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The Effect Caused by Kyumsuyukgun-jun on
Vascular Permeability of Allergic Antigen

Jong-chul Jeon, Moon-soo Jung, Sung-do Lee, Dong-il Park

Dept. of Intemal Medicine, College of oriental Medicine, Dongeul University

Kyumsuyukgun-jun has been used for the chronic bronchitis, asthma and other ilinesses. This study was carried out for
the purpose of determining what effect KS has against allergic inflammatory reaction. The results obtained was that KS had
inhibitory effects of following administration routes on PCA in rats. According to the above results, KS is beneficial ‘against
allergic inflammatory reaction through inhibition of PCA.

Key Words: Kyumsuyukgun-jun, allergic inflammatory, PCA, inhibition.
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on AL THEEAR," A AT SASERIKyu-
msuyukgun-jun, AT KS)2 2 1349 IHMET 7
B g3} @riTable. 1).

Table 1. Prescription of Kyumsuyukgun-iun

BN - B 4
o Rehmannia glutinosa 20g
=474 Angelica sinensis 4g
- Pinellia ternata 4g
S Poria cocos 4g
354 Citrus unshiu 6g
HE Glycyrrhiza uralensis 4g
87 f Sinapis alba 2.8g
HE Zingiber officinale Sg
Total
amount 49.8g
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2 249 Aok qest 2o 4% 2R 55
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=
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Extravasation of Evans blue (itg/ml)

Normal Control KS ) ) )
Oq au; :m ro. 5 Fig. 2. The z-zllenge with antigen (DNP-HSA) after
hallenge with antigen(DNP-HAS) | photcorzm of the internal surface in rat skin.
Fig. 1. inhibitory effects of KS on 48 h passive cuta- A: Nermal, B: Control, G KS
neous anaphylaxis in the rat.

Anti-DNP IgE was injected into dorsal skin sites. After 48h, KS SIH AT = . O Zolx
(18.97mg/100g) was administered orally 1 h prior to the challenge 'L]—r \]-‘J—]Ur:_ anti-DNP IgE 0.5ug(50u1) = TH o}»
with antigen (DN}‘-HSA). Each amount of dye is presented as t_he 3 A} sL]. 48h_§‘_oﬂ DNP-HSA looug(lo()ul)% ?‘Q
mean+S.E. three independent experiments. * p<0.05 compared with

the control group (Anti-DNP IgE plus DNP-HSA). 3} control ZE¢] Evans blue patch®] W& (mm)

Table 2. Inhibitory Effect of KS following Administration Routes on PCA in Rat.

KS addition(mg/g)" Area/min(mm)° Weight (g)° Amount of dye (ugml)d Inhibition ' (%)
None 94.4£98.0
Control 134.8%11.7 1.4+0.1 3022.3+612.2
KS(18.97mg) 111.89+£10 1.05+0.1* 1029.5+531.2% 68.0%

a) Anti-DNP IgE was injected into dorsal skin sites. After 48h, KS (18.97mg/100g) was administered orally 1h prior to the chailenge
with antigen (DNP-HSA). d) Each amount of dye is presented as the meansS.E. three independent experiments. b) The patch of
evans blue was measured 30 min after antigen (DNP-HSA) injection. ¢) Weight of evans blue patch was measured 30 min after
antigen (DNP-HSA) injection. * p<0.05 compared with the control group (Anti-DNP IgE plus DNP-HSA).
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