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Research progress on the molecular biological mechanism of tuina in treating skeletal muscle injury

HUANG Bo, RUAN Lei, WANG Lanlan, XUE Huitian, SUN Menglong, PENG Liang*
College of Acupuncture & Tuina and Rehabilitation, Hunan University of Chinese Medicine, Changsha, Hunan 410208, China

(Abstract] Skeletal muscle injury is a common disease, and it results in limb movement disorders in severe cases. However,
it is proven that tuina has significant efficacy in treating skeletal muscle injury. By searching the basic experimental literature
related to tuina in treating acute or chronic skeletal muscle injury in the last 5 years, this article has summarized the research
progress of the molecular biological mechanism of tuina in treating skeletal muscle injury and also has viewed the regulation of
skeletal satellite cell, related growth and inflammatory factors, signaling pathways, and cellular autophagy, thus providing a strong
theoretical basis for the clinical treatment of skeletal muscle injury as well as new ideas for the basic study of skeletal muscle
injury.
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