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Target Target Name

Mechanism of

. » NFATS transcription factor inhibition
Action

Indication

. * Rheumatoid Arthritis (RA)
- Primary

Indication

. ¢ Autoimmune diseases
- Expansion

Route of

Administration ° PO

+ Inhibition of NFAT5 which is crucial in RA pathogenesis.
Competitive * Novel treatment for the patients relapsed after conventional disease-modifying
Advantage anti-rheumatic drugs (DMARDs)

* KRNS5, a derivatives of a natural compound

« NFATS5 inhibition IC5, = 0.75 uM

» Suppression of GM-CSF (>70%), MCP-1 (>30%), IL-6 (>60%) at 1 uM
treatment in Raw267.3 cells

+ >30% IL-6 and TNF-a suppression in splenocytes isolated from CIA

Lemee mice (15 and 60 mg/kg)
+ EDg, (PO, DBA/1J) = 15 ~ 60 mpk
+ DMPK (mouse, 5 mpk) -AUC 3,470 ng-h/mL (po)
-F (%) = 15.2
IP Status » Patent registered in Korea and US
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