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The serum of patients with sepsis derived exosome accelerates the polarization of M1 macrophages
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Abstract:Objective To investigate the effect of exosome derived from serum of patients with sepsis on

macrophage polarization. Methods After U937 cells were treated with phorbol 12-myristate 12-acetate(PMA)
for 12 h,they were further separately stimulated by lipopolysaccharide(LLPS) ,interleukin(IL.)-4,exosome iso-
lated from the serum of healthy individuals or patients with sepsis for 48 h. The mRNA level of chemokine (C-
X-C motif) ligand (CXCL) 10, tumor necrosis factor (TNF)-a, IL-18,CD206 and transforming growth factor
(TGF)-B was detected by using real-time fluorescence quantitative PCR(qPCR) ,and the cultural supernatant
were collected for the measurement of CXCL10, TNF-a,IL-13,and TGF-f concentrations by using ELISA. Re-
sults Treatment with PMA resulted in the transformation of U937 cells into macrophage-like cells. These
cells developed elongated projections and expressed high level of CXCL10, TNF-a and 1L-18 due to the treat-
ment with LPS. IL.-4 did not affect the cell morphology of PMA-treated U937 cells,but induced the upregula-
tion of CD206 and TGF-B mRNA expression. After the PMA-treated U937 cells were stimulated by exosome
extracted from the serum of patients with sepsis, more cell projections were developed,and the increased ex-
pression of CXCL10, TNF-q and IL-1B8 was induced. The exosome extracted from the serum of healthy individ-
uals did not affect the cell morphology and the expression of CXCL10, TNF-a and IL.-18 in PMA-treated U937
cells. Conclusion The serum of patients with sepsis derived exosome accelerates the polarization of M1 macro-
phages.
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