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[Abstract] Objective To investigate the effect of CXXC finger protein 4 (CXXC4) on the proliferation
and apoptosis of pancreatic cancer PANC-1 cells. Methods The expression level of CXXC4 in pancreatic canc-
er tissues and its relationship with prognosis and clinicopathological stage of the patients were analyzed in on-
line databases. The qRT-PCR technique was used to detect the mRNA expression level of CXXC4 in human
normal pancreatic ductal epithelial cell line (HPNE) and pancreatic cancer cell PANC-1, AsPC-1 and BxPC-3.
si-NC, si-CXXC4,pcDNA3. 1 and pCDNA3. 1-CXXC4 were respectively transfected into PANC-1 cells. West-
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ern blot was conducted to detect the effectiveness of CXXC4 knockdown and overexpression. CCK-8, colony
formation, EAU and immunofluorescence assays were conducted to analyze the effect of CXXC4 knockdown or
overexpression on the proliferation and apoptosis of PANC-1 cells. The bioinformatic websites was used to
predict the upstream microRNA (miRNA) of CXXC4. The Starbase database was adopted to analyze the cor-
The TCGA data-

base results showed that the expression of CXXC4 in pancreatic cancer tissues was lowly expressed compared

relation between miR-450b-5p and CXXC4 expression in pancreatic cancer tissues. Results

with in paracancerous pancreatic tissues (P<C0. 001) ,moreover which was associated with the overall survival
and poor prognosis in the patients with pancreatic cancer (P <C0. 05). The GEPIA database analysis results
showed that compared with stage | pancreatic cancer,the CXXC4 expression in stage [ pancreatic cancer
was decreased (P<C0.05). Compared with HPNE cells,the CXXC4 expression in 3 kinds of pancreatic cancer
cells was decreased (P <C0. 05). Compared with the si-NC group, the proliferation and colony formation ability
of PANC-1 cells in the si-CXXC4 group were enhanced, the expressions of proliferation markers Ki67 and PC-
NA were increased, and the expressions of apoptosis markers Bax, caspase-3 and caspase-9 were decreased;
compared with the pcDNA3. 1 group,the PANC-1 cells in the pcDNA3. 1-CXXC4 group obtained the opposite
results (all P<C0. 05). The bioinformatic websites predicted that miR-450b-5p was the upstream miRNA of

CXXC4,CXXC4 in pancreatic cancer tissues was negatively correlated with the miR-450b-5p expression (r =

—0. 227) and miR-450b-5p in various mammalian species was highly conserved. Conclusion

CXXC4 inhibits

the proliferation of PANC-1 cells in pancreatic cancer and promotes theirs apoptosis.

[Key words] CXXC finger protein 4;pancreatic cancer; PANC-1 cell; proliferation;apoptosis
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