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[ Abstract ]
coronary heart disease (CHD) in the Chinese adult twins. Methods A total of 20 340 same-sex twin

Objective  To explore the gene-body mass index (BMI) interaction on

pairs registered in the Chinese National Twin Registry (CNTR) were enrolled in this study. Classical
twin structure equation model was used to estimate the gene-BMI interaction on CHD. Results
After adjusting for age, we found that genetic variance of CHD differed as the function of BMI in male
twins, which indicated the presence of a gene-BMI interaction on CHD (P=0.008). The genetic
moderating effect (8,) was -0.14 (95%CI: —0.22--0.04), indicating that for each logarithmic
transformation value of BMI increase, genetic path parameters would decrease by 0.14, which would
result in the decrease of genetic variance of CHD. And the heritability of CHD was 0.77 (95%CI:
0.65-0.86) among the male twins with lower BMI (<24.0 kg/m?), but 0.56 (95%CI: 0.33-0.74) among
the male twins with high BMI (>24.0 kg/m?). However, there was no evidence suggesting that BMI
could moderate genetic variants of CHD in female. Conclusion We found a significant gene-BMI

interaction on CHD in the Chinese male adult twins in China, and the heritability of CHD was higher

among the twins whose BMI was <24.0 kg/m’.
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