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Abstract: Objectives To observe the protective effects of Lycium barbarum polysaccharides (LBP) on oxygen-glucose deprived
mouse hippocampal neurons. Methods Cultured mouse hippocampal neurons exposed to 1 mmol/LNa,S,0, to establish oxygen-
glucose deprivation model, assigned to control group, model group and LBP group with different doses (100, 50 and 25 mg/L), the
cell activity rate was measured by CCKS assay, and the apoptosis rate was analyzed by Flow Cytometry; the protein expression of
Bcl-2 and Bax was measured by Western blotting; RT-qPCR assay was used to evaluate the mRNA expression of TNF-o, NF-«B, I-
kBa, Caspase-9. Results Compared with control group, HT22 cell survival rate and apoptosis rate in model group were significantly
reduced (P < 0.05); TNF-a, NF-«B, caspase-9 gene transcription activity was significantly increased, I-xBa gene transcription
activity was significantly decreased (P < 0.05); Bax protein expression level was significantly increased, Bcl-2 protein expression
level was significantly decreased (P < 0.05). Compared with control group, LBP can significantly increase cell viability (P < 0.05);
reduce the cell apoptosis rate (P < 0.05); the expression of TNF-a, NF-«B, Bax and Caspase-9 were effectively down regulated,

induce an increase of I-kBo mRNA leve and Bcl-2 protein level (P < 0.05). Conclusion LBP have significantly protective effects on
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oxygen-glucose deprivation, such protective effects may be mediated by its action on the downstream TNF-o, NF-xB , Bax, Caspase-

9, and up-regulation of Bcl-2 and I-kBa.
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Table 1 Primer sequences used for Q-PCR reactions

HEH 540539 A 51 (531
B-actin GGCTGTATTCCCCTCCATCG CCAGTTGGTAACAATGCCATGT
TNF-a CCTGTAGCCCACGTCGTAG GGGAGTAGACAAGGTACAACCC
I-kBa AGCCCCGAGCATTCTATTGTG TGGTTCTTACGTGAGAGGGC

NF-xB ATGGCAGACGATGATCCCTAC

Caspase-9 TCCTGGTACATCGAGACCTTG

TGTTGACAGTGGTATTTCTGGTG
AAGTCCCTTTCGCAGAAACAG
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Fig. 1 Effect of LBP on survival rate of HT22 cells with
oxygen-glucose deprivation injury (r+ s, n=6)

D
(=)

B

T
0.02% 6 o 7.14%
gt —

ozn|| TR 38.70% | pT :
Y LBP25mg-L™"

53R L P<<0.05;

= d
| M40
5.74%| 4]
oy
220
éﬁ -
1239% ]jﬁ@ 1‘%3: 25 50 100 50 100

LBP 50 mg'L ™!

LBP 100 mg-L™' LBP/(mg'L™")

ST " P<0.05

#P < 0.05 vs control group;"P < 0.05 vs model group
E2 LBPXERERRE IS HT22 4A0AE T RA N (2£ 5, n=6)
Fig. 2 Effect of LBP on apoptosis rate of oxygen-glucose deprived by HT22 cells (x+ s,n=6)
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Fig.3 Effect of LBP on Bcl-2.Bax expression of oxygen-
glucose deprived by HT22 cells
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