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Research progress on the role of microRNAs in exercise improving chronic

inflammation and skeletal muscle insulin resistance

LI Nan', SHI Hai-Yan', ZHOU Yue'**
(1 School of Kinesiology, Beijing Sport University, Beijing 100084, China; 2 Key Laboratory of Physical
Fitness and Exercise, Ministry of Education, Beijing Sport University, Beijing 100084, China)

Abstract: Chronic inflammation of skeletal muscle is the main cause of insulin resistance, while exercise is one of
the effective means to regulate chronic inflammation and insulin resistance. Recent studies showed that microRNAs
(miRNAs) can be used as potential biomarkers for adaptive changes in response to exercise. Meanwhile, miRNAs
are important regulators of the proliferation and differentiation of skeletal muscle cells, and the regulation of
expression levels is strongly associated with insulin resistance in skeletal muscle. However, it is not clear if exercise
regulates inflammation in skeletal muscle by epigenetic mechanisms and how the miRNAs are involved in
regulating inflammation and insulin resistance. Here, this review focuses on the recent progress in exercise that
improves chronic inflammation and insulin resistance through miRNAs providing a scientific basis for exercise for
the prevention and treatment of chronic diseases.
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