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INTRODUCTION Identification of flow sensitive proteins

Intracranial aneurysms: Physiopathology: ARHGEF18 Guanine nucleotid exchange
vascular abnormalities pressure  * €ndothelial dysfunction factors (GEF)
occurring at bifurcations of * inflammation Activator of Rho proteins
cerebral arteries affecting » molecular mechanisms at play mostly Well described in epithelial cells
3% of the general shearswess  UNKNOwWN Cell-cell adhesion
population. Matrix adhesion

assoclated with altered hemodynamics Cell migration

ROS formation

AIM : understand the role of a mechanosensitive GEF, ARHGEF18, in endothelial cell biology

METHODS ARHGEF18 activity is flow sensitive ARHGEF18 expression is restricted to arteries
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ARHGEF18 controls EC adhesion and migration

ARHGEF18 contributes to EC alignment with the flow and tight junction formation
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