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Characteristics between IgE mediated and non-IgE mediated atopic
dermatitis in children

Hyung Su Kim', Ji-In Jung? Sun Bok Suh’, Jin-A Jung?
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Purpose: Atopic dermatitis (AD) is a chronic inflammatory skin disorder with a association of genetic, environmental, and immuno-
logic factors in the development of AD. And AD can be classified into IgE mediated and non-IgE mediated. We investigated a differ-
ence of clinical characteristics and immune response between the two groups.
Methods: From January 2008 to December 2011, we enrolled 125 children who visited Dong-A University Medical Center and
Busan Medical Center, and were diagnosed as AD with the Haniffin and Rajka's criteria. We checked the history of combined asthma
and allergic rhinitis and allergic disease of family in patients. We measured serum total IgE, specific IgE by ImmunoCAP or skin prick
test. We measured serum interleukin (IL) 4 (IL-4), interferon-y (IFN-y), IL-10, and IL-17, which are associated with chronic inflamma-
tory disorder by flow cytometry method (Luminex).
Results: Eighty (64%) were included in the IgE mediated group, while forty-five (36%) were included in the non-IgE mediated group.
The frequency of combined allergic disorder and serum total eosinophil count were relatively higher in IgE mediated group
(P=0.023, P=0.032). The incidence of a family history in allergic disease and the mean of SCORing Atopic Dermatitis index had no
difference between the two groups. Serum IL-4, IFN-y, IL-10, IL-17 were higher in the IgE mediated group, but there were no statisti-
cally significant differences between two groups (P> 0.05).
Conclusion: IgE mediated AD showed higher total eosinophil count and higher incidence of bronchial asthma and allergic rhinitis
than non IgE mediated AD. (Allergy Asthma Respir Dis 2013;1:339-343)
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Table 1. Characteristics of the patients

Characteristic IgE (n=80) Non-IgE (h=45)  Pvalue
Age (yr), mean+SD 70+28 33+27 0.06
Male sex, n (%) 48(60.0) 22(489)

Total IgE (kU/L) 464.9(309.0-620.9) 55.0(38.7-71.3) 0.03*
Total eosinophil count (/mm?) 490.7 (375.4-606.0) 309.9 (224.8-385.0) 0.00*

Values are presented as median (95% confidence interval) unless otherwise indicat-
ed.
*By t-test between 2 groups.
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Table 2. Combined allergic diseases of the patients and family

IgE (n=80) Non-IgE (n=45) Pvalue

Combined allergic disease of patients, n (%)

Bronchial asthma 25(31.3) 4(8.9) 0.01*

Allergic rhinitis 30(37.5) 9(20) 0.04'
Combined allergic disease of family, n (%)

Bronchial asthma 4(5.0) 2(4.4) 0.89

Allergic rhinitis 22 (27.5) 7(15.6) 0.13

Atopic dermatitis 13(16.3) 4(89) 0.25

*By Fischer exact test between 2 groups. 'By Pearson chi-square test between 2
groups.



2et 9l + 201014 IgE w3} v] IgE g ohEs] s gle] £

Table 3. Sensitization rates to common allergens
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Table 4. Serum cytokine levels in IgE and non—IgE groups

Allergen IgE (n=80), n (%) IgE (n=80) Non-IgE (n=45) P-value
House dust mite (Op, DA 44(35.2) |L—4 (pg/mL) 637.4(542.4-752.4)  535.3 (404.2—666.4) 0.19
Egg white 28(22.4) IL=10 (pg/mL) 37.9(08-75.1) 13.7(5.2-22.2) 034
Cow's milk 30(16.0) IL=17 (pg/mL) 22.0(5.1-55.1) 52(1.3-9.1) 045
Peanut 12(9.6) INF~y (pg/mL) 73.0(10.9-145.1) 21.8(26-54.2) 047
Soy bean 1188) Values are presented as median (95% confidence interval).

Wheat 11(88) IL, interleukin; INF, interferon.

Dp, Dermatophagoides pteronyssinus, Df, Dermatophagoides farinae.
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