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Anti-allergic effects of So—Cheong-Ryong-Tang
in ovalbumin—-induced allergic rhinitis model

Ilhwan Kim, Jinmo Ku, Hansol Hur, Changhyeok Na,
Bo—Hyoung Jang, Yong—Cheol Shin & Seong—Gyu Ko*
Department of Preventive Medicine, College of Korean Medicine, Kyunghee University

Abstract

Objective : Allergic rhinitis (AR) is an allergic inflammation of the nasal airways. Socheongryong—Tang
traditionally has been used in Korea for treatment of allergy diseases. In the present study, we investigated
whether SCRT suppresses the progression of AR in vivo and in vitro,

Method : In this study, we investigated the effect of oral administration of SCRT on the Ovalbumin(OVA)—
induced allergic rhinitis mouse models, Additionally, to find a possible explanation for the anti—inflammation
effects of SCRT, we evaluated the inflammatory cytokine levels in LPS—stimulated mouse inflammation
cell (RAW264.7) and mouse splenocyte.,

Results : The finding of this study demonstrated that SCRT reduced mast cells and inflammation cells
infiltration in OVA—induced nasal cavity. Additionally, SCRT inhibited the production of inflammatory
cytokines in splenocyte. However SCRT don’t inhibited the production of inflammatory cytokines in RAW264.7
cells,

Conclusion : Taken together, our results showed that oral administration of SCRT beneficial effects in allergic
rhinitis, suggesting that SCRT might be a useful candidate for the treatment of allergic rhinitis,.

Key words . allergic rhinitis, inflammation, ovalbumin, mast cells, RAW264.7 cells, Socheongryong—
Tang
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Table 1. General schematic diagram of studies.
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Figure 1. Changes in body weight(A) and food intake(B) during treatments with SCRT
in OVA—induced AR mice model. Values are expressed as mean = SEM (n=8).
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Figure 2. Effect of SCRT on inflammatory cell infiltration in the AR nasal mucosa tissue.
The nasal mucosa sections were stained with hematoxylin and eosin(A).
Data are presented as mean = SEM P ¢ 0.05, *.X P ¢ 0.01, and . X X P ¢ 0.001 (B).
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Figure 4. Effect of SCRT on LPS stimulated on RAW264.7 cells viability.
RAW264.7 cells(1x104cell/ml) were pretreated with various concentrations of SCRT for 1h
and then incubated for 24h with LPS (1ug/ml). After treatment, cell viability was measured using MTS,
Data are presented as mean = SEM X P ¢ 0.05, *.X P ¢ 0.01, and *_*_ X P ¢ 0.001.
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Figure 5. The effects of SCRT in LPS stimulated RAW264.7 cells.
RAW264.7 ceIIs(1x106ceII/mI) were pretreated with virious concentrations of SCRT for 1h
and then incubated for 24h with LPS (1uM). The levels of NO product (A). The IL—6 mRNA levels
were measured by RT-PCR analysis (B). The IL—6 (C) were measured from cell supernatant using ELISA.
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Figure 6. Effect of SCRT on mouse splenocyte viability. Splenocyte (2x104ceII/mI) were pretreated
with virious concentrations of SCRT for 1h and then incubated for 24h. After treatment, cell viability was measured
using MTS, Data are presented as mean = SEM > P { 0.05, *.* P { 0.01, and *_ kP { 0.001.
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Figure 7. The effects of SCRT on the production inflammatory cytokine in LPS stimulated splenocyte.
splenocyte were pre—treated with SCRT for 1h and then stimulated with LPS for 24h. The levels of IL—6 (A)
and TSLP (B) were measured from cell supernatant using ELISA. Data are presented as mean * SEM
*.P € 0.05 . kP {0.01, and *_ *_ %P ¢ 0.001.
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