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GLP-1 improves the apoptosis of islet B cells in type 2 diabetes via the Par-

4/NF-«B pathway
Lei Xiaotian', Zheng Y anling', Gan Xiaguang',Leng Weiling', Zhang Ling®,Chen Bing',Wu Qinan’
(1. Endocrine Department;2. Outpatient Department ,the First Affiliated Hospital of the Army Medical
University)
[ Abstract]Objective : To observe the effect of glucagon-like peptide—1(GLP-1) on the expression of Par—4/NF-kB and the apoptosis
of islet B cells in diabetic mice. Methods ; Experimental mice were randomly divided into normal control group (C group) ,Par—4
knockout group (CP group) ,diabetes group (D group),diabetes and Par—4 knockout group (DP group),GLP-1 + diabetes group (GD
group) ,and GLP-1 + diabetes and Par—4 knockout group(GDP group),with 8 mice in each group. For each group,the apoptosis rate
of islet B cells was determined by TUNEL assay, the protein expression levels of Par—4 and NF-kB were determined by Western blot,
and insulin secretion was measured by ELISA. Results : There were no significant differences between the CP group and the C group
in the apoptosis rate of islet B cells(P=0.965) ,NF—kB expression(P=0.754) ,and insulin secretion (P=0.797). Compared with the C
group and CP group,the D group had significantly increased apoptosis rate (P=0.000) and expression of Par-4(P=0.000) and NF-kB
(P=0.000) ,but significantly reduced insulin secretion(P=0.000). Compared with the D group,the DP group and GD group had signifi—
cantly decreased apoptosis rate (P=0.000,P=0.000) and expression of Par—4(P=0.000,P=0.000) and NF-«B(P=0.000,P=0.002) ,but
significantly improved insulin secretion(P=0.000,P=0.026). Compared with the GD group,the GDP group had significantly decreased
apoptosis rate (P=0.000) and expression of Par—4(P=0.000) and NF-kB(P=0.015),but significantly improved insulin secretion (P=
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