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[ Abstract ] Objective  To study treatment effects of extrinsic mesenchymal stem cells (MSCs) on mice with
acute lung injury (ALID) induced by lipopolysaccharide (LPS). Methods Thirthy mice was divided randomly
into 3 groups (N =10) : control group, ALI group and MSCs therapy group. Healthy mice were given
lipopolysaccharide (LPS) intratracheally to cause acute lung injury, MSCs from mouce bone marrow were isolated,
cultured and amplified in vitro, and the MSCs were given to mice via caudal vein. MSCs marker were identificated
by flow cytometry. Pathomorphological changes of mouce lung were observed under light microscope after
Hematoxylin—Eosin staining. The lung wet to dry weight ratio and the lung tissue MPO activity were determinated to

assessed lung edema and inflammatory degree. The concertrations of IL-6 and TNF-« in lung tissue homogenate
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were measured by ELISA. Results Fow cytometer analysis showed that the cultured MSCs displayed a positive
CD105 and a negative CD34. Histopathological evalution showed that typical pathological inflammation lesions in the
lung were observed in ALI group, including alveolar congestion, hemorrhage, edema, infiltration of neutrophils in
the airspace or vessel wall, thickness of the alveolar wall; pathological changes were relieved obviously in MSCs
therapy group. The changes of lung W/D weight ratio and the lung tissue MPO activity, 1L-6 and TNF- o content of
lung tissues homogenate in mice in ALI group were all higher than those in control group (P<0.05) ; the lung W/D

weight ratio, IL-6 and TNF-a content in MSCs groups were all lower than those in ALI group (P <<0.05).

Conclusion

MSCs can alleviate injury degree of ALI induced by LPS in mice,

the mechanism of action may

correlate with decreasing the lung W/D weight ratio and MPO activity, IL-6 and TNF-a content in lung tissue.
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Fig. 2 The phenotype of the passage 4 MSC cells identificated by flow cytometer analysis
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Fig. 3 The pathomorphological changes in mouce lung (HE x 200)
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