©
2014 2017

Elucidation of mechanism of tumor associated macrophage in mandibular bone
invasion by oral squamous cell carcinoma cells and a research for new treatment

SATOMI, TAKAFUMI

3,700,000

colony stimulating factor-1(CSF-1)

(TAM) CSF-1 receptor(CSF-1R) TAM
CSF-1R mTOR
mTOR VEGFR mRNA CSF-1R RANKL CSF-1R mRNA
CSF-1R mTOR

The cytokine colony stimulating factor-1(CSF-1) is an important factor of
tumor associated macrophage (TAM) recruitment and differentiation and several pharmacological agents
targeting the CSF-1 receﬂtor (CSF-1R) have been developed to regulate TAM in solid cancers.
Although single CSF-1R inhibition only modestly delayed tumor growth, combination with mTOR promoted
the control of tumor outgrowth. The mTOR decreased VEGFR mRNA expression and the mRNA expressions
RANKL and CSF-1R decreased in CSF-1R inhibition in bone invasion by oral squamous cell carcinoma
(0SCC). CSF-1R inhibition can suppress osteoclast mediated bone invasion by 0SCC.
We suggest that combination treatment of mTOR with CSF-1R inhibition might be expected to be a
therapeutic target to prevent bone invasion by 0SCC. Our data support further development of
treatments combining mTOR with TAM targeting agents.
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