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Abstract : Objective To investigate the correlation between the expression of nucleotide-binding oligomer-
ic domain-like receptor protein 3 (NLLRP3) in peripheral blood mononuclear cells and the occurrence and pro-
gression sepsis patients with acute lung injury. Methods The general sepsis patients (55 cases) and sepsis pa-
tients with acute kidney injury (154 cases) admitted in People’s Hospital of Qijiang District were enrolled in
the study,and healthy subjects (50 cases) in the same period were selected as the control group. The mRNA
relative expression of NLRP3 and Caspase-1 in mononuclear cells were measured by qRT-PCR. The levels of
related inflammatory factors interleukin-18 (IL-1B), tumor necrosis factor a« (TNF-a) were detected by en-

zyme linked immuno sorbent assay (ELISA). The differences of the above indicators were compared. Results
Compared with the control group and the general sepsis group,the levels of NLRP3 mRNA, Caspase-1 mR-
NA,IL-18 and TNF-a in sepsis patients with acute kidney injury were significantly increased (P<C0. 05). The
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levels of the above indicators and creatinine (Cr) in different stages of sepsis with acute kidney injury were
compared,the stage [l group was the highest,the stage [[ group was the second,and the stage [ group was
the lowest (P <C0.05). The levels of the above indicators were significantly higher in death group than the
survival group (P<C0.05). The correlation analysis showed that there were significant positive correlation a-
mong the relative expression of NLRP3 mRNA in peripheral blood and Caspase-1 mRNA,IL-18, TNF-a and
Cr levels (+=0.802,0.720,0. 621,0. 633, P<C0. 05). ROC curves analysis showed that the area under curve
(AUC) of the NLRP3 mRNA in distinguishing surviving and non-surviving in sepsis patients with acute kid-
ney injury was significantly greater than those of Cr,Caspase-1 mRNA,IL-18 and TNF-a (P<C0. 05). Conclu-

sion NLTP3 is involved in the occurrence and development of sepsis with acute kidney injury,which has im-

portant clinical value for predicting the prognosis of sepsis with acute kidney injury.
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