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Effects of polyclonal antibody to lipopolysaccharide binding protein on IL-10 and IL-18
mRNA expressions of alveolar macrophages in lipopolysaccharide-induced acute lung
injury in rats

ZHANG De-ming's I Yongwangs MAO Bao-lings QIAN Gui-sheng’ (' Department of Respiratory Diseases, General Hospital of

Guangzhou Military Area Command Guangzhou 510010 “Institute of Respiratory Diseases, Xingiao Hospital Third Military Medical University,
Chongqing 400037, China)

Abstract. Objective To explore the effects of polyclonal antibody to lipppolysaccharide binding protein (pLB-
Pab) on IL-10 and I1-18 mRNA expressions of alveolar macrophages in lipopolysaccharide LPS-induced acute lung
injury in rats. Methods A total of 40 male Wistar rats were randomly divided into 5 groups: nomal control (A),
LPS-treated group (B), group of pLBPab preconditioning at 30 min before injection of [PS (C), group of treaiment
with IPS and pLLBPab (D), and group of pL.BPab preconditioning at 30 min after injection of IPS (E). mRNA ex-
pressions of IL-10 and IL-18 in the alveolar macwphages in each group were measured by semi-quantitative reverse
transcription-polymerase chain reaction (RT-PCR). Results The T1-10 and II-18 mRNA expressions were highly
increased respectively in the alveolar macrophage (AM®) stimulated with single LPS, but they were significantly de-
creased in the AM® after stimulation with IPS -+ pLBPab, particularly stimulation with pLBPab 30 min before 1PS
injection. Conclusion ~ pIBPab can decrease the mRNA expressions such as IL-10 and TL-18 by alveolar
macrophages in acute lung injury in rats induced by LPS, and LBP antibody could be used to cure some diseases such
as SIRS, acute lung injury, ARDS, and septic syndrome.
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Ultrasonographic diagnosis of secondary calculi due to translocated IUD in urinary

bladder
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