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Inhibitory effects of Coptidis Rhizoma on the LPS-induced production of
nitric oxide and TNF-a in mouse macrophage cells
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ABSTRACT

Objectives © Coptidis Rhizoma has been known traditional medicine with antimicrobial activities. We
investigated inhibitorv effects of Coptidis Rhizoma extract on lipopolysaccharide(LPS)-induced nitric oxide
production from mouse macrophages.

Methods © After Coptidis Rhizoma extract was pretreated in BV2, mouse brain macrophages and
RAWZ2647 mouse macrophages, cells were activated with LPS. To investigate cytotoxicity Coptidis
Fhizoma extract, cell viability was measured by MTT assay. The production of nitric oxide(NO) and
inducible nitric oxide synthase(iNOS) was determined in each culture supernatant and mRNA by Griess
reaction and RT-PCR. The production of TNF~a from cells was measured by ELISA.

Results : Coptidis Rhizoma extract significantly inhibited LPS-induced NO production in BV2 and
RAWZ64.7 cells. Coptidis Rhizoma extract also greatly suppressed mRNA expression of iNOS in BVZ and
RAWZ264.7 cells activated by LPS.

Conclusion : These data suggests that Copfidis Ehizoma extract may have an anti-inflammatory effect
through the mhibition of NO production.

Key words : Anti-inflammation, BV2, Coptidis Rhizoma, iNQOS, lipopolysaccharide, macrophage, NO,
RAW2647
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Fig. 1. Cell cytotoxicity of Coptidis rhuzoma extract in BV2(A) and
RAW264.7(B) cells. After cells(5x10° cells/well) were cultured with
various concentrations of Coptidis rhuzoma extract with LPS for
24h, cell viability was measured in the culture supernatants by
MTT assay. The results show mean value of three independent
experiments(SD = bars), *p<0.05 vs. LPS-treated group, n=3.
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Fig. 2. Inhibitory effect of Coptidis rhuzoma on LPS-induced nitric
oxide production from BV2(A) and RAWZB47(B) cells. Cells(5x10°
cells/ml) were incubated with various concentrations of Coptidis
rhuzoma in the presence of LPS(lug/m) for 24h. NO production
from cells was determined in culture supernatant by Griess reagent.
#p<0.05 and **p<0.001 vs. LPS-treated group, n=3.
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Fig. 3. Inhibitory effect of Coptidis rhuzoma on LPS-induced TNF-
o production from BV2(A) and RAW2647(B) cells. Cells(5x1¢°
cells/ml) were incubated with various concentrations of Coptidis
rhuzoma extract in the presence of LPS(lug/ml) for 24h. TNF-a
production from cells was determined in culture supernatant by
ELISA. #p<0.05, *xp<0.001 and #p<0.0001 vs. LPS-treated group,
n=3.
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Fig. 4. Inhibitory effect of Coptidis rfuzoma on mRNA expression
of INOS in BV2(A) and RAW2647(B) cells. Cell were incubated
with each concentration of Coptidis rhuzoma extract at the presence
of LPS for 3h. mRNA expression of iINOS was determined by
RT-PCR.
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