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Effects of differentiated macrophages on gouty inflammation

ZHANG Mengying LI Zhi LI Xueqin ZHONG Min LYU Kun
Central Laboratory The First Affiliated Hospital of Wannan Medical College Wuhu 241001 China

[ Abstract 1Objective: To observe the effects of polarized M1 and M2 macrophages in vitro on monosodium urate ( MSU) crystals-induced acute gouty in—
flammation. Methods: Male BALB/c mice selected as experimental models were randomly divided into group of blank control models M1 macrophages
and M2 macrophages. Acute mouse gouty inflammation model was developed by subcutaneous injection of MSU crystals.M1 and M2 macrophages were po—
larized in vitro and injected into subcutaneous air sacs of gouty inflammation model.The levels of IL—18 and TGF- in subcutaneous air sacs were dynami—
caly detected by ELISA before and after infusion of macrophages.Results: DThe number of infiltrate inflammatory cells from model group M1 macrophage
group and M2 macrophage group was significantly increased compared to the blank controls at 4 h 12 h and 24 h( P<0.01) whereas remained no differ—
ence at 4 h among groups of models M1 macrophages an M2 macrophages( P>0.05) .However the number of inflammatory cells of model group was signifi—
cant lower than that of M1 macrophages group but significant higher than that of M2 macrophages group at 12 h and 24 h after stimulation( P<0.05) ; @
IL-B level in model group and groups of M1 macrophages and M2 macrophages was higher than that of control group at 3 time points( P<0.01) .IL-18
level in model group was lower than that of M2 macrophages group yet higher than that of M1 macrophages group( P<0.01) .Model group had higher TGF
—B level than M1 macrophages group but lower level than M2 macrophages group.Conclusion: Differentiation of macrophages may diversely function in the
conversion of inflammation of the gout.
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