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Identification of DAMPs and PAMPs by Siglec—G in macrophages and its regulatory effect on DAMPs and
PAMPs in inflammatory response
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Abstract Objective: To identify the PAMPs and DAMPs by Siglec—G, a member of the Sialic acid-binding immunoglobulin-like lectin
(Siglecs) family, in macrophages and to explore its regulatory effect on PAMPs and DAMPs in inflammatory response. Methods: Peritoneal
macrophages harvested and purified from wild type mice were stimulated with high mobility group protein Bl (HMGB1) in DAMPs and
lipopolysaccharide (LPS) in PAMPs for 24 h, respectively. Real—-time PCR was performed to analyze the Siglec-G mRNA expression in
macrophages. ELISA was used to detect the secretion of TNF-o and I1.-6 in the culture supernatants of peritoneal macrophages in wild type
and Siglec -G knockout mice. Results: HMGB1 could significantly increase the expression of Siglec -G in macrophages, while the
expression of Siglec—G was not altered after the stimulation of LPS. And it was found that the secretion of TNF-a and IL—6 increased
significantly after HMGB1 acted on macrophages of Siglec—G knockout mice, but the secretion of inflammatory factors did not change
markedly after LPS stimulation. Conclusion: Macrophages could recognize DAMPs by Siglec -G , and play a critical role in immune
suppression, but it may not recognise or regulate PAMPs.
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Fig1 The expression of Siglec—G mRNA in macrophages
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