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[ Abstract] CD47 is an immunoglobulin that is overexpressed on the surface of a variety of cancer cells. CD47
forms a signaling complex with signal regulatory protein alpha (SIRPa), prompting the escape of cancer cells from
macrophage-mediated phagocytosis. In recent years, CD47 has been shown to be highly expressed in many types of solid
tumors and is associated with poor prognosis in patients. More and more studies have shown that inhibition of the CD47-
SIRPa signaling pathway can promote adaptive immune responses and enhance the phagocytosis of tumor cells by
macrophages. Humanized anti-CD47 IgG4 monoclonal antibody has been studied in clinical trials for the treatment of a
variety of advanced solid tumors and lymphomas, demonstrating a sound safety profile and achieving partial remission in
some patients. In this review we discuss the structure and function of CD47 and the mechanism of CD47 regulation in
tumors, summarize the research progress in therapeutic antibody drugs targeting CD47 and a bottleneck in research that

targeted drugs are more prone to result in serious adverse effects, and evaluated the potential of the applying CD47-SIRPa

signaling pathway in anti-cancer therapy.
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Fig 1 Regulatory mechanism of CD47 in tumor cells

IL: interleukin; CD47: cluster of differentiation 47; SIRPa: signal regulatory protein alpha; LAT2: L-amino acid transporter 2; mTOR: mammalian target of

rapamycin; QPCTL: glutaminyl-peptide cyclotransferase-like protein; c-MYC: v-myc avian myelocytomatosis viral oncogene homolog; SRSF10: serine and arginine-rich

splicing factor 10; mIL1RAP: membrane form of interleukin-1 receptor accessory protein; DDB1: DNA binding protein 1; CUL4A: cullin 4A; HIF-1a: hypoxia-inducible

factor-1a; NF-kB1: nuclear factor of kappa light polypeptide gene enhancer in B-cells 1.
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