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Research progress the pathogenesis of fibromyalgia

WANG Xiao-mei' , LIAO Li-jun®, WANG Qing-xiu'"’
(1. Shanghai East Hospital Clinical Medical College, Nanjing Medical University, Nanjing 210029, China; 2. Dept. of
Anesthesiology and Pain management, East Hospital, Tongji University School of Medicine, Shanghai 200120, China)

[ Abstract] Fibromyalgia (FM) is a syndrome characterized by widely and persistent pain in skeletal
muscles, often accompanied by symptoms of anxiety, depression, sleep disturbance, chronic fatigue or
gastrointestinal disorder symptoms. Its pathogenesis is still unknown and there is no effective treatment
so far, which seriously affects the quality of life of patients. Recent studies have found that
fibromyalgia is associated with oxidative stress, central pain sensitization, translocator protein
polymorphism, abnormal biogenic amine output and function, excessive release of inflammatory
factors, gut microbiota disorders or vitamin D deficiency. This review summarized the pathogenesis of
fibromyalgia to provides some clues for further research.

[ Key words] fibromyalgia; oxidative stress; biogenic amines; gut microbiota; central sensitization
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