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ABSTRACT Objective: To study the effects and mechanisms of translation control protein (TCTP) on the proliferation of hepatocel-
lular carcinoma (HCC) cells. Methods: Western blot was used to detect the protein levels of TCTP in 14 pairs of liver cancer and adjacent
tissues. Small interference RNA was used to down-regulate TCTP in liver cancer cell lines SMMC-7721 and BEL-7404, and CCK-8 assays,
colony formation assays and EdU assays were used to observe the effect of TCTP-knockdown on the proliferation of liver cancer cells.
Western blot was used to analyze the possible molecular pathways involved in TCTP's role in promoting the proliferation of hepatoma
carcinoma cells. Results: Compared with the corresponding para-cancer tissues, TCTP was significantly over-expressed in liver cancer
tissues. TCTP-knockdown by siRNA can significantly inhibit the proliferation of liver cancer cells. Furthermore, phosphorylation of AKT
and ERK were hampered by the down-regulation of TCTP. Conclusions: TCTP is highly expressed in HCC tissues and plays a crucial
role in the proliferation of HCC cells, which may be related to the activation of AKT and ERK pathways.
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Fig.l The protein level of TCTP in liver cancer tissues (C) and para-cancer tissues (P)
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Fig.2 TCTP-knockdown impaired the proliferation of SMMC-7721 cells
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Fig.4 TCTP-knockdown impaired the phosphorylation of AKT and ERK
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Fig.3 TCTP-knockdown impaired the proliferation of BEL-7404 cells
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