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WFZERE SR OMEEE (3£37) : We have suggested that CK1 § / ¢ play important physiological roles
in both neuropathic and inflammatory pain signaling, which makes them useful targets for
analgesic drug development. We have also identified several potential new CK1 inhibitors.
TG003, one of these candidates, was suggested to have potent inhibitory effects on CK1
isoforms 7in vitro, and showed antinociceptive effects on acute and persistent
inflammatory pain models in mice. Our data indicate that TGOO3 might be a promising lead
compound for the development of CKl-targeted new analgesic drugs .
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