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APE1 and VEGF expression and the relationship with angiogenesis and prognosis in non-small cell lung cancer”
Gu Xianqing ,Yang Xueqin ,Yang Yuxin,]in Feng ,Wang Dong”
(Cancer Center s Daping Hospital and Research Institute of Surgery .
Third Military Medical University ,Chongqing 400042, China)
Abstract: Objective To study the features of apurinic/apyrimidinic endonuclease 1 (APE1) and vascular endothelial growth
factor (VEGF) expression and the correlation with angiogenesis and prognosis in patients with non-small cell lung cancer
(NSCLC). Methods

sel density (MVD) was evaluated by immunohistochemistry with anti-human CD34 antibody. The relationship among APE1, VEGF

Expression of APE1 and VEGF was detected by immunohistochemistry in 136 cases with NSCLC. Microves-
and MVD was analyzed.and the correlation with disease free survival (DFS) was analyzed in advance. Results Positive rate of
APE1 and VEGF was 77.94% and 66.18% in NSCLC. The expression of APE1,VEGF and MVD showed significant correlations
(r=0.369,P=0.000;r=0.256,P=0.003;r=0. 387,P=0.000). Tumor size,lymphatic metastasis, MVD, APEl and VEGF ex-
pression levels were significantly related with DFS by Kaplan-Meier survival curve(P<C0. 01). Multivariate analysis by COX regres-
sion model showed that tumor size,lymphatic metastasis and VEGF expression level were the important independent prognosis fac-
tor of DFS. Conclusion APE] may increase angiogenesis by regulating the expression of VEGF. It may be closely related to tumor
local recurrence and metastasis,and APE1 high expression may indicate poor prognosis in NSCLC.
Key words: carcinoma,non-small-cell lung; APE1; VEGF; angiogenesis; prognosis
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BN £, i Kaplan-Meier 3 % 136 % T . 1. 1 # F R
NSCLC 5 91 i 47 B0 [H 28 A= 47 43 97 - 45 2 .78 APE1 fl VEGF
AR FIRA B TRt R EfF i 2ERAE ST ¥E X (P=
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