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[ Abstract] Objective To study the serum Wnt2 level in the patients with various tumors(breast cancer,ovari-
an cancer, cervical cancer,lung cancer, liver cancer)for evaluating its clinical application value in tumor. Methods The
serum Wnt2 level in the patients with various tumors was detected by enzyme linked immunosorbent assay(ELISA).
Results

Compared with the healthy group,the serum Wnt2 level in breast cancer,ovarian cancer and cervical cancer

was significantly increased(P<Z0. 05) , the serum Wnt2 level in the patients with hepatocellular carcinoma was signifi-

cantly decreased, while which in the patients with lung cancer had no significant change. Conclusion

The serum

Wnt2 level is not consistent and may play different role in different types of tumor.
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