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Correction of vasopressin deficit in the lateral septum ameliorates social deficits of mouse autism
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Tubacin prevents neuronal migration defects and epileptic activity caused by rat Srpx2 silencing in 76 59
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Stochastic Loss of Silencing of the Imprinted Ndn/NDN Allele, in a Mouse Model and Humans with
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Natural breaking of the maternal silence at the mouse and human imprinted Prader-Willi locus. Rare 18 21
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Functional Consequences of Necdin Nucleocytoplasmic Localization. PLoS ONE, 2012, 7, e33786. 2.5 10
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A single postnatal injection of oxytocin rescues the lethal feeding behaviour in mouse newborns
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Necdin Plays a Role in the Serotonergic Modulation of the Mouse Respiratory Network: Implication
for Prader-Willi Syndrome. Journal of Neuroscience, 2008, 28, 1745-1755.

Necdin mediates skeletal muscle regeneration by promoting myoblast survival and differentiation. 5.9 46
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