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Effect of IncRNA PVT1 regulating SOCS2 expression on proliferation of cholangiocarcinoma
cells
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[Abstract] Objective: This study aims to investigate the roles of long non—coding RNA plasmacytoma variant
translocation 1 (IncRNA PVT1) and cytokine signaling suppressor 2 (SOCS?2) in the proliferation and migration
of cholangiocarcinoma (CCA) cells, thereby providing novel theoretical insights into the pathogenesis of
CCA.Methods: Cancer and adjacent tissue samples were collected from 20 CCA patients surgically confirmed
and pathologically diagnosed at Chengde Medical University Affiliated Hospital between October 2021 and
November 2023. Normal bile duct epithelial cells (HIBEC) and CCA cell lines (RBE, HCCC9810, HUCCT1)
were cultured. IncRINA PVT1 expression was quantified using real—time quantitative reverse transcription PCR
(@QRT—=PCR). Small interfering RNA (siRNA) was transfected into HUCCTT1 cells to downregulate IncRINA
PVT1. Cellular proliferation was assessed via Cell Counting Kit—8 (CCK—8), Western blotting (WB) analyzed
SOCS2 expression in CCA tissues and cells before and after IncRNA PVT1 knockdown.Results: qRT—PCR
revealed significantly elevated IncRINA PVT1 expression in CCA tissues compared to adjacent tissues (P < 0.05).
Among cell lines, HUCCT1 exhibited the highest IncRNA PVT1 expression (P < 0.0001 vs. HIBEC), and
siRNA—PVT1-3 achieved the most effective knockdown (P < 0.0001). IncRNA PVT1 knockdown markedly
reduced HUCCT1 proliferation (P < 0.01) and migration (P < 0.0001). WB demonstrated decreased SOCS2
expression in CCA tissues versus normal tissues (P < 0.05), which was reversed following IncRNA PVT1

knockdown (P < 0.0001).Conclusion: IncRNA PVT1 is upregulated in CCA and promotes tumor progression
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by suppressing SOCS2. Silencing IncRNA PVT1 restores SOCS2 expression, thereby inhibiting CCA cell

proliferation.
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