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Inhibitory effects of NDGA on endothelial cell proliferation

SUN Hui-gin, Chen Yi-sheng, SHI Jing-quan, BIAN Xiu-wu, XIN Rong (Department of Pathology, Southw est Hospital

Third Military Medical University, Chongqing 400038, China)

Abstract Objective: To investigate the proliferation inhibition and survival of endothelial
cells in response to NDGA. Methods: The effects of NDGA on the growth and survival of human
umbilical vein endothelial cells (HUVEC) cell line ECV-304 were determined with light mi-
croscopys flow cytometry and im munhistochemistry. Results; A concentration-dependent prolifer-
ation inhibition and survival were demonstrated in the ECV-304 cells incubated for 1~3 days in
the presence of NDGA. The proliferation inhibition was shown as the lessened ell growth, de-
creased counting of mitotic cells proliferation index, PCNA-positive cell rate and BrdU labeling
index. Conclusion; The inhibition of endothelial cell proliferation by NDGA may be the important

cause for angiogenetic suppression by NDGA.
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