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Effects of mixture extract on allergic contact dermatitis and anti—inflammatory

Young—Ah Jang#, Jin—Tae Lee

Department of Cosmeceutical Science, Daegu Haany University, Gyungsan, 712—749, Korea

ABSTRACT

Objectives : The aim of this study was to evaluate whether herb mixture extract (HME) would affect allergic
contact dermatitis induced by 1—chloro—2,4—dinitro—chlorobenzene (DNCB) in mice, For this, the level of blood
IgE was identified, To evaluate anti—inflammatory effect of HME, we tested HMC—1 cells stimulated by PMA+A231867,
Methods : In order to evaluate allergic contact dermatitis effects we observed HME on contact—hypersensitive
skin of Balb/cmice induced by 0.5% DNCB and measured concentration of IgE in blood of Balb/c mice. In order
to evaluate anti—inflammatory effect of cytokine expression we used the method of enzyme—linked immunosorbent
assay.

Results : We confirmed deep wounds, erosions, progress of keratinization and drop out of dead skin cells from
Balb/c mice induced by 0.5% DNCB, We also observed a remarkable decrease in symptoms of atopic dermatitis
in the group that received injection of 200mg/kg HME,

In addition, in the measurement outcome for IgE concentration in blood, we confirmed that IgE concentration
was increased by treatment with DNCB only, while it was markedly decreased by treatment with HME,

We confirmed that cytokine expression decreased through enzyme-—linked immunosorbent assay and pERK,
pJNK, and pp38 also decreased through western blot test

Conclusions : According to the above results, HME has some effect on alleviating symptoms of allergic contact
dermatitis and has anti—inflammatory effects,

Key words : allergic contact dermatitis, Herb Mixture extract, DNCB, anti—inflammatory, cytokine, MAPKs
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protein® BSA(bovine serum albumin)&i A3t
standard curveo] ODZrE thUAIAA proteinFS R A3}
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IEE HE & SR Ry {F uhero] mi W
3} AE FsAth. DNCB A3 g Ao ARs,
ZrA o] Zske gehe] oS yehfgich 22y HME(200
mg/kg)E T3t IFoJALE ot RG] FHito] FHA
A AAEE AL goko s WA 5 QthFig. 1).

e

Control DNCB

DNCE + HME

DNCB+Terfenadine

Fig. 1. The effect of HME on the DNCB-induced dermatitis. The
BALB/c mice (n=6) were sensitized with 150 Wl of 0.5% DNCB in
acetone-olive oil (3:1) or vehicle (acetone/olive 0il=3:1) applied to
the dorsal skin twice each week for a total period of 5 weeks.
After 3 weeks, Sample (200 mg/kg) was orally administered 2
week prior to the end of the experiment.

2. 84 IgE 5=

olET TEYP {Fk uleAoA ZFH Y sample2 71A]
1 ELISA & olgst X W IgEY 5%=& SAsIY
AY A3, DNCB @5 AZolA 39 IgEe WH2 57
9.0, HME(200 mg/kg)e] Fojolxes IgE %ol f2l3
o3 AR B AgoME F3]2ETIAIQ] terfenadine(10
mg/kg)E ¥ xLo2 AMGSHHTHEIg. 2).

19E levels seruming/ml}

—

Control DNCB

DNCB + HME DNCB+Terfenadine (malkg)

Fig. 2. Blood samples were collected and then levels of serum IgE
in the indicated groups were measured using the ELISA method
(*P ¢ 0,05 vs. control group, P ¢ 0.05 vs. DNCB—treated group).

3. TNF-a , IL-6, IL-8&%%

TNF-q, IL-6 ¥ IL-8 AFSA ARE 27| 27|
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TNF-q, IL-6 ¥ IL-8 A4 vl 98 HMC-1 A2
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9] HMEE AAg ¥ PMA+A231867= A=3t3th, Alazef
A EH|" TNF—¢, IL-6 9 [L-89 &t ELISAHHo=
EAsigon A Z3 gzl vl PMA+A2318674 <
3lo] TNF—a, 1L-6 ¥ IL-82] AL Z7151921H(P<0.05),
HME®| 9J3te] & oj&zoz oA atthFig. 3).
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Fig. 3. The effects of HME on the production of inflammatory
cytokines in PMACI—stimulated HMC—1 cells. HMC—1 cells were
pre—treated with HME (0.5~2 mg/ml) for 1 h and then stimulated
with PMACI for 12 h. The levels of inflammatory cytokines (TNF—
a, IL-8 and IL—6) were measured from cell supernatant using
ELISA. All data were represented in the mean®=S.EM. of triplicate
determingtions from triplicate separate experiments ("’P( 0.05 vs.
control, P { 0.05 vs. PMACI alone).

4, MAPKs 43} dig &3

HMEZ} MAPKs QIAEHE A dl=A] gotkr] s
western blot22 ERK, JNK, p38¢ <lilss #elst At
Aol PMA+A231867%F AHZg tHRTolAe] MAPKs
(ERK, JNK, p38)¢] @@=k tju] HMES 1mg/ml 2| 3}
< o o] KISt AfEE AL Rl AnkFig. 4).
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Fig. 4. The effects of HME on the PMACI—stimulated pp38, pERK
and pJNK, expression in. HMC—1 cells were pre—treated with
HME(1 mg/ml) for 1 h and then stimulated with PMACI for 1h. (A)
Total cellular proteins were resolved by SDS-PAGE, and pp38,
PERK and pJNK were detected using specific antibodies. (B) The
relative levels of pp38, pERK and pJNK were represented. All
data were represented in the mean =+ SEM. of triplicate
determingtions from triplicate separate experiments (*P { 0.05 vs.
control, P { 0.05 vs. PMACI alone).
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