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Target Gene Prediction and Signal Pathway Enrichment Analysis of IncRNA-HMGCS1
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Abstract: Objective To analyze the regulatory target genes and signaling pathways of long non—coding RNA-HMGCSI in cells by bioinformatics methods,
and to annotate its biological function, and to elucidate the function of IncRNA-HMGCSI in cellsMethods In the miRDB database and the Starbase3.0
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database, IncRNA-HMGCS1 was used as the target gene to search for all miRNAs bound to it, and the results of the two database search were intersected to
obtain candidate miRNAs. The target genes of miRNAs were predicted in the Starbase3.0 database, and GO function annotation and Pathway pathway
enrichment were performed in the DAVID database.Results A total of 95 miRNAs were predicted to interact with IncRNA-HMGCS1 in miRDB database,
and 167 miRNAs were predicted to interact with IncRNA-HMGCSI in Starbase3.0 database. A total of 14 miRNAs were selected from the intersection of the
two databases. GO functional annotation showed that the target genes of 14 miRNAs were mainly distributed in transcriptional regulation, transcription factor
binding and cell double—stranded DNA binding. Biological processes were mainly distributed in intracellular transport, endoplasmic reticulum —-Golgi
complex material transport and other functions. Signal pathway enrichment results were mainly distributed in cell senescence, cell rhythm, cell long—term
enhancement and ubiquitin—mediated protein degradation.Conclusion The intracellular target genes and signaling pathways regulated by long non—coding
RNA-HMGCS!1 mainly include endoplasmic reticulum-Golgi complex material transport, cell senescence, cell rhythm, cell long—term potentiation and
ubiquitin-mediated protein degradation, thereby regulating the physiological and pathological processes of cells.
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