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Overview and challenges of current genetic research on allergic diseases in

Korean children
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Since Cookson et al. first reported the association of atopy with chromosome 11q13 in 1989, there have been numerous studies of
genetics for allergic diseases. Their aim is to identify genetic factors modifying susceptibility to allergic diseases, determining the se-
verity of disease in affected individuals and affecting the response to treatment. With these efforts, allergic diseases can be termed
complex genetic disorders, defined as disorders that have numerous contributing genes, each having variable degrees of involve-
ment in any given individual. This review aims to provide information on the current state of genetic research in Korean pediatric al-

lergic diseases. (Allergy Asthma Respir Dis 2018;6 Suppl 1:577-84)
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Table 1. Allergic disease susceptibility genes identified in Korean children

Phenotype Genes

Atopy IL13, IL13Rec, IL18, Eotaxini, RUNX1, DCNPT, VEGFRZ, FCERIB,
CHI3L1, PAR2, CHIT1, CRIM1, ZNF71, TLN1, SYNPO2

IL4RA, IL5, IL5RA, IL10, IL13, IL17RB, TLR4, NATI, Nif2, GSTP1,
5-HTR4, ITK, SLC6A7, PPARG, TNFA, EotaxinZ, RANTES, CTLA4,
FCER1B, CCR2, TGFBR3, PPARGC1B, ADAM33, TBXAZR,

Atopic dermatitis FLG, IL5, IL5RA, IL9, IL10, IL12, IL12R, IL13, IL13R, IL18, HLA-AZ4,

TAPZ, DEFB1, SPINK5, GSTM1, HNMT, FLT4, MIF, MLBZ,

GSTP1, COL6AG, PCDHY, NBAS, THEMIS, GATA3, SCAPER

IL13, IL18, IL28A, RANTES, Eotaxin3, TIM3, FOXJ1, TAPI,
RNase3, TLRZ, TLR4, CD14

Asthma

Allergic rhinitis
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