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[Abstract] Objective To probe into the functions of angiopoietin—2 (Ang—2) in endothelial cell permeability and the potential
molecular mechanisms involved. Methods The endothelial cells were plated onto transwell , followed by stimulation with Ang—2 (200
ng/mL) and then the endothelial cell permeability were detected. The endothelial cells cultured in 6-well plates were stimulated with
Ang-2 (200 ng/mL) for 0, 15,30 and 60 min. Then the moesin phosphorylation was detected by western blotting. Moreover, the moesin
siRNA was used to knock down the expression of moesin and the effects of moesin knockdown on Ang—2-regulated endothelial cell per-
meability, stress fiber formation and vascular endothelial cadherin (VE-cadherin) were detected. Results Ang-2 significantly in-
creased endothelial cell permeability in a time—dependent manner. The activation of moesin was remarkably evoked with Ang-2 treat-
ment for 15 min and peaked in 30 min. However, the anti—Tie-2 antibody significantly prevented Ang—2-induced moesin phosphoryla-
tion. Furthermore , knockdown of moesin with moesin siRNA significantly prevented Ang-2-induced endothelial cell permeability in-
crease, stress fiber formation and VE-cadherin disruption. Conclusion Ang-2 increased endothelial cell permeability through moesin
mediation.
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Figure 1 The effects of Ang—2 on endothelial cell permeability
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