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ABSTRACT Objective To observe the roles of cartilage cell clock genes and protein expressions in
the pathogenesis of osteoarthritis (OA) , providing experimental basis for clinical OA treatment. Methods
Twenty-seven male SPF-grade SD rats were randomly divided into three groups, a normal group, a model
group, and glucosamine hydrochloride group, 9 rats in each group. Rats in the normal group received no
intervention. Rats in the model group received Hulth surgical intervention. And those in glucosamine
hydrochloride group received Hulth surgical modeling and glucosamine hydrochloride (25 mg/kg) by gas-
trogavage for 28 successive days. HE staining and Mankin' s score were used to evaluate the cartilage af-
ter successful modeling. The expression levels of bmal1, cry1, and per1 genes and proteins were detected
by RT-PCR and Western Blot. Results Results of HE staining and Mankin' s score showed that the per-
formance of the model group met OA standard after modelled with Hulth method, and the OA status was
improved after treatment with glucosamine hydrochloride. Results of RT-PCR and Western Blot showed
that, as compared with the normal group, the expression levels of bmal1 gene and protein decreased and
the expression levels of cry1 and per1 gene and protein increased in the model group ( P<0.05). Com-
pared with the model group, the expressions of bmal1 gene and protein increased, while the expressions
of cry1 and per1 gene and protein decreased in glucosamine hydrochloride group ( P<0.05). Conclusion
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Changes in chondrocyte clock genes and proteins run through the whole process of OA onset and heal-

ing, in which the occurrence of OA is accompanied by the disorder of chondrocyte clock, and the recover-

y of OA is accompanied by the recovery of chondrocyte clock.
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