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Introduction

The migration of the kinocilium towards the lateral side of the hair cell orchestrates the orientation and characteristic
“V-shape” of the stereocilia hair bundle. Disrupting the genesis and/or migration of the kinocilium causes defects in
hair bundle morphology, and also in the planar cell polarity of the organ of Corti (1). Elp3 is the catalytic subunit of
Elongator, a six-subunit complex with lysine acetyltransferase activity, and has been shown to target alpha-tubulin,
thereby controlling axonal branching and cortical neuronal migration in mice (2). Given the importance of acetylation
homeostasis in developmental processes, and that the kinocilium is a tubulin based structure, we investigated the
role of Elp3 during inner ear development.
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Planar polarity in the organ of Corti is hair cell’s apical surface, laterally (L) restricted Gai3 and LGN are
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In Elp3 cKO hair cells, we found that LGN expression is extended
centrally, and also mislocalised to the medial side of the hair cell.
Conversely, PKCC expression was mislocalised laterally.
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to the cell membrane via its binding to Gai3, and this interaction is inhibited by the activity of PKCC.
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We are currently investigating the potential mechanism through which Elp3 mediates this process. Elp3 3 Ezantal, Nat Call Bl 2013)
may play a general role in trafficking proteins to the apical surface, or alternatively it may interact o
specifically with one or more of the laterally/medially localised proteins (e.g. LGN, PKCC) that control
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