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[ Abstract] Objective

cancer

To investigate the amplification of hTERC gene detected by fluorescence in situ hybrid-
ization technique in cervical intraepithelial neoplasia(CIN)and cervical cancer and to understand its application to ear-
Cervical exfoliated cells in 396 cases in our hospital from June 2008 to June

2010 were collected, treated with normal saline and TCT. To use fluorogenic mark probe 300 of GLP TERC/CSP and

ly diagnosis of cervical cancer. Methods

fluorescence in situ hybridization(FISH) for detecting hTERC gene copies. The clinical effect of detection results was
analyzed. Results In 396 clinical samples,the expressing rate was 1. 012% in the normal cervical cells(threshold val-
ue). The positive rate of the cervical cancer group was 93. 65% (59/63), the CIN total positive rate was 65. 82%
(104/158) , the difference had statistical significance compared with normal and inflammation / CIN [ group(3.01%
(4/133) respectively(P<C0. 01). The positive expression rate of group CIN[[ was 60. 24 % (50/83) , the positive rate
of CIN [[[ was 72.0%(54/75); comparing CINI[ and CINI groups with cervical cancer group. the difference also
had statistics significance(P<C0. 01). The amplification of hTERC gene showed positive in cervial cancer cell lines he-
la and normal bone marrow lymphocytes. Conclusion HTERC gene participates in the occurrence and development
of CIN and cervical cancer,as their marker, the positive expression rate of hTERC is related with the degree of pre-
cancerosis of cervical cells. The detection of hTERC gene may be as the important measure to increase the early diag-
nostic rate of cervical cancer and provide the important basis for treating precancerosis.
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