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Expression level of NLRP3 inflammasome in tissues of patients
with cholangiocarcinoma and its relationship with clinicopathological

characteristics and prognosis

YU Hebin \MENG Xiyun .GUO Yong"
(Department of Hepatobiliary Surgery ,Changshou District People’s Hospital ,Chongqing 401220,China )
[Abstract] Objective To explore the expression level of NLRP3 inflammasome in cholangiocarcinoma
tissue and its relationship with the clinicopathological characteristics and prognosis. Methods The clinical da-
ta of 142 patients with cholangiocarcinoma treated by surgical resection and 40 patients with non- cholangio-
carcinoma and normal bile duct epithelial tissue (control group) in the Changshou District People’s Hospital
from April 2016 to April 2018 were collected. The real-time fluorescent quantitative PCR was used to detect
NLRP3 inflammasome and caspase-]1 mRNA levels in cholangiocarcinoma and control tissues. The levels of
IL-18 and I1.-18 in supernatant were detected by ELISA. The univariate and multivariate Cox regression were
used to analyze the independent factors affecting the survival and prognosis of the patients with cholangiocar-

cinoma. The Kaplan-Meier and Log-rank methods were used for conducting the prognostic analysis. Results

Compared with the control group,the levels of NLRP3 inflammasome and caspase-1 mRNA,IL-18 and 11.-18
in the cholangiocarcinoma group were significantly increased (P <C0. 05). The high expression of NLRP3 in-
flammasome in the cholangiocarcinoma group was related to the TNM stage, tumor differentiation degree,
lymph node metastasis and vascular invasion (P<C0. 05). The 3-year survival rate in the patients with NLRP3
inflammasome high expression was 25.86% (15/58),which was lower than 55. 95% (47/84) in the patients
with NLRP3 low expression,and the difference was statistically significant (X*=10. 95, P<C0. 001). The mul-

tivariate Cox regression analysis showed that the TNM stage,differentiation degree,lymph node metastasis
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and NLRP3 inflammasome high expression were the independent factors affecting the survival and prognosis

of the patients with cholangiocarcinoma (P<C0. 05). Conclusion NLRP3 inflammasome is highly expressed in

cholangiocarcinoma tissues and its high expression may be closely related to the clinicopathology and poor

prognosis of the patients with cholangiocarcinoma.
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