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in cervical lesion pathological changes
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[Abstract]  Objective  Our objective was to explore the importance of human papilloma viru 16 (HPV16) in
the etiology of cervical intraepithelial neoplasia (CIN) by analyzing the expression of human mut—1 homologuel,
human mut—s homologue2 and microsatellite instability (MI) in patients suffering from cervical lesion. Methods
Patients were divided into 4 groups according to the pathologic diagnosis: cervicitis, CIN1, CIN2~CIN3 and cervi-
cal cancer groups. MI was determined by polymerase chain reaction single strand conformation polymorphismanaly-
sis (PCR-SSCP). Immunohistochemical staining with SP were performed to analyse the gene expression of human
mut-] homologuel and human mut-s homologue2 (hMLH1 and hMSH2), also PCR was performed to detect human
papilloma viru 16. Results 5 pantiens were HPV16 positive in CIN1 group (5/20, 25. 0% ,) which was significant
lower than that in CIN1 group (17/31, 54. 8% XZ =4, 413, P=0. 034). The selected three MSI loci D3S2832E,
RH91127 and SHGC-56838 were not detected in cervicitis group while detected in both CIN and cervical cancer
group, but the general expression rate was low (46, 7%) . And the expression of hMLHland hMSH2 had the
same trend with MSI and were positive correlated with HPV16 infection. Conclusions HPV16 infection can de-
crease the expression of hMLLH1 and hMSH2 and thus cause MSI which may be an important mechanism of the de-
velopment of cervical cancer. HPV16 infection. hMILLH1 and hMSH2 MSI is expected to be makers of high-risk of
cervical carcinoma.
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