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[ Abstract] Objective

provide the molecular level data for the prevention and treatment of HPV infection. Methods

To investigate human papillomavirus(HPV)33 E6/E7 gene variation in Chengdu area to
The HPV-33 E6/E7
genes in cervical exfoliated cells from the patients with HPV positive were amplified by PCR. The results were se-
quenced and compared with referencel sequence in GenBank for finding the mutant sites. Then the variations were
preliminarily analyzed. Results Compared with the reference sequence, the variation rate of HPV-33 E6 in Chengdu
area was 56.00% (28/50) and which of HPV-33 E7 was 54. 00 % (27/50). Conclusion The variation degree of HPV-

33 E6/E7 in CIN|[ /CC sample is higher than that in cervicitis, the sequence mutations may increase the risk suffer-
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ing from cervical cancer.
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