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Introduction Overview
+ K2Ps carry background (or leak) potassium current and contribute to
the maintenance of resting cell membrane potential. Cryopreserved
o W.h||e.genet|c and fungtlonal eV|denlce r.)om.ts to K?P role in pain and dissociated primary b |
migraine, more extensive target validation is required.
+ Dorsal root ganglia (DRG) and trigeminal ganglia (TG) are important Multiple neuronal neurons
structures in these pathophysiologies, as they contain cell bodies of It Amplification —
peripheral sensory neurons. cell types o
+ Gene expression analysis was used to identify cells that would enable §
more physiologically relevant assay development and screening, in ®
order to support the development of novel K2P-based analgesics. @ s| .. /) Threshold
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= ‘; S o * Neuronal purification will enable further interrogation into the role of
g ‘Q" __ : K2Ps in regulating neuronal excitability.
= Rat neonatal DRG culture (4 days in vitro with NGF; top) and mouse - Visualising K2P mRNA localisation in different sensory neuron subsets
o) neonatal DRG culture (7 days in vitro with NGF; bottom) images. Blue — will aid functional studies in these cells.
Hoechst (nuclei), magenta — Nissl (neuron cell bodies; top) or isolectin B4

- Assays in (patho)physiologically relevant cells will contribute to the

|IB4; bottom), yellow — anti-TuJ1 = ific Bl tubulin). . . .
(1B4; bottom), yellow —anti-TuJ1 (neuron-specific Bl tubulin) development of compounds with more predictable analgesic effects.
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