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Analysis of Influencing Factors of Type 2 Diabetes Complicated with Lower Extremity Arterial Occlusive Disease. Xu Jianping , Xiao Xin-
hua , Feng Baoyu. Department of Endocrinology, Peking Union Medical College Hospital, Peking Union Medical College, Chinese Academy
of Medical Sciences, The Ministry of Health Key Laboratory of Endocrinology, Beijing 100730, China

Abstract Objective To study the risk factors for the onset of diabetic lower extremity arterial occlusive disease. Methods Pa-
tients with type 2 diabetes mellitus with lower extremity arterial occlusive disease who underwent surgery in the Department of Vascular
Surgery, Peking Union Medical College Hospital from 2002 to 2016 were selected as the study group. The patients with type 2 diabetes
mellitus and no lower extremity arterial disease were selected as the control group. We monitored the patients’blood pressure, blood sugar
and blood lipids, and explored the risk factors associated with lower extremity arterial occlusion in diabetic patients. Results A total of
54 patients in the study group and 52 patients in the control group were included in the study. There were no significant differences in gen-
der, age. Body mass index of study group was lower than the control group. The course of the patients in the case group was significantly
longer than that in the control group. There was no significant difference in fasting blood glucose between the two groups. The blood glu-
cose of case group was significantly higher than the control group at two hours after breakfast, lunch and dinner. The systolic blood pres-
sure of case group was significantly higher than the control group,but there was no significant difference in diastolic blood pressure. There
were no significant differences in cholesterol and triglyceride levels between the two groups, and higher density cholesterol was lower in the
study group than in the control group. Logistic regression analysis showed that the risk of lower extremity arterial occlusion in diabetic pa-
tients increased with the prolongation of the course of disease, the increase of blood sugar after breakfast, the decrease of high density lipo-
protein level and body mass index. Conclusion Patients with type 2 diabetes mellitus complicated with lower extremity arterial occlusive
disease had longer duration of diabetes, poor glycemic control, and mainly postprandial hyperglycemia. Systolic blood pressure increased
more significantly. The level of high density cholesterol in the lesion group was significantly lower. The prevention of diabetic lower ex-
tremity arterial occlusion requires comprehensive treatment of lowering blood sugar, lowering blood pressure and regulating blood lipids.
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