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Association between maternal dioxin levels during pregnancy and genetic
polymorphisms on infant epigenetic effects
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Using prospective birth cohort, | examined an association between maternal
dioxin levels in blood during pregnancy and genetic polymorphisms of genes encoded
dioxin-metabolizing receptor and enzymes (aromatic hydrocarbon receptor [AHR], cytochrome P450 [CYP]

1A1, CYP1A2, CYP1B1, and glutathione S-transferase mul [GSTM1]) on levels of infant DNA methylation
(insulin-like growth factor-2 EIGF—Z], H19, and long interspersed nuclear element-1 [LINE-1]). None
of maternal genotypes showed the effects of infant IGF-2, H19, and LINE-1 methylation levels for
maternal dioxin levels during pregnancy. In conclusion, maternal genetic polymorphisms of genes
encoded dioxin-metabolizing receptor and enzymes did not modify the association between maternal
dioxin levels in blood during pregnancy and levels of infant IGF-2, H19, and LINE-1 methylation.
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