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Maternal Stress and Infant Neurodevelopment:
The Role of the Microbiome
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Maternal Stress and Infant Neurodevelopment:
The Role of the Microbiome
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Prenatal Stress Disrupts Microbiota, Neuroinflammation
and Social Behavior in Offspring
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Orchestrating tryptophan metabolites to protect
neurodevelopment from prenatal stress




Prenatal Anxiety Associated with Reduced
Trp Metabolizers in Mice and Humans
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Orchestrating tryptophan metabolites to
protect neurodevelopment from prenatal stress
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Conclusions
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