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[ Abstract |

in tumor cells. Methods The relevant literatures were collected to make a summary of Ribosomal Protein S3a in regulation of prolifer-

Objective To review the role of Ribosomal Protein S3a in regulation of proliferation, differentiation and apoptosis

ation, differentiation and apoptosis in tumor cells. Result and Conclusion Ribosomal Protein S3a played an important role in protein
synthesis and also had unique extra-ribosomal functions, such as DNA repair, cell growth and cell differentiation. In recent years, it

was found that the expression of Ribosomal Protein S3a was enhancedin tumor cells. It was involved in the regulation of proliferation,

differentiation, and apoptosis of tumor cells by affecting the expression of oncogenes and tumor suppressor genes.
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