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Hon-ooH 5,

WFFE R S OMEEL (FE3L) : Our data suggested the following subjects.

Abnormal response to

social stimulation at the hippocampus of motopsin-deficient mice, known as a model for
developmental disorder, appears to be derived from the cognitive deficit to olfactory
stimulation. The interaction between motopsin and sez—6 may modulate the development of
neuronal processes. Further, proteomic analysis of hippocampus in motopsin—deficient
mice identified some candidates for motopsin substrates.
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