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Abstract:Objective To investigate the diagnostic of nucleotide-binding oligomeric domain-like receptor
protein 3 (NLRP3) inflammasome and downstream inflammatory pathways in the prognosis of sepsis. Meth-
ods The mRNA and protein expression levels of NLRP3 and Caspase-1 in mononuclear cells were measured
by qRT-PCR and Western blot. The levels of related cytokines (IL-18 and IL.-18) were detected by enzyme-
linked immunosorbent assay (ELISA). The differences of the above indicators were compared and the predic-
tive value of NLRP3 was evaluated on the prognosis of patients with sepsis. Results Compared with the
healthy control group,the expression of NLRP3,Caspase-1 mRNA and protein in PBMCs and the levels of IL-
18 and IL-18 in peripheral blood were significantly increased in the sepsis group (P<C0.05). The mRNA ex-
pression levels of NLRP3 and Caspase-1 in peripheral blood in different severity groups were significant differ-
ent (P<C0.05). The mRNA expression level of the NLRP3 and Caspase-1 in the septic shock group was the
highest,followed by the severe sepsis group.and the lowest in the general sepsis group (P <C0. 05). Survival a-
nalysis showed that compared with the group with low NLRP3 mRNA,the survival rate of with high NLRP3
mRNA group was significantly reduced (X*=5. 953, P =0.015). The expression of NLRP3 mRNA in PBMCs
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of patients with sepsis positively correlated with Caspase-1 mRNA (»=0.780,P =0. 000),IL-18 (r=0. 690,
P=0.005) and IL-18 (» =0. 665, P =0. 009) in peripheral blood and APACHE [[ score (r =0. 704, P =
0.003). ROC curves analysis showed that the area under curve of NLRP3 was 0. 858 (95% CI ;0. 738—
0.979) ,and optimal operating point (OOP) was 2. 08, which had 85. 50% sensitivity and 78. 95% specificity

in predicting the poor prognosis of patients with sepsis. Conclusion

The activation of NLRP3 inflammalome

and downstream inflammatory pathways is closely related to the occurrence and development of sepsis,and

this indicator can effectively evaluate the prognosis of patients with sepsis.
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