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Preventive effects and molecular mechanisms for metabolic abnormalities by a
short-term intervention of caloric restriction and exercise
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This study is a basic research that analyzed beneficial effects of metabolic
improvement and a disease control in mice, which are middle-aged and older having metabolic abnormalities
or which have a systemic disease with age, by short-term individual high-intensity running exercise (HR)
and mild caloric restriction (CR). The combination of HR and CR might improve more efficiently in basal
metabolism than each treatment, and both HR and CR improved in patholo%ic progress in mice having the
age-associated disease. These treatments may prevent the progression of inflammation and stress reaction,
and it suggests that HR and/or CR have good effects to age-related metabolic decline.

These treatments suggest the possibility of contribution to health promotion to middle-aged and elder
people.
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