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New therapeutic strategies and functional analysis of cancer stem cells and
tumor-associated macrophages in the oral cancer microenvironment
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We investigated the possibility of the new treatment of oral cancer
targeting cancer stem cells (CSCs), focusing on both the indirect inhibitory effect of tumor
associated macrophage (TAM) to CSCs using the colony stimulating factor-1 receptor (CSF-1R)
inhibitors, which suppress CSF-1/CSF-1R signaling, and the inhibitory effect of mTOR inhibitors,
which directly inhibit the PI3K/Akt/mTOR pathway.

The results suggest that this combination therapy using CSF-1R inhibitors and mTOR inhibitors has
the potential to control recurrence, metastasis and resistance to treatment, and its impact on
overall oral cancer treatment appears to be very significant. We aimed to link our study to the
development of a new treatment for oral cancer in combination with conventional cell-killing
anticancer agents.
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