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ABSTRACT Objective: To explore the expression of matrix metalloproteinase-2 (MMP-2), matrix metalloproteinase-9 (MMP-9)
and their correlation with the histological type and clinical stage of non-small cell lung cancer. Methods: A total of 96 cases of patients
with NSCLC diagnosed as non-small cell lung cancer admitted in our hospital from January 2014 to January 2017 were selected as the
experimental group, 30 cases of patients with benign lung disease were selected as the control group. The expressions of MMP-2 and
MMP-9 in lung cancer tissues were detected by immunohistochemical method. The relationship between MMP-2, MMP-9 expressions
and histological type and clinical stage of non-small cell lung cancer patients were analyzed. Results: The expression of MMP-2 and
MMP-9 in non-small cell lung cancer tissue were significantly higher than those in the lung benign lesion tissue(P<0.05). The expression
of MMP-2 and MMP-9 in non-small cell lung cancer squamous cell carcinoma was significantly higher than those in the adenocarcinoma
and adenosquamous carcinoma (P <0.05), while there was no significant difference between squamous cell carcinoma and
adenosquamous carcinoma (P>0.05). The expression of MMP-2 and MMP-9 in lung cancer tissue were significantly increased with the
increase of non-small cell lung cancer stage (P<0.05). Conclusions: The expression of MMP-2 and MMP-9 in non-small cell lung cancer
tissues was significantly up-regulated, which was the highest in squamous cell carcinoma, they may contribute to the prognostic
prediction and evaluation of histological type and clinical stage.
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Table 1 Comparison of the expression of MMP-2, MMP-9 between two groups( xzs)

Groups n MMP-2(%) MMP-9(%)
Study group 96 62.35+ 11.06 66.87+ 12.17
Control group 30 14.32+ 2.68 17.63+ 1.95

P 0.000 0.000
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Table 2 Comparison of the expression of MMP-2, MMP-9 between lung cancer patients with different histological types(xzs)

Histological types n MMP-2(%) MMP-9(%)
Squamous carcinoma 36 65.26x 13.28 66.15+ 11.86
Adenocarcinoma 35 54.29+ 10.38* 55.26x 11.26*
Adenocarcinoma carcinoma 25 53.27+ 12.06* 52.98+ 11.83*

Note: compared with squamous carcinoma, *P<0.05.
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Table 3 Comparison of the expression of MMP-2, MMP-9 between patient with different clinical stages(xzs)

Different clinical stages n MMP-2(%) MMP-9(%)
Stage I 26 22.32+ 6.28 26.76x 5.25
Stage 11 30 31.69+ 5.82% 32.76% 4.96*
Stage 111 27 43.98+ 6.97* 46.39+ 5.62%*
Stage IV 13 59.68+ 5.28*" 61.82+ 5.61*"

Note: compared with Stage I, *P<0.05; compared with Stage II satage, “P<0.05; compared with Stage III, *P<0.05.
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