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Mouse model of Mice with a mutation that impairs phosphorylation of the NMDA Patent and licensing
schizophrenia receptor NR1 subtype (GRIN1; NR1) could help guide the development  status undisclosed

of schizophrenia therapies. In schizophrenics, the serine residue 897
of GRINT is less phosphorylated than that in nonschizophrenics. In
mice, a knock-in mutation of Grinl that blocked phosphorylation
at the equivalent residue generated mice with impairments in social
and sensorimotor behaviors similar to what is seen in humans with
schizophrenia. Next steps include additional characterization of the
knock-in model.
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