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Abstract We tried to analyze the inflammation reactions by treatment of AG, AS and AA in murine RAW
264.7 cells. To investigate the effect of AG, AS and AA on cell viability of RAW 264.7 cells, AG, AS and
AA were treated for 24 h and MTS assay was performed. Cell viabilities were increased in 1,600 pg/ml
concentration by AS, AA and AG treatments, respectively. The mRNA expression levels of IL-1[3, TNF-a and
iNOS were increased by AG and AA treatment at a concentration of 200 ug/ml in RAW 264.7 cells without
Lipopolysaccharide (LPS) treatment. The mRNA expression levels of IL-13, TNF-a and iNOS were increased
by AG and AA 6 h treatment at a concentration of 200 ug/ml with LPS treatment. In this study, we
observed that AG, AS and AA show various activities on inflammation reaction depend on their treatment time.
In the future, studies should be conducted to investigate the effects of AG, AS and AA on the various
inflammatory responses of macrophages.
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(WELGENE, Korea), LPS from Escherichia coli
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Qubit RNA Assay Kit (molecular probes, USA), eCube
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2.2.5 Quantitative RT—PCR
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IL-1B8 F AGG TCA AAG GTT TGG AAG CA 129 58
R TGA AGC AGC TAT GGC AAC TG
TNF-a F AGG GTC TGG GCC ATA GAA CT 103 58
R CCA CCA CGC TCT TCT GTC TAC
iNOS F CAG CTG GGC TGT ACA AAC CTT 9% 58
R CAT TGG AAG TGA AGC GTT TCG
GAPDH F CCA TGG AGA AGG CTG GGG 195 58
R CAA AGT TGT CAT GGA TGA CC
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[Fig. 1] The effect of AG, AS, and AA on cell
viability.

(A) RAW 264.7 cells were treated with indicated concentrations

of AG, AS, and AA for 24 h. Cell viability was measured by

MTS assay.

(B) Cell numbers were determined by direct counting with a

hemocytometer.

=xp < 0.01, =xxp < 0.001.
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[Fig. 2] The mRNA expression levels of pro—
inflammatory cytokine IL—1B3, TNF-—aq,
and iNOS.

RAW 264.7 cells were treated with AG, AS, and AA (200 u

g/ml) for 6 h. Total RNA was isolated and analyzed for mRNA

expression with qRT-PCR.

#p < 005, =p < 0.01.
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[Fig. 3] The effect of AG, AS, and AA on mRNA
expression level of  the pro—
inflammatory cytokine IL—1@, TNF-—q,
and INOS genes. RAW 264.7 cells were
treated with AG, AS, AA (200 ug/ml)
and LPS (1 pg/ml) for 6 h and 24 h.

(A) The IL-1B expression level.

(B) The TNF-a expression level.

(C) The iNOS expression level. Total RNA was isolated and

analyzed for mRNA expression by qRT-PCR.
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