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Effects of Panax Notoginseng Saponins on the Expression of TGF—-3
and VEGF from Cultured Brain Microvascular Endothelial Cells
on the Hypoxia Induced Damage in Vitro

ZANG Yanyan', LI Weihong', GUO Xiaojin?>, WAN Liangqin', LI Fanghe', ZHANG Sai',
MA Jiabao', JIANG Zhaoyan', HU Yanhong', ZHANG Fan'
(1. Beijing University of Chinese Medicine, Beijing 100029, China;
2. Tongzhou Hospital of Integrated Chinese and Western Medicine, Beijing 101100, China)

ABSTRACT: Objective To investigate the effects of the panax notoginseng sapoins (PNS) on brain vascular endothelial cells
apoptosis and expression of TGF-B. VEGF, in order to reveal the molecular mechanism of PNS on brain protection. Methods The
model of hypoxia induced damage in cultured brain vascular endothelicocyte cells was set up in vitro and divided into normal group,
model group and PNS group. Flow cytometry was adopted to detect cell apoptosis, ELISA was used to determine the protein level of
TGF-B1, VEGF-B, the expression of TGF-Bwas measured by western blot. Results Compared with the normal group, the rate of
apoptosis in model group increased significantly (P<0.01); Compared with the modell group, the rate of apoptosis in PNS group
decreased significantly (P<0.01). Compared with the normal group, the level of TGF-B1 increased significantly in model group
(P<0.05). In model group the level of VEGF-B increase significantly (P<0.01) compared with the normal group; compared with the
model group, the level of VEGF-B in PNS group increased(P>0.05); the expression of TGF—Bis less in normal group, expression of
TGF-B in model group increased (P<0.05), compared with model group, the expression of TGF-f is decreased. Conclusion PNS
can decrease the rate of brain vascular endothelial cells apoptosis, and inpaired the damage of cells, beneficial to angiogenesis, so
as to protect the neurons in hypoxia injury.

KEY WORDS: panax notoginseng saponins(PNS); brain microvascular endothelial cells; transforming growth factor— (TGF-

B); vascular endothelial growth factor(VEGF); ischemic injury; apoptosis; angiogenesis
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