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[ Abstract ]

Methods

promoter-interacting proteins,and bioinformatics methods were used to perform GO enrichment analysis and

Objective To detect and analyze the proteins interacting with the miR-32 promoter region.

DNA pulldown technology combined with mass spectrometry was used to analyze the miRNA-32
KEGG pathway analysis. Results A total of 191 proteins that specifically bind to the miRNA-32 promoter re-
gion were identified in colorectal cancer HCT-116 cells. GO functional enrichment analysis results showed that
these interacting proteins involved a variety of biological functions,including those involved in nucleic acid me-
tabolism, gene transcription, cell cycle, cell growth and regeneration, and other metabolic processes. The re-
sults of KEGG pathway analysis showed that these interacting proteins participated in several important signa-
ling pathways in cells, including gap junction, cell cycle signaling pathway, MAPK signaling pathway and so
on. Conclusion The proteins interacting with the miR-32 promoter region have a variety of biological func-
tions and participate in multiple signaling pathways.
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