88@3 NSI- 189, a neurogenic, pro-cognitive, antidepressant compound, reverses synaptic plasticity deficits
@@f@ In adult mouse model of Angelman syndrome
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ABSTRACT RESULTS

NSI-189 is a new chemical entity discovered on the basis of its neurogenic activities Discovery of Neurogenic Drugs
on human hippocampal neural stem cells in vitro and in vivo on young normal mouse
hippocampus. Additionally, it has been found to increase hippocampal volume in
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reported outcome of depression, SDQ (symptoms of depression questionnaire), and

of cognition, CPFQ (cognitive physical functioning questionnaire), were statistically Reversal of Cognitive Deficit from Angelman Syndrome mouse in vivo
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At concentrations of 1-3 uM in vitro, and after about 3 hours of incubation, NSI-189 = R Restoration of LTP from Angelman Syndrome mouse in vivo
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