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ID

age (years) 11 111:2 1:3 1:4 1n:5 11:6
Total cholesterol in mg/dL + CVD 68 63 64 tcancer 76
LDL cholesterol in mg/dL (56) 257 146* 197* 160
*values on treatment 177 68* 119* 97
CVD (years) CVvD

IV:5 Vi1 IV:6 IV:2 IV:7 IV:3 IV:4 IV:8 IV:9 IV:10 IV:11
+tcancer 48 46 42 37 36 44
232 155 285 296 161* 295
154 84 211 205 99* 202

V:l V:2 V:3 V:4 V:5 V:6 V:7 V:10
22 20 15 19 14 17 10
183 207 136 159 129 198 244
77 100 75 89 64 124 172

Carriers of p.(Ala62Asp)

:I Carriers of p.(Pro467Ala)

Non carriers of p.(Ala62Asp) and
p.(Pro467Ala)
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Lipids and CVD Risk

 Increasing plasma LDL increases relativerisk of CHD
« A 30 mg/dL 1 in LDL is associated with ~30% 1 CHD risk
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Grundy SM et al. Gira#ation. 2004;110:227-239. 4
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Réduction du LDL-C

Pourcentage moyen de variation du LDL-C en fonction de la
posologie des statines (aprés 8 semaines de traitement)
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Relation between the proportional reduction in
MAJOR VASCULAR EVENTS (MVE) and mean absolute LDL-C
reduction in 14 statin trials
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Lancet 2005; 366: 1267-78
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Proportional effects on MVE per mmol/L LDL-C reduction

No. of events (% per annum)

RR (CI) per mmol/L

Outcome Statin Control LDL-C reduction

Non-fatal M| 2310 (0.9) 3213 (1.2) B 0.74 (0.69 - 0.78)
CHD death 1242 (0.5) 1587 (0.6) . 5 0.80 (0.73 - 0.86)
Any major coronary event 3380 (1.3) 4539 (1.7) @ 0.76 (0.73- 0.79)
CABG 816 (0.3) 1126 (0.4) I 0.76 (0.69 - 0.83)
PTCA 601 (0.2) 775 (0.3) —— 0.78 (0.69 - 0.89)
Unspecified 1686 (0.6) 2165 (0.8) 2 B 0.76 (0.70 - 0.83)
Any coronary revascularisation 3103 (1.2) 4066 (1.6) 0.76 (0.73 - 0.80)
Ischaemic stroke 987 (0.4) 1225 (0.5) | 0.80 (0.73 - 0.88)
Haemorrhagic stroke 188 (0.1) 163 (0.1) ——=—— 1.10(0.86 - 1.42)
Unknown stroke 555 (0.2) 629 (0.2) 1 0.88 (0.76 - 1.02)
Any stroke 1730 (0.7) 2017 (0.8) @ 0.85 (0.80 - 0.90)
Any major vascular event 7136 (2.8) 8934 (3.6) 0.79 (0.77 - 0.81)

M- 99%or < | > 9s%Cl 05 075 1 1.25

Statin better Control better

Lancet 2010; 376: 1670-81
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Event Rate (%)

LDL-C mean percent change
from baseline
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Le cholestérol est causatif de I'athérosclérose

L’nhypercholestérolémie familiale: un film en accéleré
d'apparition des plagues d'athérome et des
complications CV.

Le récepteur au LDL est au centre du jeu.

Les stratégies hypocholestérolémiantes (statines,
ezetimibe, PCSK9i) visent toutes a abaisser le LDL-C
et retardent la survenue d’ événements CV.

Un risque résiduel persiste



