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Abstract: Objective To observe the protective effect of YQFM injection on lipopolysaccharide (LPS) -induced acute lung injury
(ALI) in mice. Methods C57 mice were randomly divided into control group, LPS group, YQFM low, medium, high dose (0.33,
0.67 and 1.34 g/kg) groups, and dexamethasone (DEX, 5 mg/kg) group. YQFM and DEX were tail vein injected 10 min before
tracheal instillation of LPS (5 mg/kg). After 24 h, lung wet/dry weight ratio was observed, and the pulmonary tissue slices were
stained with HE to observe the injury and inflammation of lung tissue. The levels of NO, malondialdehyde (MDA), superoxide
dismutase (SOD), tumor necrosis factor — a (TNF-a), interleukin -1 (IL-1p), total protein content, and neutrophil proportion were
examined to collect the bronchoalveolar lavage fluid (BALF). The lung tissue homogenate was prepared, the myeloperoxidase
(MPO) activity was detected, and the expression of TLR4 and MyDS88 protein was detected by Western Blotting. Results
Compared with control group, the lung tissue injury and inflammatory response were serious in model group, and the content of NO,
MDA, TNF-a, IL1-B, total protein and the percentage of neutrophils, the activity of MPO, and the expression of TLR4 and MyD88 in
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BALF in model group were all increased significantly, and the content of SOD was decreased significantly (P < 0.05 and 0.01).

Compared with model group, pulmonary tissue injury and inflammation were relieved, the contents of NO, MDA, TNF-a, IL1-$ and

total protein, the percentage of neutrophils, the activity of MPO, and the expressions of TLR4 and MyD88 in BALF were all

decreased, and the content of SOD was increased in YQFM groups, the differences were statistically significant (P < 0.05).

Conclusion YQFM has a certain prevention effect on LPS-induced acute lung injury in mice.

Key words: Yiqi Fumai Lyophilized Injection; acute lung injury; LPS; traditional Chinese medicine injection; inflammation;

oxidative stress; TLR4/MyD88 signaling pathway
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