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Body: In a murine model of lipopolysaccharide (LPS) induced lung injury, it has previously been
demonstrated that in the absence of T cells there is a delay in neutrophil recruitment and resolution of injury.
Regulatory T cells (Tregs) interact with other lymphocytes including T cells and NK cells and have the ability
to minimise inflammatory damage to the host cells. We hypothesised that Tregs suppress the production of
IL-17 by lymphocytes, thus regulating the recruitment of neutrophils into the lung. We have utilised a human
in vivo model of LPS induced acute lung injury (ALI) and have demonstrated that LPS inhalation results in
an elevation of IL-17 in their bronchoalveolar lavage fluid (BALF); we have also detected high levels of IL-17
in the BALF of ALI patients. Using a murine model of aerosolised intra-tracheal LPS delivery we have
shown a rapid influx of Tregs into the lung by flow cytometry, as well as an increase in IL-17 in the BALF
detected by ELISA. Elevation in IL-17 is accompanied by lung neutrophil recruitment and elevated levels of
myeloperoxidase (MPO); the role of IL-17 in the initiation of the inflammatory process within the lung has
also been demonstrated using IL-17 KO mice. Furthermore, when we depleted Tregs, prior to LPS
administration, an increase in IL-17 is observed. Our data suggests that IL-17-producing lymphocytes are
under the control of Tregs. This work opens up new avenues of exploration for therapeutic strategies to
regulate immune responses in lung injury.
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