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IncRNA screening and ceRNA network construction in psoriasis

based on GEO databases”
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and Molecular Biology, Guilin Medical University, Guilin 541199, China)

Abstract  Objective: To construct a competing endogenous RNA ( ceRNA ) regulatory network in
psoriasis and provide bioinformatics references for the pathogenesis of psoriasis. Methods: The differentially

expressed IncRNA were screened based on Gene Expression Omnibus ( GEO) database, and their related

O EEUH:BXAARAFZELMA (31860314) ;)7 & A AHF LK 2R B (2018GXNSFAA28104,2016GXNSFBA380146) ; £ 4k
EFA A5 AR B (GYYK2021003) .

@ F—1EEEMN ERE ALHRAAEALEE ARIQARAEEDF,

® E{E1EE . 53%  E-mail :jintao_gao@ glmc.edu.cn,

-85 .



%2 8 2

1 E %

coding genes were found through correlation analysis. And the enrichment analysis was carried out by using
Kyoto Encyclopedia of Genes and Genomes ( KEGG). The IncBase database was used to predict the
targeting microRNA ( miRNA ) of IncRNA, and the TargetScan database was used to predict the genes
sponging miRNA. And Cytoscape was used to construct ceRNA network. Results: The IncRNA-miRNA-
mRNA ceRNA network mediated by 6 IncRNA ( LINO1094, LINCO1215, KLF-AS1, TINCR, EMX20S
and C140rf132) were constructed based on differentially expressed IncRNA in this study, suggesting these
IncRNA might be involved in regulating cell cycle, proteasome, viral protein and cytokine, the interactions
and FoxO signaling pathway. Conclusion;

of cytokine receptors,

(LINO1094, LINCO1215, KLF-ASI,

The differentially expressed IncRNA
TINCR, EMX20S and Cl40rf132) may play a regulatory role as

ceRNAs, and participate in the pathogenesis of psoriasis.

% 36 %

Keywords : psoriasis; long-chain non-coding RNA; competing endogenous RNA network
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