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Abstract Prophylactic human papillomavirus (HPV) vaccination became the major approach for cervical
cancer prevention since it was put into market. Based on sufficient scientific evidences from the etiology of
cervical cancer, the correlation between persistent infection and the precancerous lesions, the significance of
surrogate clinical endpoints, and the consistency between persistent HPV infection and high-grade cervical
precancerous lesions, which was used as the clinical endpoint for the evaluation of vaccine efficacy
previously, the World Health Organization (WHQO) recommends to use persistent HPV infection as a
surrogate clinical endpoint for the efficacy evaluation of prophylactic HPV vaccine. According to the
current situation of cervical cancer epidemiology in China and the urgent need of cervical cancer prevention
and control, it is of great clinical importance to use persistent HPV infection as the endpoint for the efficacy

evaluation.

Keywords HPV; prophylactic vaccine; cervical cancer; high-grade precancerous lesions; clinical trial;

persistent infection
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