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[Abstract]  Objective  To investigate the protective effect of Tanshinone [| A (TSA) on oxygen-glucose
deprivation and reperfusion (OGD/R) injury of BV-2 cell and its NLRP3 inflammatory signaling pathway. Methods
The highest expression level of NLPR3 in BV-2 cells was detected by Western blot after oxygen-glucose deprivation
(OGD) for 3 h and reperfusion for different time, to determine the most suitable reperfusion time. Cell viability of
TSA (0-2.5 pg/mL) treatment was detected by CCK8 assay to determine the maximum effect concentration of
TSA. In TSA 0 (also called OGD group), 0.5, 1.0, 2.0 pg/mL groups, expression levels of NLRP3 and caspase-
1 were detected by Western blot, while IL-18 and IL.-18 in culture medium of those groups were detected by ELISA
assay. Results  The highest expression level of NLRP3 came to 12 h of reperfusion. The maximum effective
concentration of TSA was 2. 0 pg/mL. The expression levels of NLRP3, caspase-1, IL-18 and IL.-18 decreased with
the increase of TSA concentration. Conclusion  TSA can inhibit the expression of protein and cytokines of NLRP3
inflammatory signaling pathway in OGD/R BV-2 cells, which may be one of the molecular mechanisms of the
protective effect of TSA on OGD/R cells.
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Fig 1 The expression level of NLRP3 in BV-2 cell after OGD for 3 h
and reperfusion for different time
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Table 1 Survival rates of OGD/R cells in TSA groups (n=3)

Group Augo
Control 1.021£0. 057
TSA/(pg/mL)
0 0.74640.052"
0.25 0.79540.028*
0.5 0.82740.064"
1.0 0.891+0.069% -4
1.5 0.925+0.053% 4
2.0 0.97640.074% -4
2.5 0.96440.062%

% P<C0. 05, vs. control group; # P<C0.05, vs. OGD (TSA

0 pg/mL) group; /A P<C0.05, vs. former concentration
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Fig 2 NLRP3 and caspase-1 protein expressions of OGD/R BV-2 cells in TSA groups
£ P<<0.05, # 5 P<0.01, # # % P<<0.001,vs. OGD (TSA 0 pg/mL) group. Con: Control
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Table 2 The levels of IL-1p and IL-18 of OGD/R BV-2 cells in TSA groups/(pg/mL)

. . TSA group
Cytokine Control group OGD group
0.5 pg/mL 1.0 pg/mL 2.0 pg/mL
1L-18 15.82+5, 35 376.704+24.76" 302.64+31.75*# 203.82431.51" %4 137.54+21.93* %4
1L-18 17.65+8. 71 359.70438.47" 282.45+26.83* % 182.49428.37* 74 117.36+£25. 14* %4

P<C0. 05, vs. control group; # P<C0.05, vs. OGD (TSA 0 pg/mL) group; A P<C0.05, vs. former concentration
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