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Detection of alveolar macrophage apoptosis in patients with chronic obstructive pul-

monary disease

CAO Gun-qiang' , QIAN Gui-sheng®, XIE Zhi-jian' (' Department of Respiratory Diseases, Institute of Surgery Research, Daping
Hospital , *Tnstitute of Respiratory Diseases, Xingiao Hospital, Third Military Medical University, Chongging 400042, China)

Abstract; Objective To investigate the apoptosis of alveolar macrophage and its significance in patients
with chronic obstructive pulmonary disease ( COPD). Methods A total of 11 patients with COPD and 10
healthy controls were enrolled in the study. Alveolar macrophages (AM) were harvested from the BALF ( bron-
choalveolar lavage fluid). The positive rate of myeloperoxidase ( MPO) staining of alveolar macrophages by
MPO staining was observed so as to indirectly reflect neutrophil apoptosis and the phagocytosis of apoptotic neu-
trophils by alveolar macrophages. Apoptosis were detected by the transferase-mediated dUTP nick end labeling
(TUNEL) technique. Results The positive rate of alveolar macrophages by MPO staining was lower in COPD
group [ (0.8 +£0.3)% | than the control group [ (1.2 £0.4)% | (P <0.01). The apoptotic rate of macro-
phages within BALF from COPD group was much lower than the control group[ (1.9 £0.7)% vs (4.8 %
1.3)% ] (P<0.01). DEX induced the apoptosis of cultured alveolar macrophages in a time-dependent man-
ner and the apoptotic rate of AM treated with DEX for 12, 24, 48 h in COPD group was higher than the control
group. Conclusion There was a decreased apoplosis of alveolar macrophages and a less phagocytosis of apop-
totic neutrophil by alveolar macrophages in patients with COPD. DEX can significantly induce the apoptosis of
alveolar macrophages.
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