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Abstract : Cancer associated fibroblasts(CAFs) are the main stromal components of tumor mi-
croenvironment, which play a key role in tumor growth,progression and metastasis. Many studies
have shown that there is a certain heterogeneity of CAFs,and the different biomarkers depend on
the origin of the precursor fibroblasts. The classification of CAFs and research on their biological
effects facilitate in-depth understanding of the molecular mechanism of CAF in tumor progression
and metastasis, thus providing new insights for the treatment of malignant tumors. In this article,

we briefly review the origins, the classification and the heterogeneity of the CAFs.
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