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Research progress on drugs targeting CD155 and its receptor
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Abstract: Cluster of differentiation 155 (CD155) is a single-pass transmembrane cell surface protein with little or no expression in
normal tissues, but in pancreatic cancer, cholangiocarcinoma, colorectal cancer, non-small cell lung cancer, bladder cancer and breast
cancer. It is highly expressed in various malignant tumors of breast cancer, which makes it as an ideal target for anti-tumor drugs. As a
cell adhesion molecule, CD155 participates in the adhesion, migration, and polarization of tumor cells. It also acts as an
immunoregulatory molecule and interacts with costimulatory or costinhibitory receptors on T cells or NK cells, including TIGIT,
DNAM-1, and CD96, which regulates and affects the immune microenvironment. At present, the research and development of drugs
targeting CD155 and its receptors is hot, and its high-affinity receptor TITIG has a variety of drugs entering Phase 111 clinical trials,
and tumor treatments that directly target CD155 and its receptors DNAM-1 and CD96 are also gradually increasing. This article reviews
research progress of drugs targeting CD155 and its receptors, in order to provide a basis for subsequent drug development.
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