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A2BP1 is implicated in a variety of neurological and developmental disorders. We here
prepared a specific antibody against A2BP1 and did protein expression and localization
analyses in rodent brain tissues. A2BP1 was expressed in developmental stage—dependent
manners in the brain. In cortical neurons, A2BP1 was accumulated mainly in the nucleus
and diffusely distributed in the cell body and dendrites. In rat hippocampal neurons,
while A2BP1 was found in a punctate distribution adjacent to synapses. Knockdown of A2BP1
caused abnormal neuronal migration during corticogenesis. We did similar analyses as for
a polarity-related protein, Lin7, and found the importance of Lin7 in corticogenesis.
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