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Abstract ; Objective
nism. Methods

To establish the sulfur mustard(SM) induced tracheal injury model in rat and to investigate its mecha-
Male rats (SD) were anesthetized and intra-tracheally intubated. The SM group was intra-tracheally injected by 2
mg/kg of diluted SM, while the propylene glycol control group only by 0. ImL of propylene glycol and the normal control group had
no any treatment. The tissue and blood samples were taken for conducting the HE and immunohistochemical staining and measuring
serum enzymes and andinflammatory factors. Results In the SM group,a large number of lymphocytes infiltration in submucosa
were observed;the positive expression of caspase-3 and caspase-9 were observed in epithelium and submucosa;serum levels of TNF-
o, IL-1B3,IL-6 reached the peak in 24 h;serum levels of LDH,GP,BARS reached the peak in 6h,so did GGT in 24 h. In the propyl-
ene glycol control group and the normal control group,lymphocytes, macrophages and neutrophils were rare in submucosa. Conclu-
sion The mechanism of SM(2 mg/kg) induced acute tracheal injury involves the inflammatory reaction, apoptosis and oxidative
stress, moreover the lesion degree has the correlation with time.
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