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[Abstract] Macrophage migration inhibitory factor (MIF), as a multipotent cytokine and regulatory molecule of
host immunity, plays an important role in immunity and disease. MIF possesses the characteristics of oncogene, and MIF
overexpression can promote cancer cell survival, proliferation, migration, invasion, metastasis, angiogenesis, and inhibit
apoptosis. MIF is closely related to anti-tumor immunity. At present, the inhibitors specific for MIF have not been widely
used. This article summarizes the research progress on the contribution, mechanism, and therapeutic targets of MIF in tu-

morigenesis and progression, and looks forward to the significance of the application of inhibitors based on MIF in tu-

mor prevention and treatment.
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Table 1 Functional characteristics of MIF in cancer
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B {85 A i3 A A O MET cyclin D1 .p27 [15-16]

AN 7k PR35 A i3 AR B TR A28 I T MET CXCR4 .Hsp90.p38 .CD74 . VEGF .MMP-9 [16-19]

9 PR35 A i A AR B AT AR R Il T HPO.AP1.CD74 .VEGF.IL-8 [20-22]

A /Nt i PR35 A i 3 AR B SRR A28 I T . EMT CXCR4.IL-6.IL-8 \VEGF Racl [23-26]

FLARE PR35 A i A AR B AT RS AR R Il T VEGF-C .Hsp90 .EGFR .\HMGBI1 .TLR4 .IL-2 [27-32]
CD74.CD206 . TNF-a.
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Jirdpigi PR3G5E AR A A R AT FIR 2R M HIJH T EMT CD74.CXCR4,VEGF IL-8 NKG2D [40-44]
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Note: EMT, epithelial mesenchymal transformation; MET, mesenchymal epithelial transformation; MMP, matrix metalloproteinase; CXCR2, CXC

chemokine receptor 2; CCL4: C-C motif chemokine ligand 4; IL, interleukin; GSK3p, glycogen synthase kinase 33; VEGF, vascular endothelial

growth factor; Hsp90, heat shock protein 90; HPO, Hepatopoietin; Racl, a member of Rho GTPase family; EGFR, epidermal growth factor

receptor; HMGBI, high mobility group protein B1; TLR4, Toll like receptor 4; TNF-«, tumor necrosis factor-o; HBP1, HMG box transcription

factor 1; ERK, extracellular regulated protein kinase; SOX-4, Y-box transcription factor 4 of sex determination region; IFN—y, y Interferon;

PD-L1, programmed cell death ligand 1; TSP-1, platelet reactive protein 1; NKG2D, an activated immune receptor on natural killer (NK) cells and

CD8'T cells.
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