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[ Abstract]  Objective To investigate the effect of DPP4/CD26 inhibitor on LPS-induced
inflammation in islet f cells, and to explore the possible mechanism. Methods RINm cells were cultured
with LPS alone or combined with sitagliptin in a time, using RT-PCR to detect the level of IL-6 mRNA,
and the expression of IL-6 and the phosphorylation of IkBa protein were detected by western blot.
Results The level of IL-6 mRNA in LPS+Sitagliptin group obviously declined compared with LPS group
(P<0.01); the expression of IL-6 protein in LPS+Sitagliptin group slightly declined compared with LPS
group, but with no statistical difference (P>0.05); the phosphorylation level of IxkBa protein in LPS+
Sitagliptin group significantly decreased compared with LPS group (P<0.01). Conclusion DPP4/CD26
inhibitor can effectively inhibit the expression of IL-6 mRNA and the phosphorylation of IkBa protein
which were induced by LPS. The mechanism may be related to DPP4/CD26 involved in LPS-activated
NF-«kB inflammatory pathway.
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