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[Abstract] Objective To investigate the effect and mechanism of metformin(Met) on inflammation and
synovial cell autophagy in adjuvant arthritis(AA) rats. Methods The AA rat model was induced by Freund
complete adjuvant. The effect of Met on inflammation in AA rats was evaluated by paw swelling score. Prima-
ry synovial cells were cultured from rat synovial cells,and the effects of Met on synovial cell proliferation were
detected by tetramethylazolium salt colorimetry. The effects of Met and Compound C on the expression of Be-
clinl antibody and P62, a protein associated with autophagy, were detected by western blot. Results Met
could improve the systemic inflammatory response and reduce the swelling of the paws in AA rats,especially
at high dose. Met inhibited the proliferation of synovial cells stimulated by tumor necrosis factor-a(TNF-a) in
a time-dose dependent manner. Met inhibited autophagy in TNF-a-stimulated synovial cells,and Compound C
reduced the degree of Met inhibition. Conclusion Met can improve systemic inflammatory response in AA
rats,and inhibit the proliferation and autophagy of TNF-a-stimulated synovial cells in vitro, which may be re-
lated to the activation of AMP-activated protein kinase signaling pathway by Met.
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