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Protection of MG53 on kidney in mice with severe burn injury”
Wu Yanjun ,Liu Daisong » Tan Jiangling ,Cui Yanyan , He Wei feng , Luo Gaoxing sWu Jun®
(Institute o f Burn Research ,Southwest Hospital , Third Military Medical University ,Chongging 400038,China)

Abstract; Objective To understand the possible roles of Mitsugumin53 (MG53) in protection of internal organs after severe
burn injury. Methods A burn model of 30% of total body surface area (TBSA) was set up as reported. Recombinant human MG53
(rhMG53) protein was intravenously injected via tail vein. The mortality, histological alteration and immunohistochemical staining
were observed and recorded. Results The mortality in rhMG53 protein injection group was lower than that in control group. How-
ever, there was no statistically significant difference (P>>0. 05). rhMG53 administration could apparently alleviate histological alter-
ation of renal tubular epithelial cells after burn injury. The renal tubular injury scores of MG53 treated group were lower than that

of control group (P<C0. 05). Immunohistochemical staining found that exogenous rhMG53 was located in renal tubular epithelial

cells and pulmonary intravenous endothelial cells. Conclusion MG53 could protect kidney from severe burn injury.
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