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Abstract

Objective: To investigate the mechanism of Natural Killer T (NKT) cells promoting lung injury
in acute respiratory distress syndrome (ARDS). Methods: In this study, ARDS mouse models were
induced in wild-type (C57B1./6) and CD1d knockout (KO) mice by intratracheal instillation of lipopoly-
saccharide (LPS). The mice were divided into four groups: the WT -Control, the WT-ARDS, the
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CD1d " -Control, and the CD1d " -ARDS. We observed the pathological changes in lung tissue and
measured the wet/dry (W/D) weight ratio of the lung. Protein concentration and neutrophil ratio in
bronchoalveolar lavage fluid (BALF), the proportion of dendritic cells(DCs) and inflammatory factor
levels in the lung were also measured. Results: Compared with those in the WT-ARDS group, the
mortality, lung injury score and pulmonary capillary permeability all decreased significantly in the
CD1d™’"-ARDS group (P<<0.05). HE staining showed that the pathological state of the lung tissues
improved obviously in CD1d KO mice. Besides, levels of pro-inflammatory cytokines (IL-6 and TNF-
a) were decreased and the expression of anti-inflammatory cytokine (IL-10) was increased (P<C0. 05).

The proportion of DCs in lung tissues was increased after CD1d gene KO (P<C0.05). Conclusion:

NKT cells aggravate ARDS lung injury by inhibiting lung recruitment of DCs.
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