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Feature of Ref-1/APE expression and its correlation with vascular endothelial

growth factor expression and microvessel density in colorectal cancer
MOU Jiang-hong' , XIAO Hua-liang' , XIANG De-bing'? , ZHANG Qin-hong', LI Zeng-peng' , WANG Dong'** (' Department
of Pathology, *Cancer Center, Institute of Surgery Research, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract: Objective To study the features of redox factor-1/apurinic endonuclease (Ref-1/APE) ex-
pression and its correlation with vascular endothelial growth factor ( VEGF) expression and microvessel density
(MVD) in colorectal cancer (CRC). Methods The expression of Ref-1/APE and VEGF was detected by S-
P immunohistochemical technique in 110 cases of CRC and 40 cases of non-cancerous large intestine. MVD
were evaluated by immunohistochemistry with anti-human CD31 antibody. Then, the relationship hetween the
expression of Ref-1/APE or VEGF and MVD was analyzed. Results Protein expression of Ref-1/APE was
noted in all colorectal cancer and non-cancerous large intestine tissues, but the cellular location of Ref-1/APE
was different. The Ref-1/APE expression of non-cancerous large intestine tissues mainly located in the nucleus,
while the shifts of Ref-1/APE from nucleus to cytoplasm was observed in 79 of 110 (71. 81 % ) colorectal canc-
er tissues. Their difference was highly significant( P <0.01). Furthermore, the cytoplasmic location of Ref-1/
APE was significantly correlated with the overexpression of VEGF and higher MVD in CRC(P <0.05). Con-
clusion  Shift of Ref-1/APE from nucleus to cytoplasm could play role in carcinogenesis, especially in VEGF
overexpression and angiogenesis of CRC.

Key words: redox factor-1/apurinic endonuclease; vascular endothelial growth factor; microvessel

density ; colorectal cancer
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