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Abstract: Objective To observe the correlation between the glycosylated hemoglobin concentration and
carotid atherosclerosis in patients with type 2 diabetes complicated with hypertension so as to study the risk fac-
tors of carotid atherosclerosis in patients with type-2 diabetes complicated with hypertension. Methods The
measurements of the glycosylated hemoglobin, blood fat, hepatic and renal function were performed. The ca-
rotid arteries were examined by color Doppler ultrasonography. All the subjects with diabetes complicated with
hypertension were divided into 3 groups based on the glycosylated hemoglobin level, namely, Hb Alc<<7
group, 7<<Hb Alc<<9 group and Hb Alc>9 group. The carotid plaque rating scores were calculated, the
plaque distribution, property and detection rate were recorded, and a statistical analysis was done for all data.

Results As the glycosylated hemoglobin rose, the carotid plaque rating scores increased. Compared the ca-

rotid plaque scores of Hb Alc=>9 group with the Hb A1c<{7 group, there was statistically significant difference
( P <<0.01). But comparison of the plaque detection rate, the distribution and the property among the three
groups showed that there were no statistically significant differences in all the three groups ( P >>0. 05). The
Spearman correlation analysis results showed that the low-density lipoprotein and glycosylated hemoglobin were
correlated to the plaque score. The two variables were included into the multi-factor linear regression model
and the results showed that, the carotid plaque score was positively correlated to the glycosylated hemoglobin
concentration, and was negatively correlated to the low density lipoprotein concentration, and the differences

were all statistically significant( P <Z0. 01). Conclusion The glycosylated hemoglobin concentration of the
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patients with diabetes complicated with hypertension is positively correlated to their risks of carotid plaque,

which suggests that a more positive goal of blood glucose control should be recommended for this specific popu-

lation in order to reduce the occurrence of carotid plaque. In clinical practice, the patients who have an elevated

glucose level should be paid with a considerable attention in order to conduct a positive risk stratification man-

agement and to control the level of glycosylated hemoglobin, a vigilance should be maintained in respect to the

occurrence of cardiovascular and cerebrovascular adverse events.
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