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Human Papillomavirus detection
and cervical cancer screening

J.M.M. Walboomers
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Epidemiological and moleCular biologiCal studies have shown that
infection with high-risk human Papillomavirus (HPV) types is an

important etiological factor in the pathogenesis of cervical cancer
(1). Findings that are very important for the introduction of high-risk
HPV testing in cervical cancer screening programs include:
i) Almost all (>97%) cervical carcinomas contain high risk HPV

types and this includes squamous as well as adenocarcinoma.
ii) Applying HPV detection in cervical smears in prospective fol-

low-up studies showed that progression of premalignant cervi-
cal intraepithelial neoplasia (CIN) lesions is always associated
with the continuous presence of high-risk HPV types (2). No
progression was observed in the absence of high-risk HPV
types or the presence of non high-risk HPVs.

ii) High-risk HPV prevalence in the screening population of
women with normal cytology is about 4%.

iv) Follow-up of women with high-risk HPV positive and cytomor-
phological normal smears showed that after 3 years 7% of
these women had developed cervical intraepithelial neoplasia
(CIN) III lesions, In the follow-up of women with high-risk HPV
negative smears and normal cytology CIN III lesions were not
found. It was calculated that among women with normal cytol-
ogythose with high-risk HPVtypes were 116 times (95% CI 13-
990) more at risk to develop CIN III in contrast to those without
high risk HPVs (3).
Based on these data a new screening strategy for cervical can-

cer will be discussed in which HPV testing is combined with routine
cytology (4, 5).
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