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Abstract: Objective To investigate the effects and mechanisms of benaglutide onhigh glucose-induced islet B cell dysfunction
and apoptosis. Methods INS-1 islet B cells were randomly divided into control group, high glucose group, benaglutide
treatment group, MG-132 pretreatment group and ISO-1 pretreatment group. The control group was administered 5.5 mmol/L
glucose, the high glucose group was administered 30 mmol/L glucose, and the benaglutide treatment group was administered 1
nmol/L benaglutide on the basis of the high glucose group, the MG-132 pretreatment group and ISO-1 pretreatment group were
administered 20 pw mol/L MG-132 and 50 p mol/L ISO-1 on the basis of high glucose group. The cells viability, the levels of
insulin and macrophage migration inhibitory factor (MIF), and the expression of apoptosis-related proteins (Bax and cleared
caspase 3) and NF-k B pathway-related proteins (p-I « B, [k B and NF-k B p65) in INS-1 islet B cells were respectively
evaluated by the MTT assay, enzyme-linked immunosorbent assay (ELISA), and Western blot after 24 hours of culture. Results Compared
with the control group, the cells viability (=4.949, P<0.01), insulin secretion (#=3.168, 4.273, all P <0.05), and I k B expression
(#=3.062, P<0.05) of islet B cells in the high glucose group were significantly reduced, apoptosis-related proteins (Bax and
cleared caspase 3) (1=2.923, 3.141, all P <0.05), p-I« B (+=3.544, P<0.01) and NF-« B p65 (=4.658, P<0.01) expression
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and MIF secretion (#=3.024, P <0.05) were significantly increased. Compared with the high glucose group, the changes of above

indicators were reversed in benaglutide treatment group (/=2.415 ~ 4.290, all P<0.05), the differences were statistically significant

respectively. Furthermore, compared with the high glucose group, the MG-132 pretreatment group and the ISO-1 pretreatment

group couldimprove the high glucose-induced INS-1 Insulin B cells insulin secretion function (=2.515 ~ 6.867, all P <0.05),
andreduce apoptosis-related proteins Bax (#=4.022, 2.554, all P <0.05) and cleared caspase 3 (=4.022 2.760 , all P <0.05)

expression, the differences were statistically significant. Conclusion Benaglutide can alleviate high glucose-induced islet B

cells dysfunction and apoptosis by inhibiting the NF- k B / MIF-dependent inflammatory pathway.
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