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CO NTINEUM cameron Pernia*l, Geraldine Edu*!, Kymmy Lorrain?, Greg Joseph?, Didier Bagnol?, Thomas Schrader?, Michael Poon?, Daniel Lorrain® \ [C
therapeutics ! Contineum Therapeutics; San Diego, CA, USA

Ohr 1hr 8hr 1d

Neuropathic pain affects ~10% of adults in the US. Chemotherapy
induced peripheral neuropathy (CIPN) is a subtype associated
with axonal degeneration, metabolic dysfunction, & ion-channel
dysregulation!. Chemotherapies like vincristine depolymerize

microtubules and cause the degeneration of sensory neurons in oy
the epidermis that pathogenically manifest CIPN pain. vl
Mechanistically, vincristine causes an elevation in intracellular
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* Vincristine-induced CIPN was tested by exposing mice (n=
8/group) to two 1.5 mpk IP doses of vincristine over 3 days. Mice
were BID dosed with inhibitors for 20 days, and thermal pain

Figure 5. IFC characterization of human iPSC derived sensory neurons for CIPN model. A Sensory neuron cytoskeleton marker
peripherin (PRPH) in red; pan-neuronal cytoskeleton marker tubulin-3b (TUJ1) in green. B Tubulin-3b in red; sensory neuron
nuclear marker BRN3A in green. C Unmyelinated C-fiber sensory neuron marker TrpV1 in red; A-fiber sensory neuron
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