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Objective. Lysophosphatidic acid (LPA) is a lysophospholipid present in various biological fluids that exerts biological activities
through the activation of specific G protein coupled receptors (LPA1 to LPAG). Injection of lysophosphatidic acid (LPA) was shown to
prevent AKI development in animals exposed to ischemia-reperfusion injury [1, 2]. It was also shown that administration of LPA to
mice exposed to severe sepsis increases their survival and reduces damage of liver, lung, neuromuscular junction [3, 4]. Moreover,
exposure to lipopolysaccharide (LPS) or ischemia was shown to alter LPA production in plasma and bronchoalveolar lavage fluid. We
aimed here to study whether LPA could exert a protective action against LPS-induced AKI in vivo and in vitro.

|. LPA counteracts LPS-induced AKI in vivo Il. Anti-inflammatory effects of LPA on macrophages in vitro
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