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Isolation and Identification of Proteins Bonded to EGFR 3’UTR
by Affinity Pull-down and Mass Spectrometry

WANG Dajin,Ding Ming -WU Yeqing
(College of Life Science, Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract: With the development of post-genomics, non-coding RNA has become one of the biological
research hotspots. Researches about the function of mRNA untranslated region (UTR) are increasingly
widespread. The regulatory sequence of mRNA UTR is bonded to some proteins to regulate mRNA fate.
Epidermal growth factor receptor (EGFR) is the key factor in cell signal transduction. Phosphorylation of
EGFR specific tyrosine residues can recruit specific signal proteins, such as She, Grb2, Phospholipase C
gamma and Src, and then activate the downstream signal channel. The previous research confirmed that
EGFR is associated with the occurrence of some cancers, so it is very important to investigate the
regulatory mechanism of EGFR UTR on its mRNA regulation. Affinity pull-down and mass spectrometry
technology were used to isolate and identify three kinds of proteins from Hel.a cell lysate to interact with
EGFR 3'UTR: 1lf3, hnRNP Al and hnRNP A2/B1. These are all RNA binding proteins and participate in
the metabolism of mRNA. The findings in our study may provide references to further investigate the
regulatory mechanism of EGFR 3’UTR.
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