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[ Abstract]

Objective  To investigate the cellular immunosuppressive mechanisms of sepsis induced

by lipopolysaccharides (LPS) repeated injection. Methods  The sepsis mice model was established by LPS
intraperitoneal injection repeatedly. The stages of sepsis were evaluated according to the mortality and the plasma Th1/
Th2 cytokine concentrations by CBA detection. The proportional dynamics of MDSC subsets at different septic stages
were detected by flow cytometry. The immunosuppressive potential of MDSCs was assessed by inhibition of CD4" T
cell proliferation. Results The mice model of sepsis with different immunologic stages was established successfully
by high-dose of LPS injection. Compared to naive mice, the frequency of MDSCs in bone marrow, blood and spleen
significantly increased in septic mice with effectively immunosuppressive function. Conclusion = MDSCs play an
important role on sepsis-induced immunosuppression by down-regulating the adaptive immune responses.
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