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The role of PI3K/Akt in the formation of neutrophil extracellular traps in
SLE
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[ Abstract] Objective:To explore the role of PI3K/Akt in the process of neutrophil extracellular traps ( NETs) formation in sys-
temic lupus erythematosus ( SLE) . Methods: After polymorphonuclear neutrophils (PMNs) were separated by gradient density centrifu-
gation from peripheral blood of 6 healthy donors, the purity and activity of PMNs were determined using Giemsa stain and the trypan
blue exclusion assay. The level of NETs of PMNs treated 90 min and 120 min respectively by PMA or sera from SLE patients with or
without PI3K/ Akt specific inhibitor LY294002 or MK2206 were detected by fluorescence photometry, and the difference of NETs forma-
tion in each group was analyzed. Results:The purity and activity of PMNs isolated were over 95% ,which could meet the requirements
of subsequent experiments. During the process of PMNs to form NETs stimulated by PMA and sera from SLE patients, compared to the
control group,the level of NETs decreased significantly after adding PI3K inhibitor LY294002( P <0.05) , the level of NETs decreased
after the addition of Akt inhibitor MK2206 (P <0.05). In the process of spontaneous NETs formation of PMNs, compared with the con-
trol group,NETs formation was inhibited by Akt inhibitor MK2206 ( P <0.05) ,but not by the PI3K inhibitor LY294002 (P >0.05).
Conclusion ;: PI3K/ Akt signaling pathway regulate the production of NETs, and furthermore may be involved in the initiation and pro-
gression of SLE.
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