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K s western blot 6 0 fixi 2H 2 F 3% 8 441 ifs #% 3t Jit ( Proliferating cell nuclear antigen, PCNA) \Jf T-4H % & 1
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[Abstract] Objective To investigate the effect of Schisandrin B (Sch B), which regulates the mitogen-
activated protein kinase (MAPK) /nuclear factor-kB (NF-kB) /activator protein-1 (AP-1) signaling pathway,
on neuronal injury in rats with ischemic stroke. Methods A total of 144 SD rats were randomly divided into 6
groups (24 rats/group) : Sham group, Model group, Sch B low-dose group (10 mg/kg Sch B), Sch B medium-
dose group (20 mg/kg Sch B), Sch B high-dose group (40 mg/kg Sch B), and activator group (40 mg/kg Sch
B + 2 mg/kg anisomycin). The ischemic stroke (IS) model was established by middle cerebral artery occlu-
sion (MCAQ) in rats using a modified suture method. Loeffler neurological scoring was performed in each
group to assess the degree of neurological impairment in rats. TTC staining was used to determine the area of
cerebral infarction. The water content of brain tissue was measured by weighing. HE staining was used to ob-
serve brain tissue damage. TUNEL staining was used to observe the apoptosis of neural cells, DCFH-DA was
used as a fluorescent probe to detect reactive oxygen species (ROS) in brain tissue. The levels of reactive oxy-
gen species (ROS) in rat brain tissues were measured by fluorescence probe. SOD activity and MDA levels
were measured by superoxide dismutase (SOD) and malondialdehyde (MDA) kits, respectively. Western blot-
ting was applied to detect proliferating cell nuclear antigen (PCNA) , apoptosis-related proteins (Bax, caspase-
3), autophagy-related proteins (LC31II, Beclin-1), and the MAPK/NF-¢kB/AP-1 pathway in brain tissues. Re-
sults Compared with the Sham group, the Model group showed diminished SOD activity, reduced neurological
score, PCNA level, increased pathological injury, percentage of cerebral infarct area, brain tissue water con-
tent, apoptosis rate of neural cells, ROS, MDA level, Bax, caspase-3, LC3II/LLC3 I , Beclin-1, p-p38SMAPK/
p38SMAPK, p-NF-«kB p65/NF-kB p65 and AP-1 levels (P<0. 05). Compared with the Model group, the rats
in the Sch B low, medium, and high dose groups showed enhanced SOD activity, neurological scores, in-
creased PCNA protein expression levels, reduced pathological injury, percentage of cerebral infarct area, brain
tissue water content, neuronal apoptosis rate, ROS, amount of MDA levels, Bax, caspase-3, LC3II/L.C3 I,
Beclin-1, p-p38MAPK/p38MAPK, p-NF-xB p65/NF-kB p65, and AP-1 protein expression levels were re-
duced (P<C0.05). Compared with the Sch B high-dose group, the activator group showed reduced SOD activi-
ty, neurological scores, PCNA protein expression levels in rat brain tissues, aggravated pathological injury,
brain infarction percentage of area, brain tissue water content, neuroapoptosis rate, ROS, MDA level, Bax,
caspase-3, LC3II/LC3 T , Beclin-1, p-p38SMAPK/p38SMAPK, p-NF-«kB p65/NF-«kB p65, and AP-1 protein ex-
pression levels were increased in the activator group compared with the Sch B high-dose group (P<C0. 05).
Conclusion Sch B attenuates neuronal injury in ischemic stroke rats by inhibiting the MAPK/NF-¢B/AP-1
signaling pathway.
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BE UL EL, i R 2 VR YD R ) 4 TTC(200)
Pl 22 R WS (400) [ 7 , Tmage] #1443 Br 1154
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Sch B 541 22.83 %2, 314%
Sch B e 1 541 14,03 £ 1, 33474
FE A 27.68+2, 630

Sch BI&#A&E4  SchBH#l&E4l  Sch Bijfl&4l
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Beclin-l - e QD GllD e=e e G
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IRV By 5 A B C D E F
5 Sham 20 F # . Model 20 Bl 4141 PC- 4 R KB L PCNA, Bax, Caspase-3, LC3 [ /
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NA A /KF i & &K, Bax, Caspase-3, LC3 [/
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FUI 41 21 PCNA 8K F B 2 7 &, Bax, 2.7 REKIEM Sch B X Kk B 4141H MAPK/
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A B C D E F
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R R 2
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Sham 28 0.10£0, 01 0.09%0. 01 0.31£0.02
Model 4 0.86+0.08* 0.89%0.08* 1.88+0.17*
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S E AL MDA L8, SOD J& 41 il N B Bt &
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P A BE TR AR 43 bE il 4 25 K o pR 2 2
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