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Why the occurrence of eczema herpeticum caused by an extensive disseminated
cutaneous infection with HSV-1 is associated with the exacerbation of atopic
dermatitis lesion?
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It remains unknown why the occurrence of eczema herpeticum (EH) caused by an
extensive disseminated cutaneous infection with HSV-1 is associated with the exacerbation of atopic
dermatitis lesions. We investigated the frequencies, phenotype, and function of Tregs in the peripheral
blood of atopic dermatitis with EH (ADEH) patients at onset and after clinical resolution. Tregs with the
skin-homing phenotype and the activated/induced phenotype were expanded at onset and contracted upon
resolution. Treg-suppressive capacity was retained in ADEH patients and, the expanded Tregs suppressed
IFN-y production from HSV-1-specific CD8+ T cells. The increased frequency of CD14dimCD16+
proinflammatory monocytes (pMOs) was also observed in the blood and EH skin lesions. Our co-culture study
using Tregs and pMOs showed that the pMOs can promote the expansion of inducible Tregs. Tregs were
detected frequently in the vicinity of HSV-expressing CD16+ monocytes in the EH lesions.
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