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Effects of PRPF19 Knockdown on Proliferation, Migration and Invasion of Pancreatic
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Abstract: Objective
invasion of pancreatic cancer cells. Methods

To investigate the effects of PRPF19 knockdown on the proliferation, migration, and
The expression of PRPF19 in pancreatic cancer and normal
tissues was analyzed using the GEPIA database. The protein and mRNA expression levels of PRPF19 in
pancreatic cancer cells were detected by Western blot and qRT-PCR. Small interfering RNA (siRNA) was
used to silence the expression of PRPF19 in pancreatic cancer cells, and the knockdown efficiency was
verified by Western blot and qRT-PCR. CCK-8, colony forming, and Transwell assay were used to detect the
effects of knockdown of PRPF19 on the proliferation, colony forming, migration, and invasion of pancreatic
cancer cells. Results GEPIA analysis showed that PRPF19 was highly expressed in pancreatic cancer tissues
compared with normal pancreatic tissues. In comparison with normal pancreatic cells, PRPF19 was highly
expressed in various pancreatic cancer cell lines such as MIA PaCa-2 and PANC-1 (P<0.05). In comparison
with the control group, PRPF19 knockdown significantly reduced the proliferation rate, colony forming, cell
migration, and invasion of pancreatic cancer cells (P<0.05). Conclusion PRPF19 knockdown inhibits the
proliferation, migration, and invasion of pancreatic cancer cells. PRPF19 may play an important role as an
oncogene of pancreatic cancer.
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Gene Sequences (5°-3)
PRPF19 Forward ATCTCTAACGAAGTGCCGGAG
Reverse  AGAGAGGCTGGTTGTTGATG
CCAACCGCGAGAAGATGA

Forward
Reverse CCAGAGGCGTACAGGGATAG

B-actin
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Name Sequences (5°-3)
si-NC UUCUCEGAACGUGUCACGUTTACGUGACACGUUCGGAGAATT
si PRPF19-1 GCCACUAUCAGGAUUUGGUTTACCAAAUCCUGAUAGUGGCTT

si PRPF19-2

CUUGAAGGAACGUACUAAUTTAUUAGUACGUUCCUUCAAGTT
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Figure 1 Differential expression of PRPF19 in pancreatic

cancer tissues and normal tissues
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A: the protein expression level of PRPF19 in pancreatic cancer cell
lines detected by Western blot; B: the mRNA expression level of
PRPF19 in pancreatic cancer cell lines detected by qRT-PCR. *:
P<0.05, **: P<0.01, compared with HPNE.
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Figure 2 Protein and mRNA expression level of PRPF19

in pancreatic cancer cell lines
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A: verification of protein level of PRPF19 knockdown; B: verification
of mRNA level of PRPF19 knockdown; ***: P <0.001, compared with
si-NC group.
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Figure 3 Construction of MIA PaCa-2 cell lines with
PRPF19 knockdown
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A: the growth of MIA PaCa-2 cells after PRPF19 knockdown was observed under microscope (x10); B: effect of PRPF19 knockdown on the

proliferation of MIA PaCa-2 cells, ***: P<0.001, compared with si-NC group.
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Figure 4 Effect of knockdown of PRPF19 on proliferation of pancreatic cancer cells

. B 150
si PRPF19-2
i z
100
2
2
S 50
o
seksk sekok
N "a
& Qg,‘-e Qg,‘e
AN

A: clone formation of MIA PaCa-2 cells after PRPF19 knockdown; B: quantitative statistical analysis of clone formation ability; ***: P<0.001, compared
with si-NC group.
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Figure 5 Effect of knockdown of PRPF19 on colony formation ability of pancreatic cancer cells
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g A: vertical migration of MIA PaCa-2 cells after PRPF19 knockdown (x10); B:
E . quantitative statistical analysis of migration ability; **: P<0.01, ***: P<0.001,
% = compared with si-NC group.
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