Nutrient-sensitive placental gene network dysregulation is associated with
spina bifida
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Placental gene expression was different in cases compared to controls

Vit B3 (NAD)

* 75% of SB cases are multifactorial in origin. Known contributing factors include:
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» We identified multiple dysregulated nutrient-dependent & -interacting genes,

SB would have multiple nutrient-gene interactions

Nutrient-sensitive gene pathways were downregulated in cases gene pathways, & gene regulatory networks in placentae from fetuses with SB,

expanding our knowledge of placental function in SB & its comorbidities
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Nutrient-sensitive miRNA-DEG targetome analysis * Moving beyond a folic-acid centric view & integrating genetic & nutritional
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