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Abstract: As a main component of many cancers including gastric cancer,cancer-associated fi-
broblasts (CAFs) play a pivotal role in tumor invasion and metastasis via extracellular matrix pre-
cipitation , angiogenesis , metabolic reprogramming and drug resistance. Nevertheless,the mecha-
nism of CAFs affecting gastric cancer invasion and metastasis remains unclear,and related studies
mainly focus on the roles of miRNA and cytokines in CAFs. MiRNA ,which is a non-coding small
RNA molecule,not only controls the expression of multiple target genes in CAFs,but also plays a
key role in signaling pathways between tumor cells and CAFs. Several cytokines over-expressed
in CAFs may also promote cancer occurrence ,progression and metastasis. This paper sketches an
overview of the role of miRNA and cytokines in CAFs in gastric cancer invasion and metastasis as
well as the related signaling pathways,in an attempt to provide theoretical evidence for identifying
new targets for gastric cancer therapy.
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