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Expression and Significance of NLRP3-RIP2-NF-kB Signaling Pathway in Peripheral Blood of Patients with Pulmonary Aspergillosis

HUANG Ying-xiang
(The Department of Respiratory and Critical Care Medicine, Fujian Provincial Geriatric Hospital, Fuzhou350009)

Abstract: Objective: To study the expression level of NLRP3-RIP2-NF-«B signaling pathway in peripheral blood of patients with
pulmonary aspergillosis and its mechanism of mediating inflammatory response. Methods: From May 2016 to October 2019, 62 patients
with pulmonary aspergillosis were selected as research objects, they were divided into the invasive pulmonary aspergillosis group (IPA
group) with 24 cases and the non-invasive pulmonary aspergillosis group (NIPA Group) with 38 cases, and 20 cases of non fungal
infection in the same period were selected as the control group. The expression levels of NLRP3, RIP2, NF-kB mRNA were detected by
RT-PCR. NLRP3, RIP2 and NF-kB protein levels were detected by Western Blot. The levels of inflammatory mediators hs-CRP, IL-6
were detected by ELISA method. The above indicators of three groups were Compared. The correlation between NLRP3 mRNA, RIP2,
NF-kB, IL-6 and hs-CRP was analyzed by Spearman correlation analysis. Results: (1) The mRNA expression levels of NLRP3, RIP2,
NF-kB in IPA group and NIPA group were higher than those in control group, and IPA group was higher than those in NIPA group (P<<
0.05). (2) The protein expression levels of NLRP3, RIP2, NF-kB in the IPA group and the NIPA group were higher than those in the
control group, and IPA group was higher than those in NIPA group (P<<0.05). (3) The levels of IL-6 and hs-CRP in IPA group and NIPA
group were higher than those in the control group, and IPA group was higher than those in NIPA group (P<<0.05). (4) correlation analysis
showed that NLRP3 mRNA level in peripheral blood was positively correlated with downstream gene RIP2 and NF-kB mRNA levels
(correlation index 1=0.676, P<<0.001; =0.513, P<<0.001); It was positively correlated with levels of inflammatory mediators IL-6, hs-CRP
and NLRP3 (correlation index r=0.467, P<<0.001; r=0.621, P<<0.001). Conclusion: The levels of NLRP3, RIP2, NF-kB mRNA and
protein expression in peripheral blood of patients with pulmonary aspergillosis were all increased. NLRP3 may mediate the inflammatory
process in patients with pulmonary aspergillosis through the RIP2-dependent NF-«B signaling pathway.
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