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Abstract: To explore the serum levels of matrix metalloproteinase (MMPs) in the patients with chronic ob-
structive pulmonary disease (COPD), asthma and lung carcinoma were compared. Gelatin zymography
was used to detect the gelatinolytic activity in serum of the patients with COPD, asthma and lung carcino-
ma; GraphPad Prism software was used for photography and statistic analysis. The serum levels of MMP-
9 in the patients with COPD were significantly higher than asthmatics (P<C0.05) and lung carcinoma (P
<C0. 000 1). However, there were no significant differences observed among these three patient’s groups
in the expression level of MMP-2 in serums. The probability of Pro-MMP-9 expression in the patients with
COPD and asthma appeared more frequently than the patients with lung carcinoma. There are significant
serum level differences of MMP-9 expression between patients with COPD, asthma and lung carcinoma.
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