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Relationship between Lipid and Insulin Resistance and Islet § Cell Function in Elderly Patients with Type 2 Diabetes. Xue Qiang, Deng Xi-
aohut, Song Liging, et al. Department of Cadres'Healthcare, Beijing Jishuitan Hospital, Beijing 100035, China

Abstract Objective To explore the relationship between lipid and insulin resistance and islet 8 cell function in advanced age pa-
tients with type 2 diabetes. Methods A total of 120 patients with type 2 diabetes (older than 65 years old) admitted in our hospital from
April 2016 to March 2018 were recruited in this study. Selected objects are measured fasting plasma glucose, fasting insulin, total choles-
terol, triglyceride, high — density lipoprotein cholesterol and low — density lipoprotein cholesterol. Homeostasis model assessment of secre-
tory function of islet B cell and insulin resistance were evaluated. The relationship between lipid and insulin resistance and islet B cell
function were evaluated. Results Triglyceride was related to body mass index and fasting plasma glucose. Low — density lipoprotein cho-
lesterol was related to body mass index, fasting plasma glucose and HOMA - IR. Body mass index, fasting plasma glucose and HOMA —
IR in patients with LDL — C=2. 6mmol/L were significantly higher than patients with LDL — C <2. 6mmol/L. There was significant rela-
tionship between LDL — C and HOMA - IR after adjusting sex, age, course of diabetes and body mass index. Conclusion LDL - C is re-

lated to obesity and HOMA - IR in non - insulin treatment of diabetic elderly patients. However, no relationship was found between blood

lipids and islet beta cell function.

Key words Diabetes; Lipid; Insulin resistance; Islet  cell function
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