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Protective effects of complementary peptide of anaphylatoxin C5a on lung injury of

experimental sepsis mouse
LI Bao-sheng', CUI She-huai', LU Feng-lin®, CHEN Yue’, LI Yuan-chao®, HU Cheng-xiang’, CHEN Cai-yu’
(' Department of Respiratory Diseases, *State Key Laboratory of Trauma, Burns and Combined Injury, Department 1, Institule of Surgery

Research, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract; Objective To evaluate the protective effects of the antisense peptide of C5a ( NH,-EARLQRV-
FLYVNPS-COOH) on lung injury of mouse sepsis model by cecal ligation and puncture ( CLP). Methods
Mice were subjected to cecal ligation and puncture (CLP). Forly mice received 0.5 mg/ml antisense peptide of
CSa at the dose of 1, 2, 4, 8 mg/kg through the tail vein after CLP, with ten mice receiving physiological sa-
line as control and the survival rate was observed. The pathological change of the lung and the arterial partial
pressure of oxygen, lung wet weight/dry weight and myeloperoxidase ( MPO) were determined in normal con-
trols , sham operation mice, CLP mice and CLP mice recceiving antisense peptide at dose of 4 mg/kg (n =10 in
each group). Results The mice receiving antisense peptide at dose of over 2 mg/kg had higher 96-hour sur-
vival rate (P <0.05), higher arterial partial pressure of oxygen (P <0.01), the decreased activity of MPO
and lung wet weight/dry weight (P <0.01), less pathological changes than the controls. Conclusion Our
study suggests that the antisense peptide of C5a has an antagonistic effect against C5a in vivo and a possible new
therapeutic drug category for sepsis.

Key words: anaphylatoxin C5a; complementary peptide; sepsis; lung
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