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[Abstract]

Recent research has discovered a unique phenomenon referred to as ‘fetus and neonatal
programming’, which is based on ‘the developmental origins of health and disease (DOHaD) °
concept. These studies have shown that alterations in fetus and early postnatal nutrition and
endocrine status may result in developmental adaptations that permanently change the structure,
physiology and metabolism of affected animals during adult life. The timing of the perturbation in
maternal nutrient availability plays an important role in determining the effect that the foetal and
neonatal programming will have on the developing placenta or fetus and offspring performance. In
medicine field, the prenatal environment is recognized as an important driver of non-communicable
disease risk later in life. Recently there are many papers related to maternal situation like maternal
nutrient restriction, maternal metabolic disorders such as diabetes or obesity, and maternal immune
activation driven by infection have been linked to health results for offspring later in life. In this
review, I will present current results of papers regarding DOHaD research and discuss its
application to cattle production system, its necessity and potential.
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