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[ Abstract] Recent research progress into the use of Chinese medicine has demonstrated good therapeutic
effects for increasing numbers of Chinese medicines for immune system diseases. Atopic dermatitis ( AD) is an

inflammatory disease characterized by type 2 immunity, and research into its pathogenesis and therapeutic
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immunopharmaceuticals has result ed in various different types of animal models. This review summarizes the existing

animal models of AD and their immune-related characteristics, with the aim of providing appropriate references for the

selection of future research models related to AD.
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Table 1 AD clinical diagnostic criteria
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International criteria
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(1) Children under 2 years of age with onset of pruritus must
have had pruritus in the past 12 months

(2) History of skin fold involvement and generally dry skin in
past year

(3) Visible flexural dermatitis in adults and facial | extensor
muscles dermatitis in infants ( elbow socket, rouge socket,
anterior ankle, neck, including children under 10 years of age
with cheek rash)

(4)Chronic or relapsing dermatitis, with flexural eczema
(children under 4 years of age with eczema in facial forehead
and extended extremities)

(5) Personal or family history of cutaneous or respiratory atopy
(history of atopic disease in 1st degree relative if aged or

personal history of asthma or hay fever ).
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(1)Infancy AD: infantile eczema, mostly on cheeks, forehead and scalp,
the rash may be dry or oozing

(2)Child AD; elbow sockets, rouge sockets and calf extensors, subacute
and chronic dermatitis as the main symptom, rash tends to be dry,
hypertrophic, and distinctly mossy

(3)Teen or adults AD; symmetrical eczema with lesions similar to those of
childhood and with a duration of more than 6 months + personal or family
history of atopic ( inciuding eczema, allergic rhinitis, asthma, allergic
conjunctivitis, etc )/raised serum IgE and (or) raised peripheral blood
eosinophils and (or) allergen-specific IgE positivity ( Positive allergen-
specific IgE test grade 2 or higher)

(4)Gerontic AD; rash is usually generalized, with a predominance on the
trunk and extensor sides of the extremities. The rash is usually present for
the first time in gerontic, with a history of child AD or relapse in older age,

first AD in teenager and adult or chronic relapsing course into gerontic'™*
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Table 2  Analysis of different animal models of atopic dermatitis based on western medical theories
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Allergen induction

OVA

(1) Eosinophils, mast (1)Scratching, erythema, dryness

cells .CD4" and CDS8* T (2) Epidermal hyperplasia

]

cell in skin lesion thickening and peeling"®*

tissue T (2]
(2)IL-4 IL-13,

IFN-y T 1%
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Model Characteristic Skin lesion characterization
characteristic characteristic
(1) 1L 1gG.
IgE T [57-58]
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Table 3  Analysis of different animal models of atopic dermatitis based on traditional Chinese medicine theories

HEEET AR RAREFFE Hef b
Traditional Chinese ERT R Skin SER Biocherljli('al
medicine Modeling method inflammation Symptomatic U
.. characteristic
syndrome types characteristic
1) K kB W AT BE B
(1)2%HHE(2,4,6- W BeR: Sgin )
trinitrochlorobenzene , PCI ) I £ 7E (2) %Iﬁ’;?i‘ﬁ%\ s g
BALB/c /D BUSHR AT 4 d ) sl
JH10.8% PCIA 2 d 345 1 0, [l e
T H 25 ml/kg 254 T 1 g/mL K AN
T 25 mi e ST L/l (3) 405 KB F "
AEH L 14 d e BRI gpk ) L T
(2)FT /L 20 JEJ5 I 108 mg/mL K f;;M i ]’;7? -~ (2)TSLP 1
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