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However, aberrant KCC2 regulation results in increased neuronal Cl and
contributes toward the pathophysiology of numerous neurological disorders wmm;::mml

including epilepsy, autism, and neuropathic pain (Coull et al., 2005; Kahle et Homeostasis in Hippocampal Neurons
al., 2008; Tyzio et al., 2014; Woo et al., 2002).
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»Native KCC2 exists in a
macromolecular complex that
contains kainate receptors
(KARS)

»Deletion of GluK1/2 KARs
reduces KCC2 oligomerization
and surface expression

> Acute silencing and genetic
deletion of KARs decreases
KCC2-mediated CI- extrusion

»An ionotropic glutamate
receptor can positively
regulate the function of KCC2






