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Investigation on Glycemin Control in Type 2 Diabetes Patients with Lower Extremity Arterial Occlusive Disease Xu Jianping ,Xiao Xinhua.
Department of Endocrinology, Peking Union Medical College Hospital, Peking Union Medical College, Chinese Academy of Medical Sci-
ences, Beijing 100730, China

Abstract Objective To investigate the status of glycemic control in a group of type 2 diabetes mellitus patients combined with pe-
ripheral arterial disease before and after operation. Methods Patients with lower extremity arterial occlusive disease who were in charge in
vascular surgery of Peking Union Medical College Hospital from 2002 to 2012 were involved. Type2 DM out patient without lower extremity
arterial occlusive disease were involved as control. We measured blood pressure,blood glucose and blood lipid. Fasting,2hPG and average
plasma glucose of two groups patients were Compared , at the same time we observed the difference of plasma glucose before and after opera-
tion. The Student’s ¢ test and ANOVA analysis were used to compare the difference of before and after operation and between groups.
Results  Total of sixty DM patients with lower extremity arterial occlusive disease were involved, and sixty five patients were involved in
control group. There was no difference in age between two groups(65.8 +8.9 vs 63.0 +10. Oyears). The DM patients with lower extremity
arterial occlusive disease had longer duration of DM(12.2 7.1 vs 7.7 +5.9years). PAD group had higher fasting plasma glucose (8.3 =
2.7 vs 7.7 £2.3mmol/L) , post breakfast and lunch plasma glucose (10.7 +£2.9 vs 9.0 £2.4mmol/L,10.6 £3.1 vs 8.9 4. Immol/L)
than control group. There was no significant difference in post dinner plasma glucose of two groups. Patients with PAD obtained a good plas-
ma glucose after they made an operation but insulin volumn had no change, which was as fasting plasma glucose (7.7 £2.1 vs 6.8 =
2. 8mmol/L) ,breakfast (10.5 £2.5 vs 8.5 £3.4mmol/L) ,lunch(10.5 3.1 vs 8.7 £3.8mmol/L) and average plasma glucose (9.6 +
1.8 vs 8.2 £2.9mmol/L). Post dinner plasma glucose had no difference in two groups. Conclusion Type 2 DM patients combined with
lower extremity arterial occlusive disease had a longer duration of diabetes and higher plasma glucose. At the same, therapy and operation
can improve blood glucose control. If a DM patient has a poor plasma glucose, we should find its reason,and deal with complication, then
plasma glucose can be controlled better.

Key words Type 2 diabetes mellitus ; Peripheral arterial disease; Operation; Plasma glucose
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