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Abstract

Cancer associated fibroblasts (CAFs) is an important component of the microenvironment of most solid tumors, which promote cancer
progression by supporting tumor cell growth, extracellular matrix remodeling, promoting angiogenesis and mediating inflammation.
CAFs can also promote tumor immune escape through a variety of mechanisms, including secretion of a variety of cytokines and
chemokines as well as mediating the recruitment and functional differentiation of innate and adaptive immune cells. At present, there
are certain limitations of tumor chemotherapy including it cannot eradicate tumor cells and make them continue to proliferate and pro-
duce metastatic site. In order to treat cancer properly, there are some new therapeutic methods that target both tumor cells and CAFs
or CAFs have been revealed. This paper focuses on the latest research advances in CAFs cancer-promoting mechanisms and treatment
methods for CAFs, with a view to integrating preclinical and clinical findings into new treatment strategies that inhibit the tumor sup-
port function of CAFs.
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