§

CarMeN

-®s- T2D triggers distinct a cardiac transcriptomic

Cardiovasculaire, Metabollsme Diabétologie et Nutrition

B=c=m Signature in patients with aortic stenosis ...=...

Maelle CHERPAZ*?2, Emmanuelle MEUGNIER*?, Gaultier SEILLIER*!, Camille AMAZ?, Romain PIERRARD?3, Lara CHALABREYSSE!, Chloe MAY?, Stephanie CHANON?, Camille BRUN!,
Nathan MEWTON?, Cyrille BERGEROT??, Melanie PAILLARD?! & Helene THIBAULT?2

T g

IINSERM U1060 CarMeN Bron-France, ’Louis Pradel Hospital Bron-France,>CHU Saint-Etienne

Introduction and experimental design

Cf

Type 2 .m,
diabetes -
a

A
l LV Remodeling

Aortic
stenosis

a?>

Objective: To identify the mechanisms associated with T2D-
B “overond induced LV dysfunction and remodelling.
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Inclusion criteria: ﬂ

* Men and women > 18 years old

* 34 T2D and 50 Non-diabetics

* |solated severe aortic stenosis < 1cm?
* LVEF> 50% without overt heart disease
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