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Effect of Bulleyaconitine A on collagen-induced arthritis in rats
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[ Abstract] Objective To investigate the effect of Bulleyacon-itine A on collagen-induced arthritis rats. Methods
Five of the 20 male SPF SD rats were randomly selected as the control group, and the remaining 15 SD rats were used to
establish the collagen-induced arthritis (CIA) model. The CIA model was evaluated against the arthritis rating scale. Af-
ter successful modeling, they were randomly divided into model group, low-dose aconitine treatment group (50 pg/kg)
and high-dose aconitine treatment group (100 pg/kg). The rats in each group were given continuous intervention for 30
days, and the rats were killed on the 31st day. The levels of TNF-o, IL.-6, 1I.-17 and MMP-3 were determined by
enzyme-linked immunosorbent assay (ELISA), and the mRNA expression of MMP-3 in synovium was determined by
reverse transcription polymerase chain reaction (RT-PCR). The level of MMP-3 protein in synovial tissue was detected
by Western Blot, and the pathological changes of synovial tissue were observed by HE staining. Results Compared with
control group, the levels of TNF-q, I1L-6, 1L-17 and MMP-3 in model group and aconitine treatment group were signifi-
cantly increased (P<C0.05). Compared with model group, the contents of TNF-q, IL-6, I1.-17 and MMP-3 in monoponi-
tine treatment group were significantly decreased (P<C0. 05). Histopathological results showed that the inflammatory cell
infiltration and synovial hyperplasia were reduced in the joint synovium treated group. Conclusion Bulleyaconitine A can
inhibit the secretion of inflammatory factors and reduce the expression of MMP-3, which has a therapeutic effect on colla-
gen-induced arthritis in rats.

[Key words] Bulleyaconitine A; Collagen-induced arthritis; Rheumatoid arthritis; Pro-inflmmatory cytokine;
MMP-3
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Table 1 Comparison of the levels of TNF-a, IL-6, IL-17 and MMP-3 in serum of CIA model rats
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Figure 2 Effect of aconitine on protein levels of MMP-3 in synovial tis-
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Figure 1 Effect of aconitine on MMP-3mRNA expression in synovial tis-
sue of CIA model rats
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Figure 3 HE staining was used to observe the effect of mononitine on the
synovial histopathology of ankle joint in CIA model rats
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