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Role of eukaryotic translation initiation factor 3 in colorectal cancer
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Abstract: Eukaryotic translation initiation factor 3 (elF3) is the largest and most complex mammalian initiation factor

and comprises 13 subunits (elF3a-m), which is pivotal for protein synthesis. Although elF3 plays an important role in the

occurrence and progression of various carcinomas, its effect on colorectal cancer (CRC) is little studied. elF3d, elF3e, elF3i

and elF3m are highly expressed, and elF3g could be the targeted modulator of drug resistance in CRC. Furthermore, elF3a

downexpression might be prerequisite for intestinal epithelial cell differentiation.
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