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The prevalence of food allergy has increased over the past two decades in Japan. To
elucidate the pathological mechanisms underlying food allergy, we conducted case—control
studies using 600 food allergy patients and 1900 controls. As a result, we identified
a significant association between a SNP of IL13 gene and food allergy (p<0.01). In subgroup
analysis, the association between the SNP of IL13 and food allergy was enhanced in
subgroups patients with bronchial asthma and with atopic dermatitis
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