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[Abstract] Objective To investigate the molecular mechanism of the soluble epoxide hydrolase inhibitor

(sEHi) 12-(3-adamantan-1-y1-ureido)-dodecagon acid (AUDA) in regulating the proliferation of endothelial

progenitor cells (EPCs) in patients with carotid artery stenosis (CS). Methods EPCs were isolated and cul-

tured from the peripheral blood of CS patients, cells were collected after 7 days of culture in vitro, and all of
them were divided into Untreated group, AUDA group, PI3K inhibitor 1.Y294002 group and AUDA +
1.Y294002 group. The proliferation of EPCs was determined by MTT, while the expression of phosphorylated

Akt in EPCs was measured by Western blot. EPCs from people without carotid artery stenosis were also cul-

tured as the controls. Results The proliferation of EPCs was stronger in the AUDA group than that in the un-

treated group, .Y294002 group and AUDA+ 1.Y294002 group,and the proliferation of EPCs was stronger in
the untreated group and AUDA + 1.Y294002 group than that in the LY294002 group. Moreover, AUDA treat-
ment increased phosphorylation of Akt, LY294002 which also blocked these effects. Conclusion The results of

the present study suggested that AUDA promoted EPCs proliferation was related to the PI3K/Akt pathway.
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