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Abstract: Obesity and related metabolic diseases have become a global public health problem that endangers
human health. Exercise, as an effective and economical non-drug intervention, has a positive effect on the
prevention and improvement of obesity and related metabolic diseases. More and more studies have shown that
exercise plays a role in regulating metabolic abnormalities by regulating the secretion of "myokine”, increasing
glucose uptake and utilization, fatty acid oxidation, and the interaction between cytokines. Uncovering the
regulation of exercise on the expression and secretion of myokines and elucidating the regulatory mechanism
of myokines on metabolic abnormalities is the basis for developing new methods and strategies for the
prevention and treatment of obesity-related metabolic diseases. Therefore, this paper reviews the myokines
regulated by exercise and their roles in the improvement of obesity-related metabolic abnormalities by
exercise, and aims to provide new ideas for the prevention and treatment of obesity and related metabolic

diseases by clarifying the mechanism of myokines improving metabolic abnormalities.
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