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Abstract

Long non-coding RNAs (IncRNAs) are emerging as ingdt regulators and
prognostic markers of multiple cancer®ur aim was to determine functional
involvement of INcRNAs in pancreatic ductal ademoceoma (PDAC). In this study,
we report that LINC01133 expression is higher ilABLtissues compared to adjacent
non-cancerous tissues, and this overexpressiossisceated with poorer prognosis
among the patients. In vitro, a knockdown of LIN@BR substantially decreased
PDAC cell proliferation. Tumorigenicity of PDAC del with the LINC01133
knockdown was significantly impaired in a xenografodel assay. Moreover, we
determined that CCAAT/enhancer-binding prot@if{C/EBR3) positively regulates
LINC01133 expression by binding tbe response elements within the LINC01133
promoter. Higher expression of C/EBRvas observed in PDAC tissues, and this
overexpression was also associated with the powmregnosis. Furthermore, the
LINC01133 knockdown decreased cyclin G1 (CCNG1)reggion. Overexpression
of CCNG1 attenuated the LINC01133 silencing—induiceplairment of proliferation

in PDAC cells. In summary, our findings revealedttthe C/EBB-LINC01133 axis
performs an oncogenic function in PDAC by activgttbdCNG1, which may serve as

a prognostic biomarker or a therapeutic targetDAe.
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