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Tuberculosis (TB) remains a major health problem worldwide. TB depends not only on the characteristics of the
Moycobacterium tuberculosis (MTB) but also on the genetic susceptibility of infected patients. Recent studies have suggested
that FOXO3 play an important role in the human immune associated disorder, such as TB. It was previously reported
that FOXO3 genetic variants associated with a risk of TB in Chinese population. In this study, we confirm whether the
genetic polymorphism of the FOXO3 gene, which was previously in Chinese, is reproduced in Korean population. Of
the 154 SNPs were extracted from the FOXO3 gene, reproducibility analysis of the four SNPs performed in the previous
study showed that there was a statistically significant correlation in the three SNPs (rs4946935, 151536057, rs3800228).
This study suggests that polymorphism of the FOXO3 gene in Koreans may affect the onset of tuberculosis and could

be used to treat and prevent tuberculosis.
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Table 1. Associations between the 4 SNPs in the FOXO3 gene and tuberculosis in KARE subjects

MAF

No. SNP BP hnor Cases Controls © 5?/§c1) P-value
(n=443) (n=3,228)
I 11536057 108885623 T 0.190 0.160 123 (1.03~1.48) 0.024
2 112212067 108981196 G 0.133 0.115 120 (097~1.47) 0.093
3 rs3800229 108996963 G 0248 0215 121 (1.03~1.43) 0.019
4 14946935 109000742 A 0248 0214 122 (1.03~1.44) 0017

Abbreviations: BP, base pair; MAF, minor allele frequency; OR, odds ratio; SNP, single nucleotide polymorphism. The SNP positions are

based on the NCBI Build 37 human genome assembly
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Fig. 1. The plot of P-values of the studied 154 SNPs, the gene structure and linkage disequilibrium blocks in the FOXO3 gene. The top
panel shows the plots of P-values of the studied 154 SNPs in the FOXO3 gene in the logistic case-control analysis of the KARE data.
Standard significant P-value threshold (P=0.05) are indicated by the dotted lmes The four SNPs studied in this study were in red, and their
rs number were described. The bottom panel shows a Haploview of LD (%) based on genotyping data from 8,840 KARE data and are

generated by using Haploview program.
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