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Glucagon-like peptide-1 (GLP-1) is an incretin hormone 

secreated by L cells of the GIT in response to nutrient intake and 

plays a major role in glucose homeostasis by stimulating insulin 

secretion, suppressing glucagon secretion, inhibiting gastric 

emptying, and reducing appetite and food intake. This hormone 

exerts its effects through interaction with G-protein coupled 

receptors. The GLP-1 receptor is widely expressed throughout the 

body (a- and P-cells in the islets of pancreas, other parts of the 

gastrointestinal tract, central and peripheral nervous systems, 

heart, kidney, and the lung). 

In patients with type 2 diabetes mellitus, the incretin effect 

is reduced or even absent due to significant, reduction in meal-

stimulated levels of GLP-1. Therapeutic efforts have been focused 

on the development of GLP-1 receptor agonists, which would 

appear to be ideal therapeutic agents for use in patient with type 2 

diabetes. Incretin mimetics, exenatide and liraglutide, which are 

GLP-1 receptor agonists resistant to DPP- IV degradation, and the 

DPP-IV inhibitors (the gliptins), which potentiate the effect of the 

endogenously secreted incretin hormones by competitively 

inhibiting the enzyme responsible for their degradation 

The incretin mimitics have effects extending beyond their 
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Introduction 

Glucagon-like peptide-1(GLP-1), is a gut incretin 

hormone that stimulates insulin secretion and also activates anti 

apoptotic signaling pathways in pancreatic cells (Bose et al., 

2005). Glucagon-like peptide-1 has been shown to exert a direct 

cytoprotective effect via inhibition of apoptosis directly in 

target cells expressing the GLP-1 receptors (Redondo et al., 

2003). It has been demonstrated that GLP-1 has receptors in the 

heart through which it exerts physiologically important effects 

on cardiac function (Holst, 2007). In the resting state, GLP-1 

may inhibit the myocardial contractility, but after cardiac injury 

GLP-1 has constantly increased myocardial performance. It 

enhances insulin secretion and may enhances myocardial 

performance via the combined effects of enhanced insulin 

secretion and stimulation of p70sb kinase pathway (Zarich, 

2005).  

GLP-1 has been shown to markedly reduce post prandial 

levels of glucose, triglycerides and free fatty acids and increase 

HDL levels in diabetics and non diabetic subjects. With this 

ability to reduce postprandial glucose excursion, it could be a 

promising agent for improving cardiovascular prognosis 

(Riddle and Drucker, 2006).  
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It is important to demonstrate that the effects of GLP-1 

are not restricted to the pancreas and the gastrointestinal tract. 

In patients with heart failure, GLP-1 when given intravenously 

has been shown to improve the ejection fraction and regional 

wall scores trough its cardiac receptors, dilate the pulmonary 

artery and has a diuretic effect (Sokos et al., 2006). Patients 

with type 2 diabetes mellitus are considered at high risk for 

cardiovascular disease. (Song and Hardisty, 2008) and are 

characterized by a deficiency of GLP-1 (Nauck et al., 2004). 

Whether the GLP-1 deficiency is the link between type 2 

diabetes mellitus and the development of ischaemic heart 

disease in need for further study. 

Aim of the work 

To measure the plasma levels of GLP-1 in patients with 

ischemic heart disease, both those with type 2 diabetes mellitus 

and those who are non- diabetic and to assess the role of GLP-1 

in the development of ischemic heart disease. 

Subjects and Methods 

 Subjects  

This study will be conducted on 54 subjects who will be 

selected from the outpatient clinic of cardiology department and 

the endocrinology unit of internal medicine departement, Ain 


