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[ Abstract]Objective : To investigate the effect of the nucleotide—binding domain leucine—rich repeat—containing protein 12(NLRP12)
gene on the malignant progression of prostate cancer, the regulatory role of glycolytic metabolism , and the role of the glycolytic pathway
in NLRP12-mediated prostate cancer progression. Methods : Human Protein Atlas(HPA ) and The Cancer Genome Atlas(TCGA) data-
bases were used to analyze the difference in the expression of NLRP12 between cancer tissue and paracancerous tissue, and Western
blot and qRT-PCR were used to measure the expression of NLRP12 in normal prostate cells and different prostate cancer cell lines.
Prostate cancer cell lines with NLRP12 knockdown or overexpression were established, and their efficiency was verified. CCK8 assay
and Transwell assay were used to assess the influence of NLRP12 on cancer cell proliferation, invasion, and migration, and the regula-
tory effect of NLRP12 on glycolysis was analyzed by measuring glucose consumption, lactate production, and the expression of pyruvate
kinase M2 and hexokinase 2. After treatment with the glycolytic inhibitor 2—deoxy—D—-glucose, the indicators for glycolysis and malig-
nant cell behavior were measured to verify whether NLRP12 affects the progression of prostate cancer through glycolysis. Results :
Analyses of HPA and TCGA databases and the results of Western blot and qRT-PCR showed a high expression level of NLRP12 in

prostate cancer tissue and cells. NLRP12 knockdown reduced the
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proliferation, invasion, and migration of prostate cancer cells, while
NLRP12 overexpression enhanced such abilities. In addition,

NLRP12 promoted glycolysis in promote cancer cells, thereby affect-

2024SQKWLHZDO006) expression level of NLRP12 in prostate cancer tissue and cells, and
5% AR : hitps:/link.cnki.net/urlid/50.1046.R.20260123.0035.002 NLRP12 can promote the progression of prostate cancer by promot-

(2026-01-23) ing glycolytic metabolism in prostate cancer cells and strengthening



BERERKFZR 2026 £5 51 F5 4 #3 (Journal of Chongging Medical University 2026.Vol.51 No.4 )

— 511 —

the proliferation , invasion, and migration abilities of prostate cancer cells.
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