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Relation between Energy Metabolism and Exercise-associated Menstrual Disorders
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Abstract: Exercise-associated Menstrual Disorders (EAMD) is a most common medical problem for female
athletes. It has a close relationship with energy metabolism. This article therefore adopts the method of liter-
ature analysis to study the findings of the relation between energy metabolism and EAMD at home and
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abroad. The conclusion is that EAMD may be closely associated with available energy, visceral adiposity and

%3

cholesterol metabolism et al. Furthermore, leptin, as a hormone regulating obesity gene expression, is relat-
ed to energy metabolism and affects the occurrence of EAMD.
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