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GENERAL ARTICLE
Loss of Cajal bodies in motor neurons from patients - )
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levels by facilitating its proteasomal degradation.

: decrease of VRKa levels in patients’ cells is due to post-translational defects and VRK1 depletion in patients’ fibroblasts leads to reduced coilin
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hiPSC-MNs are functional and sustain firing patterns, typical of

spinal MNs

hiPSC-derived MNs are functional and sustain firing patterns, typical of spinal MNs

1. Co-culturing human hiPSC-MNs with myoblasts accelerates their functional
maturation.

A

2. Control hiPSC-MNs co-cultured with myoblasts display four
distinct electrophysiological signatures
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3. Co-culture of control hiPSC-MNs co-cultured with mouse myoblasts
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1. hiPSC-MNs from

display similar electrophysiological firing patterns than controls

Four distinct electrophysiological signatures obtained in

patient Il.2 hiPSC-MN
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