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WFIER R OB EE (L) - We attempted to clarify physiological roles of dysbindin-1, a
schizophrenia-related molecule, in nervous tissues. From immunofluorescence analysis,
we found that dysbindin-1 localized at dendritic spines in primary cultured rat
hippocampal neurons. RNAi-mediated dysbindin-1 knockdown led to the generation of
abnormally elongated immature dendritic protrusions. We identified WAVE2 as a
binding partner for dysbindin-1. We also found that Abi-1, a binding molecule for WAVE2
involved in spine development, interacts with dysbindin-1. While dysbindin-1, WAVEZ2
and Abi-1 formed ternary complex, dysbindin-1 promoted the WAVEZ2/Abi-1 complex
formation. These results indicate possible roles of dysbindin-1 in the regulation of
dendritic spine morphogenesis through the interaction with WAVE2 and Abi-1.
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