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inhibits LPS-induced inflammation in mice microglia line BV-2
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Abstract; Objective To investigate the role and possible mechanism of CysLT2 receptor antagonist HAMI3379 on
the inflammatory response of mouse microglia (BV-2) induced by LPS. Methods BV-2 cells were divided into
control group, LPS (100 ng/mL) group, HAMI3379 (0.01, 0.1 and 1 pwmol/mL) group and LPS+HAMI3379
group. The proliferation of BV-2 cells was detected by CCK-8 assay. The contents of cytokines IL-13, TNF-a and
IL-10 were measured by ELISA assay. Western blot was used to detect the expression of PKCa,IKBo, NF-kB p50
and p65 protein. Results LPS significantly induced the activation of BV-2 cells and promoted proliferation of cells

(P<0.05). The secretion of inflammatory factors IL-18 and TNF-a was significantly increased and the secretion of
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IL-10 was obviously reduced in cell supernatant( P<0.05). The expression of PKCa, IKBa and p65 proteins were

significantly up-regulated ( P<0. 05). The CysLT2 receptor antagonist HAMI3379 was able to reduce these changes.

Conclusions

The CysLT2 receptor antagonist HAMI3379 may inhibit the activation of BV-2 cells induced by LPS

and reduce the inflammatory response, and the possible mechanism is related to the inhibition of PKCa/NF-«B sig-

naling pathway.
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A. morphology of adherent culture of BV-2 cells; B. morphology when BV-2 cells were activated ; C. morphology of BV-2

cells were observed by immunofluorescence staining
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Fig 1 Morphological observation and immunological identification of BV-2 cells
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Table 1 Effect of LPS and HAMI3379 on the prolifera-
tion of BV-2(x%s, %, n=5)

group proliferation rate

control 1. 000
LPS(100 ng/mL) 1.722+0.206 "
HAMI3379(0. 01 pg/mL) 1.011+0. 138*

HAMI3379(0. 1 pg/mL) 0.985+0. 201"

HAMI3379(1 pwg/mL) 1. 143+0. 083"
LPS+ HAMI3379(0. 01 pg/mL) 1. 062+0. 065*
LPS+ HAMI3379(0. 01 pg/mL) 0. 857+0. 135*

LPS+ HAMI3379( 1 pg/mL) 0. 658+0. 069 “*

*P<0.05 compared with control group; *P<0.05 compared with LPS
group.
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Fig 2 Effect of HAMI3379 on the release of cytokines in the supernatant(x+s, n=3)
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Fig 3 Effect of HAMI3379 on the expression levels of PKCa, IKBa, p50 and p65 proteins in BV-2 cells
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