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Cathepsin S Biology

» A compelling new target for neuropathic pain

» Cysteine protease released by macrophages/microglia in
neuropathic states

» Cleaves fractalkine (FKN) from the surface of sensory neurons

Vincristineinjectioni VBY-285 Vehicle 10mg/kg 30mg/kg 100mg/kg 50mg/kg Naive Vehicle 10 mg/kg 30 mg/kg 100 mg/kg
——————— JR—
-_i_._._i_._._._._._._._. VBY-285 GBP VBY-285

A A A R

Behavioral testing

« VBY-285 or gabapentin was administered days 8-12, after neuropathy was

fully established in groups of 8 rats.

* The rat hind paw thresholds to mechanical stimulation were monitored by
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