Plagues carotidiennes vulnérables :

ou en sont les études ?
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Atherosclerosis: an inflammatory disease. Ross R. NEJM 1999
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Participation des LDL oxydées al’ athérogenése
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Angiogenese dans les Iésions précoces : role des CML
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Ho-Tin-Noé et al Atheroma Lipids Trigger Intramural Angiogenesis (Circ Res. 2011;109:00-00.)
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Hémorragies intra-plaque
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Globules rouges comme source de cholesterol

Fibroatheroma, Late-Stage Necrosis
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Hémorragies intra-plague et
vulnérabilité a la rupture

Histolgie

IRM
(Takaya N & Hatsukami TS 2005)




Athérothrombose sténosante vs dilatante
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Athérosclérose carotidienne

Anévrysmes de I'aorte abdominale (AAA)
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Athérothrombose : activites proteases
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Protéolyse péericellulaire = mort par apoptose
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AAA et thrombus mural

wall — =

thrombus

lumen
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Hypothese

- thrombus d’AAA contient des proteases (systeme fibrinolytique + autres)
- neutrophiles : sources de protéases
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In vivo, rat
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CD163 : scavenger de I’hémoglobine

@ European Heart Journal (2012) 33, 252-263 BASIC SCIENCE
EURDFEAN doi:10.1093/eurheartjfehr123
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In vitro and in vivo evidence for the role of elastase
shedding of CD163 in human atherothrombosis

Juan Antonio Moreno!, Almudena Ortega-Gémez!, Sandrine Delbosc/,
Nathalie Beaufort!, Emmanuel Sorbets!2, Liliane Louedec],

Marina Esposito-Farese >4, Florence Tubach®45, Antonino Nicoletti®5,
Philippe Gabriel Steg"?%3, Jean-Baptiste Michel’2*, Laurent Feldman"2%5,
and Olivier Meilhac!56*
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Table 2 Plasma concentration of sCD163 and a1-AT/HLE

ACS (n = 42) SAP (n = 28) NA (n =21)
sCD163 (ng/mL) 593.2 (264.6)* 543.4 (205.9)** 396.8 (159.6)
o1-AT/HLE (ng/mL) 51.8 (40.5) 44.6 (27.4) 33 (17)

Results are expressed as mean; standard deviation is indicated in parentheses.

*Global comparison assessed by ANOVA. Non-parametric Kruskal—Wallis test was used for comparisons of sCD163 levels: ACS vs. MA.
*P = 0.02 (ACS vs NA) after adjustment by Hochberg's method for multiple comparisons.

P = (.02 (SAP vs NA), after adjustment by Hochberg's method for multiple comparisons.
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Figure 6 Positive correlation between elastase/a1-AT complexes and sCD163 in patients with acute coronary syndrome (ACS, n= 42)

(A) and in patients with stable angina pectoris (SAF, n = 28) (B).
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Marqueurs d’Athérothrombose chez le Diabétique (MADI)
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pourquoi plus d’hémorragie chez le diabétique ?
hypothese du microbiote parodontal

détection in situ des parodonto-pathogenes (PCR)
guantification des anticorps anti-bactéries parodontales
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Take home message

- grande hétérogénéite des plagues

- macrophages ou cellules musculaires lisses, quels coupables ?
- globules rouges comme source de cholestérol

- Inflammation chronique ou aigué ?

- microbiote : declencheur de rupture ?
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