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Abstract; Cervical cancer is a common malignant tumor in women. At present, studies have found that the expression of human wings

apart-like (hWAPL) is significantly increased only in the tissues of cervical cancer patients. Some studies have also found that the

expression of hWAPL is up-regulated with the increase of the malignant degree of cervical cancer. High expression of hWAPL was

detected in cells with overexpression of human papillomavirus ( HPV) -related E6 and E7 oncoproteins. All these show that hWAPL is

closely related to HPV induced cervical cancer, which not only reveals the cause of HPV carcinogenesis, but also provides a new

direction for the diagnosis and treatment of cervical cancer.
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