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Abstract: Objective To investigate the association of single nucleotide polymorphisms ( single nucleotide polymor-
Methods The single nucleotide polymor-
phism loci 189616816 rs736334 rs2040487 ,rs6009951 ,rs715586,1s8137951 of the Shank3 gene were genotyped by using
[llumina CNV 370-Duo in 280 Chinese Han autistic trios, the linkage disequilibrium and the family based associated test
Results The results of the family based associ-
ated test( FBAT) demonstrated that the transmission of the allelic 15715586, rs6009951 and the haplotype G-A, A-G of

rs715586-1s8137951 in 280 autistic trios had statistical significance (P <0.05) ,but the results had no statistical signifi-

phisms,SNPs) of the Shank3 gene with autism in the Chinese Han children.

(FBAT) was performed using genotyping data by haploview4. 1 software.

cance after the 1000 times permutation( P >0.05).

Conclusion The Shank3 gene may not be the pathogenic gene of

autism in the Chinese Han children,at least not a major susceptibility gene for autism.
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