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Abstract:Objective To investigate the relationship between nucleotide binding oligomerization domain-
like receptor 3 (NLRP3) and its upstream activator gasdermin D (GSDMD) and immunoinflammasome re-
sponse in primary biliary cirrhosis (PBC). Methods Peripheral blood plasma was collected from patients in
Guizhou Provincial People's Hospital. Liver function was detected by biochemical analyzer. Indirect immuno-
fluorescence assay was used to detect anti-mitochondrial antibody (AMA) and immunoblotting to detect anti-
mitochondrial M2 antibody (AMA-M2). Patients with PBC were diagnosed with abnormal liver function and
positive AMA or AMA-M2. The expressions of NLRP3 and GSDMD in peripheral blood mononuclear cells
(PBMC) of 30 PBC patients (PBC group) and 30 healthy persons (healthy control group) were detected by g-
PCR and Western blot. The expressions of Caspase-1 and interleukin-18 (I1.-18) in plasma were detected by
ELISA. Results The measured values of liver function test items in patients with PBC were higher than those
in healthy controls (P<C0. 05),and AMA or AMA-M2 were positive. The mRNA and protein expression of
NLRP3 and GSDMD in PBC patients was higher than that in healthy control group (P<C0. 05),and the ex-
pression of Caspase-1 and I1.-18 in PBC patients was higher than that in healthy control group (P<C0. 05).
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Conclusion NILRP3 and GSDMD may be involved in the immune inflammasome response of PBC.
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