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The pathogenesis of osteoarthritis-induced chronic persistent pain
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Abstract: Osteoarthritis ( OA) is the leading cause of musculoskeletal pain and functional disability worldwide, affecting a
growing number of individuals in the society. Despite various conservative and interventional treatment approaches, the overall
management of the condition is still problematic, and pain, the major clinical problem of the disease, remains sub-optimally
controlled. Due to a variety of causes, chronic neuropathic pain is the most challenging clinical medicine and public health problem
for patients and their families, which at the same time brings the society a heavy psychological and economic burden. There are
various treatments for chronic pain but none has satisfying curative effects, which is primarily due to the inadequate understanding
towards the development mechanism of chronic pain, and findings of scientific research are yet to be translated into clinical
treatment. The objectives of this review are to present the pathophysiolbgic mechanisms underlying the complexity of pain in OA and
to discuss the challenges for new treatment strategies aimed to translate experimental findings into daily clinical practice.
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