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However, there is only minimal direct evidence about

nucleus of the solitary tract, and the inferior olive, and

the effects of GLP-1 on oxidative stress-induced HTN .

so, its activity makes potent inotropic effects leading to

Koren and coworkers demonstrated that sitagliptin

more HR and BP.
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T2DM.

GLP-1

stress-dependent

sympathetic activity in human. So it is strongly
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function of the cardiovascular system.
demonstrated that GLP-1 receptor activation protects
endothelial cells by upregulating NO synthesis. Ding
and Zhang showed that the GLP-1 agonist induced NO
mRNA expression and improved NO synthesis in
endothelial cells of the umbilical vein. found that GLP1 receptor activity is associated with endothelial NO
synthesis and improvement in microvascular blood
flow [81]. Moreover, Dong and colleagues reported
that GLP-1 acutely stimulated eNOS phosphorylation.
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