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Developmental
origins of health

and disease

Nutritional or other environmental
stimuli during critical periods of
growth and development have the
Dpotential to permanently “program”
the structure and/ or function of ae/z\
Dopulations, emerging organ §ystems,
or homeostatic pathways
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Innate versus adaptive immuntiy
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Immunity changes across the lite span
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Maternal health and immunological
outcomes in the ottspring
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The gate keeper - placenta
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Maternal malnutrition disrupts
development of fetal immune system
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pathogens get across...
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Other modes of communication between
maternal circulation and developing fetus
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Maternal nutrition
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Summary and future directions

Successtul pregnancy requires carefully-coordinated communication between mother and
fetus S
>

Immune development occurs in highly regulatedfﬁscade of events starting with the yolk
sac, then transitioning to fetal liver and finally B8ne marrow

Z
Maternal health impact immune system %%opment and maturation during these critical
windows %

N

Exposure to environmental pollutants, microbes and nutritional stressors can all modulate
fetal health with long-lasting ramifications

Most dramatic effects have been reported for fetal nervous system, but impact on fetal
immune system 1s beginning to emerge




Next areas of research

What are the factors that can modulate fetal immune development?
N\
O\\}a>
0
How do they modulate fetal immune s;@@?n development?

Do they cross the placentar

Are these epigenetic changes reversibjg? If yes, is there a specific window for
intervention? N

What are the consequences of alterations in offspring immune development on the
response to infection/vaccination/development of chronic diseases






