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ABSTRACT

Objectives : There is a pressing need to determine the clinical and scientific validity of herbal therapies for animal
model with atopic dermatitis since some differences in systemic cytokine polarization between in animal model and in
patients with atopic dermatitis has been reported, New studies for tang, medicinal herb itself or effective ingradients
of medicinal herb showing anti—atopic dermatitis effectiveness are reviewed in terms of cytokine regulation,

Methods : Those herbal therapies used to treat atopic dermatitis in animal model were introduced and the
expression pattern of cytokine and the activity of mast cell were compared in both animal model and patients
with atopic dermatitis,

Results . In case of atopic dermatitis in human, there is a biphasic pattern of cytokine expression in atopic
dermatitis, with acute skin inflammation associated with a predominance of IL—4 and IL—13 expression from
Th2 cells, and chronic inflammation associated with increased IL—5 from Th2-—cells and IFN—y from Thl—cells,
However, a pattern of cytokine expression in animal model with atopic dermatitis is not matched well to the
biphasic pattern of cytokine expression in patients with atopic dermatitis, In addition, a kind of cytokine is
different by animal model with atopic dermatitis, These differences would make herbal medicines, showing their
effectiveness on atopic dermatitis, difficult to apply to patients with atopic dermatitis,

Conclusion : The pattern of local cytokine expression plays an important role in modulating tissue inflammation,
and in atopic dermatitis this pattern depends on the acuity or duration of the skin lesion, Thus, in order to
develop medicinal herb itself or effective ingradients of medicinal herb showing anti—atopic dermatitis effectiveness,
biphasic pattern of cytokine expression should be considered in animal model with atopic dermatitis,
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Fig. 1. Mechanism of Immune control for balance of Th1 cell and
Th2 cells. APC=antigen—presenting cell, Th=T helper cell,
Thi=type 1 Th, B=B lymphocyte, M=macrophage, APC=antigen
—presenting cell, Th=T helper cel, Thi=type 1 Th, B=B
lymphocyte, Mg =macrophage, Eo=eosinophil, Th2= type 2 Th,
Mc/B=mast cell/basophil, IFN=interferon, TNF=tumor necrosis
factor, IL=interleukin, (Adapted from Romagnani)
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Fig 2. Biphasic cytokine expression in atopic dermatitis. Acute
skin lesions are rich in TH2 (IL—4 and IL—13) cytokine expression.
Chronic skin lesions show increased expression of IL—5 and IFN—
v and IL—12, with significant decrease in IL—-4 and IL-13 as
compared with acute lesions.(Adapted from Donald)
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Fig. 3. Roles of mast cells in atopic dermatitis. CRTH2:
chemoattractant receptor homologous molecule expressed on Th2,
cells), PGD2:prostaglandin D2 (Adapted from Kawakami).
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Table 1. Comparison of mouse models for atopic dermatitis
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Fig. 5. Effects of Rehmannia glutinosa extract on serum histamine
and total IgE levels
(Adapted from Sung Yoon—Young).
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Fig. 6. Effects of RGE on DfE—induced mRNA expression levels of
cytokines, IL—4 and TNF— in the ear lesions of NC/Nga mice.
DfE: Extracts from Dermatophagoides farinae (Adapted from Sung
Yoon—Young)
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thymus— and activation—regulated chemokine (Adapted from
Pokharel)
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Fig. 8. Effects of Eokgansan on serum corticosterone levels and
immune cells in the NC/Nga mice. (Adapted from Jiang).
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Fig. 9. Effects of CBBF on the serum histamine level and mast
cell infiltration in the skin lesions of DNFB—-treated NC/Nga mice.
(Adapted from Wu)
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Fig. 11. Effects of Lindera obtusiloba water—extract on serum total
IgE.

* LOWE: Lindera obtusiloba water—extract. (Adapted from Eun—Ju
Choi)
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Fig. 12. Effects of Linaera obtusiloba extracts on the expression of
cytokines in ear.

* LOWE: Lindera obtusiloba water—extract. (Adapted from Eun—Ju
Choi)
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