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Abstract

i

Inhibitory Effect of Coicis Semen Extract(CSE) on
Pro-inflammatory Mediatory

Yun Hye Jin, Lee Yu Jin, Kang Mi Sun, Baek Jung Han
Department of Pediatrics, College of Oriental Medicine, Dacgu Haany University

Objectives
This study was evaluated the effects of CSE the regulatory mechanism of NO and cytokines in the
LPS-stimulated Raw 264.7 cells.

Methods

The Coicis Semen MeOH extract dissolved in EMEM for 1 hour prior to the addition of IPS(1ug/ml).
The cell viability was measured by MTT assay, and Nitric Oxide production was monitored by measuring
the nitrite content in culture medium. The levels of cytokine and PGE2 were analyzed by sandwich
Immunoassays.

Results

CSE inhibited the production of NO (0.03 and 0.1 mg/ml), TNF-a (0.03 and 0.1 mg/ml), IL-18
(0.03 and 0.1 mg/ml), IL-6 (0.03, 0.1 mg/ml) and PGE2(0.03 and 0.1 mg/ml) in Raw 264.7 cells
activated with LPS(lipopolysaccharide).

Conclusion
According to the results above, Coicis Semen can produce anti-inflammatory effect, which may play
a role in adjunctive therapy in Gram-negative bacterial infections.
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Nitric Oxide production(Fold Increase)
N

CON LPS CSE 0.01 CSE0.03 CSE 0.1

Fig. 1. Inhibition of NO production by Coicis Semen Extract(CSE) in Raw 264.7 cells
Raw 547 odls were treated with various concentrations of CSE dissalved in EMEM for Thr prior to the addition of TPS(1
ug/ml), and the cells were further incubated for 18hr.
Control cells were incubated with vehicle alone.
the concentrations of nitrite and nitrate in culture medium were monitored as described in the Methods section. Data
represent the mean=SD with three separate experiments(+: significant as compared to control, *+P<001, # significant
as compared to LPS alone, ##P<0.01).

Cell Viability(% of Control)

CON LPS CSE 0.01 CSE 0.03 CSE 0.1

Fig. 2. Effects of Coicis Semen Extract(CSE) on the cell viability in LPS stimulated Raw 264.7 cells
The cell viability was measured after indicated time.
Data represent the mean+SD with three separate experiments.
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TNF-a
Fold Increase(Relative to Control)

CON LPS CSE 0.01 CSE 0.03 CSE 0.1

Fig. 3. The effect of Coicis Semen Extract(CSE) on LPS—inducible TNF—a production
Production of TNF-a was measured in the medium of Raw 2647 cells cultured with LPS(1g/ml) in the presence ar
absence of CSE for 18hr.
The amount of TNF-a was measured by immunoassays as described in Section 2.
Data represent the mean+SD with three separate experiments(*: significant as compared to control, *P<00L, #
significant as compared to LPS alone, ##P<0.01).
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Fig. 4. The effect of Coicis Semen Extract(CSE) on LPS—inducible IL—1B production
Production of IL-1f was measured in the medium of Raw 2647 odlls cultured with TPS(g/mf) in the presence ar absence
of CSE for 12hr.
The amount of IL-18 was measured by immunoassays as described in Section 2.
Data represent the mean=SD with three separate experiments(+: significant as compared to control, *P<001, #
significant as compared to LPS alone, #P<0.01).
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Fig. 5. The effect of Coicis Semen Extract(CSE) on LPS—inducible IL—6 production
Production of IL-6 was measured in the medium of Raw 2647 odls cultured with TPS(Ixg/nd) in the presence ar absence of

CSE for 6hr.

The amount of IL-6 was measured by immunoassays as described in Section 2.
Data represent the mean+SD with three separate experiments(+: significant as compared to control, *+P<001).
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