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The role of tumor-associated fibroblasts in

the development of colorectal cancer
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Abstract: The occurrence and development of tumors are not only related to the genes they carry, but also
closely related to their living environment, the tumor microenvironment. Cancer-associated fibroblasts (CAFs)
constitute the principal stromal cells within the tumor microenvironment and contribute to tumor development
through the secretion of diverse factors and the formation of the extracellular matrix. Many studies have
revealed that CAFs engage with colorectal cancer cells, thereby influencing their proliferation, invasion,
metastasis, immune evasion, and drug resistance. This paper reviews the origins of CAFs and their
multifaceted impact on tumor cells in colorectal carcinogenesis, synthesizes current research on CAFs and
raises the prospect of CAFs emerging as novel targets for cancer therapy, aiming to serve as theoretical
references for future investigations.
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MEAERTE R, ARG MR (R4 s A
IR LT 2R A M A0 P R 240 1 55 ) AN 8 L A/ s 23 (4 L
SRR AR R 5 F ). /B NCRCHA
Barb e BB DT M, REAE OC AT 4E 4 i
(cancer associated fibroblasts, CAFs)/& /R4 2k
A R AT AE A B, fECRCHEER b k#5558 2k
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