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Relationship between Wnt-1, Wnt-5a, Wnt-7a and ovarian cancer
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Abstract: Objective To study the application value of Wnt ligand family in differential diagnosis of ovarian cancer.

Methods

Immunohistochemical SP method was used to detect the expressions of Wnt-1, Wnt-5a and Wnt-7a proteins in

paraffin embedded tissues of 58 cases of ovarian cancer and 32 cases of normal ovarian epithelial tissues. Results

Compared with normal ovarian tissues, the expressions of Wnt-1 and Wnt-7a proteins were significantly higher, and the

expression of Wnt-5a protein was significantly lower in ovarian cancer tissues(all P <0.01). The expressions of Wnt-1,

Wnt-5a and Wnt-7a proteins in ovarian cancer tissues were not correlated with age and lymph node metastasis (all P >

0.05) ,but they were significantly correlated with pathological type (all P <0.01). Conclusions

The expression level of

Wnt ligand family is related to ovarian cancer and can be used for early diagnosis of ovarian cancer. It will become possible

to develop Wnt signaling pathway-based targeted therapy drugs for the treatment of ovarian cancer.
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