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Study on immunocytochemistry p16/Ki-67 double staining combined with DNA ploidy analysis
for analyzing and predicting cervical high grade squamous intraepithelial lesion”
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(Department of Pathology A f filiated Wuxi Municipal Maternal and Child Health Care Hospital
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[ Abstract | To investigate the diagnostic value of DNA ploidy analysis combined with immunocytochemistry p16/
ki-67 double staining in cervical high grade squamous intraepithelial neoplasia( HSIL) and cervical squamous cell carcinoma(SCC).
Methods
cells and 20 cases were DNA ploidy negative. The p16/Ki-67 results were detected by immunocytochemistry double staining. With

Objective
A total of 73 cases of cytological tests were randomly collected. Among them,53 cases were small DNA ploidy abnormal

the pathological results as the golden standard, the diagnostic values of DNA ploidy analysis and DNA ploidy analysis combined
with p16/Ki-67 double staining in HSIL. + was contrastively analyzed by pathologic results. Results Among 20 samples of DNA
ploidy negative, the pl6/Ki-67 double staining results all were negative. The positive predictive value of DNA ploidy analysis for
HSIL + was 34. 62%. The sensitivity of DNA ploidy analysis combined with p16/Ki-67 double staining for HSIL + was 84.62%,
and its specificity was 92. 31% , the positive predictive value was 78. 57% and the negative predictive value was 94. 74 % , which
were significantly higher than those of DNA ploidy analysis(P<C0. 05). Conclusion pl16/Ki-67 double staining can significantly im-
prove the prediction value of HSIL. The DNA ploidy analysis combined with p16/Ki-67 double staining is an effective method for
predicting HSIL +,which is suitable for the implementation in the areas with lack of medical resources.
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