommend considering Lp(a) testing for a variety of
patients for ASCVD risk assessment: oc°
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S patients of premature turet X i
S I premature (when further r|sk<\<° LDL-C-lowering
S lifetimes ASCVD ASCVD .
Gwdellnes stratification wou@b e therapy
beneﬂmq@ (statin resistance)
AACE/ACE g@ﬁé’o rrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrr @ @ &Og rrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrrr &
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* 6\0
ESC/EAS (2016/19/22)569" & & % o Qe
HEART UK (2019)7" o (i & [ e
CCS (2021)8" @ [ — A = |/ — —
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0 = guidelines recommend considering Lp(a) testing in this setting @"’OOQ
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*Synopsis of guideline recommendations — please refer to the notes for full details. ”Premature’ defined as ASCY¥D occurring in males aged <55 years or females aged <65 years.1-°

*Recommended once in each person’s lifetime in 2019 dyslipidemias guidelines, > but not in 2016 CVD prevention guidelines.® See notes for abbreviations and references.
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* Lp(a) transporte er,,lafi@ron 30% de LDL-c

&
* Si LDL-c éleyé&(malgré traitement): possible FH? ,@e*?"’&e
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e Si pg,sgoi\ble FH sur LDL-c élevé (en post-SCA): dosagg«d@e la Lp(a)!!
* Si Lp(a) élevée: LDL-corrigé: o
3
LDL-cholestérol (g/L) - [Lp(a) (g/L) £0,30]
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Chan, Clin Chem 2019; Hamasaki et al, Cardiol Res, 2020
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Thresholds that are considered Effects of several drugs/procedure on Lp(a) levels'
important for reducing Lp(a)- K3
associated CV risk'-3 6,/\° : ©
@ 2\

(<30 mg/dL) U.S. & CN normal levels, '%q}“ : Desired reduction to decrease 0(‘\@

represents negligible risk for CVD and.,@‘ 1 Lp(a)-mediated CV risk: (= —70%) &P

o W
CAVS & c ! %
Ve e

B (<50 mg/dL) Mentioned in severa[o° '% < : Apheresis: -30 to —35% QJQ%

guidelines X £ : ((;q,@

S@‘E °
gﬁ;‘;ﬁseesr;t in the 2019 Ebo AS R G | Niacin, PCSK9 mAD, CET&@ Mipomersen:
1) I _14to - 30%

W (<60 mg/dL) Cutoff 1ge” ] ! KQ<°

apheresis ellglbllmﬁm £ | e Statins: % +20%

Germany and L&if( | <0

1 )
% increasetd%crease in Lp(a) 1 QQ\G
levels frof hypothetical baseligg Hypothetés%l patient with a baseline Lp(a) of 150 mg/dL
o
100 150 &0 200 250 300
Lp(a), mg/ei®
O -
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Novel RNA-targeted therapies, such as antisense oligonucleotides and smaljg??terfering ARN, have the potential to reduce Lp(a)
to levels whereby the risk of Lp(a)-mediated CVD is relatively low in mosto gé%ients1

CETPI, cholesterol ester transfer protein inhibitors; CV, cardiovascular; CVD, cardiovascular disease; EAS, European Aiherosclerosis Society; ESC, European Society of Cardiology; Lp(a),
lipoprotein(a); mAb, monoclonal antibodies; PCSK9, proprotein convertase subtilisin/kexin-type 9; RNA, ribonucleic acid.
1. Tsimikas S. J Am Coll Cardiol. 2017;69:692—711. 2. Grundy SM, et al. Circulation. 2019;139:e1082—e1143. 3. Wilson DP, et al. J Clin Lipidol. 2019;13:374-392.




20ENS ™

* Suspicion Hyperchﬁiesterolemle familiale
e LDL élevé sans@h‘“yperTG associée (1,9g/L ou 1,6g/L) &
* LDL élevé daaﬁs la famille et depuis I'enfance £
* Prise engharge plus intensive (déja en prévention primaire) &
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. Dosasgé Lp(a) 5
-&”ﬁinteret en post-SCA + hypercholestérolémie &

* Exclure hypercholestérolémie familiale &

* Risque résiduel, nouveaux thérapeutiques &




