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[ Abstract] Objective To investigate the molecular mechanism of endothelial-mesenchymal transition
(EndMT) induced by uremic toxin,parathyroid hormone (PTH) ,in vascular endothelial cells. Methods PTH
(1X107° mol/L) was used to induce EndMT in human aortic endothelial cells (HAECs). TGF-f signaling in-
hibitor,including SB431542 and pirfenidone (PFD), and integrin-linked kinase (ILK) inhibitor Cpd22 were
used to investigate the potential mechanism of EndMT induced by PTH in HAECs. Then the vascular endo-
thelial cell markers VE-cadherin and CD31, and the mesenchymal marker «—-SMA were detected by western
blot. Results PTH reduced the expression levels of vascular endothelial cell marker CD31 and VE-cadherin
(P<<0. 05) ,while significantly increased the expression level of fiber cell marker o-SMA (P<C0. 05). Further-
more, the TGF-Bsignaling inhibitors (SB431542 and PFD) and ILK inhibitor (Cpd22) were able to partially re-
verse the EndMT induced by PTH in HAECs, which reversed the effect of PTH on reducing vascular endothe-
lial cell marker expression and increasing fiber cell marker expression. Conclusion PTH could induce EndMT
in HAECs via TGF-8/ILK pathway.

[Key words] parathyroid hormone;vascular endothelial cells; endothelial-mesenchymal transition;trans-

forming growth factor-B;integrin-linked kinase
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