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Role of neutrophil elastase and matrix metalloproteinase 12 in the

pathogenesis of chronic obstructive pulmonary diseases

Zeng Chunfang,Zeng Jianming , Wang Xin
(Department of Respiratory Medicine ,Deyang People’s Hospital)
[ Abstract ]Objective . To explore the role of neutrophil elastase (NE) and matrix metalloproteinase 12(MMP-12) in the pathogenesis
of patients with chronic obstructive pulmonary disease (COPD). Methods ; Surgically resected lung specimens from 60 patients with
lung cancer were collected and divided into non COPD group(A group,30 cases) and COPD patients(B group,30 cases). Pulmonary
function indexes(FEV1% ,FEV1/FVC%) were detected in all patients before operation. The expressions of NE and MMP-12 in lung
tissue were detected by immunohistochemical method. Results : The protein expression of NE and MMP-12 in B group was signif—
icantly higher than those in A group (P<0.05). The expression of NE in B group was negatively correlated with FEV1% ,FEV1/
FVC% (r=—0.474,-0.364 ; P<0.05 , respectively ) ,and the expression of MMP-12 in B group was also correlated with FEV1% ,FEV1/
FVC%(r=-0.409,-0.791, P<0.05, respectively ). Conclusion : The over—expression of MMP—-12 and NE in lung tissue associated with
lung function index. MMP-12 and NE may be involved in the airway inflammation,and play important role in the airway obstruction
of COPD.
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Tab.1 Comparison of two groups of lung function(%)
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Tab.2 Expression of two groups of NE and MMP-12 in lung
tissue ( the average absorbance )
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P 0.000 0.000
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