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ABSTRACT Objective: To study the changes of the levels of serum vascular endothelial growth factor (VEGF), tissue inhibitor of
metalloproteinases-1(TIMP-1) and matrix metalloprotein-9(MMP-9)in patients with lung cancer and its clinical significance. Methods: 91
cases of patients with lung cancer were selected as the case group treated in our hospital from March 2014 to March 2016, and selected
40 healthy people as the control group in the same period, used enzyme linked immunosorbent assay(ELISA) to detect the levels of serum
VEGF, TIMP-1, MMP-9 in two groups, then analyzed the relationship between the above indexes and pathological characteristics of
patients with lung cancer, and the correlation was analyzed by Spearman test. Results: The levels of serum VEGF, MMP-9, TIMP-1 in
case group were higher than control group respectively, the differences were statistically significant(P<0.05). The levels of serum VEGF,
MMP-9 and TIMP-1 were related to the tumor volume, TNM stage, lymph node metastasis and distant metastasis in patients with lung
cancer. Serum MMP-9 correlated with TIMP-1 (r=0.337, P<0.05), serum MMP-9 correlated with VEGF (r=0.312, P<0.05), and serum
TIMP-1 correlated with VEGF(r=0.316, P<0.05) in patients with lung cancer. Conclusion: Serum VEGF, TIMP-1, MMP-9 are interaction
and co participation in the occurrence, invasion and metastasis of lung cancer, which are available as biological markers on diagnosis and
prognosis assessment of lung cancer.
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Table 1 The relationship of serum VEGF, MMP-9, TIMP-1 and Pathological Features in patients with lung cancer

Pathological features n VEGF(pg/mL) TIMP-1(pg/mL) MMP-9(pg/mL)
Male 62 238.17% 16.46 588.33+ 8.24 586.35+ 26.32
Gender
Female 29 231.87+ 14.33 602.43+ 13.18 593.18+ 21.23
Small cell carcinoma 41 233.74+ 12.53 595.38+ 24.52 598.45+ 23.87
Pathology types
Non small cell carcinoma 50 228.67+ 10.77 602.53+ 23.86 598.89+ 2522
Low 39 217.53+ 6.84 606.83+ 18.95 605.13+ 22.34
Degree of differentiation Middle 42 221.17+ 12.34 585.73+ 18.24 589.86+ 22.68
High 10 225.15+ 10.34 593.52+ 20.67 598.26% 22.71
<3 19 207.47+ 11.87* 577.33t 14.84* 568.99+ 15.65*
Tumor volume (cm)
>3 72 213.54+ 6.88 612.92+ 22.67 604.73+ 22.18
I+1I 58 201.74% 10.56* 572.13+ 11.83* 566.34+ 16.53*
TNM stage
HI+1v 33 243.78% 9.67 607.34% 16.55 595.72+ 15.64
Yes 55 245.44% 12.36* 637.84% 16.23* 596.41+ 18.74*
Lymph node metastasis
No 36 205.33+ 16.73 547.38+ 14.52 562.15+ 15.76
Yes 34 241.43+ 10.52* 603.52+ 15.93* 614.78% 12.47*
Distant metastasis
No 57 204.57+ 13.38 57621+ 14.36 589.45+ 13.98

Note: Compared with the data in the same group, *P<0.05.
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