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Abstract: Objective To study the effect of expression level of a disintegrin and metalloproteinase with
thrombospondin motifs (ADAMTS) 1 on angiogenesis and prognosis of non-small cell lung cancer(NSCLC).
Methods A total of 68 patients with NSCL.C who underwent surgical resection from January to October 2014
in this hospital were collected,and some lung cancer tissues and paracancerous tissues were taken for real time
fluorescent quantitative PCR detection, another part of the tissue was embedded in paraffin for microvascular
density (MVD) determination, statistical analysis of the correlation between various pathological parameters,

-

and follow-up for 5 years to observe the effect of ADAMTSI expression level on the patient’s prognosis. Re-
sults Compared with paracancerous tisse,the expression level of ADAMTS] mRNA decreased in NSCLC in
situ and accompanied by an increase in vascular endothelial growth factor (VEGF) mRNA and MVD (P <
0.05). The expression level of ADAMTSI mRNA was negatively correlated with the expression level of
VEGF mRNA and MVD. The expression level of ADAMTS] mRNA was not related to the pathological char-
acteristics of lung cancer patients (P >>0. 05), but was related to The TNM stage was significantly related
(P <C0.05). The survival curve showed that the survival rate of NSCLC patients with low expression level of
ADAMTSI decreased significantly; Cox proportional hazard model showed the expression level of ADAMTSI1
in primary lesions of NSCLC patients was a risk factor affecting the prognosis of patients. Conclusion AD-
AMTSI is a NSCLC growth inhibitory factor,low expression level of ADAMTSI] may promote angiogenesis in
NSCLC cancer tissues,and is an important influential factor for poor prognosis in patients.
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