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Scutellarin inhibits LPS-induced pro-inflammatory cytokine expression in BV2 cells
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[Abstract] Objective To study the effects of scutellarin on LPS-induced pro-inflammatory cytokine expression in BV2

The experiment was divided into 5 groups.,

cells, so as to explore the anti-inflammatory mechanism of scutellarin. Methods
namely, a normal control group, a model control group (stimulated by LPS). and three Scutellarin treatment groups (0.1, 1,
and 100 pg/ml). NF-kB activity was examined by Luciferase Reporter Gene Assay. BV2 cells were treated with LPS ;
expressions of TNF-a and IL-18 mRNA and protein were examined by real-time PCR and Western blotting analysis,
respectively. Results Scutellarin treatment greatly inhibited LPS-induced NF-kB activation in pNF-kB 293 cells. The treatment
also noticeably inhibited LPS-induced expression of TNF-¢ and IL-13 in BV-2 cells. Conclusion  Scutellarin has anti-
inflammatory effect, which maybe related to the inhibition of NF-kB-mediated pathway and inhibition of pro-inflammatory
cytokine expression.
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Fig 1 Results of luciferase detection
*P<C0.05, **P<C0 .01 vs LPS group; £#4& P<C0 .01 vs blank
group. n =3, ¥ +s. RLU: Relative light unit; Scu: Scutellarin;

LPS: Lipopolysaccharide
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Fig 2 MTT results of scutellarin(Scu)
LPS: Lipopolysaccharide. * * P<C0.01 vs blank group. n=3, ¥=+s
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Fig 3 Effect of scutellarin(Scu) on LPS-induced
expression of TNF-a(A) and IL-18(B) in BV-2 cells
* P<<0 .01 vs LPS group. n=3, ¥=£s. LPS: Lipopolysaccharide

2.4 RT-PCR #nl 2 £ 4 FRU] L2 LPS H
WOE AN TNF-o mRNA &3, TR R
AL L (1~100 pg/mD HIREAM ] LPS 34 TNF-
o M TL-18 mRNA JhH . 4T3 L% 1,10 H1 100 pg/ml
W EEZA XS TNF-o B35 51 49. 23 %6 .55. 37 Y% F
70. 75 % (P<<0. 01) . &f TL-18 mRNA By il R 43 51 K
36.1%.43. 1% 1 58. 2% (P<<0.01),

0.006

A
- 0.005
S 0004
T
& ok
\cls 0.003
E 0002 T -
=
0.001
0 L]
Blank LPS Scu Scu Scu Scu
1ug/ml 01 pg/ml 1 pg/ml 10 pg/ml 100 pg/ml
0004 5 B
00040 [ l
00035 i
£ 00030F s
g 00025} ®
[<=N
= 00020F A%
= 00015}
0001 0
0.000 5 | ’-L‘
0
Blank LPS Scu Scu Scu Scu

Tpg/ml 0l pg/ml 1pg/ml 10 pg/ml 100 pg/ml

4 MTEZHEILPSES BV2 A
TNF-a(A) # IL-1B(B) 8 mRNA $ 0
Fig 4 Scutellarin(Scu) inhibited LPS-induced expression
of TNF-a(A) and IL-1B(B) at mRNA level in BV2 cells
** P<C0.01 vs LPS group. n=3; ¥=*s. LPS: Lipopolysaccharide
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Fig 5§ Inhibition of LPS-induced protein expression
of TNF-a and IL-1f in rat BV2 cells
1: BV-2 cell group; 2: LPS group; 3: Scutellarin group(1 pg/ml);
4: Scutellarin group(10 pg/mb ; 5:Scutellarin group(100 pg/mb
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