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Investigation of vascular smooth muscle proliferation by glucose
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Diabetes is a risk factor for atherosclerosis and the prevention of atherosclerosis
is very important. We investigated the effects of GLP-1 receptor agonists (Ex—4) on
vascular smooth muscle cells. Ex—4 attenuated neointimal formation after wire injury
in mice. We demonstrated that the decrease in smooth muscle cell proliferation with
Ex-4 may contribute the prevention of atherosclerosis. These unique effects of GLP-1R
agonist may help design new therapies for cardiovascular disease in patients with
type 2 diabetes.
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