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Association between Gene Polymorphism of Brain-derived Neurotrophic
Factor and Attention Deficit Hyperactivity Disorder
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ABSTRACT Objective: To investigate the relationship between the G196A, C270T and Val66Met polymorphisms of Brain-derived
neurotrophic factor (BDNF) gene and attention deficit hyperactivity disorder(ADHD). Methods: Genomic DNA was isolated from the
venous blood leukocytes of 114 unrelated patients with ADHD based on DSM-IV criteria and 96 healthy unrelated individuals (control
group). Polymorphism of G196A, C270T and Val66Met, were genotyped by PCR-restriction fragment length polymorphisms
(PCR-RFLP). The software HaploView4.0 and SPSS13.0 was used to detect the linkage disequilibrium, Genotype and allele frequencies
of the SNPs of BDNF gene in the ADHD and control group. Results: The genotypic distributions of these 3 SNPs did not deviate signifi-
cantly from Hardy-Weinberg equilibrium (p>0.05). There were significant differences in both allele and genotype frequencies of
Val66Met between the ADHD and control group (p<0.05). The allele G of Val66Met was significantly higher than that of controls
(x=9.714, p=0.002,0R=0.522, 95%CI1=0.347~0.788). No significant differences in both allele and genotype frequencies of G196A and
C270T was found between the ADHD and control group (p>0.05). Conclusion: There was reltionship between Val66Met polymor- phism
and ADHD. The individuals with G (Val) allele of Val66Met were susceptible to ADHD.
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Tablel Genotype and allele frequencies of G196A, C270T and Val66Met of the BDNF gene in ADHD and control group

position genotying control(n,%) ADHD(n,%)
AA 26(27.54) 29(25.07)
AG 47(48.84) 59(51.37)
GI196A genotype
GG 23(23.62) 26(23.56)
x%Lp 0.164, 0.921
A 99(51.56) 117(51.32)
G196A allele G 93(48.44) 111(48.68)
x%p,0OR,CI 0.003, 0.960, 1.010, 0.688~1.483
CC 86(89.65) 104(91.21)
CT 2(2.21) 5(4.17)
C270T genotype
TT 8(8.14) 5(4.62)
xLp 2.156, 0.340
C 174(90.63) 213(93.42)
C270T allele T 18(9.38) 15(6.58)
x%p,0OR,CI 1.126, 0.289, 0.681, 0.333~1.390
ValVal 38(39.58) 65(57.02)
ValMet 37(38.54) 37(32.46)
Val66Met genotype
MetMet 21(21.88) 12(10.53)
x%Lp 8.048,0.018
Val 113(58.85) 167(73.25)
Val66Met allele Met 79(41.15) 61(26.75)
x%p,0OR,CI 9.714, 0.002, 0.522, 0.347~0.788
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