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Abstract; Objective To investigate the expression change of renal NLR family pyrin domain containing-3 protein(NALP3) in-
flammasome in the nephrotic syndrome(NS) patients with focal segmental glomerulosclerosis(FSGS) and its relation with the tubu-
lointerstitial pathogenic injury degree,expression of inflammatory factors and clinical biochemical indexes. Methods Immunohisto-
chemistry was used to detect the expressions of NALP3/ASC/caspase-1 and their downstream effector molecule IL-13,1L-18 in re-
nal tubular epithelial cells. The tubulointerstitial injury score and the activated macrophages F4/80 in renal interstitium of the FSGS
patients and NS patiens were evaluated. The serum creatinine, urea, total protein,albumin,24 h urine protein and estimated glomer-
ular filtration rate (eGFR) were observed. The correlation of tubulointerstitial injury with NALP3/ASC/caspase-1, IL-13, IL-18
were respectively analyzed. Results The expression of NALP3/ASC/caspase-1,IL-1B3,IL-18 in the renal tissue of the FSGS pa-
tients was significantly increased compared with that in the control group(P<C0. 01). NALP3/ASC/capspase-1 expression was pos-
itively correlated with the expression of IL-18, IL-18 (P<C0. 01). NALP3/ASC/caspase-1, IL-18, IL-18 expression was positively
correlated with renal tubulointerstitial injury and the F4/80 expression intensity (P<C0. 01). NALP3/ASC/caspase-1,IL-18,1L-18
was significantly positively correlated with 24 h urine protein and Scr,and negatively correlated with the eGFR(P<C0. 05) , but had
no obvious correlation with plasma urea,plasma total protein and albumin concentrations. Conclusion The NALP3 inflammasome
might participate in the pathogenic mechanism of FSGS through the activation of its downstream inflammatory factor of IL-183,IL-
18, the more higher its expression degree, the more severe the renal tissue injury, whether which could be served as the warning in-
dex needs the further clinical verification.
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