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The Role of Platelets in Tumor Development

BU Ya-ru

(Department of Pharmacy, the Second Affiliated Hospital of Chongqing Medical University, Chongqing 400010)

ABSTRACT: In cancer patients, platelets help tumor cells escape recognition and monitoring by
the immune system, further avoiding lysis of tumor cells by natural killer cells. When tumor cells
survive in the blood circulation system, platelets promote the transformation of tumor cells into
an invasive mesenchymal phenotype, and then promote the migration of tumor cells. After tumor
cells migrate to target organs, platelets help the formation of new blood vessels at the site of tumor
cell metastasis, support the nutrients and oxygen needed for tumor cell proliferation, and remove
metabolites from the tumor microenvironment. At the same time, the use of anti-platelet drugs
can delay the metastasis and spread of tumor cells. Therefore, we need to understand the role of
platelets in tumor development and use platelets as targets for cancer screening and antitumor
therapy. This article reviews the role of platelets in tumor development, and provides new ideas for
cancer screening and treatment.

KEY WORDS: tumor cells; platelets; immunization surveillance; angiogenesis
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