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Ginkgo biloba Extract 50 Inhibited Beta-amyloid-induced Oxidative Stress in Rats’ Hippocampal
Neurons: an Experimental Study XIA Chen-yi, DONG Xian-wen, ZHAO Yan, XU Ying, HAO Li,
and ZHANG Zhi-xiong Department of Physiology, Shanghai University of Traditional Chinese MedF
cine, Shanghai (201203), China

ABSTRACT Objective To study the in vitro effect and mechanism of Ginkgo biloba Extract 50
(GBE50) for inhibiting beta-amyloid ( AB)-induced oxidative stress in rats’ hippocampal neurons. Meth-
ods The primary hippocampal neurons were cultured in vitro and divided into 4 groups, i. e. the normal
control group (Ctrl), the AB group, the propanediol control group (PDO), and the six GBE50 concentra-
tions groups (5, 10, 25, 50, 100, and 200 pg/mL). Excepted the Ctrl group, neurons were induced to ox-
idative stress by 20 wmol/L AB,;_s5. The MTT and fluorescent probes labeling were used to observe the
effect of GBE5S0 with different concentrations on the cell viability and the generation of intracellular reac-
tive oxygen species (ROS) in neurons. Furthermore, Western blot was used to detect the cytoplasmic/to-
tal cytochrome C (Cyto C) ratio and total intracytoplasmal Cyto C, and the effect of the expression of ox-
idative stress-related protein Cyto C and activated Caspase-3 in three GBE50 concentrations groups
(25, 50, and 100 pg/mL).Results Compared with the Ctrl group, the cell vitality was obviously lowered
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and intracellular ROS generation significantly increased after induction of 20 wmol/L AB,_s;s (both P <
0.05). Compared with the AB group, the cell vitality was evidently improved after treated with different
GBES50 doses. Except for 10 pg/mL, the cell vitality could be obviously elevated along with increased drug
concentrations (P <0.05). Meanwhile, the intracellular ROS generation decreased significantly in each
GBE50 dose groups (P <0.05). AB could increase the cytoplasmic/total Cyto C ratio and enhance the ac-
tivated Caspase-3 expression significantly (P <0.05). Compared with the AR group, among the three
concentrations of GBE50, the Cyto C ratio was obviously lowered in the 100 pg/mL GBES50 group (P <
0.05), and the expression of activated Caspase-3 significantly decreased in 50 ug/mL and 100 pg/mL
GBES50 groups (P <0.05). Conclusions
ROS in hippocampal neurons. GBE50 could inhibit AR induced intracellular oxidative stress of neurons

20 pmol/L AB,s_s5 could induce the generation of intracellular

through lowering the cytoplasmic/total Cyto C ratio and inhibiting the activation of apoptosis protein
Caspase-3 expression.
KEYWORDS Ginkgo biloba extract 50; beta-amyloid; hippocampal neuron; oxidative stress
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