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The effects of catechin on inflammatory response induced by
lipopolysaccharidein BV-2 cells
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Abstract: The effects of catechin on inflammatory response of BV-2 cells were investigated using the
lipopolysaccharide (LPS) model. BV-2 cells were incubated with LPS (1 mg-L™") for 12 h in the microglia
inflammatory model in vitro. After catechin and LPS co-incubation for 12 h, MTT, ELISA and Western blot
were used to detect cell viability, cytokines, cell migration and protein expression.  In addition, transwell assay
was conducted to investigate the effect of catechin on cell chemokaxis. Catechin did not show any cytotoxicity
effect on BV-2 cells, but reversed the change in cell morphology and inhibited the release of TNF-a and IL-15,
cell chemotaxis and phosphorylation of NF-xB/p65. In conclusion, Catechin could inhibit the LPS-induced
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inflammatory response in BV-2 cells.

Key words: catechin; lipopolysaccharide; BV-2 cell; inflammatory response
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Figure 2 Catechin inhibited BV-2 cells chemotaxis induced by

MMK-1. The upper chamber of transwell was placed BV-2
cells which incubated with culture medium, LPS, LPS+catechin
(0, 5, 10, 20 and 50 mg-L™%), and lower chamber contained 20
nmol-L™* MMK-1. Data is exhibited by X+s, and three samples
in each group. A: Cell chemotaxis at the concentration of 20
and 50 mg-L™%.  B: The quantitative analysis of cell chemotaxis.
LPS: Lipopolysaccharide. *P<0.01 vs Con; "P<0.05 "P<
0.01vsLPS
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Figure 1 Catechin (C) promoted the viability of BV-2 cells.
areincubated for 24, 48, 72 h, respectively. "P<0.05 vs Con
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C/mgL"!

v r 0
1020 30 50 100 Con 25 5 10 20 30 350 100
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Data is exhibited by X +s, and three samples in each group. A, B, C



£ OES LRENIEZ WS S H BV-2 4010 2 1 SR 1 - 247 -

Aas C3 Con EE L[PS1mgl’
204 it
T'—]E 15
50 b *
'\-9_- *kF
< 104
=
s_
u_
Con  LPS 5 10 20 50
C/mg-L"

B 400

1 Con @@ LPSImgl’
- 3004 #ah
=]
g
= *
2 004 #
by
[£ 9
£ 100

0_
Con LPS 5 10 20 50
C/mg-L"

Figure 3 Catechin inhibited the secretion of I1L-18 and TNF-a of BV-2 cells induced by LPS. Data is exhibited by X+s, and three

samplesin each group. A: Thereleaseof IL-18; B: Therelease of TNF-a.
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Figure4 Catechin(20mg-L~ ) reversed the change of BV-2 cell morphology induced by LPS
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Figure 5 Catechin inhibited the phosphorylation of NF-«B of
BV-2 cells induced by LPS. Data is exhibited by x+s, and
three samples in each group. A: Representative bands of phos-
phorylated NF-xB; B: The semi-quantitative analysis of protein.
#P<0.01 vs Con; "P<0.01 vs LPS
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