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The Suppressive Effect of Icaritin on Angiogenesis of Endothelial Cells in Human Umbilical
Vein and Its Associated Mechanisms
Lv Xiang', Feng Yanjun’, Xia Ying', Liu Jing', Hou Fenggang', Li Yan', Ren Jianlin', Chen Weijie’
(1 Shanghai Municipal Hospital of Traditional Chinese Medicine , Shanghai 200071, China; 2 The fifth People’ s
Hospital of Suzhou ,Suzhou 215007, China; 3 Department of Urology, Shanghai Municipal Hospital of
Traditional Chinese Medicine, Shanghai 200071, China)
Abstract Objective: To investigate the suppressive effect of Icaritin on angiogenesis of human umbilical vein endothelial cells ( HU-
VEC) and its associated mechanisms. Methods; HUVEC cells were cultured in vitro, and we observed the effects of Icaritin on its prolif-
eration, migration and tube formation. The content of vascular endothelial growth factor ( VEGF) and pigment epithelium-derived factor
(PEDF) was detected by ELISA. Results: Icaritin had no significant effect on the proliferation of HUVEC cells after 48h treatment. The
number of migrated cells in Icaritin high concentration group (ICT1 10 ~° mol/1) , middle concentration group (ICT2 107 mol/1) , low
concentration group (ICT3 10 ™* mol/1) and Thalidomide (TLD) group were 4.67 =1.26, 10.48 +3.15, 21.06 +6.83, 19.15 +6.03
respectively, and all of which were lower compared with the control group (41.38 +7.78) (P <0.01). The area of tube formation in
ICT1 . ICT2 .ICT3 and TLD were separately 5 867.45 +925.36, 1 627.33 +288.56, 735.73 +325.65, 2 933.24 +741.43 um’ per vi-
sion, all of which were lower than the control group (7 883.69 +1 034.85 wm’ per vision) (P <0.01). After Tcaritin treatment, HU-
VEC cells had a significant lower ability to secret VEGF, but asfor PEDF, it was on the opposite situation. Conclusion ; [caritin can in-
hibit the angiogenesis of HUVEC cells in vitro. Such effect may be related to the decreased activity and synthesis of VEGF in vascular en-
dothelial cells, and also associated with the increased activity and synthesis of PEDF.
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FEFFEE10 P mol/L 1.08£0.02 13.6% 1.21+0.06 12.3%
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