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Abstract:Objective To investigate the expression of leukocyte differentiation antigen 109 (CD109) and
signal transduction and transcription activator 3 (STAT3) in cervical squamous cell carcinoma (SCC) and cer-
vical squamous intraepithelial lesion (SIL) and their relationships with human papillomavirus (HPV) infec-
tion. Methods A total of 27 cases of normal cervical epithelium (NCE),78 cases of SIL and 31 cases of SCC
were collected into NCE group,SIL group and SCC group respectively. The expression of CD109 and STAT3
in each group were detected by immunohistochemical method. HPV infection was detected by hybridization
capture-chemiluminescence method,and the correlations between CD109,STAT3 and HPV infection were in-
vestigated. Results CD109 didn't express in NCE group,and the positive rates of CD109 in SIL group and
SCC group were 35.90% and 58. 06% respectively. The positive rates of STAT3 were 29. 63% ,57. 69% and
90. 32% respectively. The positive rates of HPV in NCE group, SIL group and SCC group were 18. 52%,
76.92% and 93.55% respectively. Further studies showed that the positive rates of CD109,STAT3 and HPV
in SIL increased with the increase of lesion grade,and the positive rates in high-grade squamous intraepithelial
lesion of the cervix tissues were higher than those in low-grade squamous intraepithelial lesion of the cervix
tissues, with statistical significance (P<C0. 05). The positive rate of CD109 in SCC patients with lymph node

metastasis was significantly higher than that in SCC patients without lymph node metastasis, the difference
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was statistically significant (P <C0. 05). CD109 related positively with STAT3, HPV infection (P <C0. 05).
Conclusion CD109,STAT3 and HPV might be all involved in the carcinogenesis of cervical SCC.
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