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Detection of neutrophil extracellular trap in sepsis mouse model Zhang Yue, Han Junyan, Li Guoli,
Jia Bei, Zeng Hui, Zhu Liuluan. Institute of Infectious Diseases, Beijing Ditan Hospital, Capital Medical
University; Beijing Key Laboratory of Emerging Infectious Diseases, Beijing 100015, China
Corresponding author: Zhu Liuluan, Email: zhuliuluan@aliyun.com

[ Abstract] Objective To detect the neutrophil extracellular traps (NETs) levels and to investigate
the lung injury in sepsis mouse models and sham controls. Discuss the potential mechanisms of NETs on
sepsis induced lung injury. Methods The cell free DNA in the serum of sepsis mouse models and sham
controls were detected with PicoGreen” dye for quantitative detection. The NETs compound content was
detected by MPO-DNA ELISA. The injury of lung was determined by HE staining. The NETs formation in
the lung of sepsis mouse models and sham controls were detected by immunofluorescence method. Results
Compare with the sham control, the content of cell free DNA in the serum of sepsis mouse models (1 650 ng/
ml) was significantly increased (1 = 21.91, P = 0.0021). The content of MPO-DNA compound (4.85 folds)
was also significantly increased (¢ = 15.40, P = 0.0042). The lungs of sepsis mouse models were injured.
Immunofluorescence showed that NETs in lungs of sepsis mouse models were significantly increased than
sham operation controls. Conclusions Established stable methods to detect the NETs formation in mouse
model. Excessive formation of NETs is one cause of lung injury in the sepsis mouse models.
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