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Correlation between the level of glycosylated hemoglobin and the formation of carotid atherosclerosis
plaque in patients with diabetes mellitus by high frequency probe
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Hubei Polytechnic University » Huangshi, Hubei 435000, China)
Abstract; Objective To investigate the correlation between glycosylated hemoglobin and carotid atherosclerosis plaque in pa-
tients with diabetes mellitus by high frequency probe. Methods Patients with diabetes treated in our hospital from March 2015 to
August 2016 were selected as the research object, According to the criteria of plaque classification, the combined plaque group was
divided into class [ , Il and [l[. Compared with patients without plaque and plaque and plaque in patients with different levels of
blood glucose,differences in HbAlc levels and levels of inflammatory cytokines in diabetic patients,analysis of the correlation be-
tween glycosylated hemoglobin level and carotid atherosclerosis plaque classification. Results The level of fasting blood glucose,
blood glucose, glycosylated hemoglobin, interleukin(I1.)-18) ,11.-6 and high sensitive C reactive protein (hs-CRP) were higher in pa-
tients with carotid plaque group than those without carotid plaque group; Three groups of fasting blood glucose, postprandial blood
glucose, glycosylated hemoglobin,I1.-18,11.-6 and hs-CRP levels from high to low were class [l ,class [I and class | ; The grade of
carotid artery plaque in patients with diabetes was positively correlated with the levels of fasting blood glucose, postprandial 2 hours
blood glucose,glycosylated hemoglobin,I1.-18,11.-6 and hs-CRP. Conclusion The level of glycosylated hemoglobin and inflammato-
ry cytokines in diabetic patients with carotid atherosclerosis plaque were higher,and the correlation between the levels of plaque and
glycosylated hemoglobin was closely related.
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