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Research advances in cancer—associated fibroblasts in

targeted tumor therapy
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[ Abstract] Cancer—associated fibroblasts (CAFs) participate in tumor progression and treatment and play a complex and multifaceted
role in tumor microenvironment. Since CAFs originate from various cell types, they may undergo significant phenotypic and functional
transformations during dynamic interactions with tumor cells. Such transformations not only promote the aggressiveness and growth
capacity of tumors, but also profoundly influence the treatment outcome of tumor and the prognosis of patients. CAFs affect tumor
progression through multiple mechanisms; they remodel extracellular matrix (ECM) to modulate tumor microenvironment, secrete
exosomes to impact tumor growth , promote epithelial-mesenchymal transition to enhance cancer invasion , and modulate tumor immune
microenvironment (TIME) to facilitate immune escape of tumor cells. These complex mechanisms position CAFs as key regulators in
tumor microenvironment. This article summarizes the basic knowledge of CAFs and their complex role in tumor development, intro-
duces the potential of CAFs as treatment targets , and discusses four treatment strategies targeting CAFs, i.e., targeting CAFs directly,
inhibiting the activation and function of CAFs, targeting CAF-derived exosomes, and conducting combined immunotherapy targeting
CAF's and TIME. These strategies provide new directions for developing more effective tumor therapies.
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