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Progress of potential therapeutic targets and small molecule ligands
of anti-colorectal cancer pathogenic Fusobacterium nucleatum
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Abstract: The composition of intestinal microflora is closely related to the occurrence and development of
colorectal cancer (CRC). Among them, Fusobacterium nucleatum (Fn) has been proved directly related to the
recurrence, metastasis and chemotherapy resistance of CRC. Therefore, it is of great significance for the prevention
and treatment of colorectal cancer by the exploration potential anti-Fn drug targets and discovery small molecule
drugs. However, no selective anti-Fn small molecule inhibitors have been reported so far as well as their anti-Fn
thereby "anti-Fn further anticancer" mechanisms are unclear. Herein, this article reviews the potential therapeutic

targets and small molecule ligands of Fn in order to provide a reference for the development of anti-Fn and anti-

CRC small molecule drugs.
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Figure 1  Fusobacterium nucleatum (Fn) was closely related to

the occurrence and development of colorectal cancer (CRC)
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Figure 2 (a) Fap2 inhibits antitumor immunity by binding
and activating TIGIT. (b) Chemical structure of azelnidipine. (c)

Chemical structure of liothyronine
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Figure 3 (a) CYP2J2 and 12,13-EpOME increased the invasion and migration ability of CRC cells in vivo and in vitro. (b) Chemical struc-

ture of piperine. (¢) Chemical structure of 9K
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Figure 4 (a) Fn-mediated upregulation of ANGPTL4 expression. (b) Chemical structure of FK506. (¢) Chemical structure of CsA
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Figure 5 Overexpression of CXCR1 and CXCR2 can promote tumor cell proliferation, chemotaxis and invasion
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Figure 6 (a) Chemical structure of SCH-527123. (b) Chemical
structure of SX-682
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Figure 7 Chemical structure of tropifexor
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