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Functional analysis of MDGA family proteins on regulation of synapse formation
and social behavior.
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MDGAs are GPl-anchored IgSF molecules that consist of two closely related
family members: MDGALl and MDGA2. MDGA1/2 directly associates with Neuroligins to interfere its
binding to Neurexin for preventing inappropriately excess synapse formation. We found that loss of
MDGA1 induces excess inhibitory synapse formation to cause sensorimotor-gating abnormalities that
are early clinical symptom of schizophrenia, and loss of MDGA2 induces excess excitatory synapse
formation to cause social behavioral abnormalities related to ASD. We also found that MDGAl- and
MDGA2-deficient mice exhibit contrasting social behavioral abnormalities .
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