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Protective Effects of Schisandrin B on Oxidative Stress in BV-2 Microglial Cells

WU Jing, CHANG Liying, XIAO Juan, XU Lei*(Department of Neurology, Xiangyang Central Hospital, Xiangyang
441021, China)

ABSTRACT: OBJECTIVE To observe the protective effect of schisandrin B on BV-2 microglia injury stimulated by H,O,,
and investigate its possible mechanism. METHODS BV-2 cells were cultured in vitro and H,0, was used to induce the
oxidative stress model of cells. The cells were divided into 5 groups: control group, model group, schisandrin B treatment groups
(10, 20, 40 pmol-L™"). CCKS8 kit was used to measure the relative survival rate of BV-2 cells and related kits were used to
analyze the levels of MDA, NO and the activity of SOD. Western Blot was used to determine the expression levels of Jak2,
p-Jak2, State3, p-State3, HO-1 and SOD1. RESULTS Compared with model group, the BV-2 cells relative survival rates and
the activity of SOD after treatment with different concentrations of schisandrin B were significantly increased, while the
expression levels of MDA and NO were significnatly decreased(P<0.05). The results of Western blot indicated that the
expression levels of p-Jak2 and p-State3 were significantly decreased after treatment for schisandrin B, while the levels of HO-1
and SOD1 were greatly increased (all P<0.05). CONCLUSION Schisandrin B can significantly inhibit the oxidative stress
injury of BV-2 cells and its underlying mechanism may involve in suppressing the activation of Jak2/State3 signaling pathway.
KEY WORDS: schisandrin B; BV-2 microglial cells; oxidative stress; mechanism
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Tab. 1 Comparision of oxidative stress parameters in cells
among groups(n=6)

2151 MDA/umol-L™"  NO/umol-L™ SOD/U-g!
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Tk FZRA

10 pmol- L™ 34.9+2.7% 71.4+5.27 17.6+0.7%
20 pmol-L™! 27.5+2.49% 62.7+4.47% 22.5+1.3%?
40 pmol-L™! 22.7+1.89%9 512434739 27.0+1.79%9

E: HEAMBARE, "P<0.05; SHEBAE, YP<0.05; 5 10
pmol-L™' Filbk ¥ Z. K48, YP<0.05; 5 20 ymol L™ ik T2 54
L, YP<0.05.
Note: Compared with normal control group, "P<0.05; compared with
model group, ?P<0.05; compared with 10 pmol-L" schisandrin B group,
3P<0.05; compared with 20 pmol-L™" schisandrin B group, ¥P<0.05.
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Fig. 1 The effects of schisandrin B on the expression levels
of HO-1 and SOD1(n=6)

A-control group; B-model group; C-schisandrin B 10 pmol-L™';
D-schisandrin B 20 pmol-L™"; E—schisandrin B 40 pmol-L™"; compared
with normal control group, "P<0.05; compared with model group,
?P<0.05.
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Fig. 2 The effects of schisandrin B on the activation of

Jak2/State3 pathway(n=6)

A—control group; B-model groupl; C-schisandrin B 10 pmol-L™';
D-schisandrin B 20 pmol-L™"; E-schisandrin B 40 pmol-L™"; compared
with normal control group, "P<0.05; compared with model group,
2P<0.05.
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