RAGLEE 2B AL (20069 39)
Kor. J. Herbology 2006:21(1) : 9-15

=% sh<e7 DNCBR i
*{d%‘a‘ﬁl Foll m|A]= dF

m

A ol AE!Y, HAYY i), B MAEt
1 opgeistn golaiet sejsta, 2 PR AN HE @ o) dst

Effect of Lonicerae Flos-Skin on Contact Hypersensitivity
induced by Repeat Elicitation of DNCB

Sang Chan Kim", Jae Ryoung Lee!, Kyung Im Choiz, Sook Jahr Park!,
Young Kyu Kwon', Sung Hui Byun"

1:College of Oriental Medicine, Daegu Haany University,
2:Dept. of Beauty Coordination, Daegu Health College

ABSTRACT

Objectives : Lonicerae Flos has been known as a useful plant with anti~inflammatory, antioxidative and
immunosuppressive activity. To evaluate anti-inflammatory effect of Lonicerae Flos, we treated Lonicerae
Flos-skin in animal model system induced contact hypersensitivity.

Methods : Contact hypersensitivity, a local inflammatory response of the skin, was induced by spreading
the right ear of BALB/c mouse with 1% DNCB. Ionicerae Flos-skin was prepared by dissolving 1%
water extract of Lonicerae Flos in skin vehicle and treated evervday for 2 weeks on the right ear.

Results : Lonicerae Flos—skin significantly reduced a mouse ear thickness swelled by 1% of DNCB
treatment compared with skin vehicle-treated control group. Lonicerae Flos—skin also reduced IgG and
IgE in serum obtained from blood of 1% DNCB-treated mouse.

Conclusion : These results showed that Lonicerae Flos-skin could be used as a pharmaceutical material
with antinflammatory effects by reducing IgG and IgE in contact hypersensitivity mouse model by DNCB.
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Table 1. The experimental formulation of the skin containing

lonicera extract

Phase Chemical name Cfs;f\r;;%
DI - Water to 100
A 1,3-Butylene Glycol 3
Glycerin 2
Betaine 2
Ethanol 5
B Polyoxyethylene 1
Hydrogenated Castor Oil
Methylparaben QS.
c Citric acid QS.
Sodium Cifrate QS.
D Lonicera extract 1

* S, (Quantum sufficient : Proper quantity)
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Scheme. 1. Experimental Design.
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Fig. 1. The Effect of Lonicera on Ear Swelling Induced by Repeat
Elicitation of DNCB. Mice were sensitised on the inside of right ear
by epicutancous application of 20 Wof 1% DNCB solution 7 days
before first elicitation, and then the mice were repeatedly treated
with DNCB from day 0 at 2 days interval (3 times/week). The car
thickness was measured at 14 days after first clicitation.  Data
were presented as the mean + SD. (n = 5 for each group) * P
{0.05 compared with normal, # P <0.05 compared with control.
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Fig. 2. The Effects of Lonicera on Immunoglobulin E Levels in
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Serum. Mice were sensitised on the inside of right ear by
epicutaneous application of 20 @ of 1% DNCB solution 7 days
before first elicitation, and then the mice were repeatedly  treated
with DNCB from day 0 at 2 days interval (3 times/week).  The
IgE level was measured at 14 days after first elicitation. Data
were presented as the mean + SD. (n - 5 for cach group) **+ P

<001 compared with normal, #: P (0.01 compared with control.
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Fig. 3. The Effects of Lonicera on Immunoglobulin G Levels in
Serum.

Mice were sensitised on the inside right ear by epicutaneous
application of 20 « of 1% DNCB solution 7 days before first
elicitation, and then the mice were repeatedly treated with DNCB
from day 0 at 2 days interval (3 times/week). The IgG level was
measured at 14 days after first elicitation. Data were presented as
the mean t SD. (n = 5 for each group) **; P {001 compared with

normal, ## P (0.0l compared with control.
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