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Abstract: Objective To characterize the relationship between chlamydia trachomatis (CT) and human
papillomavirus (HPV) infection and their genotypes among outpatients in Beijing. Methods From December
2016 to December 2017 ,a total of 1 768 cervical cell specimens were selected from the department of gyneco-
logical outpatient in Xuanwu hospital of Capital Medical University. Real-time fluorescence polymerase chain reac-
tion (PCR) and PCR diversion hybridization were used to detect the pathogens of CT and HPV. Results The overall
prevalence of the investigated pathogens was 29. 6% (524/1 768) for HPV and 11. 1% (196/1 768) for chlamydia
trachomatis,in which 79.0% (414 cases) was HPV single infections,21. 0% (110 cases) was HPV multiple infec-
tions. Among the 524 cases of HPV positive samples,122 cases were positive (23.3%) in CT detection,inclu-
ding 48 cases of single subtype (39.3%) and 74 cases of multiple subtypes (60.7%). The positive rate of pa-
tients with multiple subtypes was significantly higher than that of patients with single HPV infection,and the
difference was statistically significant (P<Z0. 05). Among patients with HPV complicated with CT infection,
the positive rate of HR-HPV type 16 with multiple subtypes was 13. 0% (35/270), followed by 11. 1%
(30/270) of type 52,35.1% (26/270) of type 58,and 8. 1% (22/270) of type 33. The positive rate of multiple
subtypes in patients with HPV and CT infection was higher than that in patients with single HPV infection
(P<C0. 05). Conclusion The study provides data regarding the epidemiology of chlamydia trachomatis and
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HPYV infection and a high frequency of co-detection of multiple HPV genotypes among outpatients in Beijing

and suggest that chlamydia trachomatis infection may favour HPV infection.
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