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[Abstract] Objective To investigate the correlation between carotid artery disease and glucose metabolism
in patients with ischemic cerebrovascular disease. Methods one htundred and eighty-seven patients with carotid ar-
tery plaque, in which blood cholesterol and triglycerides showed no statistically significant difference, were selected
and observed. According to test results and medical history, the patients were divided into three groups: normal glu-
cose tolerance group (NGT group, n=47), combined impaired glucose tolerance group (IGT group, n=68) and the dia-
betes group (T2DM group, n=72). The gender, age, complications, and test results were compared between the three
groups. Results The number of cases was significantly higher in T2DM group and IGT group than NGT group. The
proportion of smokers, the proportion of high blood pressure, BMI and WHR were significantly higher in IGT group
and T2DM group than NGT group. The levels of fasting glucose, postprandial blood glucose, C-reactive protein
showed statistically significant difference between the three groups, which was the highest in T2DM group, then IGT
group and lowest in NGT group, showing a positive correlation with the carotid artery plaque. Conclusion Abnor-
mal glucose metabolism is the independent risk factors of carotid artery disease, as well as hypertension, smoking,
CRP, BMI, and WHR.
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