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For the treatment of muscular degenerative diseases, we are developing drug candidates
targeting TRPV2 both by screening

v' derivatives from four structurally different types of HT'S hit compounds.
v"anti-human TRPV2 monoclonal antibody.

To evaluate on-target toxicity of drug candidates against TRPV2, we carried out preclinical

toxicity studies in mice using anti-mouse TRPV2 mouse monoclonal antibody.
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The derivatives of HTS hit compounds were designed and synthesized to improve the inhibitory
activity against compound X-induced intracellular Ca?* increase in TRPV2-expressed cells and early ADME
properties.

TRPV2 blocking activity of representative compounds was measured electrophysiologically, and some
compounds were confirmed to have a blocking activity.

Pharmacokinetic studies were carried out following oral administration of compounds with improved ADME
profiles, and some compounds achieved sufficient plasma exposure in mice to assess their efficacy in animal
models.

In vivo studies using our TRPV2 inhibitors are underway.
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