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Abstract

Background: Coronary Artery Disease (CAD) is a major cause of mortality in most countries. Many risk factors
such as high blood pressure, hyperlipidemia, diabetes, age, sex, obesity, smoking, and family history play a role in
CAD. The aim of this study was to evaluate the concentration of Total Sialic Acid (TSA) and Lipid Profiles (LP)
with the Severity of the Vessel in patients with non-smoker and diabetic CAD, so that by measuring these
parameters, effective help for diagnosis and prevention for healthy people Prone to CAD, and also control the
treatment of patients.

Methods: In this study, 200 individual including 160 patient and 40 control group were considered. All patient
groups were non-smokers and diabetic. Patients were divided into 4 groups according to the results of angiography:
Patients with Normal angiography (n = 40) with one eclipse (n = 40), patients with double stenosis (n = 40) and
patients with eclipse Three vessels (n = 40). The control group was chosen from people who had no history of CAD
and other diseases. The lipid profile was measured by standard methods and serum total sialic acid was measured by
ELISA method.

Results: There was no significant difference between the two groups in age and sex, but there was a significant
difference in family history (p<0.05). There was a significant difference in serum glucose level between the patient
and the control group (p<0.05), Also hs-CRP serum levels were normal in two patient and control groups. Serum
levels of cholesterol, triglyceride and LDL in patient group were significantly higher than that of the control group
but HDL serum level was adverse (p <0.05), Also TSA serum level in the patient group was significantly higher than
the control group (p<0.05).

Conclusion: Serum Total Sialic Acid level in non-smoker and diabetic CAD patients has a significant increase
compared to the control group. It seems that the above biochemical parameters contribute significantly to the
development and progression of atherosclerosis and CAD, by which timely measurements of these parameters in
healthy individual probably can be helpful in preventing and improving CAD and controlling the treatment of patients.
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