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Activity-dependent plasticity in dopaminergic neurons of the olfactory bulb
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1. Introduction 3. High activity conditions lead to an increase in TH+ neurons 6. Calcineurin affects AIS position but not TH+ neuron numbers
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 Both AIS movement and the number of TH+ neurons are regulated by L-type calcium

channels.
e Calcineurin regulates proximal AIS movement independently of chronic depolarisation.

2. Materials and methods
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