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Influence of changes in breast milk composition

on fatty liver of offspring: an update
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Abstract: In recent years, more and more attention has been paid to the influence of changes in breast milk
composition, which may be caused by adverse maternal factors during lactation, on the individual growth and
development and the occurrence of metabolic diseases in offspring. Breast milk is the only source of nutrients in the
early life of mammals, and changes in its composition may affect the homeostasis of integral metabolism in
offspring, and consequently lead to metabolic diseases. A large number of animal experiments have shown that
adverse maternal status during lactation can change the composition of breast milk, and simultaneously lead to fatty
liver in suckling infants, and even continue to adulthood. This review focused on effects of changes in breast milk
composition on fatty liver in offspring and the possible underlying mechanisms. This review may help us to update
the understanding how adverse maternal factors affect lipid metabolism function of the offspring, and to provide a
reference for the maternal diet during lactation.
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