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Detection of Urinary Leukotriene E, in Patients with Moderate to Severe Stable Chronic Obstruetive Pulmonary Disease and Its Clinical Sig-
nificance.  Liu Hailing ,Hu Suping ,Nie Hanxiang ,et al. Department of Respiratory Medicine, Renmin Hospital of Wuhan University , Hubei
430060, China

Abstract Objective To explore the role of Leukotriene in pathogenesis of moderate — to — severe stable chronic obstructive pulmo-

nary disease( COPD) and evaluate clinical efficacy of leukotriene receptor antagonist to the patients of COPD. Methods Sixty patients
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with moderate — to — severe stable COPD and thirty healthy subjects were enrolled in the study. The patitents of COPD were randomized
into conventional therapy group(n =30) and montelukast group(n =30). Oxygen therapy, administration of expectorant and salbutamol
inhalation were given to the conventional therapy group. Montelukast were added to the montelukast group besides the conventional thera-
py. The study lasts three months. Pulmonary function test( FEV, ,FVC,FEV % pre),B, — agonist dosage, the score of health — related
quality of life(HRQL) and urinary leukotriene E, (uLTE, ) were measured before and after treatment. The relationship of FEV, , the level
of urinary leukotriene E, and the scores of HRQL were evaluated. Results In the montelukast group, after treatment. FVC FEV, and
FEV,% were significantly elevated( P <0.05) , and the HRQL scores decresed obviously( P <0.01). Meanwhile, the dosage of B, — ag-
onist used decreaed significantly after treatment than before( P <0.05). There was no significant difference of those items in the conven-
tional therapy group(P >0.05). Before treatment, the contents of uLTE, in the montelukast group and conventional therapy group were
obviously higher than that in healthy control group( P <0.05) and there were no significant difference between montelukast group and con-
ventional therapy group(P >0.05). The contents of uLTE, in the montelukast group declined obviously after treatment( P <0.05). There
was no difference in the conventional therapy group before and after treatment( P >0.5). There was significantly negative correlation
among FEV, , the levels of uLTE, and the scores of HRQL(P <0.05). Conclusion Leukotriene might play an important role in the
pathogenetic process of COPD. Detection of LTE, in the urine of patients with COPD may be useful in evaluating therapeutic effect of leu-

kotriene receptor antagonist. Montelukast that is used as additionally drug besides routine treatment protocol can take improvement on

PFT, and HRQL and may reduce the usge of B, — agonistdosage in patients with moderate to severe stable COPD.

Key words Urinary leukotrien E, ; Chronic obstructive pulmonary disease(COPD) ;Montelukast
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