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Anti-inflammatory Effect of Allium hookeri Root Methanol
Extract in LPS-induced RAW264.7 Cells
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Abstract

Allium hookeri, a member of the onion family, has long been mainly cultivated for food and medicinal use
in Southeast Asia countries owing to its various biological properties. However, no studies of the anti—-in—
flammatory effects of A. hookeri extracts have been conducted to date. Therefore, this study was investigated
the potential of the methanol extract of A. hookeri to suppress the inflammation in lipopolysaccharide (LPS)-
induced mouse macrophage RAW264.7 cells. This study was performed on macrophage cells that were pretreated
with 0~500 pg/mL of methanol extract of A. hookeri root prior to LPS treatment. Treatment with methanol
extract of A. hookeri root significantly inhibited LPS-induced nitric oxide formation in dose-dependent manner.
Treatment of A. hookeri root also significantly decreased LPS-induced TNF-a and IL-6 production. The results
of this study provide new evidence of the anti-inflammatory properties of A. hookeri and indicate that it may
have a potential therapeutic use for the prevention and treatment of macrophage derived chronic immune

diseases.
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Fig. 1. Effects of A. Hookeri root methanol extracts and LPS
on the cell viability in RAW264.7 macrophage cells. The cells
were pre-treated with the various concentrations of A/lium hook-
erl extracts (methanol extract from the root of A. hookeri) for
2 hr and then treated with LPS (2 pg/mL) for 20 hr. The concen—
trations of A. hookeri extracts are 0, 50, 100, 150, 200, 300, 400
and 500 pg/mL. The rates of cell viability were measured by
CCK-8 assay. The data shown are means=®=SD of three in-
dependent experiments.
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Fig. 2. Effects of A. Hookeri root methanol extracts on
LPS-induced NO generation in RAW264.7 macrophage cells.
The cells were pre-treated with the various concentrations of A.
Hookeri extracts (methanol extract from the A. hookeri root) for
2 hr and then treated with LPS (2 ug/mL) for 20 hr. The amounts
of NO were determined by Griess assay. The data shown are
means=SD of three independent experiments. Allyl disulfide
(ADS) was used as a posive control (1 ng/mL). 'p<0.05 signifi-
cantly different from the value in cells treated with LPS in the
absence of A. Hookeri extracts, respectively.
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Fig. 3. Effects of A. Hookeri root methanol extracts on TNF-
a generation in LPS-stimulated RAW264.7 macrophage cells.
The cells were pre-treated with the various concentrations of A.
Hookeri root methanol extracts for 2 hr and then treated with
LPS (2 pg/mL) for 20 hr. The amounts of TNF-a was determined
according to the manufactural’s instruction of mouse TNF-a Kit.
The data shown are means=*SD of three independent experiments.
Allyl disulfide (ADS) was used as a posive control (1 ng/mL).
“p<0.05 is significantly different from the value in cells treated
with LPS in the absence of A. Hookeri extracts.
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Fig. 4. Effects of A. Hookeri root methanol extracts on IL-6
generation in LPS-stimulated RAW264.7 macrophage cells.
The cells were pre-treated with the various concentrations of A.
Hookerr root methanol extracts for 2 hr and then treated with
LPS (2 pg/mL) for 20 hr. The amounts of IL-6 was determined
according to the manufactural’s instruction of Mouse IL-6 Kit.
The data shown are means=SD of three independent experiments.
Allyl disulfide (ADS) was used as a posive control (1 ng/mL).
"p<0.05 is significantly different from the value in cells treated
with LPS in the absence of A. Hookeri extracts.
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