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[ Abstract ] Cancer-associated fibroblasts (CAFs) is fibroblast cells activated by cancer cells in tumor with myofibro-
blasts cells (MFs) properties. CAFs is the main components of the tumor microenvironment. Malignant conversion of CAFs
phenotype is closely related to the tumor evolution. In this review, we summarized that: (1) The source of CAFs and morphol-
ogy, and the relation between heterogenicity and the malignant phenotype conversion of CAFs with time-space change; (2)

The current research status and question of clinical application on CAFs; (3) The relation of CAFs and invasion and metastasis

of lung cancer; (4) CAFs in the prognosis and treatment of lung cancer.
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Fig 1 The analysis of related published articles on CAFs. A: The published article number on CAFs and time; B: The published article types on CAFs; C:

The published article number on CAFs and journals; D: The published article number on CAFs and tumor types. CAFs: cancer-associated fibroblasts.
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