(®)
2018 2020

TNFR2-APP3

Study of TNFR2-APP3 signaling pathway and and its immuno-suppressive function

Tsunoda, Shin-ichi

13,500,000

Treg/MDSC TNFR2 TNFR2-APP3

TNFR2-APP3 TNFR2-APP3 Treg/MDSC
Treg TNFR2 in vivo
TNFR2-APP3
TNFR2-APP3 Treg/MDSC
TNFR2 Treg
MDSC TNFR2-APP3
Treg/MDSC

In this project, we investigated the role of TNFR2-APP3 signal in
immuno-suppressive function of regulatory T-cells (Treg) and myeloid-derived suppressor cells
MDSC). In addition, we tried to discover an inhibitor of TNFR2-APP3 signal for cancer immunotherapy.
TNFR2-APP3 signal is revealed to have important roles in proliferation of Tregs/MDSCs and

immuno-suppressive function of Tregs. In addition, TNFR2 was suggested to have a suppressive
function in in vivo anti-tumor immunity. These results indicate that TNFR2-APP3 signal is promising

as a drug-target for cancer immunotherapy.
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