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Inhibitory Effect of Thymoquinone on Endothelial Progenitor Cells. Mu Haiqi, Yang Sen, Wang Yijun, Chen Yinghe. The Second Affili-
ated Hospital of Wenzhou Medical College, Zhejiang 325027 ,China
Abstract Objective To investigate the anti — angiogenic effect of thymoquinone on the endothelial progenitor cells. Methods

The endothelial progenitor cells (EPCs) derived from human umbilical cord blood were cultured in vitro through adhesion selection and
were differentiated into endothelial cells under the induction of special cytokines. The endothelial cell lineage was confirmed by Dil - ac
— LDL up - taking and immunocytochemistry of VEGFR -2, VI factor and CD34. After EPCs was treated with thymoquinone, the cel-
lular proliferation was detected by cell counting kit —8 (CCK —8) assay. The effect of thymoquinone on the invasion of EPCs was exam-
ined by using matrigel counting. A tube formation assay was performed after EPCs were cultured with thymoquinone. Western blot was
used to detect the protein expression of MMP -2 and MMP -9 in EPCs. Results The EPCs derived from human umbilical cord blood
were cultured in vitro successfully. The proliferation of EPCs was inhibited significantly by thymoquinone with IC,, being 51. 2nmol/L.
Thymoquinone significantly suppressed the invasion of EPCs. Furthermore, incubation of EPCs with thymoquinone decreased EPCs’ tube
formation capacity in a concentration — dependent manner. Western bolt assay indicated that thymoquinone down — regulates the expression
of MMP -2 and MMP -9 proteins in EPCs. Conclusion Thymoquinone exerts anti — angiogenic activity in EPCs, which may be related
to down — regulation of MMP -2 and MMP -9 protein, could be developed as an effective anti — angiogenic drug.
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