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Changes of glucocorticoid receptor expression and activity in rat alveolar macrophages

induced by lipopolysaccharide
QIAN Pin, ZHANG Fang, QIAN Gui-sheng, CHEN Wei-zhong (Institute of Respiratory Diseases Xingiao Hospitah Third Military Med-
ical Univisity, Chongging 400037 China)

Abstract: Objective To investigate changes of glucocorticoid receptor (GR) expression and activily in rat al-
veolar macrophages (AMs) induced by lipopolysaccharide (IPS) within 24 h. Methods Primary cultured AMs were
divided randomly into LPS treatment group and [LPS—+Dex treament group. The expressions of GR mRNA and GR
potein in AMs at different time points were detected by RT-PCR and Western blot. Electiophoretic mobility shift as-
say (EMSA) was used to measure the GR activity in AMs. Results The expression level of GR mRNA decreased
after LPS treatment, but returned to the nomal level at 24 h after LPS treatment. The expression level of GR also de-
creased and reached the lowest level at 4 h after LPS treatment. GR activity also decreased, reached the lowest level
at 1 h after PS weatment, but was still lower than that in the normal control group at 24 h after treaiment. Dexam-
ethasone treatment had no obvious effect on GR activity during the late period of treatment. Condusion IPS treat-
ment (100 ng mD down-regulates the protein expression of GR, which maybe associated with the decreased expres-
sion of mRNA and accelerate degradation of GR pwitein. The activity of GR is inhibited sharply, resulting in glu-
cocorticoid resigtance.
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Tab1 Changes of GR activity in rat AMs in LPS grouwp and LPS+
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