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TR SR O EE (J23C) : Infections by oncogenic human papillomaviruses (HPVs) are a major
risk factor of cervical cancer. To evaluate the clinical usefulness of HPV DNA testing and
serology, we analyzed follow-up data of 570 women with low-grade cervical lesions. Our
findings suggested that HPV genotyping and antibody assays for women with low-grade
cervical abnormalities may be useful for identifying populations at increased or decreased

risk of disease progression.
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