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[Abstract] Objective

logical features and prognosis in patients with colorectal cancer (CRC). Methods

To investigate the expression of Afadin,and its relationship with clinical patho-
The expression of Afadin in
20 CRC specimens was examined by immunohistochemistry staining and Western blot, the results were com-
pared with paired non-tumor tissues. Immunohistochemistry was used to detect the expression level of Afadin
in CRC tissues,the immunohistochemical staining score was calculated,and its relationships with clinicopatho-
logical factors and prognostic data were analyzed. Results The expression of Afadin was down-regulated in
human CRC tissues when compared with the non-tumor tissues, the expression level of Afadin was significant-
ly associated with depth of tumor invasion and lymph node metastasis. The overall survival rate of patients
with low Afadin expression was lower than that of patients with high Afadin expression. Conclusion The ex-
pression level of Afadin in CRC is reduced. The expression level of Afadin is related to the progression and
prognosis of CRC.
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