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Expression and clinical significance of CEA, VEGF and nm-23-H1
protein in breast cancer patients
HUANG Bo
Department of Laboratory Medicine s Xi'an Gaoxin Hospital s Xi'an s Shaanzi 710075, China

Abstract: Objective To analyze the expression of carcinoembryonic antigen (CEA) , vascular endothelial
growth factor (VEGF) and nm-23-H1 protein in cancer tissues, paracancer tissues and adjacent distal normal
tissues and their clinical significance. Methods From January 2014 to September 2020,1 100 breast cancer pa-
tients underwent surgical resection in the hospital were collected. The cancer tissues, paracancerous tissues at
2 cm around cancer and adjacent tissues at 5 cm around cancer (pathology confirmed as normal breast tissues)
were collected as cancer tissue group, paracancer group and normal group. The expression level of CEA and
the positive rate of VEGF and nm-23-H1 protein in the three groups were compared. The relationship between
the expression levels of CEA, VEGF and nm-23-H1 protein in cancer tissues and clinical parameters was ana-
lyzed, and the diagnostic value of CEA, VEGF and nm-23-H1 protein in breast cancer was evaluated.
Results The expression level of CEA and the positive rate of VEGF in the cancer tissue group were higher
than those in the paracancer cancer group and the normal group,while the positive rate of nm-23-H1 protein
was lower than that in the paracancer cancer group and the normal group,and the difference was statistically
significant (P <C0. 05). In patients with breast cancer, the expression level of CEA and the positive rate of
VEGF increased with the increase of tumor stage and tumor size and the decrease of differentiation degree,
while the positive rate of nm-23-H1 protein decreased, with statistical significance (P <C0. 05). The accuracy of
combined detection of CEA, VEGF and nm-23-H1 protein in diagnosis of breast cancer was higher than that of
single detection. Conclusion The expression level of CEA and the positive rate of VEGF and nm-23-H1 pro-
tein in cancerous tissues, paracancer tissues and adjacent distal normal tissues of breast cancer patients are sig-
nificantly different,which related to clinical parameters. The combined detection of the three indicators could
improve the diagnostic accuracy.
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