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Signaling via HLA-DQ can be transmitted either by

1. anti-HLA-DQ mAb
2. biotinylated anti-HLA-DQ mAb+avidin
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Random 19-mer reactive 'I' cell clones of various restriction
patterns were restimulated with excess concentrations of X19
(500 pM) and then after a 48-h incubation, culture
supernatants were collected for measurements of IFN-y and
IL-4 production by ELISA. One spot indicates one cell line.
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Analysis of glycolipid antigens associated with food allergy

Sho Matsushita

(Department of Allergy and Immundogy, Saitama Medical School)

In our previous studies, we showed that class II HLA molecules, not only present
peptide antigens to T cells but also transmit signals into antigen-presenting cells and lead
to: i) secretion of IgM from B cells (J. Biol. Chem. 2000) ; ii) secretion of various monokines
from monocytes (J. Immunol. 2001) ; iii) anergy induction of activated T cells (Immunol.
Lett. 2002) ; and iv) secretion of chemokines from fibroblasts without T-cell proliferation
(Cytokine 2002) . Furthermore, HLA-DR tends to stimulate monocytes to secrete pro-
inflammatory monokines, such as IL-1f, whereas DQ and DP stimulate anti-inflammatory
monokines such as IL-10, by differential activation of MAP kinases (J. Immunol. 2001) . In
this study, we used human dendritic cells (DCs) prepared from freshly isolated CD14-
positive peripheral blood monocytes. Immature DCs, when incubated for two days with
TNFa and anti-DQ mAbs, did stimulate allogeneic naive CDAT cells to differentiate into
Th2 cells, whereas isotype-matched control or anti-DR mAbs did not exhibit such an effect.
Indeed, DQ-restricted T-cell clones established against random 19-mer peptide mixture,
exhibited Th2-prone phenotype, compared with DR-restricted T cells. These data
collectively indicate that antigen presentation by HLA-DQ molecules tends to enhance Th2
differentiation, by altering DC function via signaling through HLA-DQ molecules themselves
into DCs. The similar pattern of effect was detected, by using some endocrine disrupters,
such as estrogen, BPA, nonylphenol, and TBT. Thus, these chemicals contained in out daily
food consumption, exhibit Th2 adjuvant activity, which needs to be further addressed in our

future studies.



