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Abstract: Thrombospondins 2 (THBS2) is a homotrimer glycoprotein with calcium binding and disulfide

bond, which can be secreted by mesenchymal fibroblasts, immune cells and other cells and widely distributed

in the extracellular matrix of many tissues. Its abnormal expression in a variety of malignant tumors is closely

related to tumor proliferation, invasion, migration, apoptosis, cell cycle and other biological functions by

combining with cell surface receptors, extracellular matrix proteins and growth factors. In this paper, the

research progress of THBS2 regulating tumor invasion and metastasis in recent years is reviewed, and the

molecular mechanism of THBS2 regulating tumor invasion and metastasis is systematically analyzed, so as to

provide new ideas and schemes for tumor treatment.
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