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Summary

Fyn kinase regulates NMDA-R function, and participates in learning,
emotion and sensitivity to antipsychotics. Recently, we found Fyn'’s
expressions are altered in schizophrenic platelets. To find a possible
association of fyn gene and psychiatric disorders, we genotyped 8
SNPs in total 2000 of Japanese subjects.Although no association with
schizophrenia or depression was detected, a tendency of association
with bipolar disorder was found with several SNPs. Associations with
scores of WCST in control subjects was also detected. Further, we
analyzed the expression levels of fyn in blood samples. Fyn’s
expression level was significantly decreased in schizophrenia. Genetic
variation of the fyn gene may contribute to molecular mechanisms of
bipolar disorder and executive function, Expression of fyn gene in
blood is a candidate for the biological marker for schizophrenia

Ratios of fynA7, a defective splice variant
were increased in schizophrenic platelets

Fyn protein levels were decreased
in schizophrenic platelets.

Fyn kinase is a key mediator of the
crosstalk between D2-R and NMDA-R
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