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ABSTRACT Objective: To examine the effect of selenium (NaSe) on the proliferation and apoptosis of human placental trophoblast
cells (JEG-3) induced by CoCl, oxidative stress. Methods: JEG-3 cells were cultured in vitro and pretreated with nase (100 nm) for 24
hours before CoCl, (500 wm) oxidative stress was added. MTT assay was used to detect the effect of selenium on the proliferation of
JEG-3 under oxidative stress; Cell flow cytometry (FCM) was used to detect the effect of selenium on apoptosis of JEG-3 cells under
oxidative stress; Western blot was used to detect the possible molecular biological mechanism of selenium on proliferation and apoptosis
of JEG-3 cells under oxidative stress. Results: MTT suggested that selenium could increase the proliferation of JEG-3 cells induced by
oxidative stress(P<<0.05), and decrease the apoptosis rate of JEG-3 cells (P<0.01); at the same time, the expression of selenoprotein Gpx1
was up-regulated (P<0.05), and the expression of MDA was decreased (P<0.05). Conclusions: Selenium promotes the proliferation of
JEG-3 cells by up regulating the expression of Gpxl and decreasing the expression of MDA, which indicates that selenium
supplementation is of great significance in the prevention and treatment of preeclampsia.
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Fig.1 Effect of selenium on the expression of selenoprotein Gpx1 in JEG-3 cells

Note:( 1 )0Western blot was used to detect the representative pictures of selenoprotein Gpx1 expression induced by selenium;

(2 )Statistical results of selenium on the expression of selenoprotein Gpx1; Group C: Normal control group; Group Se: Sodium Selenite( 100 nM );
Group CoCl,: CoCly(500 uM );Group Se+ CoCly: Sodium Selenite( 100 nM )and CoCl,( 500 M ).
** p<(0.01,Compared with the control group,* P<<0.05,Compared with CoCl, group.
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Fig.2 Effect of selenium on MDA expression of lipid peroxidation

Group C: Normal control group; Group Se: Sodium Selenite( 100 nM );
Group CoCl,: CoCly(500 uM ); Group Se+ CoCl,: Sodium Selenite
(100 nM )and CoCl,(500 uM ).** P<<0.01,Compared with CoCl, group.

2.3 WX RN EIBFSH JEG-3 4HR A4 K IGFE i M RS

ML MTT F (0325 0 5 4% 20 20 A RGBT5S00 iR
ZH M HE , A A B N JEG-3 40 i A K BB I 1 (P<<0.01),
CoCL, g .3 T8 JEG-3 2 ) A RGBT 18 , [R5
I g ] CoCl, 755 JEG-3 40 g A= K3 B 1 M T B (P<
0.05) (& 3).

2.25 1
2

% %

1.5 ]

Cell proliferation viability

[ Se CoClI2 Se+CoCl2

[ 3 ffi Xt JEG-3 AT 4 G EE R 2500
Fig.3 Effect of selenium on growth and proliferation of JEG-3 cells
Group C: Normal control group; Group Se: Sodium Selenite( 100 nM );
Group CoCl,:CoCl, (500 uM ); Group Se+ CoCl,: Sodium Selenite
(100 nM ) and CoCl, (500 pM ).** P<<0.01, Compared with the control
group,* P<<0.05, Compared with CoCl, group.
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Fig.4 Effect of selenium on apoptosis rate of JEG-3 cells induced by
oxidative stress
(1)Representative pictures of selenium induced apoptosis of JEG-3 cells
induced by oxidative stress detected by flow cytometry; (2 )Effect of
selenium on apoptosis rate of JEG-3 cells induced by oxidative stress;
Group C: Normal control group; Group Se: Sodium Selenite( 100 nM );
Group Cocl,: CoCly(500 uM ); Group Se+ CoCl,: Sodium Selenite
(100 nM ) and CoCl,( 500 uM ).** p<<0.01, Compared with CoCl, group.
* P<<0.05, Compared with the control group.
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