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Abstract  Objective  To investigate the effect of continuous hemofiltration ( CBP) on peripheral blood mononuclear cells
(mCD14) in sepsis patients and the mechanism of treatment of sepsis. Methods Sixty patients with severe post — traumatic sepsis were
divided into CBP group and non — CBP group. In the two groups of patients during the treatment of 0, 12, 24, 48, 72h, leaving peripher-
al blood samples, and the changes of mCD14 and leukocyte elastase expression were detected. The peripheral blood mononuclear cells
were isolated from the two groups after 24h of treatment and cultured in vitro. The changes of mCD14 expression in mononuclear cells were
measured at 4, 8, 12, 24 and 48h after stimulation with LPS. The levels of TNF - o, 1. =6 and IL - 10 in mononuclear cells were detec-
ted by ELISA. Results The level of leukocyte elastase in CBP group was significantly lower than that in non — CBP group( P <0.05) ,
and the level of mCD14 in CBP group was more significant than that in non — CBP group(P <0.05). The level of mCD14 in CBP group
before and after incubation was significantly higher than that of sepsis group at 4,8h after incubation( P <0.05) and the ability of mono-
cyte to respond to inflammation after LPS stimulation was also stronger than that of sepsis group. Conclusion CBP treatment can be a-
chieved through efficient removal of circulating inflammatory factors and white blood cell elastase, mCD14 levels up, resulting in part of

the immune cell immune function to be a certain recovery, thereby improving the body’s environment involved in the reconstruction of the

immune state of the state.
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