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via inhibiting I1L-31
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The occurrence of allergic disease has increased harm-
fully in the last few decades. Atopic dermatitis (AD) is
an allergic inflammation disorder characterized by itchy,
red, swollen, cracked skin. Although the pathogenesis
of AD is not fully understood, it is assumed that dereg-
ulation of T-helper 1 (Thl) and T-helper 2 (Th2) immune
responses, a predominance of allergen-specific IgE, and
interrupted epidermal barrier function are keys to the
pathogenic mechanism. Activated T helper 2 (Th2) im-
mune function is hallmark of various allergic diseases.
Oxidative stress implicated in cutaneous damage in various
inflammatory skin diseases.

We investigated the effect of fermented soybean
(SCGB1) on the improvement of AD. Soybean fermenta-
tion was carried out using B. amyloliquefaciense SCGB1
(KCCM11964P), which is known to produce of natural
antibiotics. And then, we experiment of SCGB1 and soy-
bean powder (NC) in DNCB-induced AD model. Mice
were respectively oral administration of variety dose
for 14 days. As a results, it was confirmed that serum
Immunoglobulin E (IgE) expression was dose-depend-
ently decreased in SCGB1 and NC compared to negative
control, and it was reduced the skin pruritus inducing
factor that Interleukin-31 (IL-31) mRNA level. In addi-
tion, the inflaimmatory cells were infiltration in skin for
histological analysis. As a result, it reduced that epidermal
hyperplasia, cancellation and aveolarization compared to
negative control. These results suggest that SCGB1 may
be effective for prevention and treatment of AD.
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UTHIL G2 A QUTHSE-10]. 24A|7k viFRL HiFHS AR FAIE AFT F uE A
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SCORAD test
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Table 1. Intensity criteria of SCORAD index

Symptoms Score
Erythema 0: None
Pruritus / dry skin 1: Mild
Edema / excoriation 2: Moderate
Erosion 3: Severe
Lichenification (Maxinmum: 15)
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Table 2. Real-time PCR primer

Primer Sequences

(forward) 5'-TCGAGGAATTACAGTCCCTCTC-3’
(reverse) 5-TGTCGAGGTGCTCTATGATCTC-3'

IL-31
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Fig. 1. Body weight changes of atopic dermatitis-like skin lesions mice.

Fig. 2. The images of SCGB1 and NC in DNCB-induced atopic dermatitis-like skin lesion mice. A, Vehicle; B, Negative control C,
SCGBI1 100 mg/kg; D, SCGBI 200 mg/kg; E, SCGB1 400 mg/kg; F, NC 100 mg/kg; G, NC 200 mgkg; H, NC 400 mg/kg.

Q402 Vehicle 3 FE57] WS Arw 1 an} &
Lstoirs.

SCORAD test

255<QF SCGB1 @ NC ZF50] ¥, SCORAD testS %l
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Fig. 3. Effect of SCGB1 and NC on the SCORAD index in atopic dermatitis-like skin lesions mice.

200+
1 100 mg/kg

== 200 mg/kg

150+
EER 400 mg/kg

1004 5N ue L

5

=3
1

Total IgE expression (p g/ml)

o

Vehicle Negative SCGBE1 NC

Fig. 4. Effect of SCGB1 and NC on serum total IgE expression
in DNCB-induced atopic dermatitis-like skin lesions mice. All
values are mean + S.D. of triplicate analyses.
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Fig. 5. Effect of SCGB1 and NC on IL-31 mRNA expression
in DNCB-induced atopic dermatitis-like skin lesions mice. All
values are mean + S.D. of triplicate analyses. “p<0.01 vs
negative control.
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Discussion
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NC 100mg/kg

SCGBI 400mg/kg

NC 200mg/kg

Fig. 6. The histological study of H&E staining (x 100) for obtained skin tissues in DNCB-induced atopic dermatitis-like skin lesions mice.
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