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Mechanism of Acupuncture

in the Treatment of Myofascial Pain Syndrome via Cellular Autophagy
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Abstraot This paper introduces the possible mechanism of acupuncture in the treatment of myofascial pain

syndrome (MPS) via the regulation of cellular autophagy from the connections between MPS and the process of
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autophagy, abnormal release of acetylcholines, ischemia and hypoxia, the release of inflammatory substances,

abnormal calcium channels and pain, with the aim of providing new thinking for the study and treatment of MPS.

Keywords myofascial pain syndrome; myofascial trigger point; autophagy; acupuncture
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