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[Abstract] Objective To study the protective effect of vitamin D (VD) on vascular endothelial cells in
cellular level. Methods The tumor necrosis factor-a (TNF-a) was used to induce the endothelial injury and
the expression of adhesion molecules. Vitamin D adopted the most active form of calcitriol. The flow cytome-
try was used to detect the expression level of VCAM-1;the fluorescence microscopy was used to observe the
adhesion effect of THP-1 monocytes loaded with green fluorescence and endothelial cells; the Western blot
was used to detect the levels of vitamin D receptor (VDR), p38, phosphorylated p38 protein. Results Com-
pared with the control group.the endothelial cellular VCAM-1 expression level in the TNF-a group was in-
creased(P <C0. 05) and the adhesive effect of endothenial cells to monocytes was increased (P <<0. 05). When
endothelial cells preincubating 1077,10*,107",10"° mol/L calcitriol, the expression level of endothelial cellu-
lar VCAM-1 induced by TNF-a was decreased,and its adhesive effect to monocytes was weakened (P <Z0. 05).
After specific siRNA knocking down the VDR protein level, the inhibiting effect of calcitriol on endothelial
cellular VCAM-1 expression was weakened and the adhesive effect of endothelial cells to monocytes was
weakened (P<C0. 05). TNF-a promoted the phosphorylation of p38 protein in endothelial cells,while calcitriol
inhibited the phosphorylation of endothelial cellular p38 protein induced by TNF-a (P <0. 05). After specific

»  BEWE KT HERPTRISE (2017KJ205) . {EF B A R (1985 —) , B, BF 58 A&, 325 M o0 1058 92 5 & s HIL A 19 BT 52
A EIE4E#E , E-mail : suorong188@126. com.,



4046

FTHREF 20205 12 A% 49 55 24

siRNA knocking down VDR protein level, the effect of calcitriol on p38 protein phosphorylation induced by

TNF-a and VCAM-1 expression as well as monocytes adhesive inhibiting effect were decreased (P <C0. 05).

Conclusion

Calcitriol inhibits TNF-a induced endothelial cellular VCAM-1 protein expression and inhibits the

adhesive effect of endothelial cells to mononcytes through VDR-p38 signaling pathway.
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