2019 2021

Ras
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KRAS is one of the most important targets in cancer treatment. However, it
has been considered as an undruggable target with conventional small molecules and antibodies. In
this study, by synthesizing 51 fusion recombinant proteins. we succeeded in identifying a novel KRAS

inhibitor with a micromolar inhibitory activity in cultured cell lines. The proteins consist of a
RAS-binding protein with a cell-permeable peptide and thereby penetrates through the cell membrane.
The best inhibitor shows an inhibitory activity comparable to that of existing small molecule RAS
inhibitors, and thus can be considered as a promising lead for the development of new anticancer
drugs (Cell Chemical Biology 2021, W0/2022/039026).
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