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New development of cancer treatment by mTOR signal control of cancer-associated
fibroblasts in cancer microenvironment
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In this study, we investigated the mechanism by which mammalian target of
rapamycin (mTOR) signaling, which reflects the trophic state of cancer-associated fibroblasts
CAFs), regulates angiogenesis in the cancer microenvironment, where both oral cancer cells and
fibroblasts are present. We investigated the mechanism by which VEGF (Vascular Endothelial Growth
Factor) is regulated by mTOR (mammalian target of rapamycin) signaling, which reflects the trophic
state of CAFs. This study suggests that MCAM-overexpressing myofibroblastic cancer-associated
fibroblasts are involved in tumor promotion, tumor angiogenesis, and tumor immunosuppression through

cell-cell interactions of the VEGF and IL-6 signaling pathway networks.
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