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Cumulative evidence has shown that abnormal synaptic function represent
neuropashognesis of mental retardation (MR) and pervasive developmental disorder (PDD),
and one of the major causes are gene mutation. In this study, we focused on SVP, RAB39B,
GRIA3 and SHANK3 genes, which encode synaptic molecules, and analyzed those genes in MR
and PDD patients. We found 2 novel mutations in SYP gene, and 8 novel missense mutations
in SHANK3 gene in patients.
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