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[ Abstract] Background and purpose: Translationally controlled tumor protein (TCTP) is a growth-related
protein, and involves in promoting cell proliferation and inhibiting cell apoptosis. A lot of evidence shows there is
an overexpression of TCTP in liver cancer, colon cancer and other gastrointestinal tumors. However there is no any
evidence about TCTP in pancreatic cancer. The present study aimed to investigate the role and mechanism of TCTP in
pancreatic carcinogenesis to find new molecular targets and to provide a basis for targeted therapy of pancreatic cancer.
Methods: Immunohistochemistry, Western immunoblot analysis, RT-PCR, immunofluorescence analysis, siRNA
transfection, cell counting kit 8 (CCK-8) assays, cell cycle and cell apoptosis analysis were used. Results: TCTP was
overexpressed in pancreatic cancer tissues and cancer cells. Moreover, silencing TCTP expression by siRNA arrested
cell cycle progression, promoted cell apoptosis and eventually inhibited cell proliferation. Furthermore, Bcl-xL protein
expression was positively correlatived with TCTP expression in pancreatic cancer cells, and silencing TCTP down-

regulated Bcel-xL expression. Conclusion: TCTP is overexpressed in human pancreatic cancer, which upregulates Bcl-
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xL to inhibit cell apoptosis, and eventually promotes pancreatic carcinogenesis.
[Key words] TCTP; Pancreatic cancer; Bcl-xL; siRNA
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Fig.1 Aberrant expression of TCTP in human pancreatic cancer tissue detected by immunohistochemistry (400x).

A: Pancreatic ductal adenocarcinoma; B: Normal pancreatic ductal adjacent to tumor; C: Negative control.

o R T i o S o <
o P - | e e

PCI35 PCI55 Miapaca-2 BxPc-3 PANC-1L3.6pL 293 PCI35 PCI-55 L3.6pL PANC-1 BXPC-3MiaPca-2 293

¢ rtcre DAPI Merge

B 2 TCTP ZERIREMEHIRIEER
Fig. 2 Constitutive expression of TCTP in human pancreatic cancer cell lines

A: TCTP mRNA level in 6 human pancreatic cancer cell lines. B: TCTP protein level in 6 human pancreatic cancer cell lines. HEK293 cells were
used as a control and B-actin was used as an internal control. C: Localization of TCTP in PCI55 cells by immunofluorescence.
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Fig. 3 The effect of TCTP silence on biological behavior of pancreatic cancer cell lines PCIS5 and MiaPaca-2

A: Silence of TCTP expression by TCTP siRNA in PCIS5 and MiaPaca-2 cells. B-actin was used as an internal control. B: Cell viability assay
results by CCK-8 method. C: Cell cycle analysis by flow cytometry. D: Cell apoptosis analysis by flow cytometry.
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Fig. 4 The effect of TCTP on Bcl-xL expression

A: Expression of TCTP and Bcl-xL in human pancreatic cancer cell lines. -actin was used as an internal control. B: The effect of TCTP silence

on Bcl-xL expression. 3-actin was used as an internal control.
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