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[Abstract] Objective The purpose of this study was to establish animal model of sulfur mustard (SM)-induced acute lung
injury in rats via the intraperitoneal and the tracheal injection, in order to compare the difference of inflammatory reaction.
Methods 136 male Sprague Dawley rats were selected, then were randomly divided into the five groups, the control group with 8
cases,other four groups (i. e. the intraperitoneal SM group, the intraperitoneal propylene glycol group, the tracheal SM group, the
tracheal propylene glycol group) with 32 cases in each group. The intraperitoneal SM group were injected intraperitoneally with di-
luted SM 0. 1 mL(0. 96 LD;, =8 mg/kg) ,the tracheal SM group were injected intratracheally with diluted SM 0. 1 mL (0. 98 LD;, =
2 mg/kg) .meanwhile the status quo was kept with the normal group. SM-induced inflammatory reaction was observed by bron-
choalveolar lavage fluid ( BALF ), serum examination, Hematoxylin Eosin staining, and immunohistochemical staining.
Results Compared with the tracheal SM group at different time, protein contents and cell counts of BALF in the intraperitoneal SM
group were significantly inceased, respectively (P<C0. 05). Compared with the tracheal SM group at different time, the levels of ser-
um TNF-q,IL-13,1L-6 in the intraperitoneal SM group were significantly inceased,respectively (P<C0. 05). The positive expression
ratio of T lymphocytes, B lymphocytes and macrophages in intraperitoneal SM group at different time were increased compared with
the tracheal SM group,respectively (P<C0. 05). Conclusion Under similar SM LD;, in rat,in the intraperitoneal SM group,inflam-
matory reaction of BALF,alveolar septum,and serum were significantly higher than in the tracheal SM group.
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