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[Abstract] Paroxysmal kinesigenic dyskinesia (PKD) is a disorder characterized by recurrent and
brief attacks that are induced by sudden voluntary movement with highly clinical and genetic heterogeneity.
Familial PKD are mostly autosomal dominant inherited and proline-rich transmembrare protein 2 (PRRT2)
gene has been identified as the causative gene for PKD. So far 56 mutations have been documented and
most of them are nonsense ones. No obvious genotype - phenotype correlation has been observed and the
function of PRRT2 is still unclear, but the interaction between PRRT2 and synaptosomal-associated protein
25 (SNAP25) will shed the light on the research of PKD mechanism.
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Conclusion of PRRT2 mutations: 56 PRRT2 mutations, including 30 nonsense mutations (53.57%), 19
missense mutations (33.93%), splicing mutations (10.71%) and 1 inserting mutation (1.79%), have been identified so far,
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Neurotrophic Factors Gordon Conference

Neurotrophic factors play essential roles in the developing and mature nervous system. While nerve growth factor (NGF) was
the first neurotrophic factor when it was identified more than 50 years ago, a large set of related and unrelated extracellular
proteins are now known to exert neurotrophic effects in the developing and mature nervous system. The roles of neurotrophic
factors include regulation of cell proliferation, survival, differentiation, migration, axon and dendrite growth, synaptic plasticity and
the interactions of neuronal and glial cells. As a result, neurotrophic factors affect complex behaviors including feeding, anxiety,
depression and learning, and aberrations in the activities of neurotrophic factors have been implicated in multiple neurologic and
psychiatric disorders.

The Neurotrophic Factors Gordon Conference provides a great opportunity to learn of recent advances in this broad field, and
enhances collaborations among scientists and students. The 2013 meeting will feature work on diverse neurotrophic factors and
their roles in neurogenesis, neuronal migration, survival, plasticity, behavior and diseases, including disorders of neural
development such as autism and epilepsy and degenerative disorders such as Alzheimer’s disease and peripheral neuropathies.
Emphasis will be placed on the most recent developments. Newly emerging hypotheses will be addressed, and opportunities to
discuss groundbreaking work will be plentiful. Poster sessions and "Hot Topics" sessions will highlight cutting edge studies and
enhance interactions. This meeting will include new efforts to translate neuroscience advances into new therapies for neuro -
psychiatric disorder.

Chair: Rosaland A. Segal

Time: June 2-7, 2013

Conference site: Salve Regina University, Newport, Rhode Island, United States

Website: http://www.grc.org/programs.aspx?year=2013&program=neurtroph



