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Comprehensive analysis of epigenetic alteration and IncRNA involved to colon
cancer development

Niinuma, Takeshi

3,200,000

TCGA
IncRNA IncRNA IncX

gRT-PCR
CDE IncX DREAM complex

RNA

In this study, we analyzed the expression of IncRNA in gastrointestinal
tumors by using publicly available TCGA database and compared that in normal tissues or tumors. We
tested several methods to select the prospective IncRNA genes and analyzed the function of selected
IncRNAs. Among them, we assessed the function of IncX gene. Depletion of IncX by using specific
siRNA reduced cell viability and induced apoptosis in several cancer cells. To investigate the
effects on gene expression profiles by knockdown of IncX, we performed gene expression microarray
analysis. Accordingly, we found that a number of genes regulating cell cycle were significantly
downregulated. We confirmed the reduction of AURKA, cyclin Bl, and survivin. Then, we performed
luciferase reporter assay by using promoter of AURKA gene. We assessed the effects of IncX with WT
CED or Mut CED reporter. Consequently, results of reporter assay suggest that IncX is involve to the

activation of cell cycle genes.
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UHRF1 depletion and HDAC inhibition synergistically reactivate epigenetically silenced genes in colorectal cancer cells.
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