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Development of novel cancer immunotheray by combining regulatory T-cell
elimination and TGF-b inhibitors
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In vitro studies have revealed that TGFb directly inhibits the function of
cytotoxic T lymphocytes (CTLs). Furthermore, when the expression of the TGFB1 gene was examined
using oral cancer tissue, it was found to be highly expressed at the tumor infiltration front,
suggesting that it weakens the function of T cells infiltrating around the tumor site and shifts the

immune environment within the tumor in a suppressive direction. This has revealed the importance of
TGFbl as a target molecule for new cancer immunotherapy. On the other hand, TGFb enhanced the
expression of CCR4 on CTLs. This hinders new cancer treatments that use CCR4 antibodies to remove
Tregs, but it has been shown that trametinib (a MEK inhibitor) is useful for selectively damaging
Tregs.
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