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Relationship between neutrophils and tumors
SHANG Anquan, LI Dong
(Department of Laboratory Medicine, Tongji Hospital of Tongji University, Shanghai 200065, China)

The progression of cancer is related not only to the tumor cells themselves, but also to other relevant participants,
including immune cells recruited by cancer cells, pro-inflammatory factors released by immune cells and
extracellular matrix. These molecules constitute the microenvironment of the tumor and play an important
role in the occurrence and development of the tumor. Neutrophils are the largest number of leukocytes in the
circulatory system and are an important part of the tumor microenvironment. Neutrophils play an important role
in the relationship between inflammation and cancer, and play an active role in tumor progression and metastasis.
Neutrophils may be considered as one of the new targets for many types of cancer. This paper reviews the latest
progress of tumor inhibitory and pro-tumor activity of neutrophils in tumor microenvironment, as well as the
development prospect of potential therapeutic strategies targeting neutrophils.
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Table 1 Neutrophils produce cytokines and chemokines in human cancer
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Table 2 Neutrophils produce cytokines and chemokines in mouse models
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