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Abstract:Objective To investigate the expression of proteasome 26S subunit,non-ATPase 14 (PSMD14)
in pancreatic cancer and its relationship with the prognosis of patients,and to analyze the effect and potential
mechanism of PSMDI14 on pancreatic cancer cell proliferation. Methods Gene expression profiling interactive
analysis(GEPIA)2 was used to analyze the expression of PSMD14 mRNA in pancreatic cancer tissue and its
relationship with the prognosis of patients. Western blot (WB) was used to further detect the expression of
PSMD14 protein in pancreatic cancer tissue and paired adjacent tissue. Gene enrichment analysis was per-
formed on the biological processes that PSMD14 expression might be involved in regulating. Pancreatic cancer
cell lines PANC-1 and BxPC-3 were transfected with PSMDI14 small interfering RNA (siRNA) and negative
control siRNA,and the transfection efficiency was detected by WB. The effect of PSMDI14 on cell proliferation
was detected by CCK-8 assay. The effect of PSMD14 on cell glycolysis was detected by glucose uptake assay
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and lactate production assay. The possible key enzymes of glycolysis regulated by PSMD14 were identified by
correlation analysis,and verified by WB and reverse transcription-real-time quantitative polymerase chain reac-
tion (RT-qPCR). Results TCGA data analysis showed that the expression level of PSMDI14 mRNA in pan-
creatic cancer tissue was higher than that in normal tissue(P <C0. 05),and its high expression was associated
with poor prognosis of patients (P <C0. 05). Compared with the paired adjacent normal tissue, the expression
level of PSMD14 protein was significantly increased in pancreatic cancer tissue (P <C0. 05). Gene enrichment
analysis suggested that PSMD14 may be involved in the regulation of pancreatic cancer cell proliferation. Com-
pared with the negative control siRNA,PSMDI14 siRNA reduced the expression level of PSMD14 protein in
PANC-1 and BxPC-3 cells (P <C0. 05). Knockdown of PSMD14 significantly inhibited cell proliferation. glu-
cose uptake and lactate production (P <C0. 05). The expression of PSMD14 mRNA was positively correlated
with the expression of hexokinase (HK2),liver phosphofructokinase (PFKL) and pyruvate kinase 2 (PKM2)
mRNA (»=0.30,0.25,0.41,P<C0.05). WB confirmed that knockdown of PSMD14 expression only reduced
the protein expression level of PKM2 (P <C0. 05),but did not affect the protein expression levels of HK2 and
PFKL(P>0.05),and RT-qPCR showed that knockdown of PSMD14 expression did not affect the mRNA ex-
pression level of PKM2(P >0. 05). Conclusion PSMD14 is highly expressed in pancreatic cancer tissues,and
its high expression is associated with poor prognosis of patients. PSMD14 can promote the glycolysis and pro-
liferation of pancreatic cancer cells, which may be related to the up-regulation of PKM2 protein expression.
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