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Protective Effects of Polysaccharide Sulphate on Mice with Acute Lung Injury

SHI Bin', HUANG Hou-gang’ (1.Dept. of Anaesthesiology, Chengdu Fifth People’s Hospital, Chengdu 611130,
China; 2.Dept. of Anaesthesiology, The Affiliated Yongchuan Hospital of Chongqing Medical University,
Chongqing 402160, China)

ABSTRACT OBIJECTIVE: To explore the protective effects of polysaccharide sulphate (PSS) on mice with acute lung injury.
METHODS: The mice were randomized into control group, PSS group (10 mg/kg), model group (lipopolysaccharide 10 mg/kg)
and treatment group (lipopolysaccharide 10 mg/kg+PSS 10 mg/kg) with 10 mice in each group. The mice were sacrificed 8 h after
intravenous injection via tail; the pathological manifestation of lungs was observed under light microscope, and the wet/dry (W/D)
weight ratio, intercellular adhesion molecular-1 (ICAM-1) and tumour necrosis factor-o. (TNF-a.) levels in lung tissue were calculat-
ed; the activity of NF -kB p65 in the lung tissue was detected by immunohistochemistry method. RESULTS: The integration of pul-
monary structure was observed in control group and PSS group, and no histological injury of lung was observed. Compared with
control group, significant pathological injury and severe pulmonary edema were found, and the ICAM-1 and TNF-a levels and NF-kB
p65 activity in lung tissue were increased significantly (P<<0.05) in model group and treatment group; and above index of PSS
group had no statistical significance (P>0.05). Compared with model group, above index of treatment group were improved signif-
icantly (P<<0.05). CONCLUSIONS: PSS can improve lipopolysaccharide-induced acute lung injury in mice significantly, which
may be associated with the inhibition of NF-kB p65 activity.
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Fig 1 Pathological change of lung tissue of mice in each
group (HE, x100)
A. control group; B. PSS group; C. model group; D. treatment group
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Fig 2 Staining of NF-kB p65 in lung tissue of mice in each
group (x400)
A.control group; B.PSS group; C.model group; D.treatment group
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