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[ Abstract] Objective: To investigate levels of tumor necrosis factor o ( TNF-ot) , interleukin 6 (IL-
6), interferon y(IFN-y) and IL-10 in the serum of collagen-induced arthritis ( CTA) rats. Methods
16 SD female rats were randomly divided into two groups (8 in each group) as CIA and control group.
The rats in the CIA group received injection of bovine type II collagen ( BIIC) on the sole of their left
paw, control group received saline injection; observing rats”toe joint arthritis on 7, 14, 21, 28, 35
and 42 day after modeling, then evaluating the index of arthritis. On the 42" day, the rats were
sacrificed. HE staining was performed on the posterior ankle joint of their left foot. Enzyme-linked
immunosorbent assay ( ELISA ) was used to detect the expression levels of TNF-o, 1L-6, 1L.-10 and
IFN-y. Result: Compared with the control group, swelling of the ankle joints in the CIA group was

obvious and accompanied by malformation, the arthritis index increased (P <0.05) , and HE staining
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showed pathological lesions of the joints. Serum IL-10 levels were decreased in the CIA group, and

TNF-a, IL-6 and IFN-vylevels were increased (P <0.05). Conclusion: The increased levels of serum

TNF-a, IL-6 and IFN-y, together with decreased IL-10 level are closely correlated to the occurrence

and development of RA.
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Fig. 1 swelling joints of rats from both groups
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Fig.2 Histological characteristics of ankle joints of rats
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