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S1P and S1PR3 pathway has the role of eosinophilic airway inflammation via
release of CCL20 from bronchial epithelial cell

YAMAMOTO, Masatsugu
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Sphin?osine 1 phosphate (S1P) regulates diverse biological responses. The
aim of this study is to reveal the relationship between S1P and S1P receptors (S1PR) using human
bronchial epithelial cells and asthma mouse model. At first, transcriptome analysis was performed
from total RNA of BEAS2B and Calu-3 cells stimulated with S1P. The expression of CCL 20 was
evaluated with knockdown S1PRs. Then, the effect of anti-CCL20 antibody and VPC23019, S1PR1 and 3
antagonist, was examined in the ovalbumin (OVA)-induced bronchial asthma model.
Stimulation with S1P induced the expression of CCL20. Expression of CCL20 was highest in BEAS2B. The
knockdown of S1PR3 reduced expression of CCL20. In the asthma mouse model, anti-CCL20 antibody and
VPC23019 significantly reduced the number of eosinophils in bronchoalveolar lavage fluid. In
conclusions, the S1P and S1PR3 pathway regulates the production of CCL20. Therefore, this pathway
might have the potential to be a target for asthma treatment.
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