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The dynamic changes in postburn complement activation and their effects on the secretory function of macro-
phages in severely burned mice HU Yuanbing, PENG Daizhi, HUANG Wen hua, et al. Institute of Burn
Research, Southwestern Hospital, The Third Military Medical University, Chongqing 400038 ,P. R. China

[ Abstract]  Objective
effects on the secretory function of macrophages in severely burned mice, so as to help explore the mecha-
Methods  The mice inflicted with 18% TBSA 1 degree
scalding were employed as the model and randomly divided into normal control, decomplementizing control,

To study the dynamic changes in postburn complement activation and their
nism of postburn immunological disturbance.

scalding and decomplementizing scalding groups. The chemotactic activity of plasma, the production of nitric
oxide (NO) and tumor necrosis factor « (TNFa) by peritoneal macrophages (M@ ) cultured in plasma from
every groups were examined. Results The chemotactic activity of plasma complements increased quickly
within 30 min. postburn, reached the peak level at 6 postburn hour (PBH) and declined after 12 PBH.
Plasma from injured mice could induce peritoneal M¢s to produce more NO and TNFa. Conclusion
Complements were immediately activated postburn. The M¢s were activated by active complements. As a re-
sult, immunological active products increased significantly .
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Fig 1 The gel pattern of chemotactic reaction
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The postburn dynamic changes of plasma chemotactic
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