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Role of diabetes or hyperglycemia in osteoarthritis
CHEN Jun,ZHANG Na-ling,ZOU Bing, YAN Mi,SUN Li (Health Management Center, First Affiliated Hospital of Army Medical
University , Chongging 400038, China)

Abstract: Osteoarthritis (OA) is the most common osteoarticular disease,which seriously endangers human health. With the deepening
of the understanding of OA ,people gradually realized that metabolic syndrome (MetS) caused by metabolic disorders of protein,fat, carbohy-
drate and other substances was closely related to the course of OA. Type 2 diabetes and hyperglycemia are considered as important risk factors
for the progression of OA ,and their influence on OA are attracting more and more attention. A large number of in vitro and in vivo experiments
have shown that high glucose exposure has local toxicity to joint tissues,which can lead to local oxidative stress,the production of proinflam-
matory cytokines, proteolytic enzymes and the accumulation of advanced glycosylation products ( AGE) and accelerate the progression of OA.
In this review,the potential mechanisms and the effects of diabetes or hyperglycemia on OA are summarized.
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