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[ Abstract] Objective To investigate the role of neutrophils and monocytes in lung injury and
explore the mechanism of sepsis related lung injury. Methods The sepsis rat model was established
by intraperitoneal injection of lipopolysaccharide of 10 mg/kg dosage. The dynamic changes of bone
marrow, spleen, peripheral blood, lung and bronchoalveolar lavage fluid of model rat were detected by flow
Results

of neutrophils and monocytes increased significantly in lung in sepsis model, and the increase of neutrophils

cytometry combined with absolute cell count in 24 hours. Compared with normal rat, the number
was earlier than monocytes. Both two kinds of cells significantly reduced in bone marrow, whereas only

monocytes were reduced in spleen. Conclusions Neutrophils appeared earlier than monocytes in sepsis
related lung injury, and bone marrow was the source of neutrophils and monocytes, but spleen was only the
source of monocytes in sepsis.
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