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Murine y0 T cells, expressing different TCR-Vy genes, represent subsets which
arise at different times in ontogeny, are segregated among tissues and exhibit
different functions (1). Regulation of the allergic TH2 T cell response appears to
be a subset-specific functional effect which manifests itself by default.

We have found that Vy4" T cells in the lung prevent airway hyperreactivity
(AHR) following airway challenge with ovalbumin (OVA). This is evident under
conditions of innate reactivity in non-sensitized mice when af3 T cells are absent,
and under conditions of an allergic, aff T cell-dependent response in mice
sensitized to OVA (2, 3). The regulatory effect requires interferon-y (IFN-y) and
transporter associated with antigen processing-1 (TAP-1) and appears to be based
on an innate challenge-response in the lung.

However, when af3 T cells are present and are induced to an allergic response by
sensitization and challenge with OVA, Vy4* T cells inhibit the challenge-induced
TH2-shift of cytokine producing af3 T cells in the lung. In contrast, Vy1*, Vy6*
and Vy7° T cells in the lung do not prevent AHR. Their effect on cytokine
producing aff T cells is currently under investigation.
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