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The effects of Spry2 on the differentiation of Pg LPS-stimulated macrophages.
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Periodontitis is a chronic inflammatory disorder caused by specific bacteria

residing in the biofilm, particularly P gingivalis (Pg). In this study, we investigated the
mechanisms through which Spry2 depletion by IFNy and Pg LPS stimulation affected the physiology of
macrophages in vitro. Transfection of macrophages with Spry2 siRNA promoted the expression of genes
characteristic of M2 macrophages, IL-10 expression, and enhanced arginase activity, even in cells
stimulated with IFNy and Pg LPS. In addition, we found that PI3K and AKT activation by Spry2
downregulation enhanced efferocytosis of apoptotic cells by increasing Racl activation and
decreasing NFk B p65 phosphorylation. Collectively, our results suggested that topical
administration of Spry2 inhibitors may efficiently resolve inflammation in periodontal disease as
macrophage-based anti-inflammatory immunotherapy and may create a suitable environment for
periodontal wound healing.
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