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Summary

Introduction: Adhesion molecules, specially ICAM-1, play a
major role in early stages of atherosclerosis. There is a soluble
form of ICAM-1 called sICAM-1 can be measured in plasma. Its
levels are elevated in atherosclerotic patients, also elevated
levels of sICAM-1 are found in type 2 diabetic patients.

Study Aim: The study aim was the evaluation of the relation
between serum sICAM-1 levels and atherosclerosis with/without
coexistence of type 2 diabetes.

Materials and methods: the study included 85 person divided
into 4 groups: type 2 diabetic atherosclerotic patients (24
patients), type 2 diabetic nonatherosclerotic patients (20
patients), nondiabetic atherosclerotic patients (20 patients),
control group (21 person). Serum levels of sICAM-1, glucose,
total cholesterol, LDL, HDL, triglycerides were measured.

Results: Levels of sICAM-1 were significantly elevated in
diabetic atherosclerotic patients compared to diabetic patients
and atherosclerotic patients and control group. Levels of
sICAM-1 were also significantly elevated in atherosclerotic
patients compared to diabetic patients and control group.
Levels of sICAM-1 were also significantly elevated in diabetic
patients compared to control group. There was a positive
correlation between sICAM-1 levels and fasting glucose levels
and BMI values in diabetic atherosclerotic patients and diabetic
patients. There was also a positive correlation between sICAM-
1 levels and number of stenosed arteries in atherosclerotic
patients and diabetic atherosclerotic patients. There was a
positive correlation between sICAM-1 levels and triglycerides
levels and a negative correlation between sICAM-1 levels and
HDL levels in atherosclerotic patients.

Keywords: atherosclerosis, type 2 diabetes, soluble
intercellular adhesion molecule-1, sSICAM-1.
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