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Fetal origin adult disease (FOAD)
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Substrate Restriction

Maternal and/or fetal éaroendocﬁne adaptéti‘

Decreased O,, glucose, amino acids etc
Amino acid balance: homocysteine/glycine

: Decreased anabolic horn knes‘(lnsulin, IGFs

hormones, GH/PRL)

Increased stress hormones (Glucocorticoids, caf ines)

Changes in Organ Development and Growth

Decreases in cell number, organ growth, fetal growth
Decreased vasculogenesis, angiogenesis

Premature differentiation of functional capacity

Programmed Set points in Physiological Systems
Cardiovascular, renal, metabolic, HPA, etc

Altered neuroendocrine regulation of energy balance
homeostasis, growth etc

Insulin 1 .
s Hepatic
synthetic/
glucose
secretory :
. production
capacity

muscle mass

Increased insulin sensitivity-muscle, adipocyte
Increased appetite
Catch up growth

Visceral obesity, increased circulating FFAs
Hepatic glucose intolerance

Obesity
Insulin resistance-hepatocyte, muscle
Decreased insulin synthetic/secretory capacity

Decreased GFR

Increased intravascular volume
Increased vascular reactivity
Hypertension

Cardiac Hypertrophy

CVS Disease
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