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[Abstract | Objective To investigate epidemiological characteristics, subtype distribution and correlations of cervical human
papillomavirus (HPV) infection in the cervix with clinicopathological features in women who underwent HPV screening in Jingmen
Municipal Central Hospital, Hubei province. Methods 5 155 women who underwent HPV screening in Jingmen Central Hospital
from July 2022 to July 2024 were retrospectively selected for cohort study. The participants were stratified into six age groups:<<20
years age group (n=>54),21-30 years age group (n=791),31-40 years age group (n=1 757),41-50 years age group (n=1 371),
51-60 years age group (n=968),and =61 years age group (n=214). HPV genotyping and histopathological diagnosing were
performed to analyze HPV infection patterns and their associations with clinical cervical lesions. Results The prevalence rates of
single type of high-risk HPV (HR-HPV) infection, single type of low-risk HPV (LR-HPV) infection and mixed HPV infection
were 18.10%, 3. 38% and 3. 38% respectively. HR-HPV infection presented a significant bimodal age distribution, with peak
prevalence rates observed in the << 20 years cohort (33. 33%) and =61 years cohort (39. 25%), and there was statistically
significant difference in the infection rate of HR-HPV among the six age groups (X*=81.430,P<C0. 001). In rank of distribution
of single high-risk HPV subtype infections, the top five were HPV52 (23.5%), HPV16 (13. 9%), HPV58 (13. 3%), HPV53
(10.6%) and HPV51 (7. 2%). The detection rates of HPV16 in these patients with low-grade squamous intraepithelial lesions
(LSIL) ,the patients with high-grade squamous intraepithelial lesions (HSIL) ,and those patients with cervical cancer (CC) were
20.0% ,44.3% and 55.5% respectively,and the difference was statistically significant (X*=35. 036, P < 0. 001). Conclusion The

study reveals that the young women (<{20 years) and the old women (=61 years) are high-risk populations for HR-HPV
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infection. The detection rate of HPV16 (55.5%) significantly elevates in cervical cancer patients,suggesting that in region-specific

vaccine development strategies for prevention and control, such subtypes of HR-HPVs should be prioritized. Strategic

recommendations include: (1) implementing risk-stratified clinical management protocols based on virological subtyping and

histopathological grading,and (2) optimizing population-level surveillance for genotype-specific vulnerable age cohorts of women.
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Table 1 Distribution of cervical HPV infections
in 5 155 surveyed women
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infections in the surveyed women
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Table 4 Distribution characteristics of major

high-risk HPV subtypes in different histopathological
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