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Effects of chlorquine on inflammatory cytokines secretion from mouse macrophages by antibody chips
Wang Yanyan
(Department of Clinical Laboratory ,Chengdu Military General Hospital ,Chengdu,Sichuan 610083 ,China)

Abstract: Objective To investigate the effects of chlorquine on inflammatory cytokines secretion from mouse macrophages by
antibody chips. Methods Proteins from the RAW 264. 7 cells in LPS group,chlorquine group, both chlorquine and LLPS group,and
a control group were labeled with biotin. The biotin-labeled proteins reacted with antibody chips on which the antibodies of 40 major
inflammatory cytokines were prepared. The target proteins were conjugated with streptomycin antibody labeled with horseradish
peroxidase(HRP) ,and signals were imaged by laser scanner. Results Compared with the LPS group, the levels of inflammatory cy-
tokines of chlorquine group were notably decreased. Conclusion Antibody chips demonstrate chlorquine can significant inhibit in-
flammatory cytokines secretion from mouse macrophages indused by LPS.
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