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Effect of nordihydroguaiaretic acid on expressions of VEGF and its receptor KDR in vitro
SUN Hui-qin, CHEN Yi-sheng SHI Jing-quan BIAN Xiuwu ZOU Zhong-min GUO De-yus XIN Rong (Insitute of Pathology, Southwest Hospital,

Third Military Medical University, Chongqing, 400038, China)

Abstract. Objective To explore the effect of nordihydroguaiaretic acid (NDGA) on the expressions of vascular endothelial growth factor
(VEGFE) and its receptor; kinase-inserted domain containing receptor(KDR) and the possible mechanism. Methods The expression of VEGF in
human malignant glioma cell line SHG-44 and that of KDR in human umbilical vein endothelial cell CHUVEC) line ECV-304 were observed 1~ 3 d

alter NDGA treament with immurohistochemistry, in situ hybridization and image analysis. Results

The expresson of VEGF was declined at pro-

tein or mRNA levels in SHG-44 cells after treated with 100 #mol/ L. NDGA for 1 to 3 d. The expression of KDR in endathelial cells with 100 #mol/ L
NDGA treatment for 1 to 3 d was decreased too, in a more obvious way compared with the decline of VEGF expression in SHG— 44 cells. Conclu-
sion The results suggest that NDGA inhibits the expression of VEGF in glioma cells as well as that of VEGF receptor KDR in endothelial cells

which may be the important molecular mechanism of anti-angiogenesis of NDGA.
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Tab1 Changes of expression VEGF gene protein and mRNA level
in SHG-44 cell after NDGA treatment(x *=s)

o v d
o 1 2 3
Control Protein 0.476 £0.077 0.45340.092 0.481+0. 061
mRNA 0.609 £0.092 0.605+0.103 0.599+0. 096
NGDA  Protein 0.388 +0.073 **  0.33440.046 **  0.41£0. 07 **
mRNA 0.51540.147"  0.4574+0.077"" 0.501+0. 1 **
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