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[ Abstract] Objective To investigate the association of FTO gene rs9939609 polymorphism with
weight gain in children. Methods 390 children in elementary schools in Daqing city were enrolled in the
present study. Body heights , weights were measured at 1st, 5th year. The rs99396099 single nucleotide
polymorphism ( SNP) in FTO was genotyped by allele-specific real-time PCR assay. Relationship between
FTO gene and children’s weight , the common effects of genetic and environmental factors were analyzed by
multivariate regression analysis with SAS software package . Results (1) Adjusted sex, there was not
significant differences among three genotypes with weight and BMI at 5 years old. (2) After follow-up 5
years , the body weight in group with genotype of AA was significant higher than that in TT group [ (41.32 =
7.30) kg vs. (36.30 £8.77 ) kg, P <0.05 ] ,and also BMI [ (19.72 £0.92 ) kg/m” vs. (17.74 +0.20 ) kg/
m’,P <0.05 1. As the change in weight and BMI from 5 to 10 years old ,the genotype of AA was significant
higher than that in TT group (P <0.05). (3) Multivariate regression analysis showed that the change in
BMI positively correlated with AA genotype after adjustment for sex and TV viewing time at the baseline .
Conclusions FTO gene rs9939609 polymorphism significantly correlate with body weight in children ,which
enhance weight gain after 5 years of age. The increased body weights and BMI in subjects with AA genotype
are not decreased by the TV viewing time.
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