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Clinicopathologic significance of P16™***,Ki-67 and HPV DNA16/18 expression
in squamous cell lesions of postmenopausal women cervix
HU Jun-bo, SUN Jun
(Department of Pathology, Hubei Maternal and Child Health Hospital, Wuhan 430070, China)

Abstract; Objective To explore the clinicopathologic significance of HPV DNA16/18, P16"™* | Ki-67 expression in atrophy
and squamous cell lesions of postmenopausal women cervix. Methods In situ hybridisation and immunonhistochemistry were used
to detect the expression of the HPV DNA16/18,P16™* [ Ki-67 in 104 cases of the pathologic cervix tissues with atrophy and dif-
The positive rate of HPV16/18 in all specimens was 28. 57 % (28/84) , which was mostly detected

in the groups of cervical squamous cell carcinoma, CIN Il /Il subgroups. The positive rates and staining intensity of P16™4 and

ferent degree of severity. Results

Ki-67 increased with the severity of diseased cervical tissues. There was close correlation between the expression of P16™" ,Ki-67
and HPVI16/18 infection. P16™!* ,Ki-67 and HPVI16/18 were all negative in atrophy. Conclusion P16™*'* and Ki-67 should be re-

garded as useful surrogate biomarkers of HPV-related postmenopausal cervical neoplasias,and may have potential value in the dif-

ferential daigonsis of atrophy and squamous cell lesions of postmenopausal cervix.
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